HAG P =2 2

5B R A E A I E

20198 H VYL7x FRl



ALK S



B S B+ LR A IR PR 2 R WS S

OR-001
Tumor mutation load: a novel independent prognostic
factor in stage IlIA-N2 non-small cell lung cancer

Yiqun Che
National Cancer Center/Cancer Hospital, Chinese Academy of Medical Sciences and
Peking Union Medical College

Objective This study aims to investigate the prognostic biomarkers of patients with stage 111A-N2
NSCLC and to analyze the correlation between tumor mutation load (the frequency and number
of tumor mutation) and prognosis.

Methods Clinical data of 35 patients with stage IlIA-N2 NSCLC were collected from Cancer
Hospital, Chinese Academy of Medical Sciences. Whole blood samples from peripheral vein were
taken at different treatment period and the mutations of cfDNA were detected.

Results Multivariate analysis showed that smoking (P=0.0308), mutation number>2 (P=0.0283)
and max mutation frequency>0.025 (P=0.0450) were associated with improved progression-free
survival (PFS). The OS of well differentiated NSCLC patients was better than that of poor
differentiated ones (P=0.0006). The rates of PFS, disease-free survival, locoregional progression-
free survival and local progression free survival were significantly higher in the group with mutant
number >2 than in the group with mutant number<2. The mutation number of pre-operation group
was significantly higher than that of post-radiochemotherapy group (5 vs. 2.5, P=0.023) and the
max mutation frequency change was approximately significant in post-radiochemotherapy group
compared with post-operation group (2.6% vs. 1.85%, P=0.067). The max mutation frequency is
positively correlated with vascular invasion (21.13% vs. 3.62%, P= 0.04). Furthermore, Met, ALK,
APC, PTEN, ERBB4, NF1 and other genes, involving multiple tumor suppressor genes and lung
cancer-driven genes, did not mutate in recurrence-free patients when compared with recurrent
patients.

Conclusions In conclusion, differentiation, smoking, mutant frequency>0.025 and mutant
number>2 are prognostic factors. The frequency and number of gene mutations in cfDNA are
expected to be prognostic predictors of NSCLC.

OR-002
Long non-coding RNA CCAT1 promotes colorectal cancer
progression by regulating miR-181a-5p expression
from exosomes

Anquan Shang,Li Dong
Tongji Hospital of Tongji University

Objective Our study aimed at elucidating the function and mechanisms of long non-coding RNA
CCAT1 via regulating miR-181a-5p expression from exosomes in the colorectal cancer (CRC).
Methods The Cancer Genome Atlas (TCGA) makes available INcRNA expression level data on
cases and controls in matched 38 colorectal patients. We detected 10 IncRNAs that were
upregulated and 10 that were downregulated specifically from exsomes in CRC. 50 cases of CRC
tissues were collected to analyze the correlation between expression of CCAT1 and clinical
pathology. The quantification of CCAT1 and miR-181a-5p was done using gRT-PCR and western
blot. The target relationship between CCAT1 and miR-181a-5p was verified using dual-luciferase
reporter gene assay. Cell viability was determined using MTT assay, colony formation assay and
EdU assay. Cell aggression was determined using Transwell and wound healing assays. Flow
cytometry analysis was used to demonstrate cell apoptosis. Further xenograft model experiments
displayed the oncogenicity of CCAT1.
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Results The expression of INncRNA CCAT1 was significantly upregulated in CRC tissues. The
CCAT1 expression was positively associated with American Joint Committee on Cancer stage (P
<0.05). CCAT1 could promote the cell proliferation, growth and mobility by targeting miR-181a-
5p from exsomes. The silence of CCAT1 could increase the cell apoptosis. Knocking down the
expression level of CCAT1 could inhibit tumor growth in vivo.

Conclusions CCAT1 could promote CRC cell proliferation, invasion, migration and suppress cell
apoptosis by regulating miR-181a-5p expression from exsomes.
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OR-007
Serum peptide profiling for potential biomarkers in early
diagnosis of Escherichia coli bloodstream infection

Yating Ma
301 PLA Hospital

Objective Bacterial bloodstream infection (BSI) remains an important cause of morbidity and
mortality, which is a widespread and uncontrolled inflammatory response. There are some
cytokines for the auxiliary diagnosis, such as procalcitonin (PCT), C reactive protein (CRP), and
interleukin 6 (IL-6), which are not sufficient. This study was aimed to explore a new method of
diagnosing bacterial BSI and to find some new biomarkers that could differentiate bloodstream
infected patients from healthy people.

Methods An animal model was used to find relevant changes of peptides in the serum and was
validated in clinical samples. Mice (25-27 g) were randomized to infection with Escherichia coli
ATCC 25922 or phosphate buffer saline. The serum samples were purified by weak cation
exchange beadsand the serum peptide profiing was established by matrix-assisted
laser desorption ionization time-of-fight mass spectrometry (MALDI-TOF MS). Statistical
analysis and diagnostic modeling were conducted on BioExplorer. Amino acid sequences of the
candidate peptides were identified by nano-liquid chromatography electrospray ionization—
tandem mass spectrometry and relevant proteins were recognized on the Uniprot database. The
identified proteins were confirmed via enzyme-linked immunosorbent assay on clinical samples.
Results Five peptide peaks (m/z 1941, 2924.1, 3962.1, 4126.9 and 5514) were found as
candidate biomarkers for E.coli infection, and the diagnostic model discriminated E.coli infected
patients from healthy controls with an accuracy of 92.2%. Peptide peaks m/z 1941, 2924.1 and
4126.9 were identified as the fragments of Serotransferrin (TRF), Complement C3 and Serum
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amyloid A-1 protein (SAAL), respectively, but only C3 and SAAL showed significant difference in
clinical samples.

Conclusions MALDI-TOF MS could be a new method to find the changes of serum peptides
after infection, C3 and SAA1 could be new biomarkers in diagnosing BSI.
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OR-010
Comprehensive Analysis of BRCA, TP53 Mutations and
serum tumor biomarkers in Ovarian Cancer Patients

Hongyu deng®?,Dongyong Shan?3,Jianfu Heng',Faging Tang*,Hongjun Huang?,Yinghua Li?,
Xiaochun Wang?,Jun Wang*
1.Hunan Cancer Hospital
2.Department of Laboratory Medicine, Xiangya School of Medicine, Central South University
3.Department of Oncology, The Third Xiangya Hospital of Central South University
4.School of Life Sciences, Central South University

Objective Ovarian cancer is a critical death-leading gynecologic malignancie. Early detection is
crucial way to reduce cancer related death.Changes in serum tumor makersand gene mutations
are important serological and genetic characteristics in ovarian cancer. The aims of this study
were to comprehensively analyze serum tumor makers and germline mutations
of BRCA and TP53 gene in ovarian cancer patients, and construct prediction models for ovarian
cancer diagnosis by combining serum tumor makers and gene mutations.

Methods A total of 10 serum tumor makersin 232 Chinese ovarian cancer patients and 219
gynecological benign patients were detectedwith Protein Chip-Chemiluminescence. Germline
mutations of BRCA and TP53 gene were analyzed by integrating multiplexPCR and next-
generation sequencing technologies. Sanger sequencing was used to confirm the detected
mutations. We construct the prediction models for ovarian cancer detection and subtype
differentiation using serum tumor makers and BRCA, TP53 mutation status.

Results Total of 43 deleterious BRCAgermline mutations were identified in 54 ovarian cancer
patients.The overall frequency ofBRCAdeleterious germline mutations in this study was 23.3%
(54/232).Most of these mutations were located in exonll of the BRCAgenes repectively.
ForBRCAlgene, 30deleterious germline mutations loci were found in 38 (38/232, 16.38%)
patients, including 6 recurrentmutations (c.3770_3771delAG and c.4712delT presented in 3
patients, ¢.220C>T, c.981 982delAT, c.3288 3289delAA and c.4185+1G>A presented in 2
patients) and 6 novel mutations (c.440delT, c.2302delA, c.3114delA,
€.2553 2554insGAAAAGTGAA, ¢.3418 3419insTGACTACT and ¢.4886_4887delinsC).
ForBRCA2, 13 deleterious germline mutations were found in 16 (16/232, 6.90%) patients,
including 2 recurrentmutations (c.3109C>T presented in 3 cases and ¢.3598 3599delTG
presented in 2 cases). Notably, 6 mutations in BRCA2(c.1508 1509delinsT, ¢.3628 3629delGA,
¢.5446dupA, €.6400_6401delAA, €.8645_8646dupAA and €.8954-1G>C) were
novel. Notably, BRCAdeleteriousgermline mutations weresignificantly associated withhistological
subtype(P= 0.011), FIGO stage (P= 0.007), lymph node metastasis (P= 0.024), HBOC-related
tumor (P < 0.001) and family history (P= 0.014) of ovarian cancer.

Total ofl8deleteriousTP53mutations were found in the plasma cell-free DNA of ovarian cancer
patients. The overall frequency of TP53deleterious mutations in our studywas 11.8% (18/232). Of
these mutations which located in exon 5 to 8, 17 were missense mutations and one was splicing
variant. ¢.818G>A was recurrentmutation. TP53genedeleteriousmutations were significantly
associated with lymphatic metastasis(P= 0.044) and menopause age (P= 0.036).

In 232 Chinese ovarian cancer patients and 219 gynecological benign patients,the levels of six
serum tumor biomarkers,CA125(P=2.82E-24), CEA(P=0.029), CA19-9(P= 0.021), NSE(P =
1.92E-06), Ferritin (P= 6.98E-17) and HE4(P= 1.63E-07)in ovarian cancer patients were
significantly higher than benign patients. The levels ofserum tumor biomarkers B-HCG (P =
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1.33E-07) in ovarian cancer patients was significantly decreased.The levels ofserum tumor
biomarkersCA19-9 (P= 0.0486) and Ferritin (P= 1.07E-06) weresignificantly higher in group of
ovarian cancer patients which are over 60 ageat diagnosis. The levels ofserum tumor
biomarkersCA125 and Ferritin were significantly associated withhistological subtype,FIGO stage
and grade (all ofPvaluewere under 0.05).The level ofserum tumor biomarker
CEA wassignificantly higher inpatientsof personal history of cancer (P= 7.49E-04). The level
ofserum tumor biomarker Ferritin wassignificantly higher in older menopausal age patients (P=
9.46E-05).In addition, this study found that the levels of serum tumor biomarkers CA125 (P=
0.010), CA15-3 (P= 0.035), HGH(P= 0.027) andB-HCG (P= 0.027) were significantly higher
inovarian cancer patients ofBRCAldeleteriousmutations.The levels of serum
tumor biomarkersCA125 (P= 0.030), Ferritin (P= 0.015), NSE (P=0.036) were significantly higher
inovarian cancer patients with TP53deleteriousmutations. The levels of serum tumor biomarkers
CA19-9 (P= 0.019) and HGH (P= 0.037) were significantlylower in ovarian
cancer patientswithTP53deleteriousmutations.

In allprediction models, CA125 showed the best performance in ovarian cancer detection as a
single serum tumor biomarker (AUC=0.799). A panel of 8 serum tumor biomarkers (NSE, CEA,
Ferritin, AFP, B-HCG, HGH, CA125 and CA15-3) showed good predictive performance in ovarian
cancer detection (AUC = 0.873). This model combined with HE4 showed better predictive
performance in ovarian cancer detection (AUC = 0.916). The panel of 5 serum
tumor biomarkers(HE4, CA19-9, CA242, AFP and CA125) combined with BRCAmutation status
showed the best performance in prediction of metastasis (AUC = 0.843).

Conclusions Multiplex PCR and next-generation sequencing methods were successfully
established to screen BRCAgermline mutation and TP53cfDNA mutation and then to analyze the
gene mutations in ovarian cancer patients. The levels of 10 serum tumor markers in 232 ovarian
cancer patients and 219gynecologicalbenign patientswere successfullyanalyzed. The value of
serum tumor markers in the early diagnosis of ovarian cancer patients was successfully
evaluated. The associations between 10 serum tumor biomarkers and BRCAgermline
mutationsand TP53gene mutation were analyzed and estabilished prediction models for cancer
detection and metastasis analysis. These results would benefit the diagnosis and treatment of
ovarian cancer patients.
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OR-013
Data mining: seasonal and temperature fluctuations in
thyroid-stimulating hormone

Danchen Wang
Peking Union Medical College Hospital

Objective Thyroid-stimulating hormone (TSH) plays a key role in maintaining normal thyroid
function. Here, we used “big data” to analyze the effects of seasonality and temperature on TSH
concentrations to understand factors affecting the reference interval.

Methods Information from 339,985 patients at Peking Union Medical College Hospital was
collected from September 1%, 2013, to August 31, 2016, and retrospectively analyzed. A
statistical method was used to exclude outliers, with data from 206,486 patients included in the
final analysis. The research period was divided into four seasons according to the National
Weather Service. Correlations between TSH concentrations and season and temperature were
determined.

Results Median TSH levels during spring, summer, autumn, and winter were 1.88, 1.86, 1.87,
and 1.96 mlU/L, respectively. TSH fluctuation was larger in winter (x0.128) than in summer
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(x0.125). After normalizing the data from each year to the lowest TSH median value (summer),
TSH appeared to peak in winter and trough in summer, showing a negative correlation with
temperature. Pearson correlation analysis indicated that the monthly median TSH values were
negatively correlated with temperature (r = -0.663, p < 0.001).

Conclusions This study showed significant seasonal- and temperature-dependent variation in
TSH concentrations. Thus, these might be important factors to consider when diagnosing thyroid
function disorders.

OR-014
A Panel of Exosome-derived miRNAs of Cerebrospinal
Fluid for the Diagnosis of Moyamoya Disease

Xiaoming Lv!,Gang Wang?
1.The Third Affiliated Hospital, Southern Medical University
2.Nanfang Hospital, Southern Medical University

Objective Moyamoya disease (MMD) is an important cause of stroke in children and young
adults in Asia. To date, diagnosis remains challenging due to varying clinical manifestations and
unknown pathogenesis. The study aims to identify cerebrospinal fluid (CSF) exosomal
microRNAs (exomiRs) that can serve as a novel diagnostic biomarker for diagnosis and assess
its clinical applications.

Methods CSF samples were taken from 31 MMD patients and 31 healthy controls. Initial
screening of miRNA expression was performed on samples pooled from MMD patients and
controls using microarray and validated using quantitative reverse transcription polymerase chain
reaction (QRT-PCR). The diagnostic accuracy of the potential exosomal miRNAs was evaluated
using receiver operating characteristic curve analyses in an independent patient cohort. The
potential pathways regulated by the miRNAs was also determined using bioinformatics analysis.
Results The microarray results demonstrated that six exomiRs were dysregulated in the MMD
patients compared to the controls. Using qRT-PCR, we validated five of the miRNAs (miR-3679-
5p, MiR-6165, miR-6760-5p and miR-574-5p) as a biomarker for MMD diagnosis. The five
exomiRs showed enhanced sensitivity (81.25%) and specificity (93.75%) in terms of
differentiating MMD patients from healthy subjects (area under the curve [AUC] = 0.9203).
Pathway enrichment analysis for potential targets of six exomiRs identified proteins involved in
cell adhesion and junction formation in the brain.

Conclusions We identified a novel and highly sensitive exomiRs signature for MMD detection
and explored its potential targets using bioinformatics analysis.
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OR-018
Derivatization-free candidate reference measurement
procedure for determining the concentration of 17f3-

estradiol in serum by isotope dilution liquid
chromatography-tandem mass spectrometry

Qiaoxuan Zhang
Guangdong Provincial Hospital of Chinese Medicine

Objective 17B-Estradiol (E>) is routinely analyzed in clinical laboratories for the assessment of
female reproductive function and plays expanding roles in other fields. Herein, a highly accurate
candidate reference measurement procedure (RMP) for the determination of E» in human serum
was developed with the technique of isotope dilution liquid chromatography-tandem mass
spectrometry (ID-LC-MS/MS).

Methods The serum samples require no derivatization and are extracted by liquid-liquid
extraction. Bracketing calibrators was used for quantification. The accuracy of the method was
confirmed by certified reference materials (CRMs) for E>: BCR-576, BCR-577, and BCR-578. In
addition, the method was further validated by split-sample comparison to established RMPs. The
highly accurate method was used to measure E; in serum samples from 60 patients for the
evaluation of three immunoassays that are commonly used in clinical laboratories in China, i.e.,
Siemens IMMULITE 1000 (Siemens), ARCHITECT i2000sr (Abbott), and Cobas 6000 (Roche).
Results The lowest limit of detection (LLoD) and the lowest limit of quantification (LLoQ) for the
method were estimated to be 2 pg/mL (7 pM) and 5 pg/mL (18 pM), respectively. The intra- and
inter-assay imprecisions were < 2.91% at 15.24, 141.50, and 483.13 pg/mL, respectively; the
analytical recoveries were 98.73—-100.77%; and the linear response was 12-3,783 pg/mL (44—
13,889 pM). The method demonstrated high agreement with CRMs and established RMPs.
Bland-Altman plots of the E2 results revealed concentration-dependent immunoassay biases.
Conclusions The newly developed ID-LC-MS/MS method is precise, facile, and reliable. It does
not require lengthy derivatization and can provide an accurate concentration to which routine
methods for E2 determination can be compared.
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OR-020
Determining the susceptibility of carbapenem resistant
Klebsiella pneumoniae and Escherichia coli strains against
common disinfectants at a tertiary hospital in China

Yili Chen,Kang Liao
The First Affiliated Hospital of Sun Yat-sen University

Objective Carbapenem-resistant Enterobacteriaceae(CRE) is a globally important nosocomial
pathogen. Infections caused by CRE are associated with increased morbidity and mortality rates
and greater hospital costs. Effective drugs to eliminate this infection from the patients are limited
currently. Therefore, strategies to prevent initial infection by eliminating or at least reducing the
presence of this bacteria in the clinical environment is of significant importance, and should be
given a high priority by clinicians. In this study, the susceptibility of patient-derived carbapenem
resistant Klebsiella pneumoniae (CRKP) and Escherichia coli (CREC) strains against three
common disinfectants and the determinants of resistance to disinfectants were investigated, to
provide evidences for controling and preventing the spread of the super resistant bacteria.
Methods The minimum inhibitory concentrations (MICs) and the minimum bactericidal
concentrations (MBCs) of three common chemical disinfectants: chlorhexidine,
trichloroisocyanuric (TCCA) acid and Povidone iodine (PVP-I) against 50 CRE strains were
measured; Klebsiella pneumoniae ATCC700603 and Escherichia coli ATCC25922 served as
standard. The drug-resistance genes -gacEA1, gacA/B and cepA-were determined using
polymerase chain reaction.

Results A total of 36 CRKP and 14 CREC strains were collected in our hospital from 2014 to
2016. The MIC ranges of 36 CRKP strains against chlorhexidine, TCCA and PVP-I were 8~512
mg/L, 64~128mg/L and 8~128mg/L, respectively . For 14 CREC strains, the MIC ranges against
chlorhexidine, TCCA and PVP-l were 4~128 mg/L, 64~128mg/L and 4~128mg/L, respectively.
Moreover, against chlorhexidine and PVP-I, the MICg, of 36 CRKP strains was higher than that of
50 CSKP strains. The gacE/A\1 gene was detected in 15 isolates among 36 CRKP strains(41.7%),
and 8 isolates among 14 CREC strains (57.1%); while the gacA/B gene was not detected.
Specifically, the cepA gene was much more prevalent than the qacEA1; it reached over 80%
among CRKP strains. Compared to the CSKP strains, the presence of the gacEA1 and cepA
genes was significantly higher among the CRKP strains (p<0.05).

Conclusions CRE strains collected from patients in our hospital exhibit various degree of
resistance to the commonly used chemical disinfectants. It is of great help to keep monitoring the
tendency of the reduced susceptibility of the pan-resistant strains against disinfectants, in order to
effectively control and prevent the spread of the super resistant bacteria.
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OR-021
Identification of new peptide biomarkers for bacterial
bloodstream infection

Yating Ma, Xinyu Wen,Chengbin Wang
301 PLA Hospital

Objective Given the associated high mortality and a dearth of effective early diagnostic
measures, new diagnostic methods for bacterial bloodstream infection (BSI) are urgently needed.
In the present study, we sought to identify novel diagnostic biomarkers of BSI via a protein-
peptide profiling approach.

Methods Seven common bacterial BSI mouse models were used to process serum peptide
analyses, and different peptide peaks were identified using the MALDI-TOF MS and BioExplorer
software. A classification model based on identical peptide peaks was then defined through the
use of a nano-LC/ESI- MS/MS system. In addition, GO and network analyses were conducted as
a means of analyzing these potential protein markers. Finally, the potential biomarkers were
verified in independent clinical samples via ELISA.

Results Five common peptide peaks showed an identical trend, including m/z 1533.8, 2794.3,
3597.3, 5007.3 and 7816.7; the intensity of m/z 1533.8, 2794.3 and 3597.3 were higher in the
infection group relative to controls, whereas the intensity of m/z 5007.3 and 7816.7 were lower in
the infection group. Four peaks were successfully identified including Inter-trypsin inhibitor heavy
chain H4 (ITIH4), Kininogenl(KNG1), Serum amyloid A-2 (SAA2) and Complement3 (C3). GO
and network analyses found these proteins to be involved in myriad biological processes and to
form an interaction network which may be correlated with BSI. ELISA results indicated that ITIH4,
KNG1, and SAA2 perform well in differentiating infected and normal control groups.

Conclusions Our results may offer a novel approach to serum peptide analysis in those with
bacterial BSI, offering a novel diagnostic strategy and relevant diagnostic targets. These potential
biomarkers identified herein also have the potential to offer new insights into the signaling
networks underlying the development and progression of BSI.

OR-022
MALDI-TOF MS combined with UF-5000i Urine Flow

Cytometry to directly identify pathogens in clinical urine
specimens within 60 minutes

Chuang Sun,Ping Ma
Department of Clinical Laboratory, the Affiliated Hospital of Xuzhou Medical University

Objective To developanew method for pathogenic  diagnosis  of urinary  tract
infections (UTIs) by combining  matrix-assisted laser desorption ionization time-of-flight
mass spectrometry (MALDI-TOF MS) and UF-5000i from urine samples directly within 60 min .
Methods A total of 1503 urine samples were collected from patients suggsting symptoms of
UTIs during August 2018 to January 2019, each of them was divided into three parts.The first
componentwas used for conventional cleaning mid-stream urine culture; the second
component for UF-5000i analysis to screen out the bacterial counts ,which were more than 1x10°
bacteria/mL.The last component was processed to bacterial purification, and directly identified by
the MALDI-TOF MS.

Results In our study ,296 of 1,503 urine specimen were screened out by UF-5000i(bacterial
pellets counts = 10°%mL).Compared the direct identification by MALDI-TOF MS
with the conventional culture-dependent method,the results were consistent in 249 of 263(94.6%)
cases ,and they were both single-microorganism.Meanwhile,5 samples were misidentified and 9
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results were unreliable or no peaks found. Among 249 credible results, species-level identification
(score =2.0) was contained 233(233/249, 93.5%),16(16/249,6.4%) samples scored between 1.7
and 1.99, and 14 (14/249,5.6%) samples scored < 1.7 or no peaks found or different detection
results. When there were 2 different kinds of bacteria in the urine, the result of MALDI-TOF MS
was unreliable.

Conclusions UF-5000i Urine Flow Cytometry combined with MALDI-TOF MS to identify the
pathogenic bacteria in urine directly is a novel and reliable method and saving approximate 24
hours relative to current routine method.Thus its rapid and accurate detection can provide the
basis of etiology for clinical treatment efficiently.
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OR-024
Emergence and Potential Spread of Multidrug-Resistant
Sequence Type 307 Klebsiella pneumoniae Clinical
Bloodstream Isolates Co-producing OXA-48 and NDM-1 in
Shanghai, China

Su Wang?,Shuzhen Xiao?,Feifei Gu?,Wenrong Jiang?,Shiwen Wang?,Yingxin Miao?,Lizhong Han? Yanmei
Zhang!,Hu Zhao?!
1.Huadong Hospital Affiliated to Fudan University
2.Ruijin Hospital, Shanghai Jiao Tong University School of Medicine

Objective To assess the prevalence, antimicrobial susceptibility patterns and phylogenetic
relationships of carbapenem-resistant Klebsiella pneumoniae bloodstream isolates in Shanghai,
and also highlight the molecular characteristics of OXA-48-producing isolates.

Methods Fifty-three carbapenem-resistant K. pneumoniae bloodstream isolates were obtained in
a general hospital in Shanghai. Antimicrobial susceptibility tests, MLST and eBURST were
constructed. The plasmids harboring blaoxa-2s were analyzed through conjugation experiments,
S1-nuclease pulsed-field gel electrophoresis (S1-PFGE), and hybridization with specific probes.
Whole genomes of blaoxa-4s-producing isolates were sequenced by MiSeq (lllumina).

Results Of 53 isolates, 49 (92.45%) harbored carbapenemase-encoding genes, including blakpc.
2, blakpc-s, blaoxa-as, and/or blanom-1. Among them, 3 harbored blaoxa-4s and blanpw-1, belonging to
sequence type 307 (ST307); 1 harbored blaoxa-4as and blakpc2, belonging to ST11. S1-PFGE
showed that 4 OXA-48-producing K. pneumoniae all harbored 3 or more plasmids. Southern
hybridization analysis revealed blaoxa-sg located on a 60-kb IncL/M conjugative plasmid (Figurel).
The genetic context of blaoxa-4g (1IS1999-LysR- blaoxa-4s-1S1-1S1999) displayed overall nucleotide
identity (99%) to pRJ119-OXA48.

Conclusions This study indicated potential spread of multidrug-resistant ST307 K. pneumoniae
isolates co-producing OXA-48 and NDM-1 in Shanghai, which highlightedc increased surveillance
of OXA-48 is urgently needed in China.
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OR-027
Clinical Diagnostic Performance of Light-initiated
Chemiluminescent Assay Compared with the Architect
Chemiluminescence Immunoassay for Detection of HCV
Antibody

Shuo Yang?!,Ruifeng Yang?,Siyu Zhang?,Di Liut,Jiansuo Zhou?,Tiancheng Wang?,Liyan Cui'
1.Peking University Third Hospital
2.Peking University People's Hospital

Objective Hepatitis C virus antibody (anti-HCV) test had been approved as a preliminary
screening test for HCV infection. Light-initiated chemiluminescent assay (LICA) was a
homogenous method. We aimed to assess the clinical diagnostic performance of LICA and
compare it with that of chemiluminescence immunoassay (CLIA) which was widely used in clinical
laboratories.

Methods A total of 10,772 patients from the Peking University Third Hospital were enrolled. The
serum samples were detected on the ChIVD LICA500 and Abbott Architect i2000SR platforms.
Recombinant immunoblot assay (RIBA) and HCV RNA assay were used for confirmation.
Results The negative agreement rate between ChlVD LiCA anti-HCV assay and Abbott Architect
anti-HCV assay was 99.91%, the positive agreement rate was 37.31%, the total agreement rate
was 98.74%, and the kappa coefficient (k) was 0.5 v 19. The sensitivity, specificity, positive
predictive value (PPV) and negative predictive value (NPV) of ChlVD LiCA anti-HCV assay were
96.39%, 99.95%, 89.58%and 99.97%, respectively, which were superior to those of Abbott
Architect anti-HCV assay (93.98%, 99.25%, 51.90%, 99.95%, respectively).

Conclusions

ChIVD LIiCA anti-HCV assay was a highly sensitive, specific homogenous method with good
diagnostic performance, and was applicable for the routine screening of HCV infection in clinical
laboratories.

OR-028
mMiR-139-5p inhibits isoproterenol-induced cardiac
hypertrophy by targetting c-Jun

Hanggqi Liu®, Shui yun Wang?,Wei Qiu3,Jian hui Li*,Ru tai Hui2,Lei Song?,Mei Jia',Hui Wang?!,Ji zheng
Wang?,Ming Su?
1.Peking University People's Hospital
2.Chinese Academy of Medical Sciences Fuwai Hospital
3.Beijing Friendship Hospital
4.Peking Union Medical College National Research Institute for Family Planning

Objective Hypertrophic cardiomyopathy (HCM) is a serious monogenic disease characterized by
cardiac hypertrophy, fibrosis, sudden cardiac death, and heart failure. Previously, we identified
that miR-139-5p was down-regulated in HCM patients. However, the regulatory effects of miR-
139-5p remain unclear. Thus, we investigated the role of miR-139-5p in the regulation of cardiac
hypertrophy.

Methods For in vivo experiment, transverse aortic constriction (TAC) operation in mice was
performed in 6-8 weeks old male C57BL/6 mice. All mice’s hearts were harvested for miR-139-5p
expression analysis. For in vitro experiment, primary neonatal rat cardiomyocytes were transiently
transfected with miR-139-5p mimics or inhibitors. Total RNA and total protein were extracted for
futher analysis. Determination of cell surface area was carry out after overexpress and
knockdown experiment.
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Results The expression of miR-139-5p in left ventricular tissues in HCM patients and mice
subjected to transverse aortic constriction (TAC) was significantly down-regulated. Knockdown of
miR-139-5p expression in neonatal rat cardiomyocytes(NRCMs) induced cardiomyocyte
enlargement and increased atrial natriuretic polypeptide(ANP) expression. Overexpression of
miR-139-5p antagonized isoproterenol (ISO)-inducedcardiomyocyte enlargement and ANP/brain
natriuretic peptide (BNP) up-regulation. More importantly, we found that c-Jun expression was
inhibited by miR-139-5p in NRCMs. Knockdown of c-Jun expression significantly attenuated
cardiac hypertrophy induced by miR-139-5p deprivation.

Conclusions Our data indicated that miR-139-5p was down-regulated in the hearts of HCM
patients and that it inhibited cardiac hypertrophy by targetting c-Jun expression.

OR-029
Identification of methylation sites and signature genes with
prognostic value for luminal breast cancer

Bin Xiao
General Hospital of Southern Theatre Command of PLA

Objective Robust and precise molecular prognostic predictors for luminal breast cancer are
required. This study aimed to identify key methylation sites in luminal breast cancer, as well as
precise molecular tools for predicting prognosis.

Methods We compared methylation levels of normal and luminal breast cancer samples from
The Cancer Genome Atlas dataset. The relationships among differentially methylated sites,
corresponding mMRNA expression levels and prognosis were further analysed. Differentially
expressed genes in normal and cancerous samples were analysed, followed by the identification
of prognostic signature genes. Samples were divided into low- and high-risk groups based on the
signature genes. Prognoses of low- and high-risk groups were compared. The Gene Expression
Omnibus dataset were used to validate signature genes for prognosis prediction. Prognosis of
low- and high-risk groups in Luminal A and Luminal B samples from the TCGA and the Metabric
cohort dataset were analyzed. We also analysed the correlation between clinical features of low-
and high- risk groups as well as their differences in gene expression.

Results Fourteen methylation sites were considered to be related to luminal breast cancer
prognosis because their methylation levels, mMRNA expression and prognoses were closely
related to each other. The methylation level of SOSTDC1 was used to divide samples into hypo-
and hyper-methylation groups. We also identified an mRNA signature, comprising eight
transcripts, ESCO2, PACSIN1, CDCA2, PIGR, PTN, RGMA, KLK4 and CENPA,which was used
to divide samples into low- and high-risk groups. The low-risk group showed significantly better
prognosis than the high-risk group. A correlation analysis revealed that the risk score was an
independent prognostic factor. Low- and high- risk groups significantly correlated with the survival
ratio in Luminal A samples, but not in Luminal B samples on the basis of the TCGA and the
Metabric cohort dataset.Further functional annotation demonstrated that the differentially
expressed genes were mainly involved in cell cycle and cancer progression.

Conclusions We identified several key methylation sites and an mRNA signature for predicting
luminal breast cancer prognosis. The signature exhibited effective and precise prediction of
prognosis and may serve as a prognostic and diagnostic marker for luminal breast cancer.
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OR-030
FOXQL i@ #IHI S hE B FRiX {2 i3t A B ¥ 18) 7¢ JR
FLRRRETT P /RE& G RAIREY 57 FHL IR

T2 TN
b K25 =EE[5,100000

B @i ERENS, £ hUC-MSCs it Fik FOXQ1 [, EMRIMENEMET, RALERIE
FOXQ1 &t hUC-MSCs Hi%H., 2z, LLRWFFIERIAE FOXQL X hUC-MSCs 597
iR (AD) IR KAL) o

FiE BATE M E FOXQL WRENIERH B, ¥ FOXQL 7E hUC-MSCs Hid %k, il H
KFabr b FOXQL XA S RE R TR /EA . BEJE, % FOXQ1 &M hUC-MSCs A
ZAEGIR (AD) BRI AKN, BEFRELXT AD (K520 KL .

R FOXQL i 3Rk ] LI i #0152 22 AH 5¢ 2 5E [ 770 WA 1T ZE2% hUC-MSCs 3, HEifig5H huC-
MSCs %f AD #E R B A7 20, HEER TR 22 DA, HE D AR L.
g0 IRIE FOXQL. I IEE M K ARE R T/ Wb ] UAE N IELZ hUC-MSCs HZ EE 7%, it
— 5 & hUC-MSCs 7£ AD V&7 H N FH o

OR-031

M 75IEE F LB AR B e & (R AR

JE 5
123K 25 — PR B, 250000

HE #8E Y (myeloperoxidase, MPO) X R LY, MPO it ACS WA, FHim
SREREH AR e I, am I I K E AL BN BT 51 ACS. BFAE R, MPO 2Tl ACS S RKERR
O M FA I —ASF T T, FEARENESE A T(TnT)KFRARMESE, MPO Refg 5 Fi L
Bk R A O IV FHAE GRS TR I B . AR T — R el 5 (R S e AL s

7% F Nafion W B 213 B Fo 2 10, e i i e B A SEAN B A FDIG R AT G oK & 2 2 B A e 3
Nafion & HE AR R T, A8 J5 38 I T R 40K 4 B 2 W B i o S A P Bl (MP O) HL 44k, 53¢ i FH IR ot 4
1 i (HRP)3F P41 B A% b f 3 4 S W B A5 A, ) A 28 R i 2 LIRS 5 AT R B okl 1 — s )
MPO [135 214 F i 1 G AL I s

G5B S0 ok R B 1% ) AR AT MPO [ R AR R4 FLZR MRS IYE Dy 2.5~100 pgl/L; Ktk
MM 1.425 pg/L,iE %] 95%Fa 45 mi M [8]<30 s 4kl LA T RSD(n=20) <2.94%7#1 4.15%.
W fke e Pk R IF /%S 30 d WEET 10 RIS, B HR 4R~ B, P35 00 S AE NP 46 1 85.6%.
RIUT THURIKEE . IR pH. IR R L E T 5t S 012 A% BEs (1 52 ) A FH AR D7 V2 A0 48 LT
i K 4 92 W% B SR B8 (ELISA) [FIBEXT 40 i A& RS AR MPO #4704t 45 SR B P9 35 AH O P R 4
(r=0.9971, p<0.0001).

G LA RS B RIE R FrtElr . AFEbs i el DLEE NS S
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OR-033

Identification of Novel Autoantibodies for Idiopathic

Inflammatory Myopathies Using Human Proteome
Microarray

Liubing Li
Peking Union Medical College Hospital, Chinese Academy of Medical Sciences

Objective Idiopathic inflammatory myopathies (lIMs) are a group of clinically heterogeneous,
inflammatory muscle disorders characterized by proximal and symmetric muscle weakness and
multisystem involvement. Autoantibodies are important biomarkers for 1IMs, aiding in diagnosis,
classifying patients into more homogeneous groups, and understanding additional clinical
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complications and responses to treatment. We aimed to employed human proteome microarrays,
each composed of about 20,000 unique human proteins, to identify lIMs-specific autoantibodies.
Methods A Three-Phase strategy was used. To screen candidate autoantigens, in Phase |, 90
serum samples collected from 40 IIMs patients, 30 autoimmune disease controls and 20 healthy
subjects were probed individually to human proteome microarrays. To verify these candidates, in
Phase I, a focused array with candidate lIMs-associated autoantigens was constructed, and this
was used to profile a much larger cohort, comprised of serum samples collected from 397 IIMs
patients (100 polymyositis, 217 dermatomyositis, 45 cancer-associated myositis, and 35 juvenile
dermatomyositis), 197 disease controls (40 systemic sclerosis, 39 systemic lupus erythematosus,
40 primary Sjogren's syndrome, 39 rheumatoid arthritis, and 39 other chronic diseases), and 98
healthy controls. In Phase lll, sera with high signal values (value > 3 standard deviation of the
mean of the healthy group) for verified proteins were validated using western blot analysis.
Results Ninety-one candidate autoantigens that were significantly associated with IIMs were
identified in Phase I. After verification in Phase Il, glycine n-methyltransferase (GNMT) was
considered as a new IIMs-specific autoantigen. Twenty-five polymyositis, ten dermatomyositis, six
cancer-associated myositis, two juvenile dermatomyositis, and two disease controls had high
signal values for GNMT, while no healthy subject showed high signal values. In Phase l1ll, 13 of
the 25 polymyositis, four of the ten dermatomyositis, five of the six cancer-associated myositis,
two of the two juvenile dermatomyositis, and one of the two disease controls were positive for
anti-GNMT autoantibodies using western blot.

Conclusions Anti-GNMT autoantibodies serve as a novel biomarker for 1IMs and is expected to
help clinical diagnosis. The prevalence of anti-GNMT autoantibodies in different ethnic
populations and the association between anti-GNMT autoantibodies and clinical features should
be further studied.

OR-034

4479 BINZEREZH B ERBRNES RO

[RIEME
B HBE R 2 M 8 b 5T i 42 3% BE B, 100000

B T RIEE R md s B A5 71 8384

FE AR ELBIRE 704t (CASA) HR, &M WHO HiARMIYE, XFH 2012 £ 2016 F 2|3
AETEFLEZ T 4479 BIASZURE 532 B3 1 B BRSO A TR W R R, R0 He g Rt T St 54y
Mo

GEEL 4479 ff Bk BRE (K IAERE N 34 %, 2012~2016 4E (A F048 55 Moks v H B0 PoRS VB . PR T
FHE RS T AT S BRE 7 ER TG 8R4 ISR K T%E LR T a2 2 S HTH b
B,

g8 IE BB ERIGT Y ST BB,
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OR-035
Establishing thresholds and analysis of effects of gender,
age, season for thyroglobulin antibodies and thyroid
peroxidase antibodies using real world big data

Chaochao Ma
Department of Clinical Laboratory, Peking Union Medical College Hospital, Peking Union Medical College
&Chinese Academy of Medical Science

Objective Thyroid globulin antibody (Tg-Ab) and thyroid peroxidase antibody (TPO-Ab) are
cornerstone biomarker for autoimmune thyroid diseases, and their thresholds are very important
for physicians to interpret test results and make clinical decisions. Therefore, we aimed to
establish the threshold of Tg-Ab and TPO-Ab in Chinese population through big data analysis and
explore the influence of age, gender and seasonal factors on their levels.

Methods The analytical data of 35869 subjects who performed health checkups at the Peking
Union Medical College Hospital between January 1,2014, and December,29,2018 were
downloaded from electronic health records. Clinical exclusion criterions and statistical method
were used to identify and exclude the abnormal subjects. The influence of each factor on
antibody level was analyzed by stratification. Thresholds of Tg-Ab and TPO-Ab were established
through Clinical Laboratory Standards Institute document C28-A3 guidelines and guidelines of the
National Academy of Clinical Biochemistry(NACB), respectively.

Results There were significant differences by gender (P<0.05) after age stratification. The level
of Tg-Ab gradually increased with age in females. Significant differences in the distribution of Tg-
Ab (P<0.05) and TPO-Ab(P<0.05) to age were observed after gender stratification. Moreover,
differences were observed between the different seasons for Tg-Ab (P <0 .05) and TPO-Ab (P
<0 .05). The threshold of Tg-Ab and TPO-Ab were 107 (90% | CI:101~115) IU/mL and 29 (90%
Cl1:28~30) IU/mL, respectively using C28-A3 guidelines, while under the guidelines of NACB, the
thresholds for Tg-Ab and TPO-Ab were 84 (90% | CI:50~126) IU/mL and 29 (90% Cl:27~34)
IU/mL, respectively.

Conclusions The level of Tg-Ab and TPO-Ab were significantly affected by gender, age and
season. This is the first exploration to establish threshold for Tg-Ab and TPO-Ab by big data
analysis.

OR-036

A APTT i 5Tlila PR B2 F EE B

FEWE A, TR P R JEEYL, R T
rp [ 55 2 s e b 5T B R 12 FE, 100000

HE SEAGEAL B R ILE RGN 5] (activated partial thromboplastin time, APTT) #:llik7 APTT
ACTIN FSL 66RHL, 3+5 APTT ACTIN i 3E T IR A2 7 2 RE EL i

Fis W8 H G R 9256 S hrvE{L 4 (Clinical and Laboratory Standards Institute, CLSI) EP5-
A2, EP9-A2 M fe ARG PR ML 2 A 38 5 FUIT H 4347 it 5k WS/T-406-2012 SCHF) Arife
S, X7 APTT ACTIN FSL AT HERI RS . G5, #Earisgee. ERIA Xy #s A bx) 2
U ST M BE VA, R PG P AR B I T IRIE PR (LA RO, JRE
B RPUBGITIER (HTR) &

ZEB PTT ACTIN FSL X757 CS5100 fil CA7000 Pifhix#s |, 54 CAP = FRiFRZE (%)
<4.00%; 3 PMKTFHENREEE N 0.36%~1.83%, HIAKEHEE N 1.18%~3.64%; HEAi5HFENN
7)-1.58%7A11 0.62%; Z#% i/l N 23.35~32.5s (CS5100) #1 24.2s~31.6s (CA7000) . Wit
ST XA RZE (%) BI7E£5.0%LAA, MR RECH 0.999, APTT ACTIN i{f#1 APTT ACTIN
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FSL 5% FVII. FIXFN FXI K US55 45.0%. 34.1%F1 53.8%, LK 57.6%. 39.5%
1 46.6%. 76 HIFHYE LA FEAF R BH AL H 2653708 40.8%F1 56.6%, R 77 ka5 i 7~ 6 4 [
ZERBF G E N (c2=34.432, P=0.000) ; 52 151 % 58 5 P4 A 5 b 750 BE P 4G H 2R 40 il o
55.8%7F1 73.1%, RILKE/RMEEZFARIFE XL (¢>=18.364, P=0.000) . PHFHE
] HTR 435114 58.35~124.4s 1 42.85~69.2s, 2 15l 3 Zh A Wa KR AR 45 B ke dh — 3

£58 APTT ACTIN FSL iR RE R &5, 6Bt A1 A1 LA S R I R 75 R . SR a8 B g 37 56
TEARFERI RIS IGE M HTR,  FELE R B i 510 PR A R0

OR-037

ARARERREEME P AEHMEBERID miRNA £
AR ME R BN

TR T A LK R T 2R Lk
1. RN AT 7 2R 1 X/ I e, 210000
2. B R R B, R 2R HOR B 5 RS

HIE AEJER KB (fever of unknown origin, FUO)EUR R R E 24, IRRIAIZIAME. N E40H% &
(HCMV) AT 4af 2 miRNA, {H HCMV K HZ5 miRNA 5 FUO & RRIWF T WA WIRIE, g+
HCMV Zit% miRNA X T FUO s R E M ARG . AR FUO B3 17 HCMV miRNA ik
FRAE B PRANME

T A 109 i FUO i35 K 106 fil{d Bexd I IyE , 18 S %6 € PCR (qRT-PCR) HiAK M
BH OIS F 26 Ff HCMV miRNA FRik/K 3, St 2240 HCMV miRNA RiIA %7 i 5
& IABAR A A o

8 qRT-PCR &7, HxtHEAEL, 8 F HCMV miRNAs f#F miR-US4-3p. miR-US29-3p. miR-
UL70-5p. miR-US5-2-3p. miR-US5-2-5p. miR-UL148d, miR-UL112 -3p Al miR-US25-2-3p 7E
FUO Ifiif H & & F =i (P 34<0.05); ROC 7 #rai &, 8 F miRNA X FUO HA % s iz Witk i
P BRI AT E R, 8 FF miRNA & FUO TEMfa I Z=; MM iR, 5FiE HCMV
mMiRNA 7K 540 Il C R M AT A2 6 1) & 23 IEAH ¢ (P $4<0.05).

£ 8 f HCMV miRNA 7E FUO #3& & H/KFEZE TR, 78 HCMV fTfiES FUO FHE, H
i miRNA AT {E N FUO Hi T fE 12 Wide b fl fa G R 2%

OR-038
Gain of Function Alterations of DNA Damage Repair
Pathways Potentiate Therapeutic Resistance in Cancer

Zhiyuan Wu?,Sihan Li?,Min Zhang?,Ming Guan?
1.Department of Clinical Laboratory, Huashan Hospital, Fudan University
2.Department of Pharmaceutical Science, University of Pittsburgh

Objective To comprehensively identify GoF DDR alterations and unveil their clinical
consequences in cancer and to establish the landscape between DDR GoF alterations and
chemotherapy drug response in cancer.

Methods Retrospective analysis of clinical data and genomics data from 10,489 tumors and
matched peripheral blood samples, which were multiple-dimensionally characterized by the
TCGA project. The analyses were further integrated with pharmacogenomics data of 1,005
cancer cell lines and 37 DNA damaging anti-cancer drugs. The GoF DDR alterations in each
tumor/cancer cell line were identified and correlated with mutation burden, overall survival, as well
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as drug response to assess their impacts on genome instability, patient prognosis and drug
responses in the in vitro assays. Finally, the key discoveries were verified by an independent
patient cohort and experimental validations.

Results This study revealed that 13 of the 80 core DDR genes were significantly amplified and
overexpressed across the pan-cancer scale. Tumors harboring DDR gene amplification exhibited
decreased global mutation load and mechanism-specific mutation signature scores, suggesting
an increased DDR proficiency in the DDR amplified tumors. Clinically, patients with DDR gene
amplification recurrently showed poor prognosis in multiple cancer types. By integrating the
cancer pharmacogenomics database of 37 DNA damaging drugs across 595 cancer cell lines, we
characterize the panorama of DDR-drug interactions, which unveiled an overall significant
correlation between the DDR GoF alterations and the DDR drug resistance.

Conclusions This study demonstrates DDR GoF alterations prevalently occur across the pan-
cancer scale. DDR GoF alterations can lead to chemotherapy resistance and poor overall survival
by augmenting DDR capacity in tumors. DDR GoF alterations may serve as actionable clinical
biomarkers for cancer management.

OR-039
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Ttk e At 2012-2016 4 EH BRI R AL sURIR B B ¢ (38 1 14 T =K 2, A
H Mann-Whitney U #3455 ROC ik T HIF(AUC)ST A Ge it 5 I BEAT 40 56 PR 5 4 5
ToTE IR 28 7 2HVEA, I A S AT HR S 1S W I SL AR, R EL 26 B2 HA i
R B IR AT B6AIE 3 A5 2R 1 341 )

SR WARBER D, 11 BB ERERNERAARITEE L, ROC 4R E/xR, 5 HEM
AUC>0.7, &2 EA LR 5 MR — I H K2 ALRE, B I0HE, SR A S 1 ) e

LR ME B 112 W — B0y 88.7%.
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OR-040
Elevated platelet-leukocyte aggregate is associated with
major adverse cardiac and cerebrovascular events after

valve surgery: a prospective cohort study

Chaonan Liu,Jing Zhou
West China Hospital, Sichuan University

Objective Activated platelets could adhere to circulating leuokocytes and form platelet-leukocyte
aggregate (PLA). High PLA reflects a prothromotic state. The study want to examine whether
PLA is associated to long-term major adverse cardiac and cerebrovascular events after cardiac
valve replacement.

Methods A total of 244 patients were prospectively enrolled. Preoperative characteristics,
operative parameters were collected. Platelet-leukocyte aggregates were determined before and
20 hours after surgery. The primary outcome was perioperative composite events and major
cardiovascular events in three years of follow-up.
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Results Of all patients, 38 patients were suffered perioperative composite events, 13 died and
31 occurred cardiovascular events during follow-up. Preoperative platelet-leukocyte aggregate
was 9.6% (95% confidence interval, 1.6% to 49.1%), and its elevation was in step-wise fashion
associated with increased perioperative composite events (odds ratio 1.04; 95% confidence
interval, 1.02 to 1.06). In multivariate Cox’s proportional hazards regression analysis, high level of
preoperative platelet-leukocyte aggregates (above 6.8%) was related to major cardiovascular
events (adjusted relative risk 2.90, 95% confidence interval 1.19 to 7.08), including cardiac
adverse events (adjusted relative risk 3.10, 95% confidence interval 1.06 to 9.12) and ischemic
events (adjusted relative risk, 2.66; 95% confidence interval, 1.00 to 7.10). The results were
confirmed by Kaplan-Meier analysis. Platelet-leukocyte aggregate after surgery was strongly
correlated with the preoperative value, and it had a similar power to predict poor prognosis.
Conclusions Elevated platelet-leukocyte aggregates are associated with perioperative
composite events and major cardiovascular events after valve replacement with RHD patients.

OR-041
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0.921, MMM E UG EFEAR R T C 850 FTRK, Hafk L e. HSAH Brier
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UF-5000 FREB 7 573 #1{L 5 MALDI-TOF MS # AR
TE R B RS W P AV E

THHOI, SR
TN R o = N R EE B

HEJ PHAl UF-5000 JRIEA TE 5o o A A 5 5: B B OGAR IR Fe 25 AT I TSR3 (MALDI-TOF MS)
AR 25 IR B G IVEH

F¥E 2018 4F 7 H-9 AURSE 1510 B 5EAL R iR GL B H PR BURFRA o BbrA s it : — AT
RGBT 0 — I US55 58 R TE Lo b o B 2545 R ) 4 bt g DA AR B PR 35 97 45
o [ Z 6 TAERE R 28 (ROC #h4) 5 5 JR UTHE B 4 i v 30 (WBC) 4l i %k
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(YLC) S¥:aRgsRm—stk. 74h, BHBErALZREO/F%ERE, HH MALDI-TOF MS HAK
BHEECIRBE TR EMAEY, 5P BRIRE R R &I 3 #RARRNEMNE R EAT
16SIrRNA A R B0 AIE H B PR 1 7 45 SN i 4 e 25 SR i mT 52 vk
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S I fEEA P 4 AR FNikF i DNA BEX &M EFLBREF
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1.7 18 K 24 fi g < B, 226000
2.9 E B LI R G5 1E B AT AT

B PRI AME I P a4 (CTCs) FEFFE DNA (cfDNA) FE7E FL AR B TRl R
INIER

Fiik W 2017 4F 7 H & 2018 4F 4 H s T rgil K= m R i 47 fl 70 B3 CTTET 7 491,
I 29 4. IVEA 21 45D , 24 FIFLME R PR B3, DARIAIH 28 44 REARK & 7 lAs A . SR
FET RSP EE B S H#3E CTCs. T Alu FHIRISE 9862 & PCR A&IIFE DNA
K. F B (247bp. 115bp) , FHUAK. A BRI - HAEIESS DNA SEEEMEIENR. NH
Mann-Whitney U #46. ZiR TE& 2k ROC. #iZk FiiAl (AUC) F1 Logistic [ 5 #rit AT 481t
30T, AP <0.05 RonE R EA SR L

5B A7 IS B CTCs. cfDNA K52 # 1 (Alu 247/115) S5IEHXTBAMEL, R AHES T
SE N (U %8 126.5. 359.0, P < 0.0001. P < 0.001) , ROC #i£ FfiA: CTCs:
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0.885 (95% CI: 0.805~0.965) , cut-off {H~ 7.68 ~/mL, REJEHN 80.4 %, FrFtA
96.4 %; Alu 247/115: 0.727 (95% Cl: 0.608~0.847) , cut-off {5}y 0.431, REUE N 71.7%,
FrPEN 71.4%. CTCs Fl Alu 247/115 BE& KBS dh £k F A6y 0.919 (95% CI 0.854~
0.984) , T &Fabr I

45 CTCs 5 cf DNA nl g2 LI 4 BhiZ Wi B fE A= 9224885, CTCs 5 cf DNA BRARIEHE &
M B s W R,
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OR-046
Phosphorylase kinase B represents a novel prognostic
biomarker and inhibits malignant phenotypes of liver
cancer cell

Wenijing Yang?,Yihao Li 1,Anli Jin, Yunfan Sun?, Xinrong Yang?, Beili Wang*,Wei Guo?
1.Department of Laboratory Medicine, Zhongshan Hospital, Fudan University
2.Department of Liver Surgery, Liver Cancer Institute, Zhongshan Hospital, Fudan University

Objective Glycogen phosphorylase kinase B-subunit (PHKB) is a regulatory subunit of
phosphorylase kinase (PHK), involving in the activation of glycogen phosphorylase (GP) and the
regulation of glycogen breakdown. Emerging evidence revealed that PHKB plays a role in tumor
progression. However, the function of PHKB in HCC progression remains elusive.

Methods The expression patterns of PHKB in paired HCC tissues and adjacent non-tumor
tissues were investigated. In vitro and in vivo assays were performed to determine the role of
PHKB in HCC cells phenotype and function. How PHKB involves in HCC progression was
explored by immunoblotting and immunohistochemistry.

Results Our study revealed that the expression of PHKB significantly decreased in HCC tissues.
Importantly, low PHKB expression served as an independent indicator for predicting shorter time-
to-recurrence and overall survival in HCC. Knockdown of PHKB promoted cell proliferation,
migration, invasion and inhibited cell apoptosis in vitro and in vivo. Interestingly, our data showed
that knockdown of PHKB effectively triggered epithelial-mesenchymal transition in HCC cells,
which was confirmed by clinical data. Of note, we found that the biological function of PHKB was
independent of glycogen metabolism. Mechanically, PHKB could inhibited AKT and STAT3
signaling pathway activation in HCC.

Conclusions Collectively, our data demonstrated that PHKB acted as a tumor suppressor via
inactivating AKT and STAT3, and a novel prognostic indicator for HCC. Our data might provide
novel insights into progression and facilitate the development of new therapeutic strategy for HCC.
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OR-047

Cross-Platform Comparison of NGS and MALDI-TOF Mass

Spectrometry for Detecting RAS/RAF/PIK3CA Mutations in
ctDNA from Metastatic Colorectal Cancer Patients

Shengchao Wu?, Xiaojing Xu?,Beili Wang?,Minna Shen?,Qian Yu?, Ying Zhao?,Yiyi Yu?,Li Liang?,Yihui Yang?,Fei
Huang?,Yiwen Zhou!,Baishen Pan?,Tianshu Liu2,Wei Guo?!
1.Department of Laboratory Medicine, Zhongshan Hospital, Fudan University
2.Department of Medical Oncology, Zhongshan Hospital, Fudan University, Shanghai, China

Objective Evaluating the tumor RAS/RAF status is essential for treatment selection
and prognosis evaluation in metastatic colorectal cancer (MCRC) patients. Analyzing circulating
tumor DNA (ctDNA) has many advantages because of its non-invasive nature, but because of its
low abundance, the detection of ctDNA using different methods requires careful assessment
before new technology is adapted for use in clinical applications.

Methods Sixty mCRC patients were included in the data analysis. A cross- platform comparison
between matrix-assisted laser desorption/ionization time-of-flight mass spectrometry (MALDI-TOF
MS) and next-generation sequencing (NGS) was performed by examining
KRAS/NRAS/BRAF/PIK3CA mutations in plasma cfDNA. Discordant results between the two
platforms were examined by droplet digital polymerase chain reaction (ddPCR). All results were
compared with the mutation status of the tissue.

Results A total of 33/60 (55%) and 36/60 (66%) of patients were reported to be mutation-positive
by NGS and MALDI-TOF MS, respectively. The concordance rate between the two platforms was
73.21%. The sensitivity of NGS and MALDI-TOF MS for common mutation hotspots was 91.67%
and 86.11%, respectively, while specificity was 99.94% and 99.64%, respectively. The overall
ctDNA detection rate was 53.57%. In treatment-naive patients, the consistency rate between
plasma and tissue was 90.0%. Longitudinal testing of plasma in three cases showed that ctDNA
was effective to monitor the treatment response.

Conclusions These results emphasize the potential of ctDNA detection by NGS and MALDI-TOF
MS for therapy monitoring, and suggests that these technologies would enable reliable
examination in upcoming clinical studies.
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OR-050
A LC-MS/MS method for the quantification of serum 25-
hydroxyvitamin D and its correlation with
immunoassay method

Lin Li,Yuheng Cheng,Chengjie Ji,Chunbao Xie,Zhibin Wang,Liangmin Chuan,Li Jiang
Sichuan Provincial People's Hospital

Objective Since the introduction of LC-MS/MS for assessing vitamin D status, it has been shown
that the C-3 epimer can account for a significant proportion of circulating 25-hydroxyvitamin D3
(25(0OH)D3) concentrations, especially in infants. The resolution of C-3 epimer from the active
monohydroxy form by LC-MS/MS is not possible due to the mostly identical fragmentation pattern
of the two species. Hence, the two isomers should be separated chromatographically. The
objective of this study was to develop and validate a LC-MS/MS method with high selectivity for
the separation of 25(OH)D3 and 3-epi-25(0OH)D3, and for the quantification of 25(OH)D2 and
25(0OH)Ds3.
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Methods In this study, we have developed a LC-MS/MS with high selectivity for the separation of
25(0OH)D3 and 3-epi-25(0OH)D3. The robustness and reliability of the developed LC-MS/MS was
then validated and it was finally applied to human serum samples with a comparison to routine
immunoassay method.

Results As a result, a LC-MS/MS method with excellent resolution for the separation of
25(0OH)D3 and 3-epi-25(0OH)D3 was successfully developed and optimized. Reasonable
correlation was obtained between the results from LC-MS/MS method and routine immunoassay
method in the laboratory using Passing-Bablok regression, correlation and Bland Altman plot
analysis.

Conclusions In this study, a LC-MS/MS with superior selectivity was successfully developed for
the separation of 25(OH)D3 and 3-epi-25(OH)D3. The robustness and reliability of the LC-MS/MS
method was validated for clinical measurable range, LOD, LLMI, allowable dilution times and
precision. Comparison study results showed that this LC-MS/MS method was reasonably
correlated with routine immunoassay method.

OR-051
Alternative tumor markers in the early diagnosis
of lung cancer

Lin Li,Taichang Tan,Rong Zhou,Jiagiang Wang,Shunjun Li,Zhibin Wang,Li Jiang
Sichuan Provincial People's Hospital

Objective The aim of this study was to assess the usefulness of three commercial tumor marker
kits (Kit 1: p53, PGP9.5, SOX2, GAGE7, GBU4-5, MAGEAL1, CAGE; Kit 2: CEA, CYFRA, NSE,
SCC, ProGRP; Kit 3: CEA, CYFRA, SCC, ProGRP) for diagnosis of lung cancer. In addition, the
correlation of the testing results of Kit 2 and Kit 3 was analyzed.

Methods The study was conducted at Department of Laboratory Medicine, Sichuan Provincial
People’s Hospital, between July 2018 and Jan 2019. Sixty-one lung cancer patients, 38 benign
nodule patients and 72 healthy controls without any nodules in the lung after chest MDCT scan
were included in the study. Serum p53, PGP9.5, SOX2, GAGE7, GBU4-5, MAGEAL, CAGE, CEA,
CYFRA, NSE, SCC and ProGRP levels were evaluated using 3 different commercial tumor
marker kits for their role in the diagnosis of lung cancer. The sensitivity, specificity for patients
and healthy controls, positive rate of the 3 kits in different pathology, stage, size of lesion, age
and gender were compared. The correlation of the testing results of kit 2 and kit 3was further
analyzed.

Results For all the 3 tested commercial kits, the positive rate of lung cancer patient group was
significantly higher than that of healthy control group, indicating all the 3 kits can distinguish
malignant lesions from healthy people. However no significant difference between positive rates
of malignant and benign cases by kit 1 attenuated its ability for the early diagnosis of lung cancer.
For kit 2 and 3, significant differences were detected between lung cancer patients group and
benign nodule patients, with sensitivity of 50.8% and specificity of 65.5% for kit 2 and with
sensitivity of 37.7% and specificity of 81.7% for kit 3. No significant differences were seen based
on pathology, stages, tumor size, age or gender.

Conclusions Taken together, all these 3 commercial kits showed unsatisfying predictive
capability for lung cancer in this study, in which commercial kit 2, with the detection of CEA,
CYFRA, NSE, SCC and ProGRP, showed relative higher sensitivity for the early diagnosis of lung
cancer. However, combination with CT analysis to confirm diagnosis is still encouraged based on
our data.
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OR-053
Mutations in efflux pump Rv1258c (Tap) cause resistance
topyrazinamideand other drugs in M. tuberculosis

Jiayun Liut,Wanliang Sh?,Shuo Zhang?,Ying Zhang? Xiaoke Hao?!
1.Department of Clinical Laboratory, Xijing Hospital, Fourth Military Medical University
2.Department of Molecular Microbiology and Immunology, Bloomberg School of Public Health, Johns Hopkins
University, Baltimore, Maryland, USA

Objective Although drug resistance in M. tuberculosis is mainly caused by mutations in drug
activating enzymes or drug targets, there is increasing interest in possible role of efflux in causing
drug resistance. Previously, efflux genes are shown upregulated upon drug exposure or
implicated in drug resistance in overexpression studies, but the role of mutations in efflux pumps
identified in clinical isolates in causing drug resistance is unknown.

Methods Here we investigated the role of mutations in efflux pump Rv1258c (Tap) from clinical
isolates in causing drug resistance in M. tuberculosis. We constructed point mutations V219A,
S292L in Rv1258c in the chromosome of M. tuberculosis and the point mutations were confirmed
by DNA sequencing. The susceptibility of the constructed M. tuberculosis Rv1258c mutantsto
different tuberculosis drugs was assessed using conventional drug susceptibility testing in 7H11
agar in the presence and absence of efflux pump inhibitor piperine.

Results Cl4-labeled PZA uptake experiment was performed to demonstrate higher efflux activity
in the M. tuberculosis Rv1258c mutants.Interestingly, the V219A, S292L point mutations caused
clinically relevant drug resistance to pyrazinamide (PZA), isoniazid (INH), and streptomycin (SM),
but not to other drugs in M. tuberculosis. While V219A point mutation conferred a low-level drug
resistance, the S292L mutation caused a higher level of resistance. Efflux inhibitor piperine
inhibited INH and PZA resistance in the S292L mutant but not in the V219A mutant.

Conclusions S292L mutant had higher efflux activity for pyrazinoic acid (the active form of PZA)
than the parent strain. We conclude that point mutations in the efflux pump Rv1258c in clinical
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isolates can confer clinically relevant drug resistance including PZA resistance and could explain
some previously unaccounted drug resistance in clinical strains.

OR-054
Comprehensive circular RNA profiles in plasma reveals
that circular RNAs can be used as novel biomarkers for

systemic lupus erythematosus

Haixia Li,Kaifei Li,Weinan Lai,Xin Li,Jia Yang ,Shuai Chu,Yurong Qiu
Nanfang Hospital, Southern Medical University

Objective Circular RNAs (circRNAS), a novel class of widespread endogenous noncoding RNAs,
have been involved in the development of various diseases, including atherosclerosis,
Alzheimer's disease and several types of cancers, but there is little knowledge about their
associations with systemic lupus erythematosus (SLE). This study is aimed to identify the
expression profiles of circRNAs in 6 paired SLE and normal participants plasma samples by using
a circRNA microarray.

Methods A case-control study was conducted to collect differentially expressed circRNAs in
plasma using gene chip technology by collecting blood samples from 6 paired SLE patients and
normal healthy controls, then, the preliminary validation phase, the target circRNAs were verified
in twenty-four paired plasma samples by gRT-PCR. The bioinformatics analysis of the
significantly differentially expressed circRNAs was performed by using TargetScan, miRbase,
miRanda.

Results The microarray analysis showed that 207 circRNAs were differentially expressed
between these two groups, including 113 upregulated and 94 downregulated circRNAs. Then, we
selected 8 circRNAs as candidate biomarkers from the microarray analysis and further verified
them in another group of subjects consisting of 24 SLE patients and 24 normal controls using
gquantitative real-time polymerase chain reaction assays (qQRT-PCR). Finally, we confirmed four
circRNAs that were consistent with the microarray results. In addition, bioinformatics was
employed to predict the interaction between validated circRNAs and potential miRNA targets.
Conclusions Taken together, we firstly illustrate the comprehensive expression profiles of
circRNAs in SLE patients plasma and lay the foundations to develop circRNAs as novel non-
invasive biomarkers for SLE disease in the future.
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W /K2 (Spearman) FEJAHR R KR CPE SINAREEL B (ALT) . REAER
RILFEFEEY (AST) FIFREA (AFP) MM, AFP F1 CPE {EAMIE R EMi2 I HCC Kl
A @ 52 TAE (ROC) #hZkiFEAT /0 IF LLie
Z58 YAP Fl TFCP2 ] LLi#% HCC 3 i CPE mRNA F1&5 A %% . YAP 5 TFCP2 H—
I RIARF, CPE mRNA Fl& HFiRIAEI N, JLFISFRIA YAP #il TFCP2 % CPE mRNA fi&H
R IE RN E R R . B YAP B TFCP2 %A, CPE mRNA Fl& A i iRk 8,
A B YAP fil TECP2 #iax) CPE mRNA FIfE [ ik 4k /E A ¥ 8. YAP Fl TFCP2 Xt
CPE mRNA FIE A IR IE HIE@ET AT CPE BahS28l, 1ZIhaeI4ERs ki T TFCP2 5 CPE
SR RN SE R 45 G . Sx AL HAb SEEG A B, HCC 4L g CPE /KFE2 il
(P<0.01) . MAh, % HEH MG CPEWRIE S ALT KE (r = 0.454, P =0.000) , AST K (r
=0.351, P =0.000) 1 AFP ¥ (r=0.644, P =0.000) S & F FMH>%. % HCC BT Wi,
CPE 5 AFP ] ROC #i£k F ! (AUC-ROC) 43JllAy 0.937 il 0.679, iXFKH] CPE EA RIFH
HCC Witk CPE i HCC MRtEIG ALY 75 po/ml, fEMAZMLW HCC 1R T
90.7%, FEstEAN 97.5%.
L5 CPE I{E N bR B2 W P4k e . TFCP2 454 CPE B3I+ LIS HE 2 YAP
TFCP2 ifi#% CPE mRNA FIEE [ J5i ik fHE 5 .

OR-056
Tumor heterogeneity can be assessed by cf DNA in post-
mortem blood sample

Zhuo Li
The First Affiliated Hospital of Xi'an Medical University

Objective Circulating cell-free DNA (cfDNA) of cancer patients contains tumor DNA, and
therefore, sequencing analysis of c¢fDNA from cancer patients provides information about
genomic alterations of tumors within a patient without surgical resection or tissue biopsies.
Identification of cancer-associated gene mutations in the plasma now constitutes the main part of
“liquid biopsy”, a novel method for detection and monitoring of cancer. In this study, we attempted
to undercover how post-mortem plasma cfDNA reflects mutational status of cancer and its
heterogeneity.

Methods Rapid autopsy was performed in a patient who died of advanced stage prostate cancer.
Eight samples collected from metastatic lesions in the liver, bone and lymph nodes. In addition,
blood was drawn from the inferior vena cava. cfDNA and genomic DNA extracted from the frozen
metastatic tissues were analyzed by whole-exon sequencing (WES). The mutations identified in
the cfDNA were compared with those identified in the metastases.

Results A total of 553 somatic mutations and 344 somatic mutations were respectively detected
by WES in metastatic lesions and cfDNA, of which 160 were shared with at least one of the
metastases. Importantly, almost all (99%) of the trunk mutations were detectable in the plasma
cfDNA. The mutations identified in at least one of the eight frozen metastases comprised 47% of
the cfDNA mutations, most of which were subclonal mutations. A large fraction of somatic
mutations in cfDNA were cfDNA-specific mutations that were not detected in any of the exon-
sequenced metastases. Sanger sequencing of 30 additional formalin-fixed metastases enabled
us to map the clones harboring the mutations initially detected only in the plasma.

Conclusions WES of the cfDNA in post-mortem plasma enabled us to identify almost all the
clonal mutations. Furthermore, we succeeded in detecting the mutations that could not have been
detected only by multiple sampling. In the present study, we demonstrated that plasma cfDNA
sequencing can yield a large amount of information regarding the mutational status of cancer,
and the expectation is increased for the possibilities of liquid biopsy in various clinical contexts.
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OR-060
Reduced Outer Membrane Porin Expression with Two-
Component System downregulation in Multidrug
Resistance of Klebsiella Pneumoniae

Min Yang
The second Xiangya hospital of Central South University

Klebsiella pneumoniae (K. pneumoniae) is a notorious nosocomial pathogen with high rate
of multidrug resistance. The rapid dissemination of multidrug-resistant (MDR) K. pneumoniae,
especially those with carbapenem resistance has proven to be an urgent threat to human health.
A total of 23 carbapenem-resistant (CR) and 27 carbapenem-susceptible (CS) MDR clinical
isolates of K. pneumoniae, as well as 25 susceptible K. pneumoniae (skP) isolates were studied
to investigate the possible mechanisms leading to multidrug resistance development and
carbapenem resistance transformation. Carbapenemase was detected using the modified
carbapenem inactivation method. Resistance genes were identified by PCR. Porin expression
was detected by SDS-PAGE. To evaluate the association among these common resistance
mechanisms, mMRNA levels of major porins (OmpK35 and OmpK36) and two-component systems
(envZ, ompR, phoP, phoQ, baeS and baeR) were determined by RT-gPCR. Expression of
resistance genes were high in all isolates. All CR isolates were carbapenem-producing. Down
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expression of porins as well as EnvZ-OmpR, PhoPQ and BaeSR TCSs were detected in resistant
isolates. Most of TCSs were closely correlated with OMPs with the R value >0.8, except BaeS
and OmpR. This study reaffirmed the key role of carbapenemase in carbapenem-resistance and
the importance of porin reduction in multi-drug resistance. It also identified the debatable
downregulation of EnvZ-OmpR, PhoPQ and BaeSR TCSs in MDR Klebsiella Pneumoniae, and
the close correlation between porin and two-component system.

OR-061
LncRNA ACO010789.1 inhibits the invasion and migration of
colorectal cancer through regulating EMT

weili Duan,Chuanxin Wang
The second hospital of shandong university

Objective The colorectal cancer (CRC) is one of the leading causes of cancer-related death
worldwide, but the pathogenesis of CRC remains not well-known. Increasing studies have
highlighted the critical roles of long noncoding RNAs (IncRNAs)in tumorigenesis and cancer cells
metastasis, however, the expression pattern, biological roles of IncRNAs, and the mechanisms
responsible for their function in CRC remain elusive. In this study, we used The Cancer Genome
Atlas (TCGA) to find differentially expressed IncRNAs which are associated with CRC patients
overall and recurrence-free survivals.

Methods 1.TCGA gene expression datasets analyses The TCGA CRC tumor tissues and
paired normal tissue samples RNA sequencing data and corresponding clinical data were
download from http://ibl.mdanderson.org/tanric/_design/basic/download.html.. These microarray
data were preprocessed by using R software and packages.

2.CRC survival associated IncRNAs analysis To identify survival-associated INcCRNAs, the
univariable Cox regression analysis was performed. Then, multivariable Cox regression analysis
was conducted to evaluate each of these IncRNAs as dependent variable factor.

3. Validation of differently expression IncRNAs The expression level of candidate INcCRNAs
were evaluated in 80 CRC and matched adjacent normal tissues via quantititative real-time PCR
(QRT-PCR). After date analysis,we selected IncRNAs that were dysregulated between CRC and
matched adjacent normal tissues for further evaluation

4.Cell culture and siRNA transfection HCT116 and SW1116 cells were used to validate the
function of differently expressed IncRNAs. The LncRNA and negative control siRNAs were
transfected into HCT116 and SW1116 cells according to the manufacturer’s instructions.

Results 1.The data of 697 RNA expression profles including51 normal tissues and 646 tumor
tissues, were downloaded from The Cancer Genome Atlas (TCGA) data portal (dated to
September 18, 2017). This study met the publication guidelines provided by TCGA
(http://cancergenome.nih. gov/publications/publicationguidelines). The expression profles of
IncRNAs were analyzed by edgeR.9,10 Differentially expressed INcRNAs

were selected according to P-value (<0.01) and absolute fold change (22). A total of 1,103
differentially expressed IncRNAs were identifed in patients with CRC.

2. Among differentially expressed IncRNAs, we identified IncRNAs that associated with the
survival of CRC. Finally, we selected AC010789.1 in order to validate its function in CRC
progression.

3.The expression of AC010789.1 were significantly dysregulated between CRC samples and
matched adjacent normal tissues.

4. A010789.1inhibited migratory and invasive capacities of CRCcell lines in vitro and suppressed
the expression of molecular markers associated with EMT.

Conclusions 1.The expression of AC010789.1 in CRC tissue significantly increased..
2.AC010789.1 can significantly inhibit the migration and invasion of CRCcells in vitro.
3.AC010789.1 inhibits the migration and invasion of CRC cells mainly through EMT signaling
pathway.
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OR-062
Cytological and Spectroscopic Characteristics of c-KIT
N822K Mutation and t (15;17) in Acute
Myeloid Leukemia Cells

Xindi Lint,Yuxin Yao!,Qian Zhang',Jinyuan Zheng*,Xiaomeng Fu?,Yunchao Xu?Yang Chen!,Donghong
Lin!,Shangyuan Feng?
1.Fujian Medical University
2.Key Laboratory of Optoelectronic Science and Technology for Medicine, Ministry of Education, Fujian
Normal University

Objective Most patients with acute myeloid leukemia (AML) have cytogenetic or molecular
abnormalities, which are markers of diagnostic and prognostic value. Previously validated
prognostic markers of unfavorable outcome in AML include presence of certain cytogenetic
abnormalities and mutational status. However, current established techniques always need
fixation, staining or labeling under an invasive manner. Despite of specific genetic abnormalities,
such methods are not feasible for the study of single living cells. There is urgent need to construct
efficient, effective and noninvasive strategies from cellular level for label-free monitoring cellular
chromosome translocation/gene mutation.

Methods The current study was performed on in vitro AML cell lines by combining cytological and
spectroscopic features, to highlight spectral features related to different chromosome
translocation/gene mutation. Three AML cell lines were involved, including HL60
(no chromosome translocation and c-KIT mutation), NB4 (with chromosome translocation and
without c-KIT mutation), and Kasumi-1 (with c-KIT N822K mutation). Cell cycle and apoptosis
assays of cells were performed on flow cytometry (FCM) and change of cell proliferation was
detected by colony formation assay. The level of c-KIT phosphorylation was detected by Western
blot. Single living cells were finally used to acquire Raman spectra via laser-tweezers Raman
spectroscopy (LTRS). Statistical methods were also utilized to determine potential characteristic
markers for monitoring chromosome translocation/gene mutation status.

Results The sequencing results demonstrated that only Kasumi-1 cell line was detected to
carry c-KIT N822K mutation and NB4 cell line carried t (15;17), while no significant differences
were found among these three AML cell lines within 48 hours by cell cycle and apoptosis analysis.
However, the LTRS spectra from HL-60, NB4 and Kasumi-1 cells exhibited distinguishable
features according to principal component analysis and the latter classification models based on
random forest algorithm. All models carried out with more than 90% of sensitivities and
specificities. Typical and significant spectral differences were determined to account for c-KIT
N822K mutation and t (15;17), including four biological categories like DNA/RNA, amino acids,
and lipids, which were highly consistent with the levels of colony formation and c-KIT
phosphorylation, indicating that the LTRS technique can accurately reflect the different cellular
characteristics of cytogenetic or molecular abnormalities.

Conclusions Methodology of cytological characteristics-based c-KIT N822K mutation and t
(15;17) combining with LTRS technique could be powerful and straightforward to reveal
differentiation of AML cells with or without chromosome translocation/gene mutation and
meanwhile lay the basis for experimental and clinical practice to accurate diagnose, monitor
prognosis and therapeutic evaluation of AML.
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OR-063

1IS256 A mprF BEIFXE mprF # walK EERTIER
SHEAEBREXAREEEMAHNIIGEMR

FEBE, M7, 208, e, IME R, M
bR 2 A R =B ,100000

HE A& — M TR 522 IRPH M B I e kP A 3, 2003 F43E FDA #t#e A Ti6
I7 2 R PE M B 5 S 1 0 R DR IR e AN S A P R R g .t T H I s I IRIME, A FE&H RAE
FA MR 25 P 72 A o TG BRI R A0k . 3R B IE AR OB AR5 K i 24 11 4 95 (03] ) BR 1 11
L, AHR E A S RO AR VR T A B T AR AR R 24 10 4 0 VR A ER R B AR, P 1 2L )
i) A A 58 A R AR

JTiE FRA T B A gt Jak e 28 2 LI P 43 B L ) — AR B C0 R AT BR B B R 3MO, B T ST239 B
] ) 51 R R BEAH SR 1Y) MRSA i, IR FER FE A FE 8 R IESAL FFLL 34 RIAFEH R
BARIIE IR E (MIC) &%) 16 pg/ml. TMijEX 3MO K 34 K1) 4 ANESEE (9d. 18d.
27d. 34d) HHATAIEFEANF, @ik SNP M clipreads 7047, 4 IGV WilF15 3 gtk L i F
3 PRI R AR T N R % . BB fiH] pKORL FURLAE 3MO T Ak R AT S5 A L PR 5 S, il SR AR
JE BEMRIEFEEE R MIC, qRT-PCR A2 A% FH 5GSE IR 30K FE AT 40 1 A Kl 28 512565

GiR SO 3MO AHLL, TEESHALARN 4 AR IR E] 5 MR TR R, 4 1 1S256 1
NFI—ANRAELE pyk ZEKI 39bp MEE. 1 ANEURBRAL nerB 2K, 4 N XRBRELE
mprF F1 walK 2, 3 4~ 1S256 i AN KAFEREFA]X, 14> 1S256 i N K AEAE yydd HE[H . S5f7
BRI 5 4 S BRAIE B MprFE (G299V T L4731 F1 WalK (L7Q M1 Y225N) IR MR RIS TE R
PR, 5 3MO IAFEE R MIC THE 2~4 5. 1 H mprF Al walk [ 5 848 7 5 A FE
BRI R FEER, SRR L FE R R IAFE R R MIC K TATE— R AL R AR 1A E
HEMIC, BmEATHEZR 8 f4AEHEE MIC. 1S256 i A1E mprF 551X 5] #2 MprF ik i 3 1
, WAERIEE RS —EE . tah, mprF Al walK (1) 5URAZ G N 1 4 R A AH DG R
R ERI5, I A il SR B A FRAR T vk I A KRB 7T

G50 WAV TR 7~ 1 ARG e PR 1) G 0 €07 25 R R IR FE R 2K 24 P A R v ) SRR A Y, 2
i 2L AT LA R A2, EB T mprF A1 walK 35 ) RAE BL K 1S256 i N5 3 FIX 51 mprF %
R TR AT R A P RAER, 30T AT IAFE R 2 251 3k e 1 72 0 A

OR-064

BRI R250%MRMBHFSEMFESAE X R

i, Y R R, 25 5 5 B, X 7 S T R
a8 R R R I P S e, 350000

HI RICE RS % 240 250% 1) 8 2 IR 1B B A M T8 &S 0 i R L S B E TS R R, K
2016WHO i3 AlksitE fo 2008 it WHO SWbsilrs el or 4L, LLBAN ) oy BUARHE T[]l
TR [FVR T 7 RBE UG 250, NI AR BE 6 1% 4040 Ml 25001 8 R & 112, Jay7. il
Je FIWTHR ML S JE A

F¥E DUAE E E BRI E U R B 2008-2016 4E 2 Wiy & k41 (A I Cacute erythroid
leukemia,AEL) J% 2016-2018 Ei2Wih MDS H3 CHEEA XA IMI250%) AR %, K
HEHORE A BRI E . DR AR E T 7 . EHr ot a iR
AR KR, EARZYM0EAE MR R 2, BDR 3 7 72 43t LU % 20 S5 3 (R Wy T b 288 % ey
TERALERN, ZHEEZHENASSMAMKE S ES MDS # 2 A,  Kaplan-
Meier A= A7 M A7 1E 22 BB TR K B B2 A [FRBUAN RV TT 7 25 J 8 UG A DGk .
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2R R R =50% % RIMUR EE FEONR 2ESM, MDS fEEREA A4 =50%. AML ff
HEEE A A A . AML JERF e (CHBEL R =50%) F PEL, XPYSSBR LR IRFR I
Z5t; RET {HAE LRV ez, £ AML Jp4 e X & T IEWEY 2 5 SaEER
Wa/NERZ . R Pelger-Huét #Z I . M40 20 A AT FE SR AZ/E T MDS 415 40 RIRE R 11
MDS &35 s i -

258 JRiZWrN AEL, P 2016WHO #ibriEsr N M, S ABRIGIREBLZ N, (HEE% SR
BESMH SRS, AP MES B2 KA MDS () #% %H CAG/CAGH P4 filiE )5 75 24
B,

OR-065
R RN ERERMELNIER
HRERMRMR

A, B
r [ [ R 2% I 25— 1% 5%,110000

HHE #9 Premier Hp9210 CGEMENE) 5 Bio-Rad Variant Il (B 78 #failiik) Bk & i
WPEL ML B s R — 8 R = 72, W ZERIER, 18 PG PR ECE 2 3845 v] FEAER R 4L 21
HAL

i WOsE [ E R E I B S — EBEBERL 5 AN T/EH 1000 #illlk R4 fkEA, 435 Premier
Hb9210 4 Bio-Rad Variant I P & [l kil BE A0 i 208 B, Horb DUkl 45 2R 22 {1 <0.4.% 4 iy
RNEER—FIREAR, DS INEE R 2= Rl >0.5% 45 B 2= R IFEA; EFtah R—3IREAR, #ATH K
AR PIOFEAR Z 1550, AW HE Z R e B AR FE G SIS RERIEAR, S ER
JREEL, 43 B3R T PSR B S R MR A 1) t A6, PN E Z R 2R H g EE X

58 1000 iR A+, Bio-Rad Variant Il ik EIOCH R FHMIEGL T, PR &R 45 R — Bt
AN 963 B, TFEFEN 96.3%, WA Z K5 Z N 0.744<1.96, WEHEZERLGITHE X
(P>0.05) , B EK L &AM ELHE 1) —F0rk R PR &Rl gt 2 S FEAE L 37 i, %=
RN 3.7%, HAPEHEE 23§, FEAHEIEHEE ML E AT Bio-Rad Variant 11 &5, ffi4h
S Premier Hb9210 fii 0.5%-1.2%, t fis RERZRALIH L (P<0.05) ; ARMA
F=HETHE 34, T4k Bio-Rad Variant 11 £, {45 K4 Premier Hb9210 w1k 0.5%-0.6%, t 5%
ERLREFAGIFEIL (P<0.05) ; HAhZRH4A 11 4], Bio-Rad Variant Il i & 5 W]
BT, R R I = BRI O, BT A B

g5 Premier Hb9210 5 Bio-Rad Variant Il P95 & 76 RKFEAS I ARAG I _E XT38 TIAZE
FEA B RN —8t, fEEFBInALZEA. LRrnaEA%TIYAAE T, Bio-Rad
Variant | B3 B2 80 FH0, sgmgs Rleafite; ASCISTERENL 5 KIS B PRI 1000 Bl REEAS, P
KB AR 22 2 ik 3.7%,  [RISLSEIR =48 F B8 7 A8 e (e iy AR MU B i 20 B (1 B, B Y
BOIEEE L TIYNATE, WAL, NAAEHEE TS S E AR MEEEITEE,
FAGARZ TR gE B, AREIRRIZTT %4
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OR-066
Prevalence of carbapenem-resistant hypervirulent
Klebsiella. pneumonia in a Chinese
teaching hospital

Haiquan Kang,Ping Ma,Bing Gu
Affiliated Hospital of Xuzhou Medical University

Objective Objective to investigate the molecular epidemiological prevalence of carbapenemase
producing hypervirulent K. pneumoniae (CP-hvKP), and to provide evidence for clinic treatment
and infection control.

Methods The firstly separated carbapenem-resistant K. pneumoniae (CRKP) in a teaching
hospital was collected from 01 January 2017 to March 31, 2019, and wire drawing test was used
to screen out CP-hvKP. The strains were identified by mass spectrometer, and the VITEK2
Compact automatic bacterial analyzer was used for drug sensitivity test. Multipoint sequence
analysis (MLST) was used for homologous typing. PCR method was used for detection of
common ESBLs gene (SHV. TEM. CTX-M1. CTX-M2. CTX-M8. CTX-M9), carbapenem
genes (KPC. SME. GES. VIM. IMP., OXA-48), serum capsular gene (K1. K2. K5. K20,
K54, K57) and virulence genes (rmpA. aerobactin. Kfu. Alls. magA. lron).

Results A total of 36 CP-hvKP strains were collected from 438 CRKP strains. MLST typing was
mainly ST11 (14 cases). The wire drawing test was positive. The ESBLs gene was mainly TEM
and CTX-M9. The carbapenem gene was mainly KPC-2 (100%). The type of serum capsule was
mainly K1 and K2, and mainly carried rmpA and magA virulence genes.

Conclusions CP-hvKP also has high resistance, high invasion and spread of the bacteria, can
easily cause the hospital broadcasting and the epidemic. The disinfection and isolation measures
should be strengthened and the awareness of hand hygiene should be strengthened in order to
block the prevalence of such pathogenic bacteria in the hospital.

OR-067
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OR-068

PAD4 £ antiB2GPI/B2GPI & & 4% 14 ki 4R
FEHE NETs kg3 2P {ER AT R

RIFHE
W RIS DR KA B R 28 — DR e A 3 Rt

H¥ AntiB2GPIBGPI & &) 5 M T% 2 VIAH K, i K Ik K EEZRF R, AR
antiB2GPI/B.GP1 & &4fi rh MR A ATG AL, AL NETs. NETSs Sy MR Ay 14 i e s 21 i 41 1)
WIRSER, HH DNAL 28R AR 42, A B 46 v e ks 40 00 2 11 55 10

FIE M PRI B R RS 5 A0 A I R RN B, A ) BAR B0 R s e B ) R
PBS(50uL) . antiBGPI/B.GPI & & ¥ (10/100pg/mL) . antiB.GPI/B.GPI & & #) +Cl-
amidine(20uM). antiB.GPI/B.GPI & &#J+DNase | (

25 Ffi/mL) . FAPEXHE PMA(S0uL). Western -blot 6l b ki 40y PADA 25 RIS
Hl; RT- PCR VG MR 4L PAD4 mRNA [FHXTRIEE; w6 BB M EE NETs HIFE A
TF WM. (2) Zhsess: SD KL N4, H antiBGPIR.GPI 44 (59/50g/kg)

+Cl-amidine (3mg/kg) MEIEESAA antiB.GPI/B.GPI & &4+NaCl (1000uL) AE 4.

R K S0 U IR f b M RE 4 i, Western -blot 3K Ik SR PRI 4T ) PAD4A & Il Ik 1
s RCEEBIUEE NETs PR TF NS RIBKRIIASINK, F 20%FeCls 485 I,

WO IR P LIAASCRR S A W 290 20 ok 1) IfL i 22 o

2R AR AntiBGPIB.GPlI Z&WH K] PAD4 H A KL /K& T PBS XA
(P<0.05) , antiB.GPI/B.GPI & &¥)+Cl-amidine 1] PAD4 & %% /K& T antiB.GPI/B.GPI
2 EWIH (P<0.05)

£ (1) PAD4 TE anti-B.GPI /RGPl & &Pl ki g fier=4 NETs Wb B (R 2 /EH .

(2) Cl-admine 7£ anti-B2GPI /B2GPI & &l PEki4u =4 NETs i f2+ ef% 4k PAD4 &
& mRNA 3%, Jk/> NETs (R TF ME . (3) DNase | 7E anti-B.GPI /B.GP1 & &4
L R B AR NETs i #2982 NETs ITERU TF IMNE . (4) Cl-admine B85 1E K KB
B BNIK L () PR ZERT 8], ek AR TR, D94 i B FSTs 14 A V6 T 7 A 1) L

OR-069
Anti-B2GPI/B2GPI ifit TLR4-MyD88-IRAKS-MAPKs-ROS
IR GE PRI ZABE 4 NETs
B X UL

I IR R R 2% B I 28 — < B, 150000

B BReTPt B2 MEsz A | A1 B2 BEER 1 | 4R s A W) (anti-B2GPI/B2GPI) §E 7 i {3 H M ki 41 i
FEAE TR MR AT SR AME R I (NETS), i#F— SRR IZIS RTS8 S iEEs, A E &Rk
PP B 2T R AT R

T SR 55 0 R oy BB Ak e A AN I R i, ] anti-B2GPI (10 pg/mL)/B2GPI (100
pg/mL) FIECH R AR . SCR Ot E B PCR AL toll FE5324K 4 (TLR4) mRNA Kik; S Lyiie
(co-IP)#:ll anti-B2GPI/B2GPI 5 TLR4 454 ; western blot #6155 38 B AH 5¢ 2 1 MR Ak B 223 K
s AR ROS F=Az; W SEEEAR RN 2 DNA (cf DNA)&&; bR MEAIN NETs
FEE
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ZEE Anti-B2GPI (10 pg/mL)/B2GPI (100 pg/mL) AR #1757 5= 4= NETs, 5 1E% %t R4H[1IgG
(10 pg/mL)/BSA (100 pg/mL)J#H B 243138 535 3h B NETs #7724l B 51(53.2 £ 3.7% vs 4.2 +
1.3%), FEAHI NETs fEI DNase | G4 2% . Anti-32GPI/B2GPI Hl ¥ f5 rh R4l fg TLR4
1) MRNA FiE T 5.

g Anti-B2GPI/B2GPI fE {2 f8 PRk 4t ffl 7= 4= NETs, 1%id #24K# T TLR4-MyD88-IRAKs-
MAPKs 12 5@ % M ROS {774 . Anti-B2GPI/B2GPI %5/ NETs fit# DNase | f&f#. UL TLR4
JHAZ 5 A B R N & A G AR PR YR T SR AR S
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HE S0 RsEAE (MS) B MiEfMA Clg KT, it MS B MiE*MA Clq KT
RABE. REACHHRAR AR G .

JrvE EEL 152 B2 1) MS g K 90 g e BN HE AT AT . iRIEARETEE (BMD K/, ¥
MS H# N MS-IE% BMI 41 (18<BMI<25) . MS-#E 4] (28>BMI=25) . MS-JE k4
(BMI228) , MIEAHRI AN EZESE, KMIMEE (GLU)  IyE =B Hm (TG) L HH &
(TC) . mEEMREAMEEE (HDL-C) . [RFEREAMEER (LDL-C) & Clg /K IS
HZ MM ZER, FFEATAHE R T .

gR OMS BFEMIME Clg /KR TR AR (244.34162.66 vs 202.37+35.92, t=-
6.250, P=0.000) . @QMS-#HEH . MS-EFEAR Clg /K458 2 T @ FEx) 4 (F=9.639,

P=0.000; F=9.639, P=0.000) . ®Spearman fH M Hr iR MS B3 115 Clg K F5 MG TG
/KF (r=0.245, P=0.001) . TC/K°F (r=0.398, P=0.000) . LDL-C 7K°F (r=0.325, P=0.000)
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BRI, 4T 7 %27 A IR BT BT AR A o AR Be BRI RS IR B o AR 2+
HEMME, AR5k AT TAR 2 P Rk 9 B2 BT 3R B ) — S BB AR, XTRE IR = IR R 5
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OR-072

A EFEEINEMP Thl/Th2 sk
MIERMNE S

AR, T AR A, M KT
BRI 5 — IR B2 e

B S e s B g A8 I Th/Th2 4 S 16 1) 23 BT 3R

v JEEL 2015 4 12 H-2018 4 12 H FREEUSCE i Stk pes ARV TT IR 120 BN A IR 5T
X%, HFh 60 4y Pt KE (Bronchial asthma, BA) %, 60 i Jyid ik £ (Henoch-
Schonlein purpura, HSP)&#, FEFEIHIERUERE N 60 L/E AR, SHATEIDIRAS T RIE Ik 5
mL K&, MRRES NS TEEMREE, FHERBTAR, G380 EiE, 72 h 2NEHiE%
PEIENT R IgE. i IgE. Bt HUE . SN BUR . N BUR TR . A
J& BT I ACE 7E-20 C LA R IS R 3k T 7746, O Hig R R4 AR AE 48h 2 W iE4T IL-2. IL-
10, IL-17 KPIIRE . fERSE 2 /T, POZ@TREARRIMRGR, HHHMNAZKE RS2 )5 77 0 I et
7,

B BA WEZANEMAPAE T IL-17 K FEE ST HSP AR A2 74 Gt X
(P<0.05) ; HSP 4 :EF4E M IL-10 411 /K-F 52 & T BA A A tL 22 B St
23 L (P<0.05) ; BA #HEZMIMET IL-10/IL-17 (A BALT HSP 4, WML ER
AAG 2R L (P<0.05) ; BA 4 IL-2/IL-10 LA ST XA, WAMLLZERA SR 2=
X (P<0.05) ; HSP 41 IL-2/IL-10 WL EHMH E & T XA, WAMIERERIT¥E X
(P<0.05) .

58 BB EN T ThU/Th2 ~FErmfE B R IEAT M IE, B REHE I B HHE B2 i) 20 B 7 %
BRI, AT R IE B N P AE RS BLRY) Th/Th2, BEWSH RGEIT B, X AE
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OR-073
Establish and evaluate the reference ranges of MAA,
MAADP and MAAA in guidance of antiplatelet therapy

Wei Shen?,Jingyi Zhou!,Heye Huang?,Yi Gu!,Wenyan Shen?,Min Li*
1.Department of Laboratory Medicine, Renji Hospital, Shanghai Jiaotong University School of Medicine
2.Shanghai Jiaotong University School of Medicine

Objective Review and analyze the results of thromboelastography in 4,614 patients with
antiplatelet drugs, establish and evaluate the reference ranges of MAa, MAapp and MAaa.

Methods The results of thromboelastography in 4614 patients on aspirin and clopidogrel from
August 2015 to July 2018 in Renji Hospital were reviewed. The original data with MAa greater
than 35mm were excluded (Considering abnormal activation of platelet when MAa is greater than
35mm), and the remaining 4459 cases were included in the subsequent analysis. Based on the
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reference range of ADP inhibition (40%-90%) and AA inhibition (50%-90%) currently used in
clinical practice, the statistical analysis model was established and the reference ranges of MAapp
and MAaa were derived to verify the feasibility of using MAapp and MAaa to monitor ADP inhibitor
and aspirin.

Results The normality test showed that the variables, MAa, MAapp, MAaa, ADP inhibition and AA
inhibitionwere all non-normal distribution (P<0.05). Therefore, Spearman rank correlation method
was adopted. MAa is approximately normal distribution with mean value of 15.9mm, standard
deviation of 6.7mm, median of 14.9mm, and interquartile range of IQR8.8mm. Considering the
characteristics of MAa distribution, the reference range is set as 9.2~23.7mm.MAaa was
significantly negative correlated with AA% (r = -0.864, P < 0.001) in which one variable increases
as the other decreases. A significant negative correlation was also found between MAapr and
ADP% (r=-0.892, P<0.001). Then linear, quadratic, cubic and exponential models were compared
to derive correlations, and linear model provided the best fit to the data. The linear model
equations of MAapp and MAaa were MAapp=-0.497*ADP%+60.012 and MAaa=-
0.498*AA%+63.482 respectively. Then the ROC curve was used to find the best cutoff point. The
reference range of MAapp was 19.8~43.2mm. The sensitivity and specificity of the two endpoints
were 0.796, 0.856 and 0.897, 0.904. The reference range of MAaa was 18.9~37.7mm. The
sensitivity and specificity of the two endpoints are 0.819, 0.829 and 0.922, 0.896.

Conclusions The reference range of MAapp and MAaa derived from statistical model is better in
sensitivity and specificity. MAape and MAaa is more accurate than conventional inhibition in
guidance of antiplatelet therapy, especially in patients with excessive low MAck or high MAa. MAa
reflects the patient's fibrin formation ability. When the value is too high and the TEG tracing
continues to grow wider, it reflects the abnormal activation of platelets. It's recommended to try
glycoprotein llb/llla inhibitor.

OR-074
LncRNA CTC-497E21.4 contributes to gastric cancer
progression via the miR-22/NET1 axis

Rongrong Jing,Wei Zong,Cui Ming
Affiliated Hospital of Nantong University

Objective Long non-coding RNAs (IncRNAs) have emerged as important roles in gastric cancer
(GC) and competitive endogenous RNA (ceRNA) hypothesis was reported to be a novel
interactive mechanism in the GC progression. However, the role of the dysregulated IncRNAs in
GC remained large unknown. We investigated the clinical significance, biological function and
mechanism of IncRNA CTC-497E21.4 in GC.

Methods Firstly, real-time fluorescent quantitative polymerase chain reaction (RTFQ-PCR) was
used to detect the relative expression of IncRNA CTC-497E21.4 in 60 paired tissues.
Furthermore, knockdown of IncRNA CTC-497E21.4 was conducted to assess the effect of
INcRNA CTC-497E21.4 in vitro and in vivo. Subcellular localization of IncRNA CTC-497E21.4 was
determined by nuclear plasmolysis PCR and fluorescence in situ hybridization (FISH);
bioinformatics software predicted INcRNA CTC-497E21.4 binding miRNA and downstream target
genes and the biological functions were demonstrated by luciferase reporter assay, western
blotting and rescue experiments.

Results InNcRNA CTC-497E21.4 was up-regulated in GC tissues and GC cell lines (P<0.05), and
the expression was associated with depth of invasion, lymph node metastasis, and neurological
invasion. Besides, knockdown of IncRNA CTC-497E21.4 inhibited cell proliferation, migration,
invasion and promoted cell cycle arrest in vitro, and inhibited tumorigenesis in vivo. Functional
analysis showed that IncRNA CTC-497E21.4 acted as a ceRNA for miR-22 and regulated NET1
expression. MiR-22 and NET1 partly reversed cell phenotypes caused by IncRNA CTC-497E21.4
by rescue analysis. INCRNA CTC-497E21.4/miR-22-3p/NETL1 participated in the RhoA signaling
pathway in the GC progression.
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Conclusions IncRNA CTC-497E21.4 competed with miR-22 to regulate the expression of NET1
and regulated the malignant progression of GC through the RhoA signaling pathway. IncRNA
CTC-497E21.4 could be a potential biomarker and therapeutic target for GC.
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rs73013527 {7 5 3 (R B 43 A S on 45 S0 36 R T (1) 888 B AR/K T/ PLT(P=0.010), Faf:AsinRd
ST BN AL FE N C i R /KPR PLT AT AR /KT RDW(P=0.002 1 P=0.021).
250 ETS-1 R LAY PBC 5@ E M55, rs4937333 7 A3 H T 746 PBC k4
M Ek .

OR-077
A Biomarker LncRNA MAFTRR for Identifying High-Risk
Patients with Ulcerative Colitis-Associated Colorectal
Cancer

Tong Liu,chuanxin wang
The Second Hospital of Shandong University

Objective Long noncoding RNA (IncRNA) play important roles in tumorigenesis and progression,
as a field defect in some instances, and may be an early event in colitis associated
carcinogenesis (CAC). We aimed to determine whether specific IncRNA signature patterns could
be used to identify patients with ulcerative colitis (UC) who are at increased risk for colorectal
neoplasia.

Methods We use TCGA and GEO database to analyze the data and obtain top 10 aberrant
IncRNA (5 up-regulated and 5 down-regulated) which play important roles in UC and CRC
progression. Then we obtained 573 colorectal tissue specimens collected from patients with UC
(354 without neoplasia, 81 with dysplasia, and 138 with CAC), from 3 independent cohorts for
three phase experiment in The First Affiliated Hospital of Traditional Chinese Medicine University,
Qilu Hospital and Second hospital of Shandong University between 2008 and 2018. We
quantified these IncRNAs by RT-gPCR analysis. We analyzed clinical data to determine whether
IncRNA patterns were associated with age, location, or segment of the colorectum. Cohort 2 and
3 were used to perform studies to training or validation the association between specific INCcRNA
in non-tumor rectal mucosa from patients with UC at risk of CAC.

Results Based on GEO and TCGA analysis, we selected top 10 aberrant CAC-related IncRNA as
potential diagnostic candidates. Then expression profiles of 10 IncRNA selected were validated in
58 UC (30 without neoplasia, 10 with dysplasia, and 18 with CAC) of tissues by quantitative real-
time PCR, only IncRNA MAFTRR thus identified were further validated in tissue samples from two
independent cohorts. Among patients with UC without neoplasia, rectal tissues had significantly
higher levels of MAFTERR than in proximal mucosa; expression levels of MAFTRR were
associated with severity of inflammation and duration of UC in rectal mucosa. MAFTRR was
significantly higher in samples from patients with dysplasia or CAC compared with samples from
patients without neoplasia. Receiver operating characteristic analysis revealed that methylation
levels of MAFTRR in rectal mucosa accurately differentiated patients with CAC from those
without. MAFTRR in rectal mucosa was an independent risk factor for CAC. MAFTRR could
discriminate UC patients with or without dysplasia or CAC in the training cohort (area under the
curve, 0.79) and the validation cohort (area under the curve, 0.82).

Conclusions In training and validation cohorts, we found MAFTRR was high expressed in rectal
mucosal samples from patients with UC with dysplasia or CAC compared with patients without
neoplasms. MAFTRR also associated with severity of inflammation and might be used to identify
patients with UC at greatest risk for developing CAC. Our findings provide evidence for a field
defect in rectal mucosa from patients with CAC.
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OR-078
Leukocyte telomere length, mitochondrial DNA copy
number, and coronary artery disease risk and severity: A
two-stage case-control study of 3064 Chinese subjects

Xuebin Wang
The First Afliated Hospital of Zhengzhou University

Objective Leukocyte telomere length (TL) and mitochondrial DNA copy number (mtDNA-CN),
as hallmarks of cellular aging, may be involved in the development of coronary artery disease
(CAD) by modulating oxidative stress. This study aimed to investigate the effects of leukocyte TL
and mtDNA-CN alone or in combination on CAD risk and severity in the Chinese population.
Methods In this two-stage case-control study with 1511 CAD patients and 1553 controls,
leukocyte TL and mtDNA-CN were determined by a quantitative PCR assay. Three oxidative
parameters, including leukocyte  8-hydroxy-2'-deoxyguanosine  (8-OHdG), plasma
malondialdehyde, and plasma reactive oxygen species (ROS), were quantifed by ELISA or
colorimetric kits in a subset of 129 cases and 129 controls.

Results In the combined cohort, each 1-SD decrease in TL and mtDNA-CN was signifcantly
associated with a 1.17-fold and 1.14-fold increased risk of CAD (p < 0.001 for all), respectively,
after adjusting for confounders. The aggregated score, which reflected the cumulative dosage of
the tertiles of TL and mtDNA-CN, showed inverse dose-response correlations with CAD risk
(ptrend < 0.001), and severity, as determined by the severity of clinical presentations (ptrend =
0.037), the presence of multi-vessel CAD (ptrend = 0.004), and modifed Gensini scores (ptrend =
0.009). Similar dose-response relations of the aggregated score to leukocyte 8-OHdG and
plasma ROS were also identifed.

Conclusions Our data suggested reductions in both TL and mtDNA-CN as independent risk
factors for CAD. The combination of TL and mtDNA-CN might jointly contribute to CAD risk, CAD
severity, and oxidative stress.

OR-079
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OR-081
Fibrinogen and D-dimer during pregnancy and its
predictive value for postpartum hemorrhage

Chen Gong?,Yuncong Zhang?,Han Guo?,Aiwei Lit,Chanjuan Wang?!,Shuo Yang?,Yuan Wei'
1.Peking University Third Hospital
2.Peking University International Hospital

Objective The increase of fibrinogen is vital to form a prothrombotic state during pregnancy to
encounter bleeding challenges at delivery. However, pregnancy complications characterized by
systemic inflammatory response syndrome (SIRS), may consume fibrinogen resulting into the
elevation of d-dimer and leading to severe postpartum hemorrhage (PPH). However, d-dimer
levels often slightly increase in pregnancy due to the development of placenta. Therefore, we aim
to study the fibrinogen and d-dimer change during gestation and to assess whether their level at
delivery could be used to predict the occurrence of PPH.

Methods We evaluated fibrinogen and d-dimer change throughout gestation in women who
delivered at Peking University Third Hospital form December 2015 through December 2018.
Demographic data and clinical information were searched from Hospital Information System (HIS),
while fibrinogen and d-dimer value and testing time are identified from Laboratory Information
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System (LIS). Healthy and non-pregnant women were included from physical examination center
of Peking University Third Hospital

Results Among 37,635 pregnant women who delivered in Peking University Third Hospital,
16,635 were eligible for our study, in which 8028 had uncomplicated pregnancy, 7029 had
pregnant-related complications and 1578 had preexisting disorders.

Pregnant women employ higher fibrinogen level during each trimester and at the time of delivery
(P<0.001) compared with non-pregnant women. Among the uncomplicated group, fibrinogen level
rises throughout the first (3.28+0.02), second (4.04+0.03) and third trimester (4.40+0.02) but
dropped at delivery[4.30+£0.01]. Pregnant-related complication group and the preexisting disorder
group shared the similar changing pattern. In addition, women with pregnant related
complications showed significant higher mean fibrinogen level during whole gestation (P<0.001,
respectively), except for placental abruption which was dramatically decreased from third
trimester and lower than that of uncomplicated pregnancies [(3.891£0.11) vs (4.40+0.02) ,
P=0.001].

Among uncomplicated women, d-dimer grows rapidly throughout the first [0.09(0-2.30)], second
[0.28(0-1.21)], third trimester [0.51(0.09-9.82)] and at the delivery [0.69(0.15-34.07)]. Women with
pregnant-related complications and with preexisting disorders shared similarly changing pattern,
but only in women with placenta accreta, d-dimer present a higher level than that in
uncomplicated pregnancy since the first trimester [ 0.11(0.04-0.22) vs 0.09(0-2.30), P=0.379].
Both fibrinogen and d-dimer at delivery for women without PPH was significantly higher than
women with PPH either in uncomplicated pregnancy [4.05+0.13 vs 4.30+0.01, P<0.001;
0.87(0.15-3.67) vs 0.68(0.17-34.07), P=0.044] or in complicated pregnancy [4.24(4.11-4.36) vs
4.40(4.39-4.42), P=0.012; 0.86(0.50-3.39) vs 0.60(0.06-281.30), P=0.001]. Using fibrinogen to
assess PPH, ROC (Recevier Operating Characteristic) analysis showed that AUC (Area Under
the Curve) for uncomplicated women was 0.594(0.541-0.647), for women with pregnant-related
complications was 0.593(0.540-0.646); while, using d-dimer to assess PPH, ROC analysis
showed that AUC for uncomplicated women was 0.637 (0.468-0.787), for women with pregnant-
related complications was 0.701(0.633-0.769)

Conclusions Among 37,635 pregnant women who delivered in Peking University Third Hospital,
16,635 were eligible for our study, in which 8028 had uncomplicated pregnancy, 7029 had
pregnant-related complications and 1578 had preexisting disorders.

Pregnant women employ higher fibrinogen level during each trimester and at the time of delivery
(P<0.001) compared with non-pregnant women. Among the uncomplicated group, fibrinogen level
rises throughout the first (3.28+0.02), second (4.04+0.03) and third trimester (4.40+0.02) but
dropped at delivery[4.30+£0.01]. Pregnant-related complication group and the preexisting disorder
group shared the similar changing pattern. In addition, women with pregnant related
complications showed significant higher mean fibrinogen level during whole gestation (P<0.001,
respectively), except for placental abruption which was dramatically decreased from third
trimester and lower than that of uncomplicated pregnancies [(3.89+0.11) vs (4.40£0.02) ,
P=0.001].

Among uncomplicated women, d-dimer grows rapidly throughout the first [0.09(0-2.30)], second
[0.28(0-1.21)], third trimester [0.51(0.09-9.82)] and at the delivery [0.69(0.15-34.07)]. Women with
pregnant-related complications and with preexisting disorders shared similarly changing pattern,
but only in women with placenta accreta, d-dimer present a higher level than that in
uncomplicated pregnancy since the first trimester [ 0.11(0.04-0.22) vs 0.09(0-2.30), P=0.379].
Both fibrinogen and d-dimer at delivery for women without PPH was significantly higher than
women with PPH either in uncomplicated pregnancy [4.05+0.13 vs 4.30+0.01, P<0.001;
0.87(0.15-3.67) vs 0.68(0.17-34.07), P=0.044] or in complicated pregnancy [4.24(4.11-4.36) vs
4.40(4.39-4.42), P=0.012; 0.86(0.50-3.39) vs 0.60(0.06-281.30), P=0.001]. Using fibrinogen to
assess PPH, ROC (Recevier Operating Characteristic) analysis showed that AUC (Area Under
the Curve) for uncomplicated women was 0.594(0.541-0.647), for women with pregnant-related
complications was 0.593(0.540-0.646); while, using d-dimer to assess PPH, ROC analysis
showed that AUC for uncomplicated women was 0.637 (0.468-0.787), for women with pregnant-
related complications was 0.701(0.633-0.769)
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OR-082
Increased Expression of the Long Noncoding RNA
LINC02613 Promotes Glycometabolism in Colorectal
Cancer by Interaction with Glyceraldehyde-phosphate
dehydrogenase

Yinghui Zhao,Lutao Du,Chuanxin Wang
The Second Hospital of Shandong University

Objective Increasing evidence shows that altered activities of long noncoding RNAs (IncCRNAS)
have been associated with tumorigenesis. We investigated the clinical significance, biological
function, and mechanism of LINC02163 in colorectal cancer (CRC).

Methods First, the combined The Cancer Genome Atlas (TCGA) and Gene Expression Omnibus
(GEO) database revealed the alterations of LINC02163 in CRC tissues. Next, the effect of
LINC02163 on the CRC cell proliferation, apoptosis and migration were evaluated by RTCA
XCELLigence real time cell analysis, flow cytometer and cell invasion assays after LINC02163
knock-down or knock-out via small interfering RNAs or CRISPR/Cas9 vectors and
overexpression by transfected plasmids. By virtue of soft-agar colony forming assay and nude
mouse tumorigenesis test, the tumorigenesis abilities of LINC02163 in vitro and vivo were
respectively identified. Their interactions with other genes were determined by RNA pull-down
and RNA immunoprecipitation (RIP) assays. Given expression signatures of exosomal INncRNAs
have been proposed as potential non-invasive biomarkers for cancer detection, the diagnostic
value of exosomal LINC02163 was evaluated.

Results After using publicly available expression profiling data and integrating bioinformatics
analyses, we screened and identified LINC02163 significantly increased in CRC tissues and cell
lines. Importantly, we also demonstrated that knockdown of LINC02163 suppressed cell
proliferation, invasion and migration in vitro and inhibited tumorigenesis in vivo. Mechanistically,
RNA pull-down and RIP assays showed that RNA binding proteins including glyceraldehyde-
phosphate dehydrogenase (GAPDH), suggesting LINC02163 may produce cancerization via
regulating glucose metabolism. Further, the diagnostic performance of exosomal LINC02163
was evaluated. The area under the receiver operating characteristic (AUC-ROC) for exosomal
LINC02163 was 0.866 with a sensitivity of 97.5% and a specificity of 97.2%.

Conclusions Collectively, we determined that LINC02163 may play important roles in CRC
oncogenesis. Targeting LINC02163 may provide new strategies in CRC diagnosis and therapy.

OR-083
Molecular characteristics of oxazolidinone resistance in
enterococci from a multicenter study in China

Hongbin Chen,Hui Wang
Peking University People’s Hospital

Objective Linezolid-resistant enterococci pose great challenges in clinical practice. The aim of
this study is to study the mechanisms underlying the resistance and genetic environment of
antimicrobial resistance gene of linezolid-resistant enterococci.

Methods Fifteen linezolid-resistant strains and one linezolid intermediate-resistant strain,
including thirteen E. faecalis and three E. faecium, were collected from patients in nine hospitals
across China between 2009 and 2013. The minimal inhibitory concentrations (MICs) of 8
antimicrobial agents were determined by the agar dilution method except tigecycline and
daptomycin which were tested by broth microdilution. The resistance genes cfr and optrA were
determined by PCR. The mutation of domain V of the 23S rRNA gene was detected by PCR
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combined with sequencing. The whole-genome sequencing (WGS) of 13 enterococci strains
carrying optrA gene was performed using Illumina technology to investigate the genetic context of
optrA.

Results The linezolid MICs of sixteen enterococci were 4 mg/L to 16 mg/L. Four strains belonged
to multi-drug resistant (MDR) bacteria. The sequence types (STs) of 13 enterococci strains
performed WGS were diverse: 3 ST476, 1 ST86, ST116, ST480, ST59, ST416, ST21, ST67,
ST16, ST585 and ST18. None of them carried multi-drug resistance gene cfr. Only one strain had
the G2658T mutation of target 23S rRNA gene. Thirteen (13/16, 81.3%) strains harbored the
novel oxazolidinone resistance gene optrA. WGS analysis showed that the optrA gene was
flanked by sequence IS1216E insertion in thirteen strains, and optrA was adjacent to transposons
Tn558 in two strains and Tn554 in one strain. The optrA gene was identified to be co-localized
with fexA, the resistance genes mediated florfenicol resistance in 13 strains, and ermAl, the
resistance genes mediated erythromycin resistance in 9 strains, indicating that linezolid-resistant
strains may be selected due to non-oxazolidinone antibiotics (i.e. macrolides and florfenicol)
usage.

Conclusions Our findings demonstrate the high diversity of optrA-carrying genetic platforms. The
mobile genetic elements (MGES) may play an important role in the dissemination of optrA into the
enterococci isolates of human origin. The genetic evidence of transferable feature and co-
selection of optrA should be gave more attention in clinical practice.
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OR-085
Suppressed expression of CXCL14 in hepatocellular
carcinoma tissues and its role in the disease progression
of chronic HBV infection

Yong Lin,Huo-Chun Yi
Zhongshan Hospital, School of Medicine, Xiamen University

Objective CXCL14 was the most under-expressed mRNA in hepatocellular carcinoma tissues, as
well as head and neck squamous cell carcinoma and cervical squamous cell carcinoma. It has
been acknowledged as a tumor suppressor, however, its role in HBV infection has not yet been
identified.

Methods CXCL14 mRNA expression was quantified from 20 male HCC patients, and comparison
was made to calculate the fold change of cancer tissues by comparing with normal adjacent
tissues. In total, 212 patients with chronic HBV infection and 180 HBV-free controls were
recruited to investigate the association between CXCL14 polymorphisms and HBV progression
as well as liver function parameters. Serum CXCL14 level has also been determined by using
ELISA technique, and comparison was made between different HBV status, and different
CXCL14 genotypes.

Results The mRNA expression of CXCL14 was 0.24-fold in HCC tissues when being compared
with adjacent tissues. The frequency of rs2237062 and rs2547 was significantly different between
patients with mild hepatitis and moderate to severe hepatitis patients, but not rs2237061.
Moreover, rs2237062 and rs2547 mutations have been correlated with impaired liver function
parameters. ELISA results suggested that HBV-free controls have the highest level of CXCL14,
while mild hepatitis patients have a lower level, and patients with moderate to severe hepatitis
have the lowest level. GA+AA genotypes of rs2547 were also associated with reduced level of
serum CXCL14, owing to its stop-gain property.

Conclusions CXCL14 was significantly suppressed in HBV-related HCC tissues, and its
polymorphisms have been also linked with HBV infection progression and liver function.

OR-086
Establishing areference interval for serum anti-dsDNA
antibody: A large Chinese Han population-based multi-

center study

chuiwen Deng
Peking Union Medical College Hospital,

Objective A reference interval (RI) for the circulating concentration of anti-dsDNA antibody is
essential for clinicians to interpret laboratory results and make clinical decisions. Therefore, we
aimed to establish the RI for anti-dsDNA antibody in the Chinese Han population.

Methods This study was designed and carried out in accordance with guideline C28-A3, which is
proposed by the International Federation of Clinical Chemistry and the Clinical and Laboratory
Standards Institute. A total of 2,880 apparently healthy individuals were enrolled using a posteriori
sampling. These individuals were recruited from four hospitals, representing the Han populations
of north, south, east, and west China. Serum anti-dsDNA antibody levels were measured using
the three analytical systems AESKU, EUROIMMUNE, and INOVA, which are the most commonly
used systems in China. Individuals were stratified by gender, age, and region, and the RIs were
obtained by nonparametric methods.
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Results Gender-specific Rls for serum anti-dsDNA antibody in the Chinese Han population were
established.

Conclusions This is the first exploration of the RI for anti-dsDNA antibody in the Chinese Han
population. We have established gender-specific RIs for each assay method commonly used in
China.

OR-087
A reference interval for serum IgG subclasses
in Chinese children

zhongjun liu
Department of Clinical Laboratory, Peking Union Medical College Hospital, Chinese Academy of Medical
Sciences & Peking Union Medical College

Objective Reference intervals (RIs) for serum IgG subclasses vary greatly among different
geographical regions. The present study aimed to establish RIs for serum IgG subclasses in
Chinese children, which is essential for interpretation of laboratory findings and making clinical
decisions.

Methods This study was performed in accordance with guideline C28-A3, proposed by the
International Federation of Clinical Chemistry and the Clinical and Laboratory Standards Institute.
In total, 607 apparently healthy Chinese children were enrolled, and serum levels of IgG
subclasses were measured. Individuals were stratified by age and the RIs were determined
through statistical analysis.

Results Following were the median values of RIs for serum IgG subclasses in Chinese children:
IgG1, 2.78 g/L; 19G2, 0.85 g/L; 1gG3, 0.13 g/L; 1gG4, 0.06 g/L at 1-6 months of age; IgG1, 3.64
g/L; 1gG2, 0.73 g/L; 1gG3, 0.19 g/L; 1gG4, 0.03 g/L at 6-12 months of age; IgG1, 5.15 g/L; 19G2,
0.87 g/L; 1gG3, 0.19 g/L; IlgG4, 0.07 g/L at 1-2 years of age; IgG1, 5.26 g/L; 1I9G2, 1.23 g/L; 1gG3,
0.14 g/L; IgG4, 0.11 g/L at 2-3 years of age; 1gG1, 6.33 g/L; 1gG2, 1.8 g/L; IgG3, 0.2 g/L; 1gG4,
0.21 g/L at age 3—-4 years; 1gG1, 7.05 g/L; 19G2, 1.87 g/L; 1gG3, 0.25 g/L; IgG4, 0.29 g/L at 4—6
years of age; 1gG1, 6.19 g/L; IgG2, 1.93 g/L; 19G3, 0.2 g/L; IgG4, 0.28 g/L at 6-9 years of age;
IgG1, 6.76 g/L; 1gG2, 2.29 g/L; 1gG3, 0.27 g/L; IgG4, 0.37 g/L at 10-12 years of age; IgG1, 7.45
g/L; 1gG2, 2.92 g/L; 19G3, 0.28 g/L; IgG4, 0.38 g/L at 13— 16 years of age.

Conclusions To our knowledge, this study is the first to establish RIs for serum IgG subclasses
exclusively in Chinese children.
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28 PCOS 41/ BMI. LH. LH/FSH. E2. T. AMH. INS 1 HOMA-IR ¥J & T X & 41
(P<0.05) . 7£ PCOS HE#, R BMI. INS 1 HOMA-IR & TIEAEREA, T LH A1
LH/FSH X TIEAERE4L (P<0.05) ; mHEMEAR LH. LH/FSH. E2. T BHEMEEH AN S
(P<0.05) ; JiE&EZIEHIL4LA Glu. INS F1 HOMA-IR L AR & 2481415 (P<0.05) ; X}
T LH/FSH<2 #41, LH/FSH=2 #41f) LH. LH/FSH. E2. T Al AMH J+&, 1 BMI F1 FSH P&
(P<0.05) . PCOS ALK PCOS F#EAE S AHAIMTE LHCGR 2R LA 248 X
(P>0.05) , PCOS ZHA1fi# 5 ZHHi4H 1 LHCGR 5 HOMA-IR # 2 1IEAH% (P<0.05) .

%% LHCGR 5 IR fAE% )% &, BN S LH 4543 S E SN E IR, #EM7E PCOS
RAERAE KRS —EMIE.
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OR-090
Peripheral differentials by Cytodiff flow cytometric system
predict disease activity in Chinese patients with
inflammatory bowel disease

ziyan wu
Peking Union Medical College Hospital

Objective This study aimed at evaluating whether leukocyte differentials could serve as effective
biomarkers for disease activity in IBD.

Methods A total of 100 subjects were prospectively enrolled, including 36 patients with CD,
34 patients with UC, and 30 healthy controls (HC). Leukocyte differentials were determined
by CytoDiff Flow Cytometry analysis.

Results Total neutrophil counts, monocyte/lymphocyte ratio (M/L), and CD16
monocyte/lymphocyte ratio (CD16° M/L) were significantly higher in active UC patients compared
with quiescent UC patients and HC. A cut-off value of 0.25 in M/L exhibited the best overall
accuracy of 82.4% with an AUC of 0.846 in differentiating active UC from quiescent UC. Total
leukocyte counts were significantly decreased in active CD patients, while total monocyte counts
and total CD16™ monocyte counts were significantly increased in active CD patients compared
with quiescent CD patients and HC. A cut-off value of 0.25 in CD16™ M/L displayed the best AUC
of 0.886 (overall accuracy of 86.1%) in differentiating active CD from quiescent CD.
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Conclusions Our data suggest that CD16" M/L could serve as promising biomarkers for
distinguishing active disease from quiescent disease in both UC and CD. In addition, they could
be used as supplements to other disease activity indicators, such as hsCRP and ESR.

Copyright © 2017. Published by Elsevier B.V.
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OR-094
The identification of biomarkers and primary diagnostic
nomogram models established for multiple system atrophy
cerebellar type

Shuo Guo,Minjin Wang,Zirui Meng,Yanbing Zhou,Lin Jiao,Binwu Ying
West China Hospital, Sichuan University

Objective Multiple system Atrophy (MSA) is an adult-onset, fatal neurodegenerative disease, and

the cerebellar type (MSA-C) is the most common subtype of it. Nowadays, the diagnosis of MSA-
C mostly depends on neurologists’ subjective evaluation according to the clinical manifestations
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while no specific biomarker was available, which can cause misdiagnosis of other similar
diseases, therefore to restrict and affect the reasonable treatment. This study is aimed to find
potential specific biomarkers through retrospective analysis of Electronic Hospital Records (EHRS)
combined with detection of candidate proteins expression levels, and to establish diagnostic
model for clinical to better diagnosis of MSA-C.

Methods 29 MSA-C and 30 other ataxia patients admitted to West China Hospital from May 2017
to October 2018 were recruited respectively. The corresponding EHRs including demographic
information, clinical specialist assessment as well as the laboratory examination results were
collected for further analysis. Also, we selected extra 18 candidate neurophysiology-related
proteins for quantitative measurements in the serum from all participants by using Human
Magnetic Luminex® Assays. Univariate analysis was used to analyze categorical variables with a
Chi-square test and continuous variables with the Mann-Whitney U test or Student’s t test. The
capacity of statistically different markers was analyzed by ROC analysis and we also used
Logistic regression analysis to construct multi-parameters joint equation consisting of multiple
significant markers which were filtered according to efficiency compared by ROC analysis or
Lasso regression analysis by R Studio. In order to illustrate the contribution of each biomarker
visually and practically, R studio was then utilized for the alignment nomogram drawing.

Results In clinical manifestations, MSA-C patients were also generally older than other ataxia
patients and seemed to present with more autonomic dysfunction and less nystagmus, and it has
nothing to do with the gender.

Besides, there were some significant differences in the candidate proteins levels and routine
laboratory results between cases and controls. CCL2, leukocyte CD117, contactin-1, IL-7,
albumin, potassium, high-density lipoprotein cholesterol expression levels are significantly lower
in MSA-C while IL-1ra, uric acid, C4, C3 and glucose were expressed in relatively higher levels.
The capacity of individual marker was not ideal with AUC of all the indicators less than 0.800
while the diagnostic performance of the two models each consisting of 4 different indicators (one
model with age, uric acid, autonomic dysfunctions plus nystagmus while another with age, uric
acid, Contactin-1 and CD117/c-kit) selected after ROC or Lasso regression analysis is obviously
better than that of single indicators, suggesting the potential application value in the early
screening and prediction of MSA-C disease of these two models above.

Conclusions Few clinical features could differentiate MSA-C from other ataxia while a number of
objective biomarkers including laboratory routine indexes and neurophysiology-related proteins
showed significant difference between two groups, which implies those indicators could be
regarded as potential diagnostic noninvasive biomarkers for MSA-C in peripheral blood and
further to lay the foundation of revealing the biological mechanism of MSA-C development.
Moreover, the models built on meaningful biomarkers with good diagnostic performance may
possess a potential value and provide objective help for neurological physicians during the clinical
practice.

OR-095
Evaluation of uracil-DNA-glycosylase-supplemented real
time loop-mediated isothermal amplification assay for
urinary tract infection detection
Yingmin Zeng

1. Department of Clinical Laboratory, Third Affiliated Hospital of Guangzhou Medical University, Guangzhou,
P. R. China

Objective Urinary tract infections (UTIs) are one of the most common bacterial infections, mainly

caused by Escherichia coli (E. coli), Klebsiella pneumoniae (K. pneumoniae), Pseudomonas
aeruginosa (P. aeruginosa), Proteus mirabilis (P. mirabilis), and Enterococcus faecalis
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(E.faecalis). Timely and accurate identification and determination of the antimicrobial
susceptibility of uropathogens are central to the management of UTI.

Methods Currently, some isothermal nucleic acid amplification technologies, targeting pathogen-
specific genetic signatures, have been attractive for rapid diagnosis of infections. In particular,
loop-mediated isothermal amplification (LAMP) has been popularly employed for clinical
identification of microorganisms due to its excellent analytical performance. LAMP is an auto
cycling strand displacement-based DNA synthesis at constant temperature ranging between 60
and 65°C within one hour. Specific primers were designed for rapid detection of five strains of
bacteria, including E. coli, P. aeruginosa, K. pneumonia, P. mirabilis, and E.faecalis, targeting
malB gene, rcsA gene, oprL gene, ureR gene, and Ef0027 gene, respectively.

Results In this study, we found LAMP assay tolerated a urea concentration of 900 mM, which
was nine times than that of PCR assay. Fourteen non-P.mirabilis bacterial strains were tested to
be negative, indicating the high specificity of the LAMP primers. The detection limit of the
standard LAMP assay was up to 2 pg mL. Take E.coli as an example, when combining Flinders
Technology Associates cards, the detection limit of real time LAMP was up to 10° CFU mL™1. Real
time LAMP treated with UDG effectively eliminated carryover contaminants as little as 10° g,
which was 100-fold higher than that with UDG free. In a 70-sample clinical study, the real time
LAMP assay with a dUTP-UDG strategy turned out to have a specificity of 91.6% and a sensitivity
of 94.4% for UTI detection.

Conclusions

The analytical and clinical validity of a panel of RT-LAMP with UDG for the rapid and sensitive
detection of common uropathogens is established. It is possible to achieve the goal of
simultaneously and automatically detecting multiplex uropathogens when it is integrated with
microfluidic chips in our following work.
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OR-098
Long non-coding RNA CCAL/miR-149/FOXM1 axis
promotes metastasis in gastric cancer

Qian Luo,Shaoqing Ju
Affiliated Hospital of Nantong University

Objective Early evidence indicates that the long non-coding RNA CCAL plays a critical role in
cancer progression and metastasis. However, the overall biological role and clinical significance
of CCAL in gastric tumorigenesis and progression is remains largely unknown.

Methods QRT-PCR was used to detect the expression of CCAL in gastric cancer tissues and
cells. The effect of CCAL on proliferation was evaluated by CCK-8 and colony formation assays,
and cell cycle and apoptosis were evaluated by flow cytometry analyses. Wound-healing and
transwell assays were performed to investigate the migration and invasion of CCAL. GC cells
transfected with sh-CCAL were injected into nude mice to study the effect of CCAL on
tumorigenesis and metastasis in vivo. Insights of the mechanism of competitive endogenous
RNAs (ceRNAs) were gained from bioinformatic analysis, luciferase assays and Western blot.
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Results We observed that CCAL was upregulated in gastric cancer (GC) tissues, and that
increased CCAL expression in GC was associated with tumor-node-metastasis (TNM) stage,
suggesting that CCAL may prove to be a diagnostic biomarker for GC patients. Functional
experiments showed that CCAL could promote GC cell proliferation and epithelial-mesenchymal
transition (EMT) in vitro and in vivo. Luciferase reporter assay indicated that CCAL could directly
bind to miR-149. Moreover, knockdown of CCAL significantly reduced the expression of FOXM1,
a direct target of miR-149.We also showed that FOXM1 suppression by miR-149 could be
partially rescued by CCAL overexpression. In addition, we identified a negative correlation
between the mRNA expression of CCAL and miR-149 in GC tissues. Furthermore, we observed a
negative correlation between the expression of miR-149 and FOXM1 and a positive correlation
between CCAL and FOXML1 expression levels.

Conclusions Our study demonstrated, for the first time, that the CCAL/miR-149/FOXM1 axis
functioned as a significant player in GC metastasis and potentially contributed to the improvement
of GC diagnosis and therapy in the future.

OR-099
Deep Multilayer Brain Proteomics ldentifies Molecular
Networks in Alzheimer’s Disease Progression

Bing Bai
Nanjing Drum Tower Hospital

Objective Alzheimer's disease (AD) displays a long asymptomatic stage before progressive
decline of cognition, but molecular networks underlying AD progression are not well understood.
Methods Frozen postmortem frontal cortex tissues were recruited from 200 human brains from 1)
non-demented controls with low pathology, 2) non-demented controls with high pathology, 3)
patients with mild cognitive impairments, 4) patients with Alzheimer’'s disease, and 5) patients
with progressive supranuclear palsy. Besides, brain tissues of two classical AD mouse models
(AB and Tau) were also recruited. All samples received TMT-based quantitative whole proteome
and phosphoproteome analyses. The data were integrated with insoluble proteome dataset,
human genomics dataset, mouse datasets for pathway analyses.

Results Here we present the characterization of AD stage-associated networks and deregulated
signaling via temporal profiling of 14,513 proteins and 34,173 phosphosites in human brain
cortical tissues using multiplexed quantitative mass spectrometry, highlighting 173 differentially
expressed proteins in 17 pathways. We validate these protein changes in two independent
cohorts (49 and 62 cases) by additional large-scale proteomics analyses. Combining with age-
dependent profiling of the 5xFAD mouse proteome, we reveal 15 AB-correlated proteins (MDK,
NTN1, CTHRC1, NTN3, SMOC1, SFRP1, OLFML3, SLIT2, HTRA1, FLT1, SLIT3, CLU, ICAML1,
LSP1, and C4B). The AD mouse model shows a molecular signature similar to symptomatic AD,
but exhibits strong activation of autophagy and interferon response, and lacks human-specific
deleterious events, such as downregulation of neurotrophic factors and synaptic proteins. Further
multi-omics integration prioritizes AD-related molecules/pathways, including amyloid cascade,
inflammation, complement and coagulation, WNT signaling, TGFB/BMP signaling, lipid
metabolism, iron homeostasis, and membrane transport. The top-ranked Netrin-1 protein
(NTN1gene) is accumulated in AD but not in other neurodegenerative disorders. Netrin-1 is highly
colocalized with amyloid plaques in AD cases and 5xFAD mice, and shows direct interaction with
AR peptide. Conditional Netrin-1 knockout in adult 5xFAD mice dramatically reduces plaque
burden in the brain, supporting a causative contribution of Netrin-1 to amyloid pathology.
Conclusions Thus, the multilayer proteomics and systems biology approaches identify key
factors and elucidate molecular networks during AD progression.
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OR-100
Molecular analysis of gene mutations in eight patients
with Glanzmann’s thrombasthenia

Linzi Miao,Fangyan Gan,Yan Gong,Chenxue Qu,Janzhong Wang,Jiaying Yuan,Bingjing Gao,Yao Lu,Ran You
Peking University First Hospital

Objective To analyze the gene sequencing in eight patients with Glanzmann’s
thromboasthenia(GT), and combined with clinical manifestations and laboratory findings to
investigate the molecular mechanism of GT.
Methods Eight patients who were diagnosed as GT based on platelet aggregation test and flow
cytometry were enrolled, as well as 4 pedigrees. Next-generation sequencing was used to
analyze all the exons and flanking sequences ofa Il band 33 gene and also platelet-type bleeding
disorders related genes. Gene polymorphism was excluded by retrievaling HGMD and Pubmed
databases and relative literature. Mutations were confirmed by Sanger sequencing .
Results All the eight patients had relatively normal platelet counts and coagulation profiles. But
their platelet response to ADP was impaired, and their platelet response to ristocetin was
relatively normal. Flow cytometry showed that of the 8 patients, platelet surface allb/B3 was lower
than 5% of the normal value in 5 cases, and in 2 cases was 10% to 20% of normal value, and in 1
case there was no significant platelet surface allb/B3 reduction compared with normal level. Gene
analysis revealed that five mutations in ITGA2B gene were identified, including ¢.1750C>T
( p.Arg584Ter ) . ¢.1882C>T ( p.Arg628Ter) . ¢.814G>C (p.Val272Leu) . ¢.2333A>C
(p.GIn778Pro) . ¢.432G>A (p.Trpl44Ter) . And c.814G>C (p.Val272Leu) as well as
€.432G>A (p.Trpl44Ter ) were novel mutations. Six mutations in ITGB3 gene, including
C.719G>A ( p.Arg240GIn) . ¢.2248C>T ( p.Arg750Ter) . ¢.1495T>C ( p.Cys499Arg ) .
€.1728delC (p.Ser577ProfsTer92) . c¢.877C>T (p.GIn293Ter) . c. 1260G>A were identified,
among which ¢.1495T>C (p.Cys499Arg) . c.1728delC (p.Ser577ProfsTer92) and c.877C>T
(p.GIn293Ter) were not previously described and hence were novel. In addition, mutations in
genes such as RUNX1, HPS4, MYH9, ACTN1, HPS3 and SETBP1 were identified in patients
with GT.
Conclusions Rather than homozygous mutations, heterozygous mutations, especially compound
heterozygous mutations, are more common in patients with GT. Five novel point mutations were
identified in the ITGA2B gene and the ITGB3 gene, and the pathogenesis of these mutations
needs to be further studied. The pathogenesis of GT may relate to gene mutations such as
RUNX1 in addition to the ITGA2B gene and the ITGB3 gene.

OR-101
Urinary biomarkers of idiopathic membranous nephropathy
identified by high resolution mass spectrometry coupled
with liquid chromatography

Lu Pang,Hai-xia Li
Peking University First Hospital

Objective Idiopathic membranous nephropathy (iMN) is an important cause of nephrotic
syndrome in adults. Recently, PLA2R and THSD7A have been identified as target antigens in
iIMN. However, it is likely that these are not the only proteins involved in the pathogenesis of iMN.
Urine may provide important clues of pathophysiological mechanisms in iIMN because urinary
protein directly reflect the physiological state of the kidney. In the current study, we analyzed and
compared the proteome of urine from patients with iMN and normal controls.
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Methods Second morning urine samples were collected from patients with biopsy proven iMN
with serum anti-PLA2R antibody (group A, n = 5), iMN without serum anti-PLA2R antibody (group
B, n = 5) and healthy volunteers (group C, n = 5). Trichloroacetic acid (TCA) precipitation and
enzymatic digestion were performed to prepare peptides. Peptides were processed strictly
according to the manufacturer’s protocol for 6-plex Tandem Mass Tags (TMT). The labeled
peptides were mixed to form three pooled samples. Nanoscale liquid chromatography tandem
mass spectrometry analyses were performed for protein identification. Gene ontology (GO)
enrichment analysis was performed using a Web-accessible resource (Version 2.0). The proteins
were also matched against the database of well-known metabolic pathways (KEGG). The
increase of candidates from urine of group A (n = 5), group B (n = 5) and group C (n = 5) was
validated by Western blot.

Results In this study, we identified 509 proteins in the iMN urinary proteome. There are 187 and
177 proteins up- or down-regulated in group A and group B with a fold change of 2, respectively.
GO enrichment analysis revealed immune response and complement activation as the dominant
biological process in group A and group B, respectively. Immune system is the major
classification in the pathway analysis using the KEGG database both in group A and group B.
Intersecting the set of proteins up- or down-regulated in the group A and group B proteomes, we
identified 5 proteins in the urine that may provide targets for iMN with a fold change of 10.
Western blot analysis confirmed our proteomics findings that alpha-1-antitrypsin (A1AT) and crk-
like (CRKL) were up-regulated in the urine from patients with iMN but not in normal controls.
Conclusions In conclusion, our data show the important role of immunologic mechanism in the
development of iMN and the value of urinary A1AT and CRKL in biomarker discovery of patients
with iIMN. The discovery of the up-regulation of A1AT and CRKL in the urine can help to further
elucidate pathogenetic mechanisms involved in this disease.

OR-102

FHaTHiZ A CTGF EA B FREMLKE
R EFTIAKFERIE

I 5 3%, 778, Tk
5 K24 M g < B, 266000

BB a0 — e WL e R, A IR R R A, W S ERHMAZ A RGAS AT 1)
PAE BRI LAE R Z R, & M AR AL — B =R AR A ISR, SRAISHE 75 T AT 4
KRR AT A Y, TR Z 2 DNA KIE . gg4id4VE KN FET CNN Fik, 2
— R EEMIME E KR, FEEAREME M TR T SR A 1 I R YR A
EVFEIIRE, S ENUEZFRER AR . ASCE FEAR IR AT A4 10 A0 ] i A 2 4 20 2 AR K R T
CTGF J:[H JH 3+ X M ALK, Rl AT B fa f 20 2 CTGF mRNA KEHFIEN S
FIE, PRUF HAE TR BT A R A AR AR R

Fik WE 90 B TIRATHIR N CFRaRTIAZD 1 94 Gl IEH IR 2 CIER 0T HR4D) (140 & ke
A, K RELE S PCR BRIP4 CTGF HEF B3 7 X I H ALK, 6P 55 BT 4
THortr. FIRFUCE 18 FI 7 aiim AR 18 I IE & iR AR A FEAS, RASL %62 & PCR
FARFAR AR A CTGF mRNA #3%/KF; SKH Western Blot A 4 41 it £ 2H 21
o CTGF & AMFRIE KT KA R HLS UL =AM WA G A2t CTGF ERIE A7 .

S8 TRATHA CTGF I H A AR T IEW XA, Z A gt % L. SEnf 98 e & PCR
IR BN JAEHA T PE 4 CTGF mRNA ({1 i& (3.97+0.85) B & /& T 1E 5 6 e 20
(1.23+0.22), HMHAEREAGRI5 L. Western blot s2iG45 R EoR: 78 PE AUFNIER A iRa 4
A, CTGF EAMFRAWAR LRI F 2R AL RER, CTGF 7£ PE JHfp LA
IEEXTRAMR AR IERIE, HEEEMTHRAALRNEFTZ410E, (HWAME CTGF EHFRIA
TR,
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5 TSNS AR CTGF K8 3h XBUE W iR B30 IR BAUIRE, 7R
A2 iR AL 23 CTGF mRNA [IRIEKTROEH LIRS B & 1R T2 oG 4 23
CTGF H M5 IEF IR0 FEE T R 22 5 o FRATHE ICHEN R AT I K A2 WS CTGF 2
JE BT DX R A KA G, $77 CTGF R RE TR BT B IS E I BURE R, 0 CTGF
TR H I b B B R AR R 3205 S0 f gk — DA T

OR-103
LAM W # Z FF B & 31T LAM Bx& ADV iafr 8RR £
i
A0 10 T

B oA K EHLX S A A% T (BR) AMDIG TT HIAS 1 2 B 953 (5 44 P 2 FF0 B it 24 S8 A8 1 L (R
R8T AR STk, s FHRK R E (LAM) J LAM BX&RlfEfE s (ADV) #HTIRIT L
G P XL I RAR B e 25 597 3, AR A BT OB IR TT U S AR Ak 4

ik 1B IR B RIE T 2011 4F 10 H-2016 4F 3 AAFE M LER IS S E, BT
LI 25 2E T« ALT. AST. HBV-DNA &8 K LI FLIIREI . K iR Iaa H 258 LAM J697
g O A = H: F—HARE LAM i E# 4 LAM BtA ADV #H TR #E, B4R
KA LAM it 2y BEKF (ETV) BA ADV #HATEITE, S=408K L LAM it 2 )5 #
ETV #4707 #H . SAEBEY TIHIHATIHITEN 3 MH. 6 MH K 12 MH#T ALT. AST &
HBV-DNA 5 & 6 .

R 1HBV-P X RAFIE RN 5 T Je AR RAF L TR 14 AL FAR R 73 JA M2041IVIS
64.3%(292/454) . L180M 38.8%(176/454) . A181V/T/S 22.7%(103/454) . V173L 17 A
9.9%(45/454) , N236T 1 £ 9.3%(42/454) , V207I/LIG 17 15 8.8%(40/454) , S213T fI s
7.0%(32/454) , V214A 1 £ 5.3%(24/454) , M250V/L i £ 4.4%(20/454) , S202G/I 7
4.4%(20/454), N/H238T/D fii fi 4.0%(18/454), T184A/G/IS A 3.5%(16/454), P237H fif 4
2.6%(12/454), Q215S £ 15 1.5%(7/454).

2LAM T 25 = O a2y 58 3 H . BB 6 N H. 2 12 M H HBV DNA #&#. ALT. AST
ST, R EE TR,

3LAM & ADV 25N T BB 25 )5 56 3 H . 36 6 N H L 58 12 A1 HBV DNA #H &4
ASHARTHLL, WEEZE T, ALT. AST 25l SHAHTFHIL 2 B, HE5MAHHEZE
FAEE.

0 AFREHXFE HBV P X EZ R RANT 55 F XN LAM fil ADV i 2. #liaMH LAM J677
PR EE BRI Z))5, #H LAM BLS ADV J7 e T IR T4 ETV A ETV 23 5llBX& ADV 7 .

OR-104

2% DNA RAREBKRNEEFSHEEEE
5h 8 M hiiFRES DNA #53

Fifi £
Bl K22 M 8 = B, 226000

H B 6 I HE 2 A7 43tk 28 (non-Hodgkin’s lymphoma, NHL) B3 I i 7 25 DNA(cell free DNA, cf-

DNA)K-, M%E cf-DNA K5 NHL E3# BIGRRHE X G FLIR I MG (LDH) )6 &, 3R HAE
NHL =4 812 W7 R0 950 40 B b A4
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ik FT Alu FEHIE 252 DNA(branc DNA, bDNA)E A & B4 82 #4712 NHL i, H 36
B5RiE K B 40tk SR (DLBCL) 16 {51193 4 bk B 40 P 14 3 95 /70> 9k B 40 B 4 vk B2 88 (CLL/SLL) . 6
MR IR (MCL) 8 I kR (FL) . 16 5] T 4Bfut:JE 8 %5 Stk R (T-NHL); 17 %I 1E
HALTT 6~8 T FE)5 B3 . 10 bk 45 s i Pk 38 A KB 35 RN 60 497 f R HE 3 A Ly of-DNA KF. H
ROC £ 174t bDNA & JifiE cf-DNA X NHL B2 Wi e, FoHriiiE cf-DNA /K5 595
k. B 4Ltk KPR LDH X &R, 5 LDH KT H M 4007 .

5 Y12 NHL BE IS cf-DNA 7K1 52 38 15 1 15 6 HEZH RN bk B 5 e I A 386 A 9 o R 2H. (P 32)
<0.001). k245 i BP0 A /B I of-DNA 7K F 5 1E 3 % I8 4 5 45 it %% % 7 (P>0.05) .
DLBCL. CLL/SLL. MCL. FL. T-NHL & WA [a] i cf-DNA /K-S ih2% % 7 (P>0.05). i
cf-DNA /K-FFtm SEm it g, B 4R, ARHUiE L. LDH X (P $<0.05). IfijE cf-DNA 5
LDH(r=0.6102. P<0.001)f K. IEMIGIT 5 EH M cf-DNA ZKFEYISAIT 7l & & P
(P=0.001).

58 NHL #1125 MiE cf-DNA & 2 53 & T 1E 5 X IR gt s MR A i 3 . iE cf-
DNA {15 s ilss NHL B —E R B2 Wi (. KA I7 5 35 M5 of-DNA KPRl Ay xG
SRR ER . 5 cf-DNA K5 5m k. B ALK, KHumi kAl LDH /K-FAHK,
$E7R cf-DNA 7KF A A2 — ML 1) TS FE xR -

OR-105
Nosocomial Infected Hypervirulent Klebsiella Pneumoniae:
Antimicrobial Resistance, Virulence-associated Features
and epidemiological Characteristics in China Mainland

Lingli Luo
The Second Xiangya Hospital, Central South University

Objective The aim of this work was to investigate microbial and epidemiological characteristics of
hypervirulent Klebsiella pneumoniae (HvVKP) causing nosocomial infections.

Methods The strains were indentified by string test among 800 K. pneumoniae isolates, then
investigated by antimicrobial susceptibility testing, resistant gene detection, capsular serotypes,
virulence gene profiles, and random amplification polymorphic DNA(RAPD).

Results The difference was compared by x2 test and the clinical characteristics were analyzed
by one-way analysis of variants (ANOVA) and multivariable analysis.Of 800 K. pneumoniae
isolates, 12.9% were HvKP. Through an epidemiological survey,36 strains were nosocomial
infection,mainly distributed in ICU(36.1%).Resistance rate of HVKP has increased,accompanied
by multiple resistant strains. The presence of K1, K2, mrkD, entB, iutA and iucA genes were
strongly associated with nosocomial infected HvKP. Compared with Classic Klebsiella
pneumoniae (cKP) , no underlying disease(odds ratio[OR], 6.980), never lived in ICU(OR,3.600)
and medical department(OR,4.072)were independent risk factors for nosocomial infected HVKP
by multivariable analysis. Interventional therapy(OR,24.713) and no underlying disease(OR,9.098)
were independent variables compared with non-infection groups.

Conclusions This study highlights the challenge of HYKP caused nosocomial infections in China.
Nosocomial infectied HVKP has emerged and showed a gradual upward trend. Epidemiological
surveillance of nosocomial infected HVKP now appears imperative to avoid its outbreak.
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OR-106

mEFEAERKEREEERAGRBSRABE

e IRvSE]
b o PR R R

B ) e [ X3 B Rk A e B ] e A kR A A AT R A, it D R A AR et
W HE .

7 W IR BCE T A A, TR A E X I AR K. MR R e ] vk s SRR R R
GER LR A& TR 107 4y, HE4E 28 ME . BIGX LEET . Hh =2 93.46%,
—HLLUFEERE 6.54%; ZREERFE 88.79%, LRMAFE 11.21%. i [ FE KA A 25 I A e s v 1)
46 K (42.99%) , 1HFBE BIKEN 61 5 (57.0%) . IMiESE A EKRSE 5 MXAHFH 45 K
(42.06%) , & 6 PMXH 62 %K (57.94%) . IMIEE A BIKS: BIRE P AKX ER 25 %K
(23.36%) , ZERFARE RIFHEZHH 14 K (13.08%) , 25 FHIINARRENE & EML 12 K
(11.21%) . MifEHHEIKSG RPHRE e 2H8REN 52 K (48.6%) , X 4 X (3.73%) {ftEm
HRSEH, 1K (0%) FReAIMJLESHEEH . s & A BIKES R T2 BiERE M &
H G 75 K (70.09%) . MG EHEKSRFHRE M EEHEELS R 35 KX (32.17%) , M &
8 A RIS R IPE Y 1 K (0.9%) . MIEEAHBEK M EAESMEHTIPRER 67 K
(62.61%) , fHiFHIRER 40 K (37.38%) . A [F 5 B vk 45 B4 15 P &5 R IE ) 68 XK
(63.55%) . Pl E K RGP R R EEEA G A A M EEK 87 &KX (81.30%) , HRfr
27 NG R PRI ER R . R . BT NFIERE . SR [ e H vk s JERH M AR 1 &
HENENM BAEMHMEH 78 X (72.89%) , HAEHE P70 G ERE (IBHME" . “f % [ e H bk
FHME. PR M ERE AR R AN, R e kg Bkt M B A 78
K (72.90%) . FyfH e Bk g 1gD & IgE B 4 X (3.73%) .

S50 [ PN I3 B ROk K B g2 ] 5 H UK IR S AR 2 57, AR A AT R — R
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PO-0001
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], BEATZHEORE, IREGEN 4] DNA #HT2 E PCR #&, {1/ MLST J7iELAfiE DNA FA1H
ST A5, 3 PFGE J7iZdk AT FYE 0 -

EER B B CRKP X B- N BERZ R 25 A0 24, X IR 22 A3 iUk, 304 B R 3R A
WEL FRKER. EERWEEE T HEREUR. 75 53 PREEAT 46 HiIit 253N blakPC-2, 1
PRI 2536 KA blaNDM, 6 #RIi Z53E K4 blaOXA-48. PFGE 73+ #43tH 6 4>, Hi A4H 461, B
HAE 3N CHE LN DHA 14 EHA 14K FAA 14 7 MLST 4388, BT &I
ST11 XAzt TRE M F R AN, WA ZB T ST-101. ST709 . ST1393. ST-2068 JYFf
FERA, H PR TS ik

G5 PR B R T EHAE (CRKP) MR EMNZGRE N KPC-2, HoNFE—KIE, Al
P /IO R A AT I AT e, DA IEIR YT I 98 0 B A0 B R G BR i T R 2 Ak R, o — DB
CRKP JB R MATIRML T HIR {4 -

PO-0002
Modified Glasgow Prognostic Score,Neutrophil/lymphocyte,
platelet/lymphocyte and C-reactive protein/albumin ratios
in different stages of Coal Workers’ Pneumoconiosis

Lagu He
Hunan Prevention and Treatment Center for Occupational Diseases

Objective To evaluate modified glasgow prognostic score(mGPS), C-reactive protein/albumin
ratio(CAR),neutrophil/lymphocyte ratio (NLR) and platelet/lymphocyte ratio (PLR) for predicting
the prognosis of patients with Coal Workers’ Pneumoconiosis(CWP).

Methods 154 cases CWP and 148 cases of silicosis patients were collected in Hunan Prevention
and Treatment Center for Occupational Diseases (HPTCOD) from January 2018 to December
2018. The value of PLR,CAR,NLR and mGPS for prediting the prognosis of CWP were evaluated
by ROC and the relationship between the PLR, NLR and mGPS of CWP patients were analyzed;
Results CWP patients exhibited higher serum
leukocyte(WBC),neutrophils(N),platelets(PLT),erythrocyte sedimentation rate (ESR),
PLR,CAR,NLR ,mGPS and lower lymphocytes(L) concentrations compared with the control
groups P<0.05). The silicosis patients present higher PLR, CAR, NLR, mGPS than CWP
patients(P<0.05).The areas under the ROC curves of NLR and PLR were 0.864 (95% CI. 0.805 -
0.923) (P = 0.000) and 0.698 (95% CI. 0.607-0.788) (P = 0.000).

Conclusions PLR,NLR and mGPS can be used as indicators of inflammatory state and severity
in clinical prognosis of patients with CWP. NLR is more sensitive to assessing disease activity
compared with PLR.

67



AR 2+ R ER R R AR R W WIS
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T WU | R 2 76 [ o I 560 S A b A 5 0 v S 6 = 8 i 28 L & kI r AT {X. (3 & Sysmex CS5100
4 FFERIM S HTAXRT 2 & SysmexCA7000 4 [ Fh#EI /) 22 18] INR ) —3 k.
FikE SRR K AR S, B =M aksR, RS A Ey CS5100-A LiE
B 7N R [F] — I TR] A I AR A & R, e CS5100-A LRGN %8, RESWER 3 &
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GERL [ =ML S RT, 4 SRR EEH INR 52 LA EE INR 2391 3.17%L T, HK
TATE 1%LA R o (ER PR 28 2 7 FE SRR M5 INR AP w220/ 10-100 £, JtHZ
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W

B K17 RASSF1-A LR F LIRS SURTE B BEHY A4 = W 256 1iE (Myelodysplastic Syndrome
MDS) Wi 5% H2 W i X, N MDS B IR 2 Wk — 2 SIS K4 .

FiE KB T 2 & E4E /N (bisulfite sequencing PCR, BSP) J7 344l RASSF1-A
FEFFE 15 MDS fpAs, 14 1FE % B #tr4 (normal bone marrow, NBM) % 1 41 A= fE A5 22 i
(aplastic anemia, AA) FrA o) B L AL A7 5 BH AR . [F I B A HOJE Lk = ¢ PCR
(methylation specific PCR, MS-PCR) 7 %A ll RASSF1-A 2K 7E 100 5l MDS. 20 fi NBM.

20 5] AA H R HIEAIRZS

g8 (1) RASSF1-AZERTE 1% MDS #5A, 14 NBM A 1 5] AA FRA A H 3640 A7 f5 BH A R
2N 25% (12/480) , 4.375% (21/480) , 30.21% (145/480) , HERAFKIF¥E X
(p<0.05) . (2)MS-PCR ¥/~ RASSF1-A Z£[HI7E 20 4] NBM 4 2 25 4] AA Hrp 5 568 4 E H 34k
RA, HIELFHME RN 0% (0/20,0/25) 5 7E 100 i MDS 2 H H JE AL FH 4% 17.0%(17/100)
HESEHESHH¥E X (p<0.05) ; (3) MS-PCR f/x RASSF1-A K 7E 16 #i{LE 4 MDS
H. 47 BRI T4 MDS 4% 19 FIfEIER %% MDS 2H i FEZE FH R 735 31.25%
(5/16) , 10.64% (5/47) , 21.05% (4/19) ; KA1 MDS 45 AA ZH RASSF1-A JE[A HI %
FHPER Z 2B G5 L (p<0.05) , FHRE LGNS MDS 415 AA 41 RASSF1-A K H 5L RH
PERZRAHE (p>0.05) , FHIEHZM MDS 415 AA 41 RASSF1-A JE[K FELPHM: R 2 % H 4iit
2 Y (p<0.05) .

4% MDS B H H i RASSFL-A FERHZ) 7 X R A T i LIRSS, 1 NBM 2 AA B# 2
MR . RASSFL-A B[ 5 3) 7 X HEEWIRAS /-0 o] RE OB I3 FbR &, thBh MDS 27
Ko S 2 Wit . I PR
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PO-0007

RASSF1-A EFREARESOITEETBIEEREESIE
HERFPHIENX

R, 2B W BB NI R ee |, IRk, XUHR,
FERT A SR e B — R 2

HE K5 RASSF1-A Jk PR A AV RS I 7 B fif 3G A 57 % 25 5 fiE (Myelodysplastic Syndrome,
MDS) i it Ji Je a2 & (1 L Cacute myeloid leukemia, AML) 4L R fIRIR = 3L, A
MDS 97 175 W I $2 (L B8 FE b B S a6 A

ik s TRRASMF PCR (bisulfite sequencing PCR, BSP) 7744l 1 4] MDS Z&F1#5 A
RASSF1-A R[H7EH MDS-RA. MDS-RAEB. AML MBI FEALIRE . KA R R PCR
(methylation specific PCR, MS-PCR) Jii%faill RASSF1-A B[ 7E 15 % IE % & #Ebr 4 (normal
bone marrow, NBM) . 35l MDS. 25 il AML ) AL RES o

58 1 ) MDS R4IbrA, BEPwERE, 7 MDS-RA. MDS-RAEB. AML [rEqrh, HSEALA7 SR
PESRAFAE R 2 5% (P<0.005) , AML @FHPESR s (42.71%, 205/480) . RASSF1-A %
[AI7E NBM. MDS. AML H ¥ HEEALBEYEZRAEE R 2 5% (P<0.005) , NBM 41K A& 3 FE 340 [ 4
¥, MDS HPAtERES (17.12%, 6/35) , AML AfAH R HEE (24.00%, 6/25) . MDS/AML &
H RASSF1-A B A H A0 BHPE 20 B8 &R R 4 4n p b5 58 vy (P<0.005)

g5 RASSF1-A LK E )T X & LT R 2T MDS/IAML 3, FEREE S wfEiEn 2,
RASSF1-A i [A] HH JE A0 BH 4 558 S FE B0 A BE MR AT Rl vy, 7R — e F2 R B AT iR MDS gk
J&, Wil NDS RtEa8tk, #5478 RASSF1-A JE P FEIEALAG I AT sy Wil MDS H5 k  af
SRR A -

PO-0008

ET SEER HiRERIOHEAEBEE EHRERERETL

TR, TR, AR, SRR
5 H K228 e 2= Bt , 200000

BH BE T3¢ [ [ Sz e w70 pr i< Wa . IR AT 25 AN 45 B B (Surveillance,  Epidemiology
and End Results, SEER ¥z /) Xt 5 & £ 3 AL A7 7GR R TR, AN S 0t B e
AT .

FriE I SEER %i¥ it 8 2010-2015 4F A A2 Y U S fE 5 3% 13904 ], BENLA AP, 2
BiZH 9270 B AILGIEL 4634 5. K Cox LUl XU [BI VAR 2y #r B8 25 () Tl s el (R 3%, PR o
PRSI TUJG 520 PR SR N VAR B R . —ECHEFR S (C-index) AV IE 28 F -5 i i kAT
BOCEIEAD SAMEIGAE (BRI REAS VA [ i TR0 A0 12

G5 Cox LLWI KBS B B 3 b o EES . AFP . GSURIRZS . A8 s o tb & 4%
TNM 73 H B F AR UIBRIGTT AR EL S5 ) bR 352 00 S B MO WiE sem R 32 (P<0.05) , A
TR . AR S L, ERZHN C-index y 0.743 (95% CI: 0.732-0.754) , i
44 0.731 (95% Cl: 0.716-0.746) ; I IE#MZRY Bos RIFH)—8ht.

S AT AU N )R T BRI AE R L T _b R M B B RS S AR RVARAEER, W Bl R R A TR
A B3 O YR TT R SR
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PO-0009
BB 2 T4t By 2B 2 I S Sh i microRNA RIZEE
RliEEEX
i H 15

TR ALK 27 8 125 B, 300000

B JH RSB R 2 — R b . B W R R 2 A E R, Uk TR . HEE, %
FEEENL, TRz . AFR BAETRIR S REEMR (BTC) AJWMISHIIME microRNA H4 5
HAMBARENE, K BTC BA LW LI AMNBA microRNA FrEY) .

Jiik WERBEERKZMREER BTC B4 75 . JHIE B 505 538 20 1 K (@ B Mg 68 i,
P R 28 0 A v e 3 R U O A S B I PR AR AL B 2B 0 microRNA, 5T K FEA Bl
qRT-PCR #ATIIE . A FHAMBASEEGERF & B2l BTC HFH MG h oMbk Wi ik B
RNA. EWL¥Hsx, FIH gRT-PCR A AMEAA T E K miRNA, THEAMNAAE mIRNA 5 IfiE s
miRNA /], SPSS21.0 %34T 8t 4T

g Ed EEENPEE 13 #5 BTC AJWHXM miRNA, 5@l gRT-PCR KiEfEH,
miRNA-135b 1 miRNA-214 7EEMEHRIEEE L (p<0.05) . &id%4:H] ROC #hzk, Wiff
miRNA #14 N5 KT 0.5 (p<0.05) , BEAFiSHrm . @i G sh i, 5T M
Westernblot % 5E /MR TELE . LA AE miIRNA &l /5 1 90.7971%1 miRNA-135b F
89.7921%(1) miRNA-214 3k [ T L& s sk

2 M3E miR-135b il miR-214 7EfH ZEVEMIR B # b RE Hil, BASK¥E, BXmf
MIRNA £ K35 KR T MG AN R T, R —25 0> AL 5T BE e T 2t

PO-0010

AR EIRE ARG ER X EDTA KM REEIRA
PLT £{IE¥R

HHTH

PRI BERLR 22 I 8 B2 5, 221000

H B B 50 AN B BE (M BR 0T EDTA MK PE R EFR A PLT 2 IE2C5R.

FiE WA RE 2018 4 7 H & 2019 4 2 H 1112 K AT Bt EDTA MR S5 ML AR A, — 57T
BATHMEER AN SUCEE R I Fibs A 4% 8:1, 4:1, 2:1, 1:1, 1:2, 1:4, 1:8 7 HINEAI 4 I EAL
KL 3, 55— 77 T FH A8 B0 T T8 PLT. F SPSS18.0 B8 tof AH S HCHE AH 06 3k 47 43
Wragit.

ER 1.1 X EAURSIN 25 5 AR 6T E0R F T8 PLT (P<0.05)

58 MR EDTA MMM B 0 IUH IR A 1:1 FREXT PLT AR I i IE R
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PO-0011

PDCA RS ERERERE S HAcE REPHNA

R 8
AR T AL PR B, 353000

H ) 2 PDCA JEME BLEREE AL i6 0 ATAR AT, R0 70 T A S AR R A3 4 21 0.1% LA
e

JHE KR AR 2018 4F 8 A& 12 HEMNHA KA GHARAEITG 0, BREGEESHL, . (5
B BSREER S O RS BN, R PDCA TEMNVEHRTE, Rl (P) o 4T
(D) k& (C) . Hudt (A) FEM, XIS/ BT A0S A KIS I A E i i, A 8170 45t
W, hsste it Mriibe A R H. s S 2018 4 1 A & 7 H REET PDCA 1830 B
56 F AR A B HEAT LU X

G5R 23 PDCA EVE L, SCIR AR S FEARIR R . AR IR AR EHRAR . PRACREE
EARRR . MRAVE IR . PUREAR ARG A . SRAR I PR R R S U5 Th 44 S 2 AR T X 4, P<0.01,
ERA G FE .

g0 1. fERI S HTEThR AT EE B 5]\ PDCA R EHNE,  REME A ROBAR THR LR 0 AT R AR A
iR, RETRTH AR S R 2. NSRRI B PR IR R AR . ARAE A AT IR ALK
SR VRIX =AM, M0I = A5 B A R A R T PR LR AR AV . AR AR bR A R AR ZEK
WARANE TE R, B I PR BEN SR I A BBk . — R 0 A e A 97 BN 53 N s AGr 56 o
HIFRAS A I, R ER IR A S BN H R B RS, sl 5 2
JIBE, OIS eI 3 A A KA A

=

PO-0012

FHERBERETNMEE L 5 FREY
ReRafrmils

B AT
R BRI B

B AT TR AR B UEE & 9 B HE-3 (GPC3) TRMIAT4RuE (HCC) AFASHEA G s &2 & K
PEIETT BT R

ik WAk HCC AR Bl sy, NG 2ENE GPC3 mARIA, N SLR 7% RT-
PCR #ll%E GPC3 mRNA 7K. # 7 far e #R BRI A, R4 [l 40 v S NS, CIK. DC-CIK 5
DCIK-GPC3, L fisg AR HI1983 25 A riied 4m B o T2 A% 4k

g8 w2 GPC3 EARIEE N 68%, 155 BN 44U IE &5 Fiogg ZH 2R A Y GPC3 B %R
k. A GPC3 mRNA ik /K-8 & i T8 55 AR MR 41 23 I IR I 4H 23 (P<0.01), A IR
FH GPC3 mRNA ERIAHEEE ST LME RN EE; GPC3 mRNA ROC 4 Ak
0.878, LL GPC3 mRNA Fi&/KF&ET 2x102 N2 Wi fH, GPC3 mRNA Rk REE 77% K45
7 [E 88%. LI GPC3 mRNA fHPER L S5EAMERIA /3 AWM, H Kaplan-Meier 4= 47 i £ nl I,
GPC3 mRNA [HPEFRIEHEA G B 2 & 2 5T GPC3 mRNA WHERIEH, ZRESIT
23 L (P<0.05) . FFe8 fi J5 41 SR 98 4R ) v S DCIK-GPC3, il J8g 45 23 i A AR RN i & B 2 B
i, HRE RIS, PR AN TR R .

28 JE 2 GPC3MRNA = 3RiA X FFFEAE A 5 s &2 A TN E, DCIK-GPC3 w4 i T B &
PN R R AR A1, DC g 2 1 B AN R S e v I SR it 1 S It A 4 o
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PO-0013

ZRFBREMBAERENIEE BT SHREFRIHEX M

¥ UE, X R ), 2
BRI Ao I 521 1 22 B3¢ ,6 17000

B B PR FC T M3 3R TP e B o A S 3 R AR oo

JiiE 1R 2016 4F 12 H~2018 4 12 A EBWIE I L HF S 136 BEATFAX &, R TR e
PrlE (HBeAg) HiJEBHFHE MR H 28 HBeAg FHEAL (n=99) . HBeAg B4l (n=37) , #aill
FEEEE IS B ZBIF R R PR (HBsAg) « ZFUT%9% 5 DNA (HBV DNA) 7K F- K FE %
FE R TRELLFYEIL 2 SRA Pearson #H5¢40H HBeAg HuJi BH 4 & # 1fjE HBsAg. HBV DNA
Z I A, s HBsAg. HBV DNA 5 EE 980 7 2 A G, Iff HBsAg. HBV DNA 5
JFF 9 BRET HE Ak 3 2% I RH A o

258 HBeAg FHTEA M HBsAg. HBV DNA /KF &3 5T HBeAg BT, ZREAGIMEE X
(P<0.05) ; HBeAg FHVEALREE JRE 20 IEELF 41k 0 2t 5 HBeAg FATEALILE:, ZERTLSuit
FE N (P>0.05) ; HBeAg HulRBHM: B # MG+ HBsAg 5 HBV DNA ZIEAHK (P<<0.05) ;
HBeAg $iJ& FH M £ i HBsAg. HBV DNA 5 B 28 i 4 2 2 A58 (P<<0.05) ; HBeAg
PG BH M B 3% HBsAQ. HBV DNA SR ELLF-4ith 7 2 2 A E (P<0.05)

%5 HBeAg iR FAYE Z T 2 ML HBsAg. HBV DNA /KT R mkik, HH KT 5% B4 R4
W TRIRA AL 7 P A OC,  AIAE NI 2R S RERE B 1) H T R A

PO-0014
Polymorphic Variation of NFKB1 and Risk of Tuberculosis
for Tibetan Population in China

TR
VU 1K 2245 £ 5,6 10000

HA This study aims to find out the association between three SNPs--rs2836491, rs72696119,
and rs1585215--in NFKB1 gene and TB risk in Chinese Tibetan population.

J7i% The SNPs were genotyped using MassARRAY mass spectrometry in 305 Chinese Tibetan
TB patients and 333 health controls. A comprehensive analysis of single loci and haplotype
between case and control groups were conducted by SPSS20.0, Plink, and Editplus software.
ZE8 For rs2836491, rs72696119, and rs1585215, genotype, allele or inheritance models were
found non significantly different between cases and controls. Linkage analysis of the three tested
SNPs showed strong linkage disequilibrium, but these haplotypes were not associated with TB in
Chinese Tibetan population.

Z5# We first evaluated the association between rs2836491, rs72696119, and rs1585215 in
NFKB1 and TB in Chinese Tibetan population. However, we found no significant association
between tested SNPs and TB in our study, further studies are still needed.
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PO-0015

BEBEREZERERTAEWERT

REWNGE, UG, E I8P 2 B2 I Bl /N 2 MR R
Y IR 22475 £ 5,6 10000

B BV E AR G 5238 FERt HEE ARG R TR T U 238, PRI 5252 38 B AR J5 Ik 1%
M EERE.

Fig [ 3BT DU 1 A BT SRR 2008 4F 12 A 13 HE 2018 4F 1 A 10 H, %St e
BETT I 2462 151528 M AHRLIG R Bk, 4% A S5 B (8] 97 s 0T 52 B A J5 2% SCr Pk 1% il &
CysC WE B MR ERHATRIRNE oM, HBHFEEEER (P<0.05) MHREHALHFZEK Logistic
EVER

SR SRR EIR: ZE N R k. B R A2 S R . )%, BMIL HLA-A-B-
DR-DQ i S Lo B E ARG SCr #1 CysC W EEMA BE M (P<0.05) . RETFF%
s R SEG e R4 SCr IR E IS & 52 % CysC JER2m; HLA fitikxt CysC k& A i i
SN SCr IR, 2R R AT R: ZE MR (LEFER LM SCr fl CysC R E AL
BN ZR, A2 0RG R R/ZRM SCrREMMAIINZE, Kik. BMIAUER M CysC k& a7
. MA., BHERE. EREAEN RS SCr Ml CysC MR E45 W G & & (P>
0.05) .

g XERMEEE ARG SCr Ml CysC HIMRE F I P M 4 7 IR 2 N 32 38 4E e/ BN . BMI
/Ny HLA-A-B-DR-DQ i i85 HECE/> . (I 8/, A& rp KA s e i R 3 v 2otk . sz
B8 AU SCr Wk R AN 52 M AU R ROk 8 REEA ME KX RIIEE, RN LT
RIZAARFITCHF & 55 AU CysC kR kA2 W KN S2 M UF R 2 9 HLA Bifk. Sz sz A
0, ik, JEDUR, BMI /N, SRS ARFUEE B M SRR B E B EAR G RE
Bt Ht, BRMEART A2 E BT A TRE, AT E R A AR EE . KBS
BRI, BAEEIRKE L.

PO-0016

F-E R BT M/ R SREE T RERY RN

W JE L BRI B 2 R 5 LT L R e L
1.PU )1 K 2= 447 % Fe,6 10000
2. 09 )11 K224 74 1 PR %= 2 Pt ,6 10000

B ASCE PR IERT /MR E TR RIS, i3 — D PRI P R B s ) if /MR D e 1 AR
EEHLE], NP FEREE— I k. R SR AR AR .

FHHE 32 LS EE, BN AT ARSI (RFE. &FEAEE A E =5 E
) VU, SIS O RFHER R (2 A RAR A A 1A, 8H 3, TR 1 G
KA NGERFIK L, ARSI B e IR R 2B A BRI/ MR S KRR (MA) (555751 — R i
1 ADP, feANUIGER AA, B LERZ EPD .

R ORZ 1w 5, =AEMME I, B AE RS LS E R (P>0.05) o EF
=AM ELS ADP M EPI #SH /MR REERR T AU T, HAgGiHER
(P<0.05) .

g8 NRFH-CRFEA A g e N eI AT B DhRe . PHEIRZERT K ADP A1 LR R 75 S 1/
WRETIRE, HAEFINLHI AT B NS -EIEE T BHET ADP A1 EPI - S/ MOBERILFIRE, KiEH
P /NRAEF o
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PO-0017

Mm% LncRNA-ENST00000420480 EAR R EEE
B is M EM R

R
I~ R4 H EE R, 510000

B R KA IR0t RNAENST00000420480 fF 44 £k i . i % (Pseudomonas aeruginosa, PA)
ISR E IR R E -

Tk K B R B 0020 B NANE LA AZ AU BE, e iR i N CD14+ %408, hiL-4 Al
hGM-CSF i S0 6 Az 4l i i AE A 2 410 (Monocytes derived dendritic cells, Mo-DCs) %y
PBS 41, LPS Z4H#ll LPS+ 3-O-C12-HSL 4. sthf % )E & PCR ALl INcCRNA-ENST00000420480
LKixgE. WEIRK PA BGLEFE MG 21 4, AR WAER NG 32 #], F2IUME RNA, W5
35453 cDNA, %65 B PCR #JIl InNcRNA-ENST00000420480 Kitf, Zik# TAERHE £ (ROC)
PR % INcRNA-ENST00000420480 X PA YL Wiziae, 1HREZ1EE% (Youden,YD) B
s PA 2T 7 s (Cut-Off) o

58 5 PBS ML, LPS i Mo-DCs ' IncRNA-ENST00000420480 £k /K F-. 5 LPS 40
tt, 3-O-C12-HSL FEif Mo-DCs ' IncRNA-ENST00000420480 #%ik/KF. PA JEKYL4H M iE
INcRNA-ENST00000420480 #H % & iX & & 3.85+4.18 , 1E % A 4 Il i& # IncRNA-
ENST00000420480 #HX}&RiE &N 1.30+£1.06, ZEH EA G iH2%E L (P<0.05) . ROC iz
AUC & 0.708, JUEIE#N 0.429, Cut-off {§=4.13.

£5 InNcRNA-ENST00000420480 15 S 1E A PA JEGLI LT Hbr £ .

PO-0018
B ABNEREEX RA X TLR4/NF-KB {55188
HIBEER R

WA
AR R BRI R R 24 K5 5 Y PR e, 510000

B W2 A B S R IE T 28 XU 9% 35 % (Rheumatoid arthritis, RA) K L7 2k, JF@ it
TLRA4/NF-KB {5 58 #2815 HAE ML .

Tk ¥ 24 FfEEE SD K, BEHL NA AXTIRAL. RA B, BHIEZG RIS ERAL . 5 A N g
FEd, M4 6 H. RAPKIE S EATEFES RA BRI, MG SFRR L. AN BamEA
KEHIE RA Bl R IhE, BHIEZHY T 10malkg SASFIREE S, & ABENEEEE4 KRS T
emg/kg FHABENEREERE S , XTI KRS T5E 0.9%F A BNARE S o K BRI S
B2 5 K SR P 2 A IR T OMRRAEIR 7 a(TNF-a). EI/MER(IL)—4. IL-6) FKiEKF; PF
MR RIGE SRR B HATERT I SCHTIE 2] TLR4. NF-kB. p-NF-kB HH#KIA, RT-
PCR yAAa 7 20 21 TLRAMRNA £k,

GEE 5IEHANE, RA BRI MIET TNF-a. IL-4. IL-6 Fik/KTFREFE (P<0.05) ; S
HXSE, FHPEAMIES TNF-a. IL-4. IL-6 FRIAKFRIEKFEZE FFF (P<0.05) , HEAKEANN
B FIFESEUKF 2R E TR (P<0.01) . SEAEAXTL, FABHAREAMLSE 8. 12, 16,
20d T RABHOAN R AR L 2 TR (P<0.05) , FHMEZHAESS 12, 16. 20d B35 2 FREOR 2 K
R L (P<0.05) o S5EAIXTI, BIMAWRHAZLF TLRA. NF-kB. p-NF-kB fEHKIEE
A TLRAMRNA RiZE&EEE i (P<0.05) ; SHAIZXTLL, FHEAAMEREA L+ TLRA. NF-kB &
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FRIAEM TLRAMRNA £iAEEE FE (P<0.05) , HAMHNEEAIAHLA T TLRA. NF-KB.
p-NF-kB & H £k &M TLRAMRNA ikt & 53 Fif(P<0.05) .

25 TR BENEEEE AT GEE I HH] TLRA/NF-KB {5 5@ (S 5 N 73Rk, i FRAR R PER 7=
A, P RYERNE, AT BVEST N KGBPE ST 28 (RA) BIFEA

PO-0019
CD8+dim lymphocyte subset as a biomarker of EBV
infection in non-lymphoma patients

Yali Song,Kai-Xi Deng,Ting-Ting Zeng
West China Hospital, Sichuan University

Objective The percentages and absolute counts of CD3, CD4, CD8 and CD56 positive cells are
typically used to measure T cell and NK cell function, and the same immune antigens are also
detected for the diagnosis of T/NK cell lymphomas. We found that CD8+dim cells often appeared
in patients with EBV infection. To determine the relationship between T/NK cell antigen
expression and EBV infection, and to distinguish between common EBV infection and T/NK
lymphoma, we conducted the following research.

Methods Patients suspected with EBV infection were enrolled in this research in the West China
Hospital of Sichuan University from June 2017 to December 2018. Patients with any kind of
lymphomas were excluded. Peripheral blood was collected and EBV DNA test, complete blood
cell count and CD3/CD4/CD8/CD56 detecting by flow cytometry were performed. We collected
the results of following parameters: EBV viral load, WBC count, percentage of lymphocyte
(lymphocyte %), lymphocyte count (lymphocyte#), percentage of CD3+ lymphocyte
(CD3+/lymphocyte %), CD3+ lymphocyte#, percentage of CD4+ lymphocyte (CD4+/CD3+ %),
CD4+ lymphocyte#, percentage of total CD8+ lymphocyte (total CD8+/CD3+ %), total CD8+
lymphocyte#, percentage of CD8+dim lymphocyte (CD8+dim/CD3+ %), CD8+dim lymphocyte#,
percentage of CD56+ lymphocyte (CD56+ %) and CD56+ lymphocyte#. Independent t test and
linear regression were performed by Spss20.0 software, and ROC curve plotting and AUC
calculation was calculated by online statistical software easyROC
(http://mww.biosoft.hacettepe.edu.tr/easyROC)/).

Results A total of 747 patients were enrolled, including 261 patients with EBV DNA positive and
486 patients with EBV DNA negative. Compared with EBV-negative patients, EBV-positive
patients had no difference in age and gender (a total of 370 males and 377 female). Compared
with the mean of EBV-positive group and EBV-negative group, the following parameters were
significantly different: lymphocyte% (20.14+1.24 vs. 15.08+0.67%), lymphocyte# (1.46+0.17 vs.
0.92 +0.07x10%L), CD3+/lymphocyte% (73.52+0.78) %vs.71.44+0.48%), CD3+ lymphocyte#
(1.15+0.15vs.0.67+0.05x109%/L), CD4+/CD3+% (35.5240.93vs.37.75+0.60%), total
CD8+/CD3+ %( 53.89+0.96vs.51.60+0.59%), total CD8+ lymphocyte#
(0.70+0.11vs.0.34+0.03x10%L), CD8+dim/CD3+ 9%(15.31+0.93vs.7.73+0.29%), CD8+ Dim
lymphocyte# (0.35+0.08 vs. 0.05+0.00x10°%L) and CD56+ lymphocyte# (0.15+0.02 vs.
0.10+0.01x10%L). The ROC curve and AUC calculations were performed for each parameter.
The P values of lymphocyte %, CD3+/lymphocyte %, CD8+dim/CD3+ %, CD8+dim lymphocyte#
were all less than 0.05, but the AUC were only 0.553, 0.563, 0.689 and 0.613, respectively. The
cut-off point, sensitivity, specificity, positive predictive value and negative predictive value of
CD8+dim/CD3+% and CD8+dim lymphocyte# were 8.1, 0.609, 0.663, 0.492, 0.759, and
0.051x10°%L, 0.437, 0.755, 0.489, 0.714, respectively. Linear regression analysis between
CD8+dim/CD3+%, CD8+dim lymphocyte# and EBV viral load in EBV-positive patients did not
detect a linear relationship between neither two parameters and EBV viral load.

Conclusions CD8+dim/CD3+% and CD8+dim lymphocyte# can be used as biomarkers for non-
lymphoma patients with EBV infection. When CD8+dim/CD3+% is greater than 8.1% or
CD8+dim lymphocyte# is greater than 0.051x10%L, the patient may have EBV infection with
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good specificity. If the patient's test results were less than these two values, they could be used
to exclude EBYV infection.

PO-0020

FR 5 87 =\ 2 AR AR AR Tl /)N 3R B TR O I R TR X

PR
I %48 AN R B ,510000

H B PRI i B R A PR AR Mt U0/ B B s 7 2 1 T B2 K Tl B i =R 9T I PR S
FiE KA AST 2015 45 1 H #] 2016 4= 10 H 1 62 | Sk A I £ 5 A8 B, 437
5 M B i MRD 5 A R R R Z [R5 &R

R 62 HlEFTH 11 FIEEMER FCM KB AR N 17.74%, HP kAT RKNAE 6
% (54.55%) , WA MRD [HE 51 %1, He 841 (15.69%) H&k, MERERKFAEGSEE L
(x?=7.82,P<<0.05) . & MRD FHP: AU s &2 & B8 8] b & MRD BHER. 85.67 K.
i W A I B A MRD, 72 B8R R DL R A TS o B R R A . itf@5mes
New Roman";mso-bidi-font-family: "Times New Roman";mso-font-kerning:1.0pt;mso-ansi-
language:EN-US;mso-fareast-language: ZH-CN;mso-bidi-language:AR-SA"> I & % ki & % FCM
A N HTE R Ry 17.74%, H kAR KA 6 51 (54.55%) , JiKH K MRD FItt 51 4,
Hr 8 il (15.69%) Bk, MEEKFRAGI RN (x3=7.82,P<0.05) . fii*FK MRD FHME
ot (= M 5k i TE] LB MRD BH % 5 85.67 K.

PO-0021

KRR E R ARG IR S IE iR N

PUES RS
e R 24K 2 B N R B

B R E R DATHAEZE 2015 45 N R MG RAL IS LMk 297 R i il Fa bn R, IR &5 A IE
MR BT RIBIVERT 7T, )5 B i, EREAVEAY, DAk 3 5 s R otk i B A

FiE B EAEERG (LIS R ERaEEE, SCr IR HR T REEARE 2018 4 1
HZE 2018 4 12 AMKIHRE A EFR. FBESR T8 H AR IRE A IEE, &K
B ESUE R, ) A L P R e T«

iR 2018 - FER S U 3B R R IR B S B S 45 SR NEER, A G R RS o R TR
42.6%F1 33.8%, WUl MEINZER. dmiT iR, RIBER . (ESHEEBEUUR R & 23.6%. Ik
SRIERIZ M 2018 4F 1 H 1 0.72% T[4 3] 2018 4F 12 H 1 0.15%.

g0 FIA LIS RG0S e bn i B AT DU ORI S04k 5 A IR 2R, it Gt ik
TR, AN R s i, X REE R AN RS T BRI, BRI AR S AN IER R, $2
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PO-0022

f-HBc EB S AHERALEN S RIHEXERR

75T
2% T 2R LS e, 050000

H B 2R3 75 $i-HBc & 2 5 T A 2R 41 4 Ak o3 BRI A e

F7iE S TE Z B4 (Chronic hepatitis B, CHB) 3 625 #i{E BT 56t 4, Hrh HBeAg FHYE
(+) 501 %I, HBeAg [ (-) 124 fi. R4EIMIEHI-HBC & & 25 R 43 v $Hi-HBc < 20000
PEIU/ml. #i-HBc 20000-100000PEIU/mI. $i-HBc > 100000 PEIU/mI =4 . Arf e
B EED, HEALF T AT R R, REE I EE I R A YE L (stage, S)

FRUETH e AR S R R MIEIR A, R AN 2 B A TR A A IR A F R I i R4
HATPT-HBe s, B A& AT St i

g5 625 fi1ett HBV Byt h, £i4ifk S1. S2. S3. S4 ML 5IA 326/625 (52.2%) .

161/625 (25.8%) . 83/625 (13.3%) . 48/625 (8.7%) , S1 (3.86+1.15) logio PEIU/mI. S2
(4.53+0.68) logio PEIU/mI. S3 (4.74+0.62) logio PEIU/mI. S4 (4.65+0.71) logio PEIU/mI,

b5 IR H R A AR FE N, $i-HBe & E/K P IEMWi i, S2. S3. S4 W HHi-HBc & &Y
=T S1 WiE#E, $i-HBe wEEERE® (P<0.001) . HBeAg (+) H# S1. S2. S3. S4
PU4H 7y #ATalHi-HBe E /K P Z R 52 (P<0.001) , #i-HBc<<20000 PEIU/mI W4LH] S2.

S3 WiPi-HBc EE/AFHET S1 ] (P<0.05) ; {HRZ7EHi-HBc 20000-100000 PEIU/mI Fl4i-
HBc > 100000 PEIU/mI PN, #4464k B $Hi-HBe & &K 2 ) 22 733 gt 2 E X
(P > 0.05) . HBeAg (-) H# S1. S2. S3. S4 JUdlfal#i-HBe wEE/KFHRZEREE (P<
0.001) , {HE=/TAHP-HBc & &KV £R LG E L (P > 0.05) . Spearman fHX
PEATIRSE TR, MiEST-HBe /K5 FFE 4 4E b 70 A 5 2% IEAH ¢ (P < 0.001) -

2% MG Pi-HBC /K 5T EAF4E4L 70 B 2 IEAE G, AR IS Pi-HBC 5 & AT LA T 205 A0
O, TRFIRIKPIA NG, BRONSEHMIGRE .

PO-0023

—fil y # Gly378Asp RES | EMIREMERBAHEERIR
MAFZR RFBFEEE 5547

TR, B, B, B 0, 2L AR , 3 70X A, ZE it
TR R 2% b 28 — 5B, 325000

B B % — 158 A% M e 41 4 B L TIURE 58 R AT IR R R BN SE R B A #r, WD R R
Fii5 H ADVIA2400 B AT RN R RETA A E . B IhRg; H STA-R 4 B 3 LRI 3
I3 & B R A (PTY 340G Ab Bt My BT (] CAPTT) « BtIEgR ] (TT) . £F4EE (5D
Fefier=4) (FDPs) . D &k (D-D) J& TT HIMMREFEHE A IESLE; 470 H Clauss i1 %%
At Bl Y R A I o 2 AT R R PE (Fg:C) MILF4EE ATRBUR (Fg:AQ) ;R B A Bk ;v
(PCR) ¥4 4R AR (Fg) #H FGA. FGB M FGG A 4NE T MM EH], MF T4k
FANT i, HFHERRIER 2381 SR ZE B (PolyPhen-2. SIFT. PROVEAN A
Mutation Taster) ;#7928 & R IhREMI2M; B Clustal X AT RAZ IR LR FE; H
PyMol B 5% AR 8 AT AL 3 Hr

R IEE MR RGN BRI IER; JiE# PT. APTT. FDPs. D-D IE%, TT (22.0s)
K HAREBR IR f ks SR (AR IE, Fg:C BIEFEL (0.91g/L) {H Fg:Ag S&IEH (3.20g/L) ; HL
BEoE 5 M op A 25 5 AL, JER A #T BoRBIE#E AN FGG 2 9 S4ME T ¢.1133G>A
(p.Gly378Asp) #+& 4 L RAR, HEREEMM R A R RAL . PUANAEYE B3 A T 25 3 5E
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N MRAZ W] R LT RE . Clustal X FAFORsF I T 45 REH, Gly378 1E [ I Fh [a] & fr
o

S A4EECE v B p.Gly378Asp RARBURUEH AL I 7 o £ 4 8 B JRUMUE I 70 70, R
AR HARIE -

PO-0024

HABSBREETEUPLC)YHrEmPiLE R BL
WRER T A2 BReT

B3 L SRR T e 2 R I
1.6 1A SR B A VA N A e B e
2. 65 W T A S B I [ A iy SR TR e

HI #E4E%R BL UHMiE (Thiamine) , 2 —fU/KEMHAELEER, 70 CioHiZNJOS*, 2 NEE
W13 MMEAERE—, BMAMELESR B K, FELZUEHRELERE (TPP; thiamine
pyrophosphate) JEAFER NBBAL MLEK, A2 0 AL 1R 7 AR il e, R IR S5 — 20
B, vz sl WEn. BRI (Wernicke-Korsakoff Syndrome) . MGG SE, 55 .
BREARSE . AEEE G E S B FE T (UPLC)AE Vit BL kil i) 7718 [ 2 2% 5 [H] i 7t
FiE 1. o2 Waters ACQUITY UPLC. #7l: ChromSystems Vitamin B1/B6 in Whole
Blood/plasma; Vitamin B1 /& #: Level 1: 22.3-33.4ug/L, Level 2: 82.0-123 ug/L.

2. Within-run: VLS ERAEAH RIERVEAR A T RO RE, 2/0 R 10 BREUEET A

3. Between-run: UISEWREREED 5 KL E, F/b 5 B

4, 2% M. I 10 M5, 10 frdctt, 3t 20 72 B (FHEG A B A R R, M
SEEER 90% (18 AN)¥E Nik & KA 2% & W s R N, RIRESERZAEY) 27 5 [ 24 v 42 52 1) 8
.

5.4 618 fl: EX 367 nm, EM 435 nm.

88 Within-run 20874558, Level 1 ) Mean: 28.72. SD: 0.93. CV%: 3.24; Level 2 [
Mean: 104.47. SD: 3.20. CV%: 3.07. Between-run 7r#r&55%, Level 1 [f) Mean: 28.32.
SD: 1.52. CV%: 5.35; Level 2 [fj Mean: 101.12. SD: 4.29. CV%: 4.24, §hE&REFTE
FERE . 22T [H] 20 EIRFE 2% (5 ] 28-85 pg/L i .

G5 = BRI JE T (UPLC) A ik B Z T T LAFE 8 Z0 8N SERR Vit BL Agnifll, JERI7E 41
Vit B1 HE ST TAE b2 AT ART7ERR 7 HAA s UK . SR S RLAh 2 B IR [ 2
— KHFEY, AT DABR A B PR 5 P A RS

PO-0025

O EF W = ES R RERTR

e = =
D

P 4G 2 B T B A 1

HE HEE TR M E S e B DCERE, RGN, 2R EARB A, JF6E
ST E B

Tik ZHC R E OSSN . B SA T EE E A Hebe RS BT LA &
MITHER, REMSARYE F S RBEAT IR A & PRI, EEEss ARG S, ar ulRE T L
ARE BN A o
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SR ENAEERE E T R A B AMRI RN, REAE S S E RIS N, 4T
THE SN (B AR 258, SCBUM A BRI R E A, e S TR R T S BT e
1]t

g5 WU B HE T SRR B R R RS AL, TR 201720917222.9.

PO-0026
Comparing PyroMark Q24 pyrosequencing and MALDI-TOF
MS for identification of CYP2D6*10

A2 PR ER, ] 58, 2 A
FERTRCE S BR e B — R 2

H] This study attempted to evaluate the effectiveness of the two methods used to detect the
rs1065852 and rs1135840 SNPs of the CYP2D6*10 gene.

J53% The discordant results were further validated with sanger sequencing. We eventually
attempted to assess some features of these two methods including reliability, rapidness, being
appropriate, and cost-effectiveness.

#ZE 8 Genotyping of rs1065852 and rs1135840 detected by MALDI-TOF MS were concordant
those identified by PyroMark Q24 pyrosequencing in all 198 (100%) individuals. The hands-on-
time and the turnaround time were shorter in the PyroMark Q24 pyrosequencing method than that
in the MALDI-TOF MS method for SNP of CYP2D6*10. In terms of being cost-effective and high-
throughput, the MALDI-TOF MS method outperformed the PyroMark Q24 pyrosequencing
method.

454 CYP2D6*10 genotypes detected by PyroMark Q24 pyrosequencing and MALDI-TOF-MS
showed that both methods were reliable, rapid, appropriate, and cost-effective methods. These
methods are valuable for clinical applications.

PO-0027
Abnormally expressed long non-coding RNA B3GALT5-
AS1 may serve as a biomarker for the diagnostic and
prognostic of Gastric Cancer

Wei Feng,Wei Zong,Yi Li,Xianjuan Shen,Xiaopeng Cui,Shaoqging Ju
Affiliated Hospital of Nantong University

Objective Early diagnosis of Gastric cancer (GC) is an important issue to improve the prognosis.
More and more long non-coding RNAs (IncRNAs) were reported can be used as biomarkers in
several cancers. We aim to explore the expression and correlations with clinical features of
IncRNA B3GALT5-AS1, and further analyze its diagnostic and prognostic values in GC.

Methods In this study, we detected serum B3GALT5-AS1 expression in 107 patients with GC, 40
polyp patients and 87 normal controls to investigate the role of serum B3GALT5-ASL1 in GC using
the quantitative real-time polymerase chain reaction (qQRT-PCR) method.

Results The results demonstrated that B3GALT5-AS1 expression level was significantly elevated
in GC patients compared with that in normal controls (P<0.001). Serum B3GALT5-AS1 could be
used as molecular marker for distinguishing GC patients from healthy people with an area under
the curve of 0.816 (95% confidence interval (Cl)=0.758-0.874; P=0.03). Further analysis found
that high serum B3GALT5-AS1 expression levels correlated with TNM stage (P=0.024), and
lymph node metastasis (P=0.023).
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Conclusions The expression of B3GALT5-ASL1 in gastric cancer was significantly different from
that in other digestive system tumors .

Serum B3GALT5-AS1 has good diagnostic value as a GC biomarker.

The expression level of B3GALT5-AS1 was significantly correlated with preoperative,
postoperative, clinical characteristics and survival prognosis of gastric cancer patients.

PO-0028

20 BIE R FbEE £ B FEMNFRF LR

E B
RHIERIR A — IR BB

B W5 B 4 A R T D748 s I I AR RS, PR R A G 22 DR 78 B g s A R e 55 THI
B2 Ve, O BT e s A N ) 5 T 2 DA R A A A T 7 Y T 25 0 it o

Fiid R KEER Agilent fli3R-F- G X 20 X 5 il e de 4 24T 2 4 B PP, TR SR 1)
BRFER . AN SN TN P s R, SRR R 5 3 10 R 2 2 TR AT A S T
AL HTRIEIE R ThRE . B 5 @K EWEd e, AANAAERE, Al 7 M %IEIE R 7E 5
e A R E P AL o

GER 20 X E AU A A T T I R I I IR B O 180%, “FIE R IEN 95.74%, LRI
100,616 > SNP £l 8,632 4~ InDel, #r &I RAEN %15 13,210 4>, HA PRKCZ EF AR WLAE
g it e rhdiiE s, HERIIEE. S5, AWl fEME N kAR B EEEEH, N
A e BB R AR T R R R A T ] .

g0 B U B R R R K EEE R A, AT T 1 98 7% 22K (R AT R Ik s A (5 5l
P, EEEMERA. RIEFEEZER, JHA 0T8NS B e 2 Bbr k.

PO-0029

IP-10 5H 24 CXCR3 AT SH HIV B#R
NK ZHRRIhRESZ 15

T 20 S 2 35 R 2 A S AL 2, B 2
LI R 22 @ 26 — =B, 215000
2. [ R R R4 B T 5 — 5 5, 110000
TR R

HE BT HIV G B2 T = 1P-10 X5 T NK 4 ZhRE R R E RN, Sk HIV B 55
() NK S sh e 5 R R, IF8 HIV ThRETEIG AR (b A st .

J7i% 1.Bio-Plex 26 K A& S HIV G 5 152 40 IR T Ak IR 1 7K.

2. G AAS I NK 401 IFN-y 233, CD107a FikFl K562 & Thasikie, LLAREREN
FIE S

iR 1LHIV EY)E IP-10 KT EEF &, ART HIT G URANRER R 2 1EH /K F. 1P-10 XF1E5 AF
HIV JBEGL3E NK A 1) 73 WA 25 A% D B 35 2 I H 232 (R 4 4 o

2R HIV L3 NK AR bR S A, R HIV B 10 NK il CXCR3 Rk & 5
FIEW N #iEX NK 40/ 4 AN CXCR3 RIE T, £ FERERMGINEER) CD569™ CD16*
WA HIV S5 23 = 1) CD56° CD16* W, HIV BRG] CXCR3 FKIA/K V& = T{#
REXTHR, FFH ART JRIT G ANREIKE IR H 7K.
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3.CXCR3* NK 4fitl IFN-y - IhfEsa T CXCR3 NK 4Hf, 3 H. IP-10 3= E X% CXCR3* NK 41 i %
FEARIEA ;s 76 HIV B b, 24510 — DR RI50IUE, HIV & YL3E CXCR3* NK 4l ThfE & 1K
Tl FEx I, 1 CXCR3 NK 40 )R8 76 I i PR .

4.4 IP-10 5 CXCR3 #HTH ], et flifdBaxy MAAN HIV B 1) NK 40 IFN-y 7 D) REfS 21
58 HIV RS, AW IP-10 K FRZETE. IP-10 4T NK 40iuThhe 40 S asmdiiE A .. 3 H
HIV E&Ge ¥ NK 4R TH IP-10 S2/A——CXCR3 f3R1E B3 FH it — 25 o SZRF IP-10 #0041 NK 41
FUTHREMIAEIE . HIV Y G NK U8 ThRE R, MabIdLE AN, B IP-10 magt S8
HIV B35 NK ShEe R Rz —. X IP-10 F1 CXCR3 HEATH HIRERS A XK E NK 41 Th
e, AT LAMEN HIV hAe A @ .

PO-0030
The binding of IncRNA RP11-732M18.3 with 14-3-3 B/a
accelerates p21 degradation and promotes glioma growth

Chunmin Kang,Lei Zheng,Qian Wang,Yanwei Hu
nanfang hosspital

Objective Long noncoding RNAs (IncRNAs) have been identified as regulators of a number of
developmental and tumorigenic processes. However, the functions of most IncRNAs in glioma
remain unknown and the mechanisms governing the proliferation of tumor cells remain poorly
defined.

Methods Both in vitro and in vivo assays were performed to investigate the roles of IncRNAs in
the pathophysiology of gliomas. IncRNA arrays were used to identify differentially expressed
IncRNAs. Subcutaneous tumor formation and a brain orthotopic tumor model in nude mice were
used to investigate the functions of INcRNAs in vivo. The in vitro functions of INCRNAs were
analyzed by fluorescence-activated cell sorting, colony formation, and western blot analyses.
RNA fluorescence in situ hybridization and immunoprecipitation were used to explore the
underlying mechanisms.

Results Here, we describe the newly discovered noncoding RNA RP11-732M18.3, which is
highly overexpressed in glioma cells and interacts with 14-3-3B/a to promote glioma growth,
acting as an oncogene. Overexpression of IncRNA RP11-732M18.3 was associated with the
proliferation of glioma cells and tumor growth in vitro and in vivo. Remarkably, IncRNA RP11-
732M18.3 promoted cell proliferation and G1/S cell cycle transition. InCcRNA RP11-732M18.3 is
predominately localized in the cytoplasm. Mechanistically, the interaction of IncRNA RP11-
732M18.3 with 14-3-3B/a increases the degradation of the p21 protein. IncRNA RP11-732M18.3
promoted the recruitment of ubiquitin-conjugating enzyme E2 E1 to 14-3-3B/a and the binding of
14-3-3p/a with ubiquitin conjugating enzyme E2 E1 (UBE2E1) promoted the degradation of p21.
Interpretation:

Conclusions Overall these data demonstrated that INcCcRNA RP11-732M18.3 regulates glioma
growth through a newly described IncRNA-protein interaction mechanism. The inhibition of
IncRNA RP11-732M18.3 could provide a novel therapeutic target for glioma treatment.
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PO-0031
IL-17B/IL-17RB signaling is novel marker of cancer stem
cell and regulates lysine 63-linked Beclin-1 ubiquitination

to strengthen self-renewal and tumorigenesis
in gastric cancer

Bin Zhang?,Qingli Bie!,Haixin Dong?,Zewei Shao? Jianwei Zhou?
1.Department of Laboratory Medicine, Affiliated Hospital of Jining Medical University, Jining, Shandong, P.
R. China
2.Institute of Forensic Medicine and Laboratory Medicine, Jining Medical University, Jining, Shandong, P.R.
China

Objective Cancer stem cells (CSCs) display many malignant biological traits including
tumorigenesis, metastasis, drug resistance and angiogenesis. Discovering new markers specific
for CSCs and elucidating their regulatory mechanisms is a significant goal.

Methods The protein and mRNA expression levels were analyzed by western blot and
quantitative PCR. Immunofluorescence and Immunohistochemistry detected subcellular
localization and protein expression levels.Protein-protein interactions was detected by co-
immunoprecipitation analysis. Autophagosome formation was detected by TEM.

Results Herein, we found that IL-17B /IL-17RB signaling promoted self-renewal and
tumorigenesis of gastric cancer (GC) cells by activating autophagy. We identified this pathway by
first determining that IL-17RB expression is significantly up-regulated in spheroid cells, which was
closely associated with the degree of differentiation of patient-derived GC tissues. Exogenous
recombinant IL-17B (rIL-17B) promoted the self-renewal capacity of GC cells in vitro and
enhanced tumor growth and metastasis in vivo. Moreover, we found that rIL-17B induced
autophagosome formation and cleavage-mediated transformation of LC3 in GC and 293T cells.
Interestingly, inhibition of autophagy by ATG7 knockdown reversed rIL-17B induced self-renewal
of GC cells. Further study revealed that rIL-17B promoted K63-linked ubiquitination of beclin-1 by
mediating the binding of TRAF6 to beclin-1. Interfering with IL-17RB expression abolished all the
effects of rIL-17B on ubiquitination of beclin-1 and autophagic activation of GC cells. Lastly, we
discovered that IL-17B expression in the serum of patients was positively correlated with IL-17RB
expression in GC tissues. In addition, rIL-17B increased IL-17RB expression in GC cells. Direct
overexpression of IL-17RB in 293T cells mimics stimulated rIL-17B, which promoted K63-linked
ubiquitination of beclin-1 and binding of TRAF6 to beclin-1.

Conclusions Together, these results revealed the novel action of IL-17B/IL-17RB signaling on
CSCs and might provide new therapeutic targets against gastric cancer.

PO-0032
The expression of ZIP2 and ZIP8 in peripheral blood
mononuclear cells from hepatitis B patients
and hepatitis C patients

Lina Wang
Laboratory Medical Center, The Second Hospital of Shandong University, Jinan, Shandong Province,
China

Objective ZIP2 and ZIP8 belong to the ZIP family of metal-ion transporters. It can transport zinc.
ZIP8 is closely related with inflammation and immunity. ZIP8 caused T cells to exhibit enhanced
activation. Our lab found that ZIP2 was over-expressed in leukocytes of asthmatic infants and
pulmonary tuberculosis patients with lower serum zinc level. The persistence of virus that resulted
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from the low antiviral immune response had been thought to contribute to the pathogenesis of
Hepatitis B virus (HBV)-induced diseases. So we wondered whether ZIP2 and ZIP8 were
changed in the patients with chronic hepatitis B patients (CHB) and chronic hepatitis C patients
(CHO).

Methods We examined the mRNA and protein expression levels of ZIP2 and ZIP8 zinc
transporters in peripheral blood mononuclear cells (PBMCs) from patients with CHB (n=40), CHC
(n=23) and healthy controls (n=39). The diagnosis of these CHB and CHC patients were made
according to the riteria established in the National Viral Hepatitis Conference of China.PBMCs
was isolated by density gradient centrifugation.The total RNA of PBMCs was extracted by Trizol
total RNA purified kit from the leukocytes. The cDNA was synthesized from 2 ug of total RNA
using the RevertAidTM First Strand cDNA Synthesis Kit , following the manufacturer’s
introduction.Both ZIP2 and ZIP8 mRNA levels as well as protein expression levels
were evaluated by quantitative real-time PCR and Western blot analysis. and HBV-DNA copy
numbers and HCV-RNA copy humbers were evaluated by quantitative real-time PCR.

Results Both ZIP2 and ZIP8 mRNA levels as well as protein expression levels were significantly
decreased in CHB and CHC patients compared with healthy controls. We analyzed the
correlation between ZIP2 level and HBV DNA copies/ml, between ZIP2 level and HCV RNA
copies/ml, between ZIP8 level and HBV DNA copies/ml, between ZIP8 and level and HCV RNA
copies/ml, the results showed that there were no correlations with them. On the one hand, It may
be that the cases samples which we collected were not big enough, so we can not directly say
that there were no correlation with them in the ZIP2 or ZIP8 expression levels and the pathology
grade of CHB and CHC. This result may also need to increase the sample size in order to
prove once again. On the other hand, decreased levels of ZIP2 and ZIP8 expression might be
related to virus infection but has nothing to do with the HBV DNA copies and HCV RNA copies.
Conclusions The results indicated that decreased expression of ZIP2 and ZIP8 genes are
closely associated with immunity of CHB and CHC patients and suggest a role for ZIP2 and ZIP8
genes in the initial control infection and mediate the resistance and immunity of CHB and CHC
patients through the promotion and maintenance immune response of adaptive T cell.

PO-0033
BTFIRREIESRAS RNAL ZERT SRR S
5 &5 EA R

R
TR ERHR 22 I I B2 Fe, 221000

HE Wi ar 7 e S RNAL (PRNCRL) 7E /i 41 i 5312 W A 5 i 2 B3 A 25 012 I g
MHE.

FiE ULILTE PSA KPS 65 Bl A%, HAPmizars g (PCA) 29 %, wis|iRg
£ (BPH) 31 3], BiFIIREARIG 5 Bl NHSEK %G EER AN N (qRT-PCR) Al fiLjE &
PRNCR1 FiA/KF, 43H PRNCRL fEAFEI A i RIE 25, BRI HAE 7T 51 BRI 12 W b i I R B
AN E.

58 PRNCRL1 7£ PCA HE1A/K G =T BPH 40 (P<0.05) , iz A 5Hi 5 ARG 4HE
EERTG T FE X (P>0.05). ROC HiZk#ras S, PSARIBIZ Rl 0.808, HUKE N
82.8%, Hr#/E N 61.3%; PRNCR1 4k N A A 0.810, #UKEE 65.5%, F557/E 74.2%; W&k
FLWih 2 T IR 0.899, UKIE N 75.9%, HFRE N 96.8%.

258 PRNCRL 7E /T 5 IR 2R A K B 5, #2787 PRNCR1 £ PCA 2 Wi fh B B AENE -
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PO-0034
Application analysis of MALDI-TOF MS in rapid
identification of anaerobic bacteria

Mingzhu Shan,Ying Li
Xuzhou Medical University Affiliated Hospital

Objective BACKGROUND: Matrix-assisted laser desorption ionization-time of flight mass
spectrometry (MALDI-TOF MS) has been rapidly developed and widely used as an analytical
technique in the clinical laboratories with high accuracy in the identification of microorganisms.
CONCLUSON: In summary, our research showed that MALDI-TOF-MS was satisfactory in the
identification of genus in clinical pathogenic anaerobic bacteria. However, this method still
suffered from different drawbacks in the identification of the rare anaerobes and species levels of
common anaerobic bacteria.

Methods METHOD: This study was designed to evaluate MALDI-TOF MS for identification of
clinical pathogenic anaerobes.

Results RESULT: Twenty-eight studies covering 6685 strains of anaerobic bacteria were
included in this meta-analysis. Fixed-effects models based on the P-value and the I-squared were
used for meta-analysis to consider the possibility of heterogeneity between studies. Statistical
analyses were performed by using STATA 12.0. Results shown that the identification accuracy of
MALDI-TOF MS at species was 84% (12 = 98.0%, P < 0.1), genus was 92% (12 = 96.6%, P < 0.1).
Thereinto, the identification accuracy of Bacteroides was the highest at 96% with a 95% CI of
95% to 97%. Next were Lactobacillus spp., Parabacteroides spp., Clostridium spp.,
Propionibacterium spp., Prevotella spp., Veillonella spp. and Peptostreptococcus spp., and their
correct identification rates were all above 90%, while the accuracy of rare anaerobic bacteria was
lower. Meanwhile, the overall capabilitys of two MALDI-TOF MS systems were different. The
identification accuracy rate of VITEK MS was 90%, compared to 86% by the MALDI biotyper
system.

Conclusions CONCLUSON: In summary, our research showed that MALDI-TOF-MS was
satisfactory in the identification of genus in clinical pathogenic anaerobic bacteria. However, this
method still suffered from different drawbacks in the identification of the rare anaerobes and
species levels of common anaerobic bacteria.

PO-0035

M B X MEREA DRI RN EN TR

R
RN EERLR 22 I )8 2 F5¢,221000

HE i M EAXTEAELAER (BILT) W@ TG SRR T R8s PR B At o8 e i 1A
EAE

FiE ANTEHH TAEFRIA Roche MODULAR DPP H LA HTACAs Il BILT B3840 FEAS H 1
Proz (55, AR (i = 17 095 R BR RS TET0E,  ELREACERER R B s, WOBE AR B 2018 45
9 H—2019 4 3 A 24 ¥, #yE. ARIM{E BILT &R Proz 5% (kA 4T % 2% [ 5E H
PR RN 2 A EKASI, R AR A 1. 2 BB S BRI BILT, R IIIRESR R . B R AR A 4L
EFNAR RS 5 BUE 7 9 5 542 VITROS 5600 L2 B AR i 5 Fdk T th i, 43 BILT 2%
TP B R T B0 B A

SRR LKA GE SR A R AR M B A B 19G BY, LSRG BILT SR g It
M, FAFEIETHNE M EARTFH, % DPP Bk BILT 45 85 F10 %05k
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PO-0036
CD83+CCR7+ NK cells induced by interleukin 18 promote
experimental autoimmune uveitis

Xin Wang?!,Wei Lin?,Yi Zhang!
1.Qilu Hospital of Shandong University
2.Institute of Basic medicine, Shandong Academy of medical Sciences

Objective Uveitis, an inflammatory disease involving the uvea, retina, retinal vessels and/or
vitreous body, can result in visual impairment and blindness. A disorder of the immune system
represents an essential pathogenesis for autoimmunity uveitis. In specific, the large number of
lymphocytes, including mature dendritic cells (DCs), T cells and natural killer (NK) cells infiltrating
the eye may be a critical factor which drives this disorder of the immune system to result in tissue
damage. Natural killer (NK) cells have been reported to play a pathological role in autoimmune
uveitis. However, the underlying mechanisms of NK cells in uveitis remain unclear.

Methods Experimental autoimmune uveitis (EAU) mice were established by immunizing human
interphotoreceptor retinoid-binding protein peptide (IRBP)1-20 and pertussis toxin (PTX)
intraperitoneally. To analyze the role of CD83*CCR7*NK cells in EAU, CD83*CCR7*NK or CD83"
CCR7'NK cells were isolated from the inflamed spleen on days 12-16 post-immunization by flow
sorting instrument. These cells were then adoptively transferred into EAU mice that had been
immunized 4 days prior. The cells from eyes, lymph nodes and spleens were analyzed by flow
cytometry The severity of retinal tissue damage was assessed by H&E staining. DCs were
isolated from spleens or ocular cells from EAU mice using a CD11c+isolation kit. For anti-IL-18R
treatment, NK cells were isolated from the eyes of EAU mice and were pretreated with anti-IL-
18R for 24h, and then were added to the DCs, T cells or combination of DCs and T cells.

Results We found CD83*CCR7* NK cells were increased within the eyes in the EAU mice. Both
clinical and histopathological scores of eyes from mice receiving CD83*CCR7* NK cell-transfers
were greater higher than those of mice without cells transfer or those receiving CD83"CCR7- NK
cell-transfers. The number of lymphocyte subsets generated, including CD4*IFN-y* T cells,
CD4*IL-17* T cells, CD4*GM-SCF* T cells, CD11c* MHC-II* DCs and CD3-NK1.1* cells within the
eyes of mice receiving CD83*CCR7* NK cell-transfers were greater than that in mice without a
CD83"CCR7* NK cell transfer or those with a CD83"CCR7- NK cell-transfer. Furthermore, we
found CD83*CCR7* NK cells promote maturation of DCs when CD83*CCR7* NK cells co-
cultured with immature DCs in vitro. Since it has been found that CD83*CCR7*NK cells could
secrete IFN-y to influence the statues of DCs, we used anti-IFN-yR antibody to block IFN-yR on
DCs, then we found the expression levels of CD80, CD86 and CD54 in above DC were lower
than non-blockage when co-cultured with CD83*CCR7* NK cells. As IL-18 has been reported to
be an important factor involved in inducing subsets of CD83*CCR7* NK cells, we examined IL-18
in this EAU model. IL-18, as well as IFN-y, were significantly increased both in the aqueous
humor of inflamed eyes and serum of EAU mice. When IL-18 Binding Protein (IL-18 BP) was
injected into EAU mice to neutralize IL-18, the symptoms of EAU and percent of CD83*CCR7*NK
cells within the eyes were decreased. Furthermore, we found Anti-IL-18R antibody treatment
relieved EAU symptoms and decreasd NK cell infiltration within inflamed eyes.

Conclusions Our current data provide further evidence that the increasing CD3-
NK.1.1+CD83+CCR7+cells in EAU play a pathological role in the development of EAU by
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promoting the activation of DCs and T cells. IL-18 is a cytokine that belongs to the IL-1 super-
family and is an inflammatory factor in many diseases. However, the mechanisms of IL-18 as
related to uveitis remain unknown. In our study, we now provide evidence indicating that IL-18 is
a pathogenic factor in EAU and provide a description for some possible mechanisms of IL-18 in
uveitis. IL-18 can induce NK cell activation to secrete IFN-y and increase expression levels of
CCR7, CD83, NKG2D and CD69 on NK cells. Thus, IL-18 has the capacity to promote NK cell
activity and migration to inflammatory sites, where it may then function as a critical factor in EAU
through induction of CD83*CCR7* NK cells. IL-18 is mainly produced by macrophages,
neutrophils and DCs. In our experiments, we found that macrophages, neutrophils and DCs were
all increased in EAU and secreted IL-18. But macrophages and neutrophils were not primary
increasing cells in inflamed eyes of EAU. DCs as an important pathogenic factor for EAU, might
participate in producing IL-18 to promote pathogenic CD83*CCR7*NK cell activation in the eyes
of EAU. And then, these NK cells migrate into lymph nodes to promote DC maturation and T-cell
activation. Thus, IL-18 might play a key role in inducing the cycle of DC maturation and NK
activation. An axis may exist between DC-NK interactions to regulate Thl responses in this EAU
model. Furthermore, anti-IL-18R antibody might serve as a possible therapeutic candidate for the
treatment of autoimmune uveitis.

PO-0037
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PO-0038
Lc-ms/ms based quantitative proteomics analysis of
different stages of non-small cell lung cancer

Qian Zhang
Chinese PLA General Hospial

Objective Cancer is a major public health problem worldwide and the second leading cause of
death in China. In 2012-2016, lung cancer mortality in poor areas was 40% higher than in
developed countries. However, early diagnosis and treatment of lung cancer remains a huge
challenge. Therefore, basic and clinical medical research for lung cancer patients, especially the
discovery of biomarkers, is crucial for the diagnosis and treatment of diseases.

Methods Based on this, we used iTRAQ8-plex labeling technology combined with liquid
chromatography-tandem mass spectrometry to analyze the serum and urine of patients with
different stages of non-small cell lung cancer and healthy individuals

Results As a result, 441 proteins were identified in the serum, and a total of 1161 proteins were
identified in the urine. Among them, the levels of Elongation factor 1-alpha 2, Proteasome subunit
alpha type and Spermatogenesis-associated protein were significantly increased in the serum of
lung cancer at all times, transmembrane protein 143, Cadherin 5, Fibronectin 1, Collectin-1 The
amount of expression is significantly decreased in the serum of patients with metastasis; In urine
samples, prostate-specific antigen and prostatic acid phosphatase decreased significantly in
stage Il and IV lung cancer, while neutrophil defensin 1 increased significantly.

Conclusions These differential proteins may be potential diagnostic markers for lung cancer, and
could be combined with the relative content of serum and urine to distinguish the progression of
lung cancer in order to achieve accurate staging and early diagnosis of lung cancer.

PO-0039
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PO-0040
Effects of cancer cell exosomes on the expression of
circular RNAs in hepatocytes

P, PR L, PR, AR AR AR, T 7K A
IR BRARR RS B SR AR L B B

HH Analyze changes in the expression of circRNAs after treatment with cancer cell exosomes
and to gain insight into the potential function of exosomes in cancer metastasis.

J7iE LO2 were treated with exosomes extracted from HepG 2 cells, and GW4869 was used to
prevent exosome release. The changes in circRNA expression after treatment with exosomes
were analyzed by high-throughput sequencing.

Z55 Exosomes derived from the HepG2 cells enhance cell proliferation, invasion, migration and
suppress cell apoptosis. After exosome intervention, a total of 5534 up-regulated and 4483 down-
regulated circRNAs cells were scanned under the microarray analysis compared with LO2
cells. The circRNA/microRNA/mMRNA prediction results indicated that hsa_circRNA_101016/miR-
145-5p/TGF-beta2 and hsa_circRNA_001044/miR-153-5p were associated with epithelial-
mesenchymal transition (EMT).

#5188 Exosomes from cancer cells can significantly enhance liver cell proliferation, invasion, and
migration. The significantly changed expression of circRNAs may be linked with EMT and energy
metabolism, which play key roles in cancer metastasis.

PO-0041

EEREEFFEISFEE TERMAME

LIPS
TSR o X B — N R EE B

HE) MR EEEREOR, oV io 2 R R EEa b, SRR, JFES0R IR IR
R Ty 58, LAEAG S0 45 R (R L A5 LB TT

Ttk Tk (D i BN R SRR BN S BRI N, /N R IR R RSk
JRERVE", KRG PRSI0 45 R R BB AT 20 b . AR RT. Ty FE=A8R, EREESESFA
REMMENK, R FERRLRAMERAIEF . (2) FHRIESRE: DHBA L IRRER . %
MR 2" R AN SN B, A RN 5 5 SR R R R SR DR B SO Sk A L
ARSI AR . (3) SCERNH: BN S & B SRR EA R, KOCIE R AR,
52 I PRI T 587 K07 M BIm R I FE h, MR AR . HE M Im R R TT %, W
BEDOFFDRARE AR DAL, BRI 4 AR . (4) S5RVFE: PR
iR, RN RPN, I R S, imARA IR R HE L, Res iR Rl D it
SR ALMIRIREY R R S, AR BER SRR, ARHET R e T3 A %, 78
TIEAS: 36 2 24 25 M i PRASL I 22 56 B TH 2R (1 e B AR R A S 562 2 W o T T 16 2% o DR A B
i, PR ERA BRI W, v S N S T A BRI SS

S50 NORERUERR S0 B o BT B I ARG TAE, O F B s b Kafyy, REEE R E M S5 5
Yo I PR 2 A 55 R Dl PR R 4R (i S Sl S A2 Wik als 0 UEAS: 96 15 = gl 2 fil S AN S it — R 1)
FHEAVE SR A HE R ORBRIESE O O . BRIt RS R Az HI k&R, R R HI A R 1
TN, G EETEIA RN HE R R RS, H T RIRRRSE, WS TR, X tEIEiIE
KrIG R o i — S BT

89



AR 2+ R ER R R AR R W WIS

PO-0042
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PO-0043
FMS-like tyrosine kinase 3-internal tandem duplications
mutant allelic ratio (FLT3-ITD MR) in patients with acute

myeloid leukemia detected by GeneScan

Qin Zheng!,Mengyuan Lyu',Hongyan Liao?,Xiao Shuai?, Yongmei Jint,Jun Su?!
1.Department of Laboratory Medicine, West China Hospital of Sichuan University
2.2. Department of Hematology, West China Hospital of Sichuan University

Objective This study aimed to explore the significance and cut-off values of FMS-like tyrosine
kinase 3-internal tandem duplications mutant allelic ratio (FLT3-ITD MR) in prognostic evaluation
of acute myeloid leukemia (AML) patients (M3 and non-M3 patients).

Methods This study enrolled 249 Chinese AML patients. The exons 14 and 15 of FLT3 gene
were amplified by genomic polymerase chain reaction. GeneScan and single nucleotide
sequencing were also performed. Participants were grouped into high- and low-ratio FLT3-ITD
MR (FLT3-ITD MRM" and FLT3-ITD MR"") applying the median of FLT3-ITD MR as the cut-off
ratio, and patients without FLT3-ITD were grouped as FLT3-wild type (wt). Duration of complete
remission (CR), relapsed remission and overall survival (OS) were examined.

Results FLT3-ITD was detected in 58 patients. The medians of FLT3-ITD MR were 0.31, 0.36
and 0.29 for all AML, M3 and non-M3 patients, respectively. For all patients, FLT3-ITD MRMd"
group had the lowest CR rate among these 3 groups (p < 0.001). Subjects in FLT3-ITD MR"a"
group had 2.675 times (95% Cl: 1.726-4.146; p < 0.001) and 1.879 times (95% CI: 1.061-3.328; p
= 0.031) higher death risk than those in FLT3-wt group and FLT3-ITD MR group, respectively.
Non-M3 patients in FLT3-ITD MR"d" group had 3.301 times (95% Cl: 1.423-7.661; p = 0.005)
higher death risk than those in FLT3-wt group.

Conclusions FLT3-ITD MR was an independent prognostic factor for CR and OS in AML
patients, and for OS in hon-M3 patients. Classifying risk grades based on FLT3-ITD MR is crucial
for individualized treatment and prognostic evaluation.
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PO-0044
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PO-0045
Serum expression model of long non-coding RNA FEZF1-
AS1 and AFAP1-AS1 as a novel biomarker for gastric
cancer

Tl X EF AT
B 18 K 2 I I = e, 226000

HA The aim of this research is to provide novel serum long non-coding RNA biomarkers for
diagnosing and evaluating the therapeutic efficacy for gastric cancer (GC).

F7#E QRT-PCR was used to examine the serum expression levels of the two IncRNAs, FEZF1-
AS1 and AFAP1-AS1. Furthermore, to explore the diagnostic ability, we constructed a diagnostic
model combining the two INcRNAs with a logistic regression analysis.

Z53  QRT-PCR revealed that the two IncRNAs were both up-regulated in GC patients which
were correlated with tumor size, TNM stage and lymph node metastasis. When combined the two
IncRNAs as a model, the area under the receiver operating characteristic (ROC) curve was 0.866,
which was higher than conventional blood biomarkers, such as CEA and CA199. Whats more,
the two IncRNAs and the levels of the model were significantly decreased after the patients
underwent the operation.
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454 The results of this study indicated that the combination of serum FEZF1-AS1 and AFAP1-
AS1 had high sensitivity and great efficiency for the diagnosis of GC and could be used to
evaluate the therapeutic efficacy for this disease.

PO-0046
Trans-cinnamaldehyde inhibits the virulence of Candida
albicans via enhancing farnesol content with low potential
for the development of resistance

Ying Li,Mingzhu Shan
School of Medical Technology, Xuzhou Medical University

Objective The emergence of drug resistance and limitation of antifungal agents complicate the
management of fungal infection. Candida albicans, as the most common fungal infection
pathogen, causes candidiasis via developing its virulence factors. Among them, morphological
transition is the most well known key factor.

Methods In this study, we found trans-cinnamaldehyde (TC), known as a “Generally Regarded
As Safe” (GRAS) molecule, had moderate antifungal activities against various Candida species
and could retard the virulence of C. albicans in a dose-dependent manner by inhibiting the
adhesion, morphological transition and biofilms formation.

Results The mechanism investigation revealed that the increasing farnesol secretion inducing by
Dpp3 expression was responsible for the inhibition of hyphae and biofilms development. Since
drug resistance restricted the treatment of clinical fungal infection, we explored the potential of TC
to develop drug-resistance. Results showed that TC had little chance to form resistance by serial
passage experiments.

Conclusions Our work illustrates the underlying mechanism of TC inhibition of morphological
transition and provides an optional application in treating the relevant fungal infections by
targeting fungal virulence factors.

PO-0047
Exosomal long noncoding RNA pcsk2-2:1 as a potential
novel diagnostic biomarker for gastric cancer

Chenchen Cai
Affiliated hospital of xuzhou medical university

Objective Detect the expression level of exosomal long non-coding RNA pcsk2- 2:1 (Lnc
RNApcsk2-2:1) in the plasma of gastric cancer patients and evaluate its diagnostic value as a
marker
Methods In this study, HiPure Exosome RNA kits was used to extract plasma exosomes, and
then extracted total exosome RNA, following we used western blotting and particle size analysis
to identify exosomes. The expression of Lnc RNA PCSK2-2:1 in plasma exosomes of 29 healthy
people and 63 gastric cancer patients was first detected by real-time quantitative reverse
transcription PCR (gRT-PCR), and the relationship between the expression level and
clinicopathological parameters was analyzed .Finally, a receiver operating characteristic curves
(ROC curve) was used to evaluate the clinical value of Lnc RNA PCSK2-2:1 as a diagnostic
marker for gastric cancer.
Results Western blotting and particle size analysis showed successful separation of plasma
exosomes. gRT-PCR results revealed that compared with the healthy control group, Lnc RNA
PCSK2-2:1 expression level in plasma exosomes of gastric cancer patients was significantly
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down-regulated(P<0.05), and the area under the ROC curve (AUC) was up to 0.710. Lnc RNA
PCSK2-2:1 expression level was not correlated with age (P=0.7848), gender(P=0.3211), or
lymphatic metastasis(P=0.4879), but with tumor size(P=0.0189), TNM stage(P=0.0056), and
venous invasion (P=0.0367).

Conclusions Our experimental data suggest that Lnc RNA PCSK2-2:1 may performs a vital role
in the progression of gastric cancer and is expected to be used as an assistant marker for early
diagnosis of gastric cancer.
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PO-0049
FBXW7/mTOR axis as novel biomarkers for diagnosis and
metastasis prediction of colorectal cancer

Yuli Wang?,Yueyong Liu?,Jianhua Mao?,Guangwei Wei®
1.The Second Hospital of Shandong University
2.Life Sciences Division, Lawrence Berkeley National Laboratory
3.Shandong University School of Medicine

Objective F-box and WD repeat domain containing 7 (FBXW?7) encodes a substrate adaptor for
an SCF E3 ubiquitin ligase complex and lies at the nexus of many pathways which control cell
growth, cell differentiation, and tumorigenesis by negatively regulating the abundance of different
oncoproteins. Increased cell migration and invasion lead to cancer metastasis and are crucial to
cancer prognosis. In this study, we explore whether FBXW?7 plays any role in metastatic process.
Methods Wound healing assay, transwell assay and matrigel assay were used to detect the
migration and invasion of colorectal cancer cells. Spheroid formation assay was used to detect
the capability of self-renewal of colorectal cancer cells. Rapamycin was used to inhibit the mTOR
signaling.

Results Depletion of FBXW?7 induces epithelial-mesenchymal transition (EMT) in human
colorectal cancer cells along with the increase in cell migration and invasion. Moreover, FBXW7
deficiency promotes the generation of colorectal cancer stem-like cells in tumor-sphere culture.
MTOR inhibition by rapamycin suppresses FBXW?7 loss-driven EMT, invasion and stemness,
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suggesting accumulation of mMTOR in FBXW7-depleted cells play a role in induction of stem-like
properties.

Conclusions EMT and stem cell-like properties are essential for tumor cells to disseminate from
adjacent tissues and seed new tumors in distant sites. Our results demonstrated that FBXW7
regulated these two essential characteristics of metastatic disease through mTOR signaling
pathway.
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BE N PLA2R FHMEZALR PLA2R BHYEZL, XIPi4H B FiRImIRIE R HEAT U, e R 1
P PLA2R BH 5 A B3 IR R AH S8 s 5

28 (1 106 MM IMN B 73 /MG PLA2R fHME, FHPMEZR N 68.87%, 187 A4
P J 3B, H4 PLAZR S 90, 4R ikik3) 98.39%.

(2) 1% PLA2R 5 24 /Nt pREEAERIEM IS, P= 0.001, MR A% 2 = 0.523, P&k
IR

(3) SIS PLA2R M E4H L%, PLA2R AR B 24 NI REE & 58N
(P=0.003) , i IgG4 /K FEEFE (P =0.038) , HHAIEIEEGITHER L.

g 1135 PLAZR BlE: S E:ThEr, aTYEA IMN fi2idekr. shA RIS PLA2R 5 24 /IR
HH ] LU R ISR S PR I RIT 28

PO-0051

TAT #M1 PIC BX& D-dimer ESTFMEEERG
= BRSO B

FERRGH
o 2 2 Aok e A 8 2

SRR TR e N SR 118 1 B R A s T 7 = 1 [ B8 Tl R -8y G L b e
N BRSSP E A

FiE Wik 2017 4 9 H & 2018 4 5 F I8 T~ [ = kL2 Be s R Bk 1211 131 41 8, g
ARG 204, KRFARXIELEE 108 51, il e 38 3. 43 BAT A L B - Bt A2 &4
(thrombin-antithronbin complex, TAT) . £fi#f-a2 iEEEHIYE &Y (a2-plasmininhibitor-
plasmin complex, PIC) . M Ti& A (thrombomodulin, TM) . 41414F 7 EE R B YIILT 7
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JR OB A R -1 2 A& W (tissue plasminogen activator-plasminogen activator inhibitor
complex, t-PAI"C) [J/K°F, 35 D-D (D-dimer, D —F{k) #HiTEHL%.

GEE MR AREHEE T, PIC. TAT. t-PAl- C K& D-D /K FE T RFANMBAEY, ZRHAH
it X (P<0.05) . fEMR M B Ed, PIC. TAT. t-PAl - C. TM /K5 HAEMBEAR G
HEHPLEREZRT (P>0.05) o MHKMESHTER TAT. PIC 5 D-D 2E#FIEMK (r=0.658,

r=0.750) . —#HHHHrER TAT. PIC 5 D-D ¥WHEARIH—#H: (P=0.000, P=0.000) . it
4k, TAT. PIC J D-D f£ Khorana g ifi e RS PFAl ey R XURS: i Rg S8 2R 20 6 25 v T i A JXU:
iR 2R 20 (P=0.020, P=0.000, P=0.000) .

SE0 SRR R IS B R P IS AT I R ISR, TAT & PIC 5 D-D BEAAI A R T sl &
R EERIRAS AR A

PO-0052
Attomolar Quantification of Antibody Subtypes for
autoimmune diseases using Plasma Microarrays

Linlin Cheng?,Yang Li?Jianhua Liu®,Ziyan Wu?,Liubing Li*,Chenxi Liu!,Jiayu Dai?,Songxin Yan?,Fengchun
Zhang? Xiaobo Yu?,Yongzhe Lit
1.Peking Union Medical College Hospital, Peking Union Medical College and Chinese Academy of Medical
Sciences, Beijing, China
2.Key Laboratory of Proteomics, Beijing Proteome Research Center, National Center for Protein Sciences,
Beijing Institute of Lifeomics, Beijing, China
3.Department of Laboratory Medicine, Shengjing Hospital of China Medical University, Shenyang, China
4.Department of Rheumatology and Clinical Immunology, Peking Union Medical College Hospital, Peking
Union Medical College and Chinese Academy of Medical Sciences, Key Laboratory of Rheumatology and
Clinical Immunology, Ministry of Education, Beijing, China

Objective To develop a high-throughput plasma microarray platform that enable the
quantification of hundreds of clinical samples simultaneously, with which we would like to
investigate the changes of antibody subtypes in different autoimmune diseases, including
Behcet's disease (BD), Takayasu arteritis (TA), ANCA-associated vasculitis (AAV) and Sjogren's
syndrome (SS).

Methods We developed a high-throughput microarray platform that can assay the concentrations
of plasma proteins in hundreds of clinical samples within 30 minutes. We applied the platform in
the screening of 8 antibody subtype (IgA, IgAl, IgA2, IgG, IgG1l, IgG2, IgG3 and IgG4)
concentrations in 220 clinical plasma samples, including 100 BD cases, 30 TA cases, 30 AAV
cases, 30 SS cases and 30 healthy controls (HC). We analyzed the differential expression of
antibody subtypes in different autoimmune diseases by statistical analysis.

Results The microarray platform shows high reproducibility with r correlation of 0.96 and high
sensitivity (~attomolar) in plasma antibody detection. The median (Q1-Q3) of antibody
concentrations (mg/ml) in HC were 2.512 (1.767-2.886) for IgA, 1.723 (0.540-2.302) for IgA1l,
0.428 (0.395-0.520) for IgA2, 29.288 (24.661-35.762) for 1gG, 22.806 (17.145-31.314) for IgG1,
0.245 (0.038-0.484) for 1gG2, 0.008 (0.006-0.055) for 1gG3, 0.006 (0.005-0.015) for IgG4,
respectively. Using P<0.05 as significant threshold, IgA was significantly different between AAV
and HC, AAV and BD, AAV and SS, AAV and TA, SS and BD; IgAl was significantly different
between AAV and BD, AAV and SS, AAV and TA, IgA2 was significantly different between SS
and HC, SS and TA,; IgG was significantly different between BD and HC, AAV and HC, SS and
HC, SS and BD, AAV and SS, AAV and TA, SS and TA,; IgG1 was significantly different between
SS and HC, SS and BD, SS and AAV, SS and TA; IgG2 was significantly different between BD
and HC, AAV and HC, SS and HC, TA and HC. However, no significant difference was found for
IgG3 or IgG4 between these groups (P > 0.05).
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Conclusions All the results demonstrate our high throughput microarray platform has great
reproducibility and sensitivity with only a minute amount of clinical plasma samples, which has
great potential in the detection of plasma or serum protein biomarkers in future.

PO-0053

FR AR 5 B M S A I ZH B MDSC R % 38 B2 40 Bra ot i PR SR 1
FHIER N0 B 72 MR S A8 TT P RIAL IR 3R

LU
FEEEE R K2 e 25 B, 300000

B FRT R e R B 858 A A1 ) it Hp B SRR I HI R 4 i (MDSCD RN, T 448 i Xl g Jit e i
L PR AR IR0 o BIFAEAE /N BB o MDSC K0 T 4a x4t PD-1 167 HtE FI AL .

T WS R B 2 MR 22 g 2018 4F 10 H & 2019 4 3 [ 41 B 1E % A4 JE i KX ik i) 43
161 i Jl e 5 A 40 I S Rk AS, % MDSC, CD8+T 4ifuidi Ty gets, Htrgit, &k
REFFRETRL, A c2 g LR e g s B E G AR BRI R R, MR /NR Y T
SRR, 32 TPt PD-1¥R97 Pt PD-1 BLATERR MDSC J877, 2l &4/ R A K 2k, @
I T RIS LEBR YT A IS IR RNk, DL R 5 2H g 4 21 R 1Y) CD8+T 4 it 1) Le il

gER N g AN A IR MDSC e s T IE R AR I MDSC L, T CD8+T 4/ 1E %
N0 JE A ) b e T B s i . R R AN A R MDSC b5 s KN, R 54,
PTNM 7 AR IEAR DG, T4hE IR CD8+T 4 i bu s 5 i KN, 2002 pTNM 43 A Rk
Ko BIPSEIGRY, JEFR MDSC 4/ BRI/ E /N XA, 7545 581 PD-1 515k MDSC
BB I6IT I, /N BB AR B Bk o FEBEAVR YT 4L CD8+T 40 it i) bb 3] T v - e Ath ot R
H.

258 SME I MDSC f CD8+T 4 i 55 i e e s ERARFAEAH DG, 5% MDSC ] LA 5 CD8+T 4l
o ()& B R BT PD-1 1897 BT L.

PO-0054
B BT RESEERMNFE LR RIRS
PHI N AfHE

R Z, 5K, SN
WFEA LR Be i) re 4 4L+ 2= B ,410000

B TR REGED (HBP) AT/ LA RPERE 28 (PM) 2 W RIS Fi0 = i 4
=

Fvk 1EHL 2018 4 8 H & 2019 4F 1 HIF A JLE BT UCE AL MG 56 22 )L (PM 41D 76 1,
JREEVEMG A L (VE 41) 55 4, ks 40 51066 Vi 20T+ 50E 5 i R R ge e 2 LE
XTI . PM ZH R ) L% 8 H e i R 20 B I PR 485 S VR o0 o N TG RAF4L (65 1) FTE A K4
(11 ) o ME PM HARRE 1 R 7 K. VE AFTBANFRE 1 RPNER HBP. H 4
iHE (WBC) . FRPERIAIA A 0tk (N%)  Hi&HE (Glu) .« BEH (TP) .« ALERMKANH
(LDH) K& ERIE (PCT) K. FIHAESEG L5 b &% ALIEAS 4B A7 1 2 5, Spearman
FRAR A 734 HBP S5HE S FabRAIMI I, 3L ROC 2T 55 K6 I i Bm X A4 e 4 P Ji58. 9 £
WA B K T T A

ZR ABE 1K PM 4. VE AR IRA 2 S HBP. WBC. N%. Glu. TP, LDH A lfiljE
PCT /KPP ZERIIE GRS (P<0.001) ; A5 b5 F 12 Wi fh Jife 12 Fi 5 ¢ 1) oY 288 T AR e K
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N HBP (AUC =0.997) , HBP fEiZWiiHE (11.84ng/mL) B REE. . FHMETURE.
FAVE TR AE 23 39 98.70%. 97.90%. 97.40%. 98.94%. PM LT/ RIFANFES 7 K545 1
KB, Wi HBP. WBC. N%. TP. LDH K I PCT /KX, ZRASiHFE X
(P<0.05) , WHEMW Glu fE ZHHPMEF LRI FE N (P>0.05) ; HEARANE 7 K55
1 RETRIREBZE RS2 X (P>0.05) o AR 1 R&FRFRN PM 2 )LTE A R B4
TH¥E X (P>0.05) ;5 ABEZE 7 KR&ysH THM PM BILTEARBIAE R ITHE X
(P<0.05) , AUC #:K N HBP (0.976) , HBP #Hc:7iil Al (128.84ng/mL) I REE . &
B PAYETURE . BTN 258 100.0%. 93.8%. 73.3%. 100.0%. M HBP 5 WBC.
N%. TP. LDH A Ifi& PCT ¥R IEM% (P<0.001) , 5WiEW Glu £AH>% (P<0.001) .

S50 AR HBP A IITE /N ) LAk Jie A i B 26 12 W7 5 1 0l o A — 5 i PR AN L

PO-0055

NERBENEEERESHTRE LHNA

X AR
WS N R BB = 3 17 IR 22 B, 222000

H B 2R A F & H AR T H P8 (o) /KFAER € B B T H 40 i & E R A A .

ik AR B RV ER ZE (TE)ME N R H br . 2017 4= 8] i & VPN BU0E A o fmfar S =5 R
B RRUNE R RBCIENAREEE ST ESTHT o KF, AR o EERE
EADH R E B ESR HrHEDUE R HARTEE(QGI), Ay S8 = A I i i 1) RF Ak et i
AL TR P4 it o

8] FER =R FAEPAESET o KRR, 026 MIHELEIN 57.1%; K#FEMEE RiliIBAK
e A AEY) A FHAE SR EREA T o KPFEAK, 026 MU H EECA 14.3%;
IgG. C3 Al CRP 4 ZAEE % FE P AL RIS ft s AR AR [ R = Bl &3P0 S o KF, &
W IgA. IgM. C4 Fl RF ¥R 5L 15 #E4T B EAE ], 19G. C3 Al CRP KH ZHN 13s/226/Ras
HEAT R o

£ 60 HIRREW T RE 2 R A I H M0 HT HERERHT RV, 7RSI 5 B I RR ek ol TR A
B R AN E -
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MR LIS RGELS AR IR
EELEEDRRA

W 7B
1L Z5 48 T4 1L B2 B¢, 250000

B ) SR 4R LIS R GEIk A (3 HDO s FIFE R (5 B AL BRI

JitE Gl RS EOR, SR GRS LIS RGBS AR AIREM AT B E B, @S ulGiRER
FERIREY, BOLHIFEME BN, 18 LIS RGUKHIAFEM R 4 R AE 2 6l
PERLE HSEAAE S WO S ITH BOXF R, JCHE G B B XHRGAEM FlAx B AT RO p

SR AL 7GR RE SACE B, SEBL TR AT R S A R R, B ek
B TARRCE, W TARSREE, IF AT xR (A R B L M P, A RO k)
FEAFREATOUSEE BEHAE, 0 I AR i R0 R g Ak SR HURH I8 It ik B R SR MG O R PRAIE AR 56

Ho
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G 2RISR R T PR IR AR 0 BT R ARG, MR T WURHE R 2 bR
SHRRFFE A PERE R AR P KRB, RGBS e S L, R 1 22
PO-0057

Association of serum lipids with autoantibodies and

inflammatory markers in rheumatoid arthritis patients

Longjie Gan,Qishui Ou,Jinpiao Lin
Department of Laboratory Medicine, the First Affiliated Hospital of Fujian Medical University

Objective Background: The study aims to study the relationship between serum lipids and
autoantibodies and inflammatory markers in rheumatoid arthritis (RA) patients to explore the
effect of serum lipids on the diagnosis and judgment of disease activity in RA patients.

Methods Methods: Serum lipids including TCHO, TG, HDLC and LDLC and anti-CCP, RF, CRP,
ESR of RA patients from May 2013 to August 2017 were retrospectively analyzed in the First
Affiliated Hospital of Fujian Medical University. Correlation statistical analysis was performed
using Graphpad Prism 7 and IBM SPSS 22.0 analysis software.

Results Results: With the dilution factor increased, the levels of serum lipids and anti-CCP, CRP
and RF showed the same downward trend, indicating that the detection methods of the above
indicators were reasonable and would not be affected by hyperlipidemia. CRP and ESR levels
were negatively correlated with HDLC level in male and female RA patients. However, the
concentration of anti-CCP and RF were closely related to TG. In all the RA patients and female
RA patients, the RF level was negatively correlated with the TG concentration. Moreover, with the
TG concentration increased, the proportion of patients with high concentrations of anti-CCP levels
decreased. In addition, in male RA patients, anti-CCP and ESR concentration increased with the
increase of LDLC.

Conclusions Conclusion: The levels of HDLC, TG and LDLC were associated with the
concentration of anti-CCP, RF, CRP and ESR in RA patients. Therefore, clinical diagnosis of RA
and determination of disease activity should consider the impact of the concentration of serum
lipids in order to make a reasonable judgment on the diagnosis of the disease.

PO-0058

PDCA B EEREERAFIFETEREPI N A

R
E N RIEFE,441000

HE #RT PDCA fEFRENT 38 2 B2 BiAs 36 Rk s it s iR FEM I B 57, SBR AR e A48 BEK
SRR B e A it

T T EREHE A BAAAE 0 A B SE AN ) PDCA (S B i, 0 BEAT 5 I EAF 2 57
B 2SR ZE AN R FE AT Ge vt S o bt

GER B R EAE T G T MBI, B AT, B A A ) I B 07 kAT
JREEE NG, 4 PDCA TG, FREHARZFEM 2RI TMEMN 263 fF% 24.5 f; 35
IRERFPFEEE TR, M 12.1% FE 1.12%, ZRBEAESHHER (P <0.05), AN
B B B 45 0

g5 FOBRH SZI6 =R FEA 1 s AL B, Bidiz ] PDCA (IR PR 20 B 208K
FUREM A7 s AT 22 e B R MR e 5, BRAR T B R 23R, $ vy 1 ul  e dese
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PO-0059

EB s 42Ml5h & i 2 % 4B M SR in A K BI LR

JEBR, D0k, T O, T A TN, WA H L R E
5 H KM g P B2 B, 200000

B B 3 I A 0 o 2 AT A T BN AZ AR (PBMC) Hh EB R EE SR, N EB R B YL 1 S8 = AR
PR A IEMIRR AR, NI R AR 2 W A7 MR (RS . MERA R 7 .

i RHSEN 5O E R PCR 7vEM F L EER: 2016 4Ei% K () 2694 4] EBVDNA A5A<, X4 )& i
AN K I A ) EBVDNA BEATAZIN, 2341 AS 5] 52 995 b 2 v S [R] s A 2 78 (1) 748 1 o 2R 22

=N
Jt o

LEBL 604 )ik AR AN I K AN EA /N A% 21 e EBVDNA A BH PE 45 S R 4.86%, I K bR A
EBVDNA H6 Wl BF 4 1M B AN AZ 40 fie. EBVDNA K2 BH M ) 15 28.79% (1045/2694) ; Il AR A
EBVDNA il BH 14177 5N % 40 i EBVDNA A FIYER 5 0.11% (3/2694) . Hr 84 i & f b
A B KL MR A A I 25 S AP 5 28.57% (24/84) , 119 BIE A &M EE ML BT, mEhs
ARG B P 1T /M AZ 40D EBVDINA AU BH 1) 7 32.78% (39/119) 5 466 i JEE 7 4 bk EL IR 1 g
ZEET, HAif R4 EBVDNA Il FH YL S /M Z 41 s EBVDNA A BH 1T 5 36.27%
(169/466) , W& tLE:, PBMC T i i T i

2% BIR PBMC #/EZB, HEATERMALH EB WYL, HEELSHMISALER A EMIRAZ
A,

PO-0060
B RMEEZE B EH RA33 Hitfk. ANA. RF, CRP 5 ENA

ES=g o l:p) 7 30z

AR R, 5K/ T AR
R R 5 EERE, 710000

B T fgs R B i R 0 RIS LA R R 2R, R IIEST RA33 Hifk. ANA. RF. ENA K&
hs-CRP & R 7E 8] 3 14 il 28 Je 2 W Va7 R miE e

FiE KH ELISA ¥EXF 32 1A B itk il 4 fi 3, 37 B8 RGEME ST % g, 30 {73 i ¢ f 2 Al
30 filfgFExt R TP RA33 HUARRIALIN, (R4 Gy 2 ikl ANA. s ENIZRZAaill ENA
G 9% LRy AT 2R R R 7 (RF) & CRP frAal

g AR EE RE KFER: [ (25.75£39.56) KIU/L] H¥@fifi% [ (10.92+2.79)
KIU/LT KfERExt e [ (10.89+2.78) KIU/L] b ZERHEE (p<0.05) ; SKMBHERTT LKA
[ ( 105.59+153.88) KIU/L] [, ZRIEFEZE (p<0.01) ; RKRIEHEXT LA RF KF
[ ( 105.59+153.88 ) KIU/L ] 5 % # fili ¢ [ (10.92+2.79 ) KIU/L ] K f& B X} i 4
[ (10.89+2.78) KIU/L] t#;, ZRIEHWEE (p<0.01) ; MMM KA EHE CRP KTFN:
[ (20.04+26.61) mg/L] S5tz 4l [ (9.9946.93) mg/L] tb#k, =R EZE (p<0.05) ; 5
KRBT R [ (11.65224.28) mg/L] i, TR EMZR (p>0.05) , 5 HA
[ (2.5742.18) mg/L] #, ZRIEFEZE (p<0.0D) ;

GEW WA 28 S TP RA33 Hifk. ANA. RF. CRP. ENA BESAGIN, ShT-5 (3 e
SR M 48 IR T M SGE TS 5 B EE S ANME .
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PO-0061
R e IE- R RIEENMER 17-a BEZE
HERRME R RBP RN

EA=

SR TR0 BT 1R, EAE TN, B0, AN
5 B R & il %= B¢,200000

HE) @ —FRRe i dE 17-a F2 22000 0o (i- R BRI (LC-MSIMS) #ll7vk, FFM AT
e R T RRIG AE B

F¥E A Waters AF] UPLC XevoTQs Wi BX A G LT, FERHZ e & FIR &
Bl MERRE . TR, AR —EUE. KRR T . IS kit T Xt

g LRI EIR 8 fENWAR, RA BEH C8 ili kit T s, Jshti N NHaF FIFEE, BAREME
Jits FEiEAN 35°C. LC-MS/MS faill 17-a F2HLZ 0 (1) 4 a2 0.025~25ng/mL, & &4 H RN
0.0125pg/mL, K[EFHLE] CV ¥)<4%, [FIYZ N 100.83%~106.8%. 54 ikt bxt, Hik
PEREZE, SEORRZER], JRAEAS I 75 7% A 58 U (W S i i A T2 W

GEW FNL T SRR 17-a FIEZAEA) LC-MS/MS 7%, RE R, MRS IS 17-a B
ZAW K, FER IR T R E IR AR

PO-0062
Novel Compound Heterozygous Mutations Identified in
Severe Type | Protein S Deficiency Impaired
the Secretion of Protein S

Jingyi Zhou,Wenyan Shen,Yi Gu,Min Li,Wei Shen
Department of Clinical Laboratory, Renji Hospital, Shanghai Jiaotong University School of Medicine

Objective Hereditary protein S (PS) deficiency is one of the natural anticoagulant deficiency
causing thrombophilia. We herein described a young male with recurrent deep venous
thrombosis, who was diagnosed as Type | PS deficiency with compound heterozygous mutations
of PROS1 gene. We aimed to analyze the relationship between the genotype and phenotype
detections and investigate the pathological mechanisms of PROS1 mutations causing PS
deficiency.

Methods Genetic analysis of PROS1 gene was carried out by direct sequencing. Thrombin
generation potential and the inhibition function of thrombin generation by plasma PS were
detected by thrombin generation test (TGT). The mRNA transcription level of mutant PS in vitro
was measured by real-time PCR, while the protein level was evaluated by western blot and
ELISA. Cellular distribution of the protein was further analyzed by immunofluorescence.

Results Compound heterozygous mutations (PROS1 g. 99835-36 delCAinsG, p. S517Sfs40X
and PROS1 ¢.101936 C>T, p. R561W) were identified in the propositus, which were inherited
from his asymptomatic parents respectively and the former one was a novel small indel mutation.
TGT results showed reduced thrombin generation potential and impaired inhibition of thrombin
generation in his parents. In vitro expression study, p. S517Sfs40X mutant produced truncated
protein retained in cytoplasm, while p. R561W mutant partially affected the secretion of PS.
Conclusions A low balance between thrombin generation and thrombin inactivation in patients
with heterozygous PS mutation might prevent them from thrombosis. C-terminal sex hormone-
binding globulin (SHBG)-like domain of PS might play an important role in protein S secretion
system.
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P /AR BT 3N RNA (snRNA) {E R B
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H I W77 TEP-snRNA 7£ fififig JCH 2 B2 W A Ve R, 363E HVE A e i B bR S g

ik o EAM M, 8 gPCR AL IIRIE A FIFEA LMK sSnRNA ik /KF, A Ul.
U2. U4, U5, U6, U7. U8, Ull. U12, kW5 TEP-snRNA fEfififsEiZ Wit e, 40t
Mr iR i M/ sSnRNA Rk AT 5l kA . A, BB IRRE B2 A R . R &
AR E IR FH XS /MR Ah AR sSnRNA FRIEKF, HAHT sNRNA 7E LR AL FEA Rk
VEPSIE

R (1) WERZLRITHIMEEE (n=56, U4 N 54 #) FfdfiEEE (n=59) Ifii/Mk, il
Hr snRNA Rk /K-, 45 5 7R e 8 25 JUH2 5 B e 83 /i U1, U2, U5, U7, Ul123%
KK BB, T U4 RIS A

(2) FRFEAR TEP-sNRNA FIA 7K1 il JoH 2 F e B3 R s W e o5 R BoR /i Ul
(ffifE AUC=0.827; 5. Wil AUC=0.798) . U7 (filifE AUC=0.872; 5 HififijE AUC=0.855) .
U12 (filifse AUC=0.900; 7 1ifilifE AUC=0.899) E G KH AN SRR, U2, US ZWiReRi
Fo
(3) UdE 41 Bt B K, oy B R —REAR BN R Ak, Rl snRNA RIE, 8
Ul. U2. U5 TEIML/MRMAMNBIRRIEM I, 4558 TR snRNA TE 1ML/ AN AR ZRIE IEA K
2518 TEP-snRNA 1E 4 il 2 W A SIS W (P bR E4, T AR AR BlRg 7 AN A
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MINRER alpha-/FEEEE-1 (CEP-1) I T E X E
XPREEXTRMMBERMERME (ILD) KRR E

X B IR L X0 R0 2, T B 2,22k A 2
16K 2 N R £ B ,100000
2. b5 AN S B

HE KRR R (RA) 2 —MIS AT B & S8 OG0, FLRRAEAE T3 5 28 i A1 OG5l
o RA ERILLSFIRTIINRIL (EAM) , FHHfilifssz 22 RA I WL R H . Hih NE iR
JEFUARACPAX T RA MiZWi BAA EZANME, A TIRK ACPA Kl N B K B AN EL S
MAFET RA SBERN . alpha-#EEERT & 7E RA 1 ACPA ¥l AR AL —, AFREAM A
alpha-## -1 ik (@CEP-1)%1T RA 2 LA T B AT EAM TR E -

Tk AW N 264 4% X%, B3 101 4 RA H¥. 38 L4EEMEXRTT RQIA) BE . 46
T IR 79 4 {@ BN . ACPA @it 25 —fXHT CCP ik ELISA #&ll, aCEP-1 % F ELISA £
Mo

48 aCEP-1 7£ RA 3. JIA #3# . DC M HC HIFHEZR 5N 61.4%, 13.2%, 15.2%
51%. X T RA ZWiJii, $i CCP2 RKILH & & B AR L (10.11), HIAEKIRK T RF
(8.88) F1l aCEP-1 (5.82). aCEP-1 [H{%: RA £ RA 1% DAS28 1171 i3 m T aCEP-1 Bt &
# (p = 0.045), [FIFATABLY aCEP-1 & T 124.78 U/ml i}, aCEP-1 532 M 4775 &
#xEE (p = 0.0026), 124 aCEP-1 &= T 185.91 U/ml i, aCEP-1 5 RA HH 3 ) i 4 i i) 77 7E

101



AR 2+ R ER R R AR R W WIS

WEMARME(P = 0.0222), 52 JEREFXTLLE, Pt CCP JufkJoib HAB ik i, 3R KIS K
AR R8RS s (R LA R RO
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PO-0068
IRAK4 mediates colitis-induced tumorigenesis and
chemoresistance in colorectal cancer

Qiong Li*?,Daoxiang Zhang?,Rongping Zhao?,Kian-Huat Lim?,Min Li*
1.Renji Hospital, School of Medicine, Shanghai Jiaotong University
2.Division of Oncology, Department of Internal Medicine, Washington University School of Medicine

Objective Targeting the NF-kB pathway is a heavily pursuit strategy to potentiate treatment of
colorectal cancer (CRC), but clinical success is limited, largely due to low specificity and toxicities
of tested compounds. In solid cancers, the NF-kB pathway is driven predominantly by the Toll-
like/Interlekin-1 receptor family members, which signal through the Interleukin-1 Receptor-
Associated Kinases (IRAKs). The pathogenic role and therapeutic value of IRAK in CRC has not
been investigated.

Methods We tested the effect of pharmacologic IRAK4 inhibition in colitis-induced CRC in
APC™"* mice. We treated CRC cells with IRAK4 inhibitors, small-hairpin and guide RNAs in CRC
cells and tested NF-kB status and their susceptibility to chemotherapy in vitro and in vivo. We
investigated the mechanism that activate IRAK4 and NF-kB following chemotherapy. Prognostic
impact of activated IRAK4 in CRC was investigated using commercial and institutional tissue
microarrays and TCGA database.

Results IRAK4 inhibition drastically abrogates colitis-induced neoplasm in APC™"* mice. Bone
marrow transplant experiment showed essential of IRAK4 in immune cells during neoplastic
progression in APC™"* mice. Chemotherapy significantly enhances of IRAK4 and NF-kB activity
through upregulating TLR9 expression, which can in turn be suppressed by IRAK4 and IKK
inhibitors, suggesting a feedforward circuitry that sustains CRC survival. Lastly, increased
phospho-IRAK4 IHC staining or IRAK4 mRNA expression are associated with significantly worse
survival in CRC patients at various stages.

Conclusions In summary, our study provided scientific premise for targeting IRAK4 in
combination with chemotherapy in CRC. We provide evidence that chemotherapy can induce
IKK-NF-kB and sustain CRC cell survival at least via upregulating and engaging TLR9. Further
work is needed to elucidate potential resistance mechanisms to enable development of more
effective and durable combinatorial regimens.
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PO-0069
Validation of an improved liquid chromatography tandem
mass spectrometry method for rapid and simultaneous
analysis of plasma catecholamine and their metabolites

Songlin Yu
Peking Union Medical College Hospital

Objective Catecholamines[dopamine(DA), epinephrine(E), and norepinephrine(NE)] along with
their metabolites [metanephrine(MN), normetanephrine(NMN), and 3-methoxytyramine(3-MT)]
play important roles in humans. Their extremely high levels can indicate the presence of
neuroendocrine tumors. Accurate and rapid quantitation of catecholamines and their metabolites
is useful in the differential diagnosis of neuroendocrine tumors.

Methods 200uL plasma were firstly diluted using isotope labelled internal standards(lS), and then
extracted using solid phase extraction. The performance of the isotope diluted liquid
chromatography tandem mass spectrometry(ID-LC-MS/MS) was thoroughly evaluated. The
method was then applied for evaluating the level of catecholamines and metabolites in clinical
practice and results of 73 apparently healthy adults were analyzed.

Results The total analysis time of the ID-LC-MS/MS method was 4 mins. The improved method
was highly sensitive, with a limit of quantification(LOQ) for MN, NMN, 3-MT, and E of 1 pg/mL,
and a LOQ for DA of 5 pg/mL, and NE of 10 pg/mL. After correction using IS, no significant
matrix effects were observed. Good reproducibility was obtained, with total CVs of 3.2-
13.1%,4.8%-10.0%, 6.2%-6.9%,3.8%-7.9%,4.1%-8.8%,3.4%-8.9% for DA, E, NE, MN, NMN, and
3-MT, respectively. Recoveries were in the range of 91.1 to 109.7% for the six analytes. The
mean levels of MN, NMN, 3-MT, DA, E, and NE in the volunteers were 22.9+7.2pg/mL,
41.4+17.2pg/mL, 2.34+2.01pg/mL, 10.2+4.6pg/mL, 29.3+14.2pg/mL, and 427.0+190.6pg/mL,
respectively.

Conclusions A reliable ID-LC-MS/MS method for the determination of catecholamines and their
metabolites using small volume of plasma was verified. The method is quick, simple, could serve
as an essential diagnostic tool for neuroendocrine tumors in clinical practice.
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PO-0074
Relationship between Epstein-Barr virus blood markers
with primary Sjogren's Syndrome

Guocai Wu
The Affiliated Hospital of Qingdao University

Objective Prime Sjogren’s syndrome (pSS) is a systemic chronic autoimmune disease in which
the lymphocytes attack exocrine glands, especially lacrimal and salivary glands, resulting in dry
eye and/or dry mouth symptoms. However the pathogenesis of pSS is not well understood. It is
suggested that virus infection, such as cytomegalovirus (CMV), hepatitis C virus (HCV) and
Epstein-Barr virus (EBV) is associated with pSS.

Methods In order to study the significance of EBV markers in peripheral blood of patients with
pSS, we detected EBV DNA and gene expression of BLLF1, B¢cLF1, and BKRF1 in the peripheral
blood mononuclear cell (PBMC) of 29 pSS patients by Real-time quantitative PCR, as well as
EBV viral capsid antigen (VCA)-specific IgM, IgG and EBV early antigen (EA) IgG by enzyme-
linked immunosorbent assay (ELISA)

Results The EBV DNA copy number in pSS patients and healthy controls were 26.76+£36.00
copies/ug DNA and 7.41+12.02 copies/ug DNA, respectively. The statistics results indicated EBV
DNA copy number in pSS patients was higher than that in healthy controls (t=3.603, P<0.01).
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The expression of BLLF1 was 15.26+3.77 and 14.84+1.35, respectively (=0.46, P=0.65); BcLF1
12.16+2.63 and 13.00+1.10 respectively (t=1.66, P=0.11); BKRF1 14.09+3.36 and 12.35+1.71,
respectively, with significant differences (t'=2.22, P=0.04). The VCA-IgM and EA-IgG positive
rate in pSS patients were 20.69% (6/29) and 62.07% (18/29), while that in healthy controls were
2.27% (1/44) and 2.27% (1/44). There was significant differences between the two groups by
statistical analysis (P<0.05).

Conclusions Active EBV infection plays an important role in the immune dysfunction of pSS
patients. The activation of latent EBV is associated with the pathogenesis of pSS.

P0O-0075
Evaluation of Serum Exosomal LhcRNA-Based Biomarker
Panel for Diagnosis and Recurrence Prediction
of Bladder Cancer

Shujun Zhang,Chuanxin Wang
The Second Hospital of Shandong University

Objective Bladder cancer (BC) is one of the most common malignancies of the urinary system.
More and more studies have shown that INCRNAs play a very important role in the occurrence
and development of tumors.The purpose of this study was to explore the clinical significance of
serum exosome INcRNA in the diagnosis of bladder cancer. Long non-coding RNAs (IncCRNAS)
embedded in circulating exosomes may serve as diagnostic biomarkers for a variety of tumors.
We aimed to develop a panel consisting of serum exosomal IncRNAs for diagnosis and
recurrence prediction of BC.

Methods Exosomes are characterized by their conserved size and density as well as the
presence of specific protein markers. Exosomes were isolated from serum of BC patients and
healthy controls and validated by transmission electron microscopy (TEM), nanopatrticle tracking
analysis (NTA) and Western blotting analysis. RT-gPCR was performed to analyze the
expressions of 11 candidate INcRNAs using a training set (n=200) and a validation set (n=320).
Receiver-operating characteristic (ROC) curves were employed to evaluate the diagnostic
performance of the identified IncRNAs. Multivariate logistic regression model was used to
construct an IncRNA panel. Moreover,we determined the correlation between IncRNAs and
recurrence-free survival (RFS) of patients with non-muscle-invasive bladder cancer (NMIBC) by
Kaplan-Meier analysis, univariate and multivariate Cox analysis.

Results TEM was used to confirm the morphology of exosomes, which should be revealed as
spherical vesicles with double layer membrane structure and diameters about 100 nm. Western
blotting was used to examine exosomal markers at the protein level. CD9 and TSG101 could be
detected in the exosome samples but not in the EDS. NTA showed the size distribution of
exosomes. Three IncRNAs (PCAT-1, UBC1 and SNHG16) were significantly up-regulated in
serum exosomal samples of BC patients. In the training cohort, BCs could efficiently be
distinguished from controls using PCAT-1, UBC1 and SNHG16 (PCAT-1. AUC=0.753; UBC1.:
AUC=0.751; SNHG16: AUC=0.681). A panel was established based on these three INCRNAs.
The three-IncRNA panel provided high diagnostic accuracy for BC with an the area under the
ROC curve (AUC) of 0.857 and 0.826 in the training set and validation set, respectively, which
was significantly higher than that of urine cytology. The corresponding AUCs of this three-IncRNA
panel for Ta, T1 and T2-T4 patients were 0.760, 0.827 and 0.878, respectively. Kaplan-Meier
analysis showed that NMIBC patients with high UBC1 expression had significantly lower RFS
(p=0.01). Univariate and multivariate Cox analysis demonstrated that UBC1 was independently
associated with RFS (p = 0.018).

Conclusions Three (PCAT-1, UBC1 and SNHG16) out of the 11 IncRNAs had a statistically
increased expression in BC patients compared with the healthy donors. Our study established a
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distinctive three-IncRNA panel with considerable diagnostic value and identified IncRNA UBC1 as
a potential biomarker for prediction of NMIBC recurrence.
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PO-0078
Dissemination of NDM-5-Producing Escherichia coli
Mediated by the IncF-Type Plasmid in Southwest China

gk
HRERR 22 M & 55— F¢,400000

HH A comprehensive study on the prevalence and clinical significance of NDM-5 among clinical
carbapeneme-resistant Escherichia coli (CR-EC) infections has not been thoroughly characterized
to date.

J7¥% The present study was initiated to identify the prevalence of NDM-5 among CR-EC strains
isolated, to reveal the genetic context of blanoms, and to evaluate the risk factors and clinical
outcomes of patients with NDM-5-positive E. coli infections.

Z5 8 109 non-repetitive CR-EC isolates were collected from 2013 to 2017, among which 41
(37.61%) were NDM-5-producers, with most isolates carrying the IncF-type plasmids. Complete
sequencing of the blanpm-s-harboring IncF plasmid revealed highly conserved regions (blews.-
trpF-tat) and some transposons around blanpm-s.

Z5# Our findings revealed a new potential threat of NDM-5-postive CR-EC in mainland China
and emphasized an urgent need to control their further spread.
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BRI Gk AL PRI 22 E  Cinfection mononucleosis, IM)IZWIE, AlIkEEEZH IM 47
PSS = AR -
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P<0.01). W %240 CD4+/CD8+ LLAEAI CD19+B #hEE4iffu H 43tk (%) T XA (P #H<
0.01) , H-FHEIEM*X (r=0.681, P<0.01) . [fij&E ADA il LDH. #hN&E 1L CD4+/CD8+ HLiEAI
CD19+B M4 E 40t (%) 2H1 IM ) AUC 43524 0.987. 0.916. 0.994 1 0.986, L\ %45
FRESGAII IM ) AUC 5 0.998, 1tT-8—15 H fi2 B xkhg .

&0 175 ADA Fil LDH DL KA1 E i itk 20 BB LB B A2 0 IM s S e tE s, b IM 2
BRI R WS WNE, R BT B LA e Thee, FIWTE, EREKR)T 2N
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SR ETEAREMERFEAH YN UHE

Wi 5 AL
BB 5E — M I R

B 50T 45 itk B (Colorectal adenomatous polyps, CAP) Ha 288 b figg il i B A A i
FEYARAL, R B H A R SR AR, NIRRT i B R LR A ITE CAP [
Jo R A R R AR RO (A FH B4 BEL BEA

FriE SEIG . (OREEL 30 4 CAP i (CAP 4D , Hrh R 23 . ZE-ERIR 6 .
SRR 16, BECLIEE; @& 30 BIEEERE (HC 4D , ¥NLRmERE AR, B
HAEAE,

FAFAC = 00T OB EERIRZEEVE T dH20, ZUE I e 5 N B T (i3 ) 2 28 rh e 4
JEWiZ (SCFA) &iE; @RISR RISLIGH I E T H Y, SJEMdIEEMNH UPLC-MS/MS 4y
BT ASCIN S JIE A R R 8 0 3 2

L5 iR SCFA & mdle, Hy MM TE]RA CAP Ah&&EE T HC 41 (P=0.003
P=0.000) . XZKAHTER (CDCA FIfiiAMHER) SEAEMNARTLZESR (P=0.22 fl P=0.22) . J:#
IR H e BifA c9,t11-CLA S EEMWA AL 2R (P=0.234) , T1fj t10,c12-CLA & & 1E HC A+ &
ZET CAP 4 (P=0.013) .

% 1. CAP B dsf@idh, Xl @RAa =Y . TR & &I m, t10,c12-CLA 1#&
iy L2 (A

2. CAP g defiivh, X g Ra HEM RGN IR & =& T L2 R
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B WA 2% 5tk (LC) BE RN HFIREA (AFP) | JEPiE 125 (CAL125) MF4EE MR
(FIB) KPR FHE AR F G PR 12 Wi B

Jrik U4E 2017 4F 1 H & 2018 4 5 H TR ANREEFE 2N LC 5 118 BilfE N,
RS2 110 BIE AT IR . A FExT b 4L R iR 4] AFP. CAL125 Al FIB HI/KF; KA
WE TAERHMERZ (ROC) X 3 NMEhREHAT IS ME 4 FHd i e PEF R i %5 F8bn 5 LC B
Child-Pugh ¥4 2 [E] 128 5

2R SxTRAML, FA AFP. CA125 /KFm T X4 (P<0.001) , FIB /KA X EZH
(P<0.001) ; AFP. CA125. FIB ik NTHA (AUC) %354 0.764. 0.92. 0.672, —HELH
Rl AUC 24 0.966(P<0.01); #%Hil & KRR )5, K CA125 5 Child-Pugh 47 2 [ BA 2k
KRR,

258 AFP. CA125 I FIB /K F7ERT 4 J5 A4k (B3 i AR B2, H = AN PR B A A U 7E 95
I3 (12 Wi v A i 1 S P ANEL

PO-0085
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R
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B LRSI AEA (PA) o SRR (PCT) Eath g% B b i m, 3FF Hxt
SV R 28 7 B AR R K TS (1 BANE

T EE 2017 4 1 A & 2018 4F 6 H TR AN R EBL 2 W SRR 2 1) B35 124 BIE =
e, HARE SRR (MAP) 78 i, HIESPERRIRA (SAP) 46 i, fFE32# 100 FilfE
SR HRZH . R I R AR R ZH PCT. PA 2 CRP Z53EAni/KF, SKH 32k TAEERE ih
4 (ROC) X} 3 MEIREAT SAP FMME /- #r H8d 2 708 8 A 5 i 5 48hn 5 MAP SB35 KA
SAP JLEZ AIFIR R

G SR AIA L, MAP 412 SAP 41 PCT. CRP /K TX R4 (P<0.01) , PA KK T %
FEZH (P<0.01) ; 5 MAP #4AHEL, SAP 40 PCT. CRP /KF&ET MAP 41 (P<0.05) , PA /K%
T MAP 41 (P<0.01) ; PCT. PA & CRP K ROC fiZk N4> % A4 0.919. 0.913 #I
0.743(P<0.05); #%#fil WBC. PCT ZJ&, PA /K FREFFAE 1 /ANFAL, FERE SV IR 28 8 35 i A2 FE
SPERAR 2 0 LRI S 14.0%, 56 WBC. PA 2 J5 PCT fFhm 1 NN, B0 Sk e & s
R ERE SR IRAR 28 1 LR 5 512.8%.

258 PCT. PA JKPAE2PEREAR A B IyE AR B3, X Sk iR 28 ™ SRR FE K 75 A 1R 1)
TR E -
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PO-0086
Emergence of ST11-K47/K64 hypervirulent carbapenem-
resistant Klebsiella pneumoniaein bacterial liver abscesses
from China: a molecular, biological,
and epidemiological study

Qiwen Yang
Peking Union Medical College Hospital

Objective Multidrug-resistant bacteria, especially those with high virulence,are an emerging
problem in clinical settings. We conducted a multicenter epidemiological study and comparative
genomic analysis onthe evolution, virulence and antimicrobial resistance of carbapenem-resistant
Enterobacteriaceae (CRESs)inpatients with bacterial liver abscesses from 2012 to 2016.

Methods All isolates were identified using MALDI-TOF MS. Antimicrobial susceptibility,multilocus
sequence types, serotypes and genetic features were characterized using broth microdilution
method, multilocus sequence typing, and whole genome sequencing.Virulence
phenotypesweredetected usingstringtest, human neutrophil killing assayandGalleria mellonella
infection model. Complete genome especially plasmid analysis of a representative ST11-K47
hypervirulent carbapenem-resistant Klebsiella pneumoniae (Hv-CRKp) strain was carried out by
PacBio Sequel sequencing.

Results A total of 477 liver abscesses cases were collected. Enterobacteriaceaewas the
mainpathogen (426, 89.3%) with K.pneumoniae (250, 52.4%) predominating followed by
Escherichia coli (128, 26.8%).AlICRKpswere sequence type (ST) 11with serotype K47 or K64 and
simultaneously acquired carbapenemase genes (blakpc-2 orblakec.s) and extended spectrum f3-
lactamasegenes (blactx-m-s5)together with the multidrug transporter EmrE. All eight CRKps were
clustered together, and five ST11-K47 and three ST11-K64 strains were evolved separately into
two different branches. Seven Hv-CRKps (five ST11-K47,twoST11-K64)were experimentally
confirmed. Genomic analysis indicated that the emergence of one ST11-K64 Hv-CRKp strain was
related to the acquisition ofcapsular polysaccharide regulator genes (rmpA/rmpA2) and
siderophore gene clusters (salmochelin: iroBCDN;aerocin: iucABCD) while ST11-K47 Hv-CRKp
lacked these traditional virulence genes.Further complete genome analysis of one ST11-K47 Hv-
CRKp strain, R16, showed that this strain acquired a rare 144Kb plasmid (pR16-Hv-CRKpl)
carrying blakpc2, blashv-12,blatem-1, blactx-mes, rmtBand a predicted virulence gene R16 5486
simultaneously.

Conclusions CRE made up 2.3% in bacterial liver abscesses, whereas Hv-CRKp accounted for
2.8% among K.pneumoniae strains.The 30-day mortality was 1/5 for ST11-K47 CRKp infections
and 0/3 for ST11-K64 CRKp infections. The emergence of the ST11-K47/K64 Hv-CRKps, which
are simultaneously multidrug resistantandhypervirulent, putsserious threats to public health, and
urgent control measures must be carried out.
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PO-0087
Comparison of Three Different Chemiluminescence Assays
and a Rapid Liquid Chromatography Tandem Mass
Spectrometry Method for Measuring Serum Aldosterone

Yicong Yin,Ling Qiu,Songlin Yu
Peking Union Medical College Hospital, Chinese Academic Medical Science and Peking Union Medical College

Objective We aimed to compare and analyze the serum aldosterone (SALD) level obtained using
three different chemiluminescence immunoassays (CLIAs) and liquid chromatography tandem
mass spectrometry (LC-MS/MS) method.

Methods Serum samples from 221 patients with suspected primary aldosteronism (PA) were
retrospectively included in this study conducted at the Peking Union Medical College Hospital
from June to August in 2017. The sALD level was determined using the LC-MS/MS method and
three different CLIA systems, viz., DiaSorin® XL, iSYS, and Auto Lumo A2000. Pooled fresh
serum samples were used for recalibration. Passing—Bablok regression, correlation matrix, and
Bland—-Altman plots were used to evaluate the agreement among the ALD levels.

Results Within laboratory precision of the four assays ranged from 2.1% to 9.4%, except the
coefficient variation of one of the CLIAs that exceeded 20.0% for samples with low SALD level.
The sALD level measured by LC-MS/MS was significantly lower than that measured by the other
three CLIAs (P < 0.0001). Spearman correlation among the four assays ranged from 0.745 to
0.950 (P < 0.0001). Bland—Altman plot showed that the average bias (%) for the three CLIAs and
LC-MS/MS were ranged from -69.3 to -49.2. After recalibration, the bias and bias percentage
were not significantly improved among the assays except those of LC-MS vs. IDS and DiaSorin.
Conclusions Significant inconsistencies between the results of CLIAs and LC-MS/MS indicated
that the sALD measures cannot be used interchangeably and that recalibration cannot obviously
improve the inconsistency among the assays.

PO-0088

FF &R B R RE R G RIEMETR

IEEEVS
Hh R 2 B2 e B s B TS 58, 100000

HE) WKL EL 3535 (Aotoma-ted Quality Control) AQC 54%%: T3 B (i i A 2 bt
B, VP AQC R #5 iRe LA A S5 AR G Sl 4 i s A6 A0, DAV A2 I PR S0 8 =5 7 = 75 oK 5 et
F¥E AW E R s YA R B AR S RS2 0 LI H 9 AU B

1#EH 2018.11.07-2019.01.07 i f% G i 544k 5 2019.01.08-201

9.03.08 AQC ##Ett#:. M Bio-Rad Unity Real Time (URT) JR&&HHME2H1H5E CKMB
mass. Myo. hscTnl. FJ/NPURES (Sigma) i, T4 P8R o 2248 2 f0 o 12 3R 25 7k

iR AQC Z1T%IH Sigma H¥>7 s GeIEH bk 1ML G =M Sigma [ERIAEN A %
5, H 4 CKMB mass Sigma min &y 5.07 HAth Sigma {514>6; A #EFE H AQC RILH AT .
g (a) WA REY a3600 /K&K L% R G5 1% G0 i A A B A AT B S i 52 AR
i, AR A R RER IS R . (b)) BT ANS 5 REIRE, Rk iR
ST A AEARRIE. (o) WEARMEN AQC NN EE M S Feft TR Eg (d) XFFHgit
B ELICH T N RSBS54 2 78 53 AR 3 .
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18 MERMEERMEF VERFEIER R REMER R

WS

F AR IE R PR S B I 5 N IR B

B PRIT  EFEBAL PEE I R 1 VSR FEE PR 22 DR K 4 R ML o

F¥E SR APTT. PT SEWITHRE, HEHAT FVIEHEFIGTEATIN, i — I 7 e 1 £ 14 e i (5]
TV BUR AL 6 A 2 1 R 0 ) B A SRR R R R R AE A A R LN AR K P R AT
CDNA 7K~V B8 7t .

GR BEIWGKEIAAE T, Mo BFEARRE (1/18) , REHOCGRIAE B M. FiBESH
i, WA A& 2 (1118) , EERISCTH M (2/18) , HEMIA WM (4/18) . £ 18
5353 A PR INL IR 7 V R BFE Hh ER H 36 A F5 BER SR RAR, W A IR B Bk A
. Mo 14 ANRARNEFRE RIGE RHT R, A 4 M URAE (¢.1673A>G,p.Tyr558Cys;
c.1A>T,p.MetlLeu; c.1685A>T,p.Asn562lle; ¢.5524G>T,p.vVall842Phe ) , 4 A~ & X R &
( €.436C>T,p.Argl46*; €.1600C>T,p.Arg534%; €.4861C>T,p.Argl621*;
€.6175C>T,p.GIn2059* ) , 1 A B P fi7 i KA (¢c.373+1G>T ) , — ™ K# Rk R
( 9.50226_58966del,p.Leul262_Trpl657del , NG_011806.1 ) F1 4 A~/ R 2k /46 N 5 4
( ¢.2904dupT,p.Asn968*; €.6430_6431dupCT,p.Ser2145Cysfs*7,; €.1685_1687delACA,
p.Asn562del; ¢.2846delT, p.Leu949Trpfs*10) . [ 4 fd Al i /M ¥ ) cDNA #F 50 & 81 ,

0.50226_58966del A it %k R A S F A c.2721 M c.2722 Z A B BT YA S, 55
p.Vall193 GIn1657del. BIYIf7 S 58438 ¢.373+1G>T S 3 SANE THIBE . FVIGEAHER
ME7R, AN CRM . %46,  p.Asp96His. p.Phe218Ser Fll p.Lys678Glu = RAHH K
B 2l 11.1%. 8.3%71 8.3%.

GEB A% 1 DR R B RE (I PR SR I S SO PR K, S S PP 43 o] DAV A S of ) 7 B AR

p.Asp96His. p.Phe218Ser Al p.Lys678Glu =545 ] fE & H [ N BERI Al 52z .

PO-0090
The morphological changes of monocytes in peripheral
blood as a potential indicator for predicting active
pulmonary tuberculosis

Tian Shen?,Xingjian Cao?,Junwei Shit,Yu Yu?,Yihua Zhu?,Delin Gu*
1.the Sixth People's Hospital of Nantong
2.The Second Affiliated Hospital of Nantong University

Objective Monocytes play a crucial role in immune response against Mycobacterium tuberculosis
infection. The purpose of this current study was to investigate the morphology present on
monocytes in peripheral blood from patients with active pulmonary tuberculosis (APTB) and the
laboratory performance of the changes for discriminating cases from normal healthy subjects
(NHS).

Methods A total of 71 peripheral blood samples from patients with APTB, and 65 samples from
NHS were analyzed. The mean monocyte volume with its distribution width and mean monocyte
conductivity as well as monocyte light scatter were detected by VCS technology used on the
LH750 hematology analyzer. Correlations of these changes with the serum levels of cytokines
Interlukine-1B and Interlukine-6 measured by enzyme-linked immuosorbent assay (ELISA)
method in the immune alterations were further evaluated. The Receiver operating characteristic
curve (ROC) analysis was used to highlight the clinical implication.
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Results In APTB patients, the mean monocyte volume showed significant difference
(176.44+8.511 versus 167.59+5.48fl, P value=0.000) associated with an evident elevation in the
mean monocyte volume distribution width (21.12+3.15 versus 18.16+2.18, P value =0.000) when
compared to those in NHS. However, there were no statistically significant differences of the
mean monocyte conductivity (117.14+5.84 versus 116.21+5.29, P value=0.154) and the mean
monocyte scatter (85.88+5.36 versus 87.96+5.29, P value=0.057) observed between two groups.
Furthermore, the mean monocyte volume had positive relationship with the serum level of
cytokine Interleukine-1B (correlation coefficient=0.484, P value = 0.000), produced in M.
tuberculosis infected monocytes. In addition, the receiver operating characteristic (ROC) curve
analysis was applied to evaluate the discriminatory ability of the monocyte VCS parameters
between APTB and NHS group. Among all VCS parameters, the mean monocyte volume was
strongest discriminator between APTB and NHS with an AUC of 0.897. Using the cutoff value of
172.60fl, the mean monocyte volume achieved a relatively good sensitivity of 80.3% and
specificity of 87.3%. Simultaneous measurement of the mean monocyte volume and its
distribution width was able to distinguish active infection with an excellent sensitivity of 84.5% and
specificity of 90.5% comparable to those obtained from pro-inflammatory cytokine interleukine-6
identifying APTB with great accuracy.

Conclusions It is conceivable that the morphological changes of monocytes due to M.
tuberculosis infection tend to be larger in sizes as shown with increased mean monocyte volume
with its distribution width. Thus these changes led us to propose that the increased cell volume
may reflect the immune response specific to active tuberculosis infection and may be useful as a
sensitive biomarker to predict M. tuberculosis infection.

PO-0091
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HE R0 RA B AN E g R AT I S A A AL, DA S50 TE sl BEAT Thi/Th2 B2& 2k
KR

T ASHIFF0E FH Ui 22 AR A 028 X 12 56 15 48 (Rheumatoid Arthritis, RA) % 41 JE i 24N 4% 48
Jfi(Peripheral blood mononuclear cell, PBMC) Thi/Th2 4t i) b A A g m 40 i 3 & S s kK
7, A ELISA &R i IFN-y £ IL-4 7K°F, F Western blot yE sl ifiL i S G 1 1IgE 24 G
2 A Y(IgE-CIC) /K-,

LR Th/Th2 Zia bl 5 DAS28 1/ AL IEA KR, RA BFH ML IFN-y A HEZH .
ETE, BABIRTESIEAISS, H IL-4 WACFITEZE 7 RA GRS WE U R4 i 505 ons I 20 12 2
A%, HosnEumil (Eiik CD203c 1 CD62L), RA HE A& MLAELE Ei/kF 1 IgE-CIC, TiXfiE
HNTG.

8 RA EEINEVETIER AN S VR SR B E D, ARSI E A RGO EL 2 LR SR I
Bz, XPUAME Thi N2& kM, AEN RA PTG RAEHIITL R,
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PO-0092
Development and validation of tumor-educated blood
platelets ITGA2B RNA for diagnosis and prognosis of non-
small-cell lung cancer through RNA-seq

Shan Xing,Tao Zeng,Wan-li Liu
Sun Yat Sen University Cancer Center

Objective Blood platelets act as local and systemic responders during tumorigenesis and cancer
metastasis, thereby being exposed to tumor mediated platelet education, and resulting in altered
platelet behavior. It has been reported that tumor-educated platelets (TEPs) may enable blood-
based cancer diagnostics. We characterize the platelet mRNA profiles of early stage non-small-
cell lung cancer(NSCLC) patients and healthy donors and investigate their potential for TEP-
based diagnostics and prognosis.

Methods RNA was extracted from 9 patients with NSCLC (stages | and Il) and 8 healthy controls.
Differentially expressed genes (DEGs) were analysed using RNA transcriptome sequencing
technology, then filtered out by the next multi-step analysis: expression frequency, upregulated
fold, bioinformatics, lung cancer signaling pathway analysis, oncogenic protein function analysis,
and document retrieval retrospective analysis. Circulating platelets was isolated from three
independent groups, that is, early NSCLC patients, benign pulmonary nodules patients and
matched healthy volunteers (test cohort n = 152, 109, 97 and validation cohort n = 91, 16, 53).
MRNA expression levels of ITGA2B, SELP were analyzed by qRT-PCR in the test cohort and
verified by two different methods, RT-PCR and Droplet Digital PCR(dd-PCR) in the validation
cohort.

Results Eight mRNA (BSG, HK1, HLA-E, ITGA2B, SELP, TGB1I1, THBS1, and TLNQ) were
selected as candidate biomarkers for initial analysis. Platelet ITGA2B were remarkably higher (P
< 0.001) in patients with NSCLC than in all controls. ROC curves analyses illustrated that the
levels of platelet ITGA2B mRNA were robust in discriminating the subjects with or without NSCLC,
with an area under the ROC curve (AUC) value of 0.922 (95% ClI, 0.892-0.952). When the cutoff
value was set to the optimal point (0.001759), the sensitivity and specificity was 92.8% and
78.6%, respectively. A binary logistic regression analysis was applied to construct a diagnostic
model: Logit (p = NSCLC) = -3.66+91.87 ITGA2B+ 0.548 CEA. The model combined CEA with
platelet ITGA2B, improving diagnostic capability with an AUC of 0.957 (95% CI, 0.939-0.975),
sensitivity of 90.1%, and specificity of 86.9% in test cohort. The results were similar in
discriminating the benign from malignant lung nodules, stage | NSCLC from controls and in
validation cohort. Furthermore, ITGA2B maintained diagnostic accuracy for patients with NSCLC
using ddPCR and the other type of internal control, RPL32 [ddPCR: 0.967 (0.929-1.000) and
RPL32: 0.847(0.773-0.920)]. Patients with NSCLC with higher platelet ITGA2B mRNA expression
levels had remarkably worse OS rate compared to patients with lower platelet ITGA2B (71.5% vs.
86.7%; p = 0.005) via the Kaplan-Meier method. OS was remarkably associated with platelet
ITGA2B mRNA (p = 0.006), clinical stage (p < 0.001), and CEA (p < 0.001). Strikingly,
multivariable Cox analysis illustrated that only platelet ITGA2B mRNA (HR, 2.295, 95% ClI, 1.263-
4.170, p = 0.006), and clinical stage (HR, 1.973, 95% CI, 1.500-2.595, p < 0.001) retained
independent prognostic value. A homogram incorporating ITGA2B, CEA and stage could predict
the OS (C-index = 0.756).

Conclusions ITGA2B on tumor-educated blood platelets is a promising marker to improve
identification of patients with early-stage NSCLC and differentiate malignant from benign lung
nodules.
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mer-1 PEMEZ R R 25 v 1B RE, BUAr b X R LE N E; R B ST TE A ST34 Al
RAGTE T TMIEDR; PFGE %on, 8 tk mer-1 PHMER o3 iR . 8 R sthiks, H
BATHEZRERNY; &AL RN : 8 #k mer-1 PHEERE M E L. 224-280kb ) IncHI2
RpRiAE, HA 1LHREH 60 kb 1) Incl2 B 5k
G THZGHE RS R EWEAYITTHE QRDR RASSE BRI gyrA FEKIFI parC [ 247 1)
QRDR B ARl e SRR B 2515 H . HP 1 1H QRDR &I 21 M As. HIRIETL
IR X R BRI mer-1 FERA S 2R TR R I 2 v 116, HE kO3 ST155 AU ST34 A4k
b T MBI T T ORI mer-1 BH PR

PO-0094
Correlation between Single Nucleotide Polymorphisms in
Whnt/B-catenin signaling pathway genes with Cervical
carcinoma in Chinese Han Patients

BQ Wang
the Second XiangYa Hospital of Central South University

Objective :Cervical cancer is a multifactorial gynecologic tumor in women worldwide.lts
occurrence and development are related to genetic and epigenetic changes in genes encoding
proteins that are vital components of various signaling pathways,such as Wnt signaling
pathway.In this study,we investigated the correlation between genetic variants in Wnt/B-catenin
key genes with predisposition to cervical cancer.

:Cervical cancer is a multifactorial gynecologic tumor in women worldwide.lts occurrence and
development are related to genetic and epigenetic changes in genes encoding proteins that are
vital components of various signaling pathways,such as Wnt signaling pathway.In this study,we
investigated the correlation between genetic variants in Wnt/B-catenin key genes with
predisposition to cervical cancer.
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Methods We genotyped seven single nucleotide polymorphisms (SNPs) located in CTNNB1
(rs1798802, rs2293303 and rs3864004), APC (rs454886) and GSK3[B (rs3755557) in patients
with cervical cancer(n=147) and controls(n=158) via Sanger sequencing.The chi-square test was
used to evaluate the genetic association with the cervical cancer susceptibility.Stratified analysis
was performed based on age of on-set of cervical cancer.

Results In the case-control study,genotypic analysis of individual locus revealed significant
difference between cases and controls in 3 SNPs (rs1798802, rs2293303 and rs3864004) located
in CTNNB1.The dominant model of rs1798802 and recessive model of rs3864004 were
associated with cervical cancer risk(p=0.042 and p=0.018).The rs3864004 A allele gene and
rs2293303 T allele gene had a hazardous influence on cervical cancer(p=0.031 and
p=0.040).Besides,the frequency of CTNNB1 rs4135385 A allele were significant higher in cervical
cancer patients whose age were above 46(p=0.026).Evaluation of Wnt pathway SNPs for
CTNNB1 rs11564475, APC rs454886 and GSK3[ 3755557 did not show any association in the
overall study nor in the stratified analysis.

Conclusions Altogether,our study demonstrated that CTNNB1 rs1798802, rs2293303 and
rs3864004 increase susceptibility to cervical cancer.In addition, CTNNB1 rs4135385 were
significantly associated with old aged cervical cancer patients.Confirmation of our finding in large
samples of multi-regional and multi-ethnic researches can provide accurate evidence for the use
of SNPs in Wnt/B-catenin pathway genes as screening biomarkers for early-detection of cervical
cancer.

PO-0095
Tim-3/galectin-9 interaction promotes NK cells mediated
inhibition on CD8+T cells in chronic hepatitis B

Di Zhao
gilu hospital of shandong university

Objective T cell immunoglobulin and mucin domain-3 (Tim-3) has been shown to contribute to
the dysfunction of CD8*T cells in patients with chronic virus infection. However, the mechanisms
remain largely unknown. The aim of the study was to explore the role of NK cells in Tim-3-
mediated CD8*T suppression in chronic hepatitis B (CHB).

Methods Tim-3 expression and phenotype characterization were analyzed by flow cytometry in
CHB patients and healthy controls. CSFE-based proliferation and IFN-y expression were used to
evaluate CD8*T cells functions. Magnetic beads were used for NK cells depletion or CD8*T cells
isolation from peripheral blood mononuclear cells (PBMCs) of CHB patients. Tim-3-Fc, Tim-3
neutralizing antibody or alpha-lactose was involved in blocking assays.

Results Tim-3 expression was significantly up-regulated on peripheral CD8*T cells from CHB
patients. The proportion of Tim-3 expressing CD8*T cells showed significantly positive correlation
with HBV viral load. Blocking Tim-3 pathway in PBMCs with human Tim-3-Fc greatly increased
the HBV specific IFN-y expression and proliferation of CD8*T cells. However, Tim-3-Fc failed to
enhance HBV specific CD8*T cells responses in the absence of NK cells, suggesting the
important role of NK cells in Tim-3-mediated dysfunction of CD8*T cell in chronic HBV infection.
Moreover, blocking galectin-9 on NK cells with lactose greatly increased HBV specific IFN-y
expression and proliferation of CD8*T cells in CHB patients.

Conclusions NK cells are critical for Tim-3-mediated CD8*T cells suppression in CHB.
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PO-0097
Urinary nephrin and matrix metalloproteinase-9 in
idiopathic membranous nephropathy: potential
applications.

Kankwasa gilbert A
Shengjing hospital of China Medical University

Objective Idiopathic membranous nephropathy (IMN)is a major cause of adult
nephrotic syndrome. Because of its varied course, IMN requires accurate predictionas a
prerequisite for treatment administration. Currently, its prognosis is determined by proteinuria the
onset of occurs after substantial renal damage. Although the urinary excretion of Matrix
metalloproteinase-9 (MMP-9) and nephrin occurs in early stages of glomerular diseases and the
two biomarkers have demonstrated capacity to reflect the severity of nephrotic syndrome in
several glomerular diseases, their value in IMN is not yet known. We measured the urine levels of
both biomarkers and determine their relationship with key parameters of renal function in order to
their potential in the management of IMN.

Methods Idiopathic membranous nephropathy (IMN)is a major cause of adult
nephrotic syndrome. Because of its varied course, IMN requires accurate predictionas a
prerequisite for treatment administration. Currently, its prognosis is determined by proteinuria the
onset of occurs after substantial renal damage. Although the urinary excretion of Matrix
metalloproteinase-9 (MMP-9) and nephrin occurs in early stages of glomerular diseases and the
two biomarkers have demonstrated capacity to reflect the severity of nephrotic syndrome in
several glomerular diseases, their value in IMN is not yet known. We measured the urine levels of
both biomarkers and determine their relationship with key parameters of renal function in order to
their potential in the management of IMN.

Results Both biomarkers were higher in IMN. Only MMP-9was significantly increased in patients
with nephrotic syndrome, in the anti PLA2R-postive patients and in patients with eGFR less than
90 ml/min/1.73 m2. MMP-9 was significantly correlated with both proteinuria and eGFR while
nephrin correlated with only eGFR. Neither MMP-9 nor nephrin was significantly correlated
withserumPLAzR antibodies.

Conclusions Urinary MMP-9 holds a greater potential than nephrinuria in monitoring the severity
of IMN
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PO-0102
Overexpression of S100A14 contributes to malignant
progression and predicts poor prognosis of lung
adenocarcinoma

Di Wang,YiQun Che
National Cancer Center/ National Clinical Research Center for Cancer/ Cancer Hospital, Chinese Academy of
Medical Sciences and Peking Union Medical College

Objective S100A14 is a member of the S100 calcium-binding protein family that exerts important
phenotypic effects on cell proliferation, apoptosis, differentiation, and motility. However, the
functional role and potential clinical significance of S100A14 in lung adenocarcinoma has not yet
been clarified.

Methods We analyzed genomic alterations of S100A14 using The Cancer Genome Atlas lung
adenocarcinoma genomic dataset. S100A14 displayed significant copy number amplification in
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lung adenocarcinoma. We detected S100A14 expression in lung adenocarcinoma and analyzed
the correlation between S100A14 expression and clinicopathological characteristics.

Results Immunohistochemical analysis showed that S100A14 expression was obviously
upregulated in lung adenocarcinoma tissues compared to matched normal counterparts.
Statistical analysis revealed that S100A14 expression strongly correlated with poor differentiation,
metastasis, stage, smoking, and EGFR mutation. Furthermore, our data indicated that S100A14
serum levels were higher in lung adenocarcinoma patients than healthy controls. Intriguingly,
S100A14 serum levels were related to distant metastasis (P = 0.028). High S100A14 expression
was significantly associated with overall (P = 0.0016) and post progression (P = 0.039) survival.
In addition, we investigated the biological functions of S100A14 in lung adenocarcinoma cell lines.
The results demonstrated that S100A14 promoted cell migration and invasion of SPCA1 and Glc-
82 cells.

Conclusions S100A14 increases the motility of lung adenocarcinoma cells, and might be a
diagnostic and prognostic serum biomarker and potential therapeutic target for Iung
adenocarcinoma.
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PO-0106
Susceptibilities of Gram-negative bacilli from hospital- and
community-acquired intra-abdominal and urinary tract
infections: A 2016-2017 update of the Chinese
SMART study

Hui Zhang,Yingchun Xu,Qiwen Yang,Siemeng Duan,Jingjia Zhang,Ge Zhang,Yang Yang
Peking Union Medical College Hospital

Objective To update the epidemiology and susceptibility of hospital-acquired (HA) and
community-acquired (CA), as well as intensive care unit- (ICU-) vs non-ICU-derived intra-
abdominal infection (IAl) and urinary tract infection (UTI) pathogens in Chinese hospitals.
Methods A total of 2,546 Gram-negative isolates from IAls and 1,947 isolates from UTls
collected in 16 hospitals and 7 regions of China from 2016 to 2017 were collected and analyzed
Results E. coli and K. pneumoniae were the most common pathogens identified in HA (40.7%,
21.9%) and CA (49.2%, 21.3%) lAls and in HA (59.0%, 17.3%) and CA (64.3%, 12.7%) UTIs,
respectively.

The overall rates of extended-spectrum B-lactamase- (ESBL-) positive strains were 48.4% for E.
coli and 26.6% for K. pneumoniae. The rates of ESBL-positive E. coli and K. pneumoniae strains
were significantly higher in HA than in CA 1Als (51.7% vs 42.4%, P = 0.016 and 22.0% vs 20.6%,
P < 0.001). IAI E. coli ESBL-producing isolates were most susceptible to IPM (97.2%) and AMK
(93.9%), and UTl-associated E. coli ESBL-producers were 94.74% susceptible to amikacin (AMK),
97.02% to imipenem (IPM), and 91.4% to ertapenem (ETP). IAl K. pneumoniae ESBL-producing
isolates were most susceptible to AMK (84.43%) and IPM (82.79%), and UTl-associated K.
pneumoniae ESBL-producers were 88.39% susceptible to AMK, 87.5% to IPM, and 82.14% to
ETP. Percentages of susceptible strains to Piperacillin-Tazobactam (TZP) were in the range of
82.1%-91.1%, to 5 cephalosporins in the range of 31.5%-91.1% and to 2 fluoroquinolones in the
range of 37.7%-45.7% for E. coli and 65.6%-84.5%, 37.7%-75.3%, and 43.9%-73.2% for K.
pneumoniae, respectively.

Conclusions E. coli and K. pneumoniae continued to be the main pathogens in Chinese UTIs
and |Als with high ESBL-positive rates between 2016 and 2017. Carbapenem- or amikacin-based
therapies were the most effective to combat IAl and UTI pathogens.

125



AR 2+ R ER R R AR R W WIS

PO-0107
Evolution of hypervirulence in KPC-2-producing ST11
carbapenem-resistant Klebsiella pneumoniae in China: A
multicenter, molecular epidemiological analysis

Yawei Zhang?,Longyang Jint,Pengwen Ouyang?,Qi Wang?!,Ruobing Wang*,Juan Wang?,Hua Gao?,Xiaojuan
Wang?!,Hui Wang*
1.Peking University People's Hospital
2.Hunan Province People's Hospital

Objective Background: Carbapenem-resistant hypervirulent Klebsiella pneumoniae (CR-hvKP)
have been increasingly reported in China; however, multicenter, longitudinal surveillance on CR-
hvKP is lacking.

Methods Methods: We retrospectively investigated CRKP in 56 centers across China, in 2015—
2017, and screened the virulence genes (iucA, iroN, rmpA, and rmpA2) for the presence of
virulence plasmids. Hypermucoviscosity, serum Kkilling, and Galleria mellonella lethality were
conducted to identify CR-hvKP among strains with four virulence genes. Capsule typing, fitness,
and plasmid features of CR-hvKP were also investigated.

Results Results: A total of 1052 CRKP were collected. Among these, 34.2% (360/1052) carried
virulence genes, and 72 of them had four virulence genes tested. 55 (76.4%) were considered to
be CR-hvKP using the G. mellonella infection model, with KPC-2-producing K64-ST11 being the
most common type (80%, 44/55). Prevalence of CR-hvKP differed greatly between regions, with
the highest in Henan (25.4%, 17/67) and Shandong (25.7%, 25/97). A significant increase in CR-
hvKP among KPC-2-producing ST11 strains was observed, from 2.1% (3/141) to 7.0% (23/329)
(p=0.045). Alarmingly, compared with classic CRKP, no difference in growth was found among
CR-hvKP (p=0.7028), suggesting a potential risk for dissemination. The hybrid virulence and
resistance-encoding plasmid evolved from pLVPK and the resistance plasmid harboring blakpc-2,
indicating evolution existed between the hypervirulence and hyper-resistance plasmid.
Conclusions Conclusions: CR-hvKP were more frequently detected than previously assumed,
especially among KPC-2-producing ST11. Dissemination of hypervirulence could be extremely
rapid due to limited fithess cost, and the evolution of resistance genes into hypervirulence
plasmids was identified, presenting significant challenges for public health and infection control.
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PO-0109
Novel Genetic Variants in ABCC Gene Family Associated
with Hepatotoxicity in Western Chinese Han
Tuberculosis Patients

Hao Bai,Binwu Ying
Department of Laboratory Medicine, West China Hospital, Sichuan University

Objective Six-month combination regimens could lead to serious hepatotoxicity, which may limit
the clinic use of anti-tuberculosis drugs because of the increased risk of mortality. Hepatic
transporters are critical to the influx and efflux of compounds into and out of cells, and the
subfamily ABCC is one of the largest and representative family of ABC transport system.
Methods In the current study, we screened and genotyped 39 single nucleotide polymorphisms
(SNPs) of 13 ABCC genes in 746 eligible patients treated by first-line anti-tuberculosis drugs in
Western China Hospital. Genomic DNA was extracted from a peripheral blood sample of each
patient, and all SNPs were genotyped using a commercial kit. Clinical symptoms and laboratory
results were recorded regularly.

Results We found that the incidence rate of hepatotoxicity was 15.80% in western Chinese Han
population. Individuals with the minor allele of ABCC2 rs3740065 were associated with
decreased hepatotoxicity susceptibility (P = 0.049 after Bonferroni correction). And the GG/GA
genotype of rs3740065 was related to a significantly decreased risk of hepatotoxicity (P = 0.005
after Bonferroni correction), in the dominant model. In addition, potential associations were found
in allele/genotype distributions of ABCC4 rs4148472, ABCC4 rs7322318 and ABCC13 rs7364095
between hepatotoxicity and non-hepatotoxicity groups.

Conclusions We found that four novel genetic variants in the ABCC gene family appear to be
genetic determinants of hepatotoxicity in western Chinese Han tuberculosis patients. Our findings
interpreted a fraction of the underlying mechanism of hepatotoxicity and larger validation studies
on different populations are warranted to confirm these findings.
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PO-0113
Relationship between CXC Chemokine Receptor 4 (CXCR4)
Expression and Prognostic Significance
in Acute Myeloid Leukemia

Qin Zheng?, Tingyong Cao?,Yuanxin Ye!,Hongyan Liao?!,Xiao Shuai?
1.Department of Laboratory Medicine, West China Hospital of Sichuan University
2.1 Department of Hematology, West China Hospital of Sichuan University

Objective CXCR4 expression on AML cells correlated with stromal cell derived factor-1a (SDF-
1a) and retained hematopoietic progenitors and leukemia cells within the bone marrow
microenvironment.

Methods Here, we examined CXCR4 expression in 134 de novo AML and 21 controls by flow
cytometry, evaluated the relationship between CXCR4 expression and clinical characteristics,
and elucidated the prognostic significance of CXCR4 expression in AML prospectively.

Results We found that the CXCR4 expression was significantly higher in AML patients than
controls (P=0.000). 134 cases of de novo AML patients were divided into two groups according to
the median of CXCR4 relative fluorescence intensity (RFI). CXCR4 high group (RFI>4.23) had
markedly shorter overall survival (OS) and disease-free survival (DFS) than CXCR4 low group
(RFI=4.23) in 106 AML patients who received chemotherapy (P=0.002; 0.026, respectively).
Furthermore, in the 87 non-M3 patients who received induction therapy, there was a significant
decrease for OS but not for DFS in the CXCR4 high group (P=0.047 and 0.178, respectively).
Moreover, high levels of CXCR4 expression independently increased the risk of relapse in both
all AML and non-M3 patients who achieved complete remission (CR) after chemotherapy (odds
ratio=1.090, P=0.010; odds ratio =1.068, P=0.048, respectively).

Conclusions Collectively, our data suggest that CXCR4 overexpression was an independent
prognostic factor for disease relapse and poorer OS in both all AML and non-M3 patients. CXCR4
expression levels can be determined at disease presentation by the flow rapidly and easily. As
such, CXCR4 could be used as a potential therapeutic target in AML patients with poor prognosis.
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PO-0116
Insufficient discriminatory power of MALDI-TOF mass
spectrometry for typing of carbapenem-resistant
Acinetobacter baumannii clone

Yili Chen!,Kang Liao?,Xin Guo?
1.The First Affiliated Hospital of Sun Yat-sen University
2.Sun Yat-sen University

Objective MALDI-TOF mass spectrometry (MALDI-TOF MS) is increasingly used as a reliable
technique for species identification of bacterial pathogens. In this study we investigated the
question of whether MALDI-TOF MS can be used for the potential and rapid method for typing of
carbapenem-resistant Acinetobacter baumannii clone in comparison with Pulse field gel
electrophoresis (PFGE) and multiple locus sequence typing (MLST).

Methods 77 non-duplicate carbapenem-resistant Acinetobacter baumannii strains were screened
by blaoxa-siike genes. Pulse field gel electrophoresis(PFGE), multiple locus sequence
typing(MLST) and Vitek MALDI-TOF MS (bioMérieux, Marcy I'Etoile, France) were performed to
classify these strains. The discriminatory power of each typing method was assessed using
Simpson’s index of diversity (SID). The quantitative concordance between typing methods was
analyzed by using Adjusted Rand index (ARI) and Wallace coefficients.

Results 77 strains were positive for blaoxa-si-ike genes by PCR. PFGE differentiated strains into
25 distinct PFGE types. MLST analysis showed that all strains can be divided into 7 sequences
types (STs), of which ST208 was the predominant type. However, MALDI-TOF MS showed that
no clearly delineated clusters appeared on dendrograms based on either the complete spectra or
significant peaks. Analysis of SARAMIS Biotyper software showed there was a low diversity
(SID= 0.364; 95% ClI, 0.203 to 0.658) regarding MALDI profiles. Its concordance with PFGE or
MLST was poor (ARI=0.225; 0.297, respectively) and there was a poor probability of MALDI-TOF
MS to predict PFGE results (Wallace coefficient, 0.331) or to predict MLST results (Wallace
coefficient, 0.378).

Conclusions Despite the increasing interest of MALDI-TOF MS for bacterial typing at different
taxonomical levels, we demonstrated, using routine experimental conditions, this methodology for
A. baumannii clonal discrimination was still controversial. The performance (robustness,
resolution, and discriminatory power) of MALDI-typing methods needs to be improved.
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Genomic and pathogenic insights into the diversification of
colony morphology in closely Related Clinical Isolates of
Acinetobacter baumannii

Hongwei Pan,Enhua Sun,Wei Li,Yong Li,Yi Zhang
Qilu Hospital of Shandong University

Objective Acinetobacter baumanniiis a gram-negative, nonmotile, aerobic coccobacillus that is
commonly found in natural environment and susceptible to most antibiotics in the 1970s.
However, A. baumanniiis a fast-evolving organism, which exhibits a remarkable ability to rapidly
acquired resistance to a vast array of antimicrobials that led to multidrug resistance (MDR) strains.
Multidrug resistance (MDR)A. baumanniihas become a particularly problematic nosocomial
pathogen during the past decades.The strains are frequently found to cause infections in
hospitalized patients and resulted in disease such as bacteremia, pneumonia, septicemia, urinary
tract infections, wound sepsis, endocarditis and meningitis, which highly increases the mortality of
the immune compromised hospitalized patients. Thus, the emergence and rapid spreading of
MDR A. baumanniistrains has become a big and growing public health threat worldwide. The
ability of MDR A. baumanniito form variant morphology colonies was frequently observed in
clinical microbiology lab. However, little has been done to analyze the pathogenic or biological
importance of this phenomenon.The phenotype and genome differences analysis could provide
us better understanding of the relationship between genome evolution and phenotype
diversification of the closely related strains in the same hospital environment.

Methods Three closely related clinical isolates of A. baumanniithat show different colony
morphology were collected for the analysis. All three strains were isolated from the respiratory
samples of patients admitted to ICU the intensive care unit within a 6-month interval. Strains were
cultured and purified in Columbia blood agar at 37°C. The strain identification and antimicrobial
susceptibility testing were carried out by Vitek 2 system (bioMérieux, Marcy I’ Etoile, France). The
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pathogenic ability of the strains was analyzed by biofilm formation and cell adhesion assay.
Whole genome sequencing and comparisons of the three clinical isolates were carried out for the
genetic evolution analysis.

Results Based on the colony morphology, the three isolates were designated A.b-WT, A.b-mu,
M.A.b, respectively. A.b-WT forms white and raised colonies that are similar to that of the wild
type strain. A.b-mu forms gray white and flat colonies that are quite different with the wild type
strain, while M.A.b forms mucoviscous colonies that areassociated with viscous, sticky strings
when lifted with a toothpick. Similar antibiotic resistance profiles of the three closely related
strains were revealed by antimicrobial susceptibility analysis. Detailed phenotype characteristic
show that the three strains had different biofilm formation and cell adhesions ability in vitro. In
order to better understand the evolutionary processes that contribute to the three closely related
strains diversification, genome sequencing was carried out.A. baumanniiA.b-WT was assembled
into 68 contigs and approximately 3,914 kb long with 38.84% GC content. A.b-Mu was
assembled into 103 contigs and approximately 4,000 kb with 38.95% GC content.M.A.b was
assembled into 56 contigs and approximately 3,920 kb with 38.81% GC content. All the three
sampled A. baumanniistains are classified into International clone 1l. A total of 24 putative
antibiotic resistance related genes in A.b-WT genome, 31 putative antibiotic resistance related
genes in A.b-Mu genome and 25 putative antibiotic resistance related genes in M.A.b genome
were identified, while 67 putative virulence factors related genes in A.b-WT genome, 65 putative
virulence factors related genes in A.b-Mu genome and 67 putative virulence factors related genes
in M.A.b genome were identified. Further single-nucleotide polymorphisms (SNPs) analysis
reveals genes that may responsible for the phenotype diversification of the strains.

Conclusions Overall, we analyzed the relationship between genome evolution and phenotype
diversification of the closely related clinical strains. The results demonstrated the microscale
genome modification between the closely related A. baumannii strains, which expanded our
understanding of the evolutionary processes that contribute to strain diversification and
pathogenic in the same hospital environments.
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PO-0125
The change in serum amyloid A and the establishment of a
reference interval in a different period of pregnancy

Jiawei Fang
the Second Xiangya Hospital

Objective To detect and investigate the changes of serum amyloid A in healthy pregnant women
during different gestational periods and establish their reference intervals.

Methods Seventy-three healthy pregnant women were divided into early, middle and late
pregnant groups according to their different gestational ages. At the same time, Thirty-two healthy
and non-pregnant women were selected as the control group; the levels of serum amyloid A were
determined by immunoturbidimetry in each group. Analyze the Statistical differences, and
establish reference intervals (Reference intervals, RIs) of serum amyloid A levels during different
pregnant periods.

Results The reference interval of serum amyloid A in healthy non-pregnant women was 0.7285-
2.6720g/L,The reference interval of serum amyloid A in healthy pregnant women was 0.7940-
7.6525g/L.There was no significant difference in serum amyloid A levels between different
pregnant periods.

Conclusions The serum amyloid A level in pregnant women is higher than that in healthy non-
pregnant women, but there is no significant difference in the serum amyloid A level between
different gestational periods. In this paper, Rls of serum amyloid A in pregnant women were
successfully established, which provided reference for clinical medical workers and laboratory
staff.
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PR E EQA iFhnitE, FT3. FT4. TT4. Ea. FSH. P. PRL i H 3Tk o itk 25 i o

2518 60 RERE ZALVTAN N /b 00 B I/ AT PERE,  FE (kS = A6 o & P R 8 o idt
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PO-0127

¥ F PCR MR IX IR E R 51 B & B x M5
TP A PEY EGFR 3%

VA 345 L, KR
2 B2 g 411 B, 200000

B 1F R A KE T2 AB R RIS RN H17) (EGFR-TKD B—£G77HE 5, EGFR £t e
(LAC)H Xtz R4t (CNS) it g HE/EM . B HR (CSP) RA A REAE PRI A RGFEH
HRAE A R DNA.
i AR AR T PCR (ddPCR) J7ik, XF 20 B2 (BM) F1 15 il i 544 74 98
(LM) BB 0 &% e rR G DNA (ctDNA) [ EGFR ZRABISMBHT T, 5% 35
il 535 35T EGFR ARSI AR T TR Pl 5 64T 7 R 2
8 FER LACH AT, 4%7 PCR K, EGFR T790M RAEA] W, T 55% (11/20) I 3ErEA
Al 14.3% (3/21) HIMERFEA (P=0.006) . %7 PCR il EGFR FAXt T J5 k4 il Jed i i
B ISR AR P SR AR RN 5 B2 43 791 70% 92% 11 52%. 100%. HH T 7E i Al a3 M 3R A A P
ME UK EGFR 4%, 12 H9k N N —10 EGFR-TKI #3697 . [AN, 6 &3 T4 3|
EGFR T790M 4%, T1fj & —4% EGFR-TKI 2543697 4 Mt 75 & J& (AZD9291)
58 TEME AL AR A R N ddPCR, 1T RAKT i X f28 R S48 B8 35 1) EGFR IR HEAT L
B FYIR I, XA RG RS IERERE, If12% EGFR T790M RAF £ Hi € EGFR-TKI i 1)
— ANEURIIFR bR . IO ORI 6 I 5 B w5 X i i 5 F2 1) EGFR CIRZS 2 WA 2

PO-0128
B8 AR T PCR # il BRBREL LK 72 22 A
BRAF V600E 383§

VAL Thh 2 2R 2, e L
1.5 B K28 41l = B ,200000
2. LT IB R E A ER

BB R e 2 B i WL P 2 i e, i He e BRI LS (PTC) 2 (5 3 85%~90%. PTC
B FE WG A S 5 S N ARERF I (FNA) RS TS, (B2 H REUEFMAEmME IR, 950k
WG 40%0F) PTC ik i ieWr. E4Ek, 5 PTC M<K Fi2lkikr &4, W BRAF V600E %
AR E N TS W . FNA FEAR TR A0 B2 F 2D, RSO R A B e A
T5 VR A RO AR, W . NI, ASHIE 7T B A LI B A R R AR i R 57
PCR, BABAEKAERIHRET PCR K PTC %5 A FNA A BRAF V600E 2845 A I 14 fE -
Trid: ARPE NCCN IR SE B 45 w1 HR B 12 Wibsife, JEHL 159 41 PTC . 16 § FUIRARIESR
Jort ST AR IR M BRI 5715 835 1) FNA FEARETH PCR &l 1%£4% BRAF VB00E AL AL
PRI FRL DNA NBHIEREA X IE, $7 PCR “F&AKINIA 2145 Bio-rad QX200 F1 Bio-rad
BRAF V600E Z&AR kI EREr, 1M S I 7728 ARMS (348D

ZEE M PCREEAR RAS R TR R IF (R2 = 0.9967, y=0.9314x-0.1192) HE(LHRA R
MTEEZMRIF (cv0.01 % = 14.78%AF cvl6 % = 3.07%) , (Ml REEL LT 2 ~ 3
copies/ul (0.06%) . iEid¥# PCR, FA1H 159 % PTC 7% 4 ! BRAF V600E ZEAFHEA 136
%] (85.53%) , MAEMEPES TAEA TR 4 BIRAE, 5 3 4] ARMS iETCIEAS H I RATFEAR
g s R, ddPCR W AT M FNA FEAK IR E ) BRAF V600E %8745, HA L ARMS #il
FE SR EAS I B s I R %, BB TR ME PTC MW &% (K4 .
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PO-0129
Apolipoprotein M serum levels correlate with Henoch-
Schonlein purpura and and ISKDC grading score

Jiali Wu
The Second Xiangya Hospital, Central South University

Objective Objective: Henoch—-Schonlein (HSP) is the most frequent vessel vasculitides in
children and the prognosis is related to the children's age and degree of renal involvement. The
aim of this study was to investigate serum apoM levels in patients with HSP patients and to
evaluate the association between apoM and disease severity.

Methods Methods: A total of 109 HSP patients and 76 age- and sex-matched healthy controls
were included. The age and gender of the study participants were matched. ApoM levels were
measured by an enzyme-linked immunosorbent assay. Additionally, the serum levels of lipids,
apolipoproteins, kidney biochemical profiles, immunoglobulins (IgA, 19G, IgM and IgE) and the
complements were assessed using an automatic biochemical analyzer.

Results Results: apoM was increased significantly in HSP patients compared to healthy controls.
apoM, meanwhile, was lower in patients with nephritis than in those without nephritis. The apoM
was higher in class | and Il HSPN patients than in class Ill and IV. In addition, the apoM serum
level <24.81mg/L was an independent predictive factor for HSPN and can be independently
associated with the presence of nephritis in HSP patients. Meanwhile, the serum apoM
concentration negatively correlated with ISKDC grading score in the HSPN patients.
Conclusions Conclusions: Serum apoM was elevated in HSP patients and decreased gradually
with ISKDC grading score. ApoM(OR=0.32, 95 % CI =0.12-0.85, p=0.023) was identified as
protective factors for nephritis in all HSP patients.

PO-0130

Anti-PLAZR. 9G4 ZEREM 5 75 B 10 B b MO EA SR

AT L PN HE 2
125 K2R — IR PR R 22 B
2.1 K2R — A, 250000

BB R & T R B s R TS IR A2 ZARPTAR (Anti-PLA2R) . 1gG4 /KF, M _—#H Y5
JETE B 2 Al B2 &, WIBARTT Anti-PLA2R) . 1gG4 78 5 B 5 v B2 i

Fivk EHL 2018 4F 3 HE 2019 4F 4 AEBTEEBSWONEME B 40 7, FiEE (49.02+5.09)
% BRRLEAIE 102 B, Y (51.54+7.08) %, f@EEIAKE#E 50 I, F# (50.0248.72) %, UK
EEFMIE. AEA 24 h JREAEE. RHBERKRZERHHEEN Anti-PLA2R (BRZEAH]D
G BT EL IR EAS I 19G4 /KT (P17 BNILERE B A2 M0 - SPSS19.0 478815047 .

Z8 (D 24 hREAERE. ARASHEBNRALKRESTHE L. FRE. WIE-SIEFHRAT
Gt Em 3 S B TR R R ULET AT 2 R TGt X PidlmB] 24 h
REAERER LRIT¥E L. (2) BEMHEHA Anti-PLA2R(54.61+7.41)Ru/ml .
1gG4(3.21+0.62)g/L, HEFEXRALLE, SREGIM¥E N (P<0.05) . 5EHREGAMEHM
ZERTHRITFEL (P>0.05) , #ERBEESCEEERLEAIERHREZ —. BhsEEEd S iRt
AL, TRERIE N (P<0.05) o fEEIRLEAIEEE IEH /KT R, $onf B /NERER
FECS BEME AR A AT RE, T I B S A — B B ER S T

518 M5 Anti-PLA2R % 1gG4 7K P24 AT R k1 BB B 05 1) — T4 Bh 2 Wi Fe b
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PO-0131
Detection of epitopes in systemic lupus erythematosus
using peptide microarray

Xin Li,Haixia Li',Qiongdan2Department of Nephrology, The Traditional Chinese Medicine Hospital, Affiliated
to Southwest Medical University, Luzhou Hu? Jinfei Lin3,Yao Li!,Qiong Zhang?,Juan Li* Tao Chen®,Yurong Qiu?
1.Clinical laboratory, NanFang Hospital, Southern Medical University
2.Department of Nephrology, The Traditional Chinese Medicine Hospital, Affiliated to Southwest Medical
University, Luzhou
3.South China Institute of Microbial Ecology and Health
4.Department of Rheumatology, Nanfang Hospital;
5.Guangdong Key Laboratory of Biochip Technology, Southern Medical University

Objective Systemic lupus erythematosus (SLE) is a common autoimmune disease, which
features the secretion of antibodies directed against autoantigens in vivo. In the present study, a
peptide microarray was developed to detect the epitopes recognized by autoantibodies in patients
with SLE for an effective method of diagnosis.

Methods SLE-associated epitopes in 14 autoantigens were predicted using the antigenic epitope
prediction software DNA star. Peptides were synthesized based on the predicted antigenic
epitopes and immobilized on a slide surface and developed into a peptide microarray. Using this
peptide microarray the autoantibodies in 120 patients with SLE and 110 healthy subjects were
detected. A total of 73 potential antigenic epitopes in 14 autoantigens were predicted and
screened. The peptide microarray based on the 73 epitopes was used to detect the
autoantibodies in patients with SLE. A total of 14 epitopes with potential diagnostic values were
screened out.

Results The sensitivity and specificity of the 14 epitopes for the diagnosis of SLE were 71.6 and
85.8%, respectively. An optimal set of epitopes for SLE diagnosis was obtained.

Conclusions An optimal set of epitopes for SLE diagnosis was obtained. As individual patients
had a specific autoantibody spectrum it was possible to detect autoantibodies in SLE and perform
the diagnosis of SLE using the peptide microarray.

PO-0132
Fecal Metabolomics and Potential Biomarkers for Systemic
Lupus Erythematosus

Qiong Zhang
Laboratory Medicine Center, Nanfang Hospital, Southern Medical University, Guangdong, P.R. China

Objective In the current study, we investigated the metabolomics on fecal samples of SLE
patients and healthy controls to analyze the correlations between fecal metabolic perturbations
and SLE pathogenesis and to explore specific metabolites that could potentially be used as
biomarkers of SLE patients.

Methods Fecal samples were collected from 32 SLE patients and 26 healthy controls and the
metabolites in fecal samples were detected by UHPLC-MS. All putative identities were confirmed
by matching with entries in the MoNA, HMDB and KEGG databases using the molecular mass
data (m/z). The datasets were analyzed by pattern recognition methods using MetaboAnalyst
3.0.

Results Twenty three fecal metabolites were significantly altered in SLE patients. Aminoacyl-
tRNA biosynthesis, thiamine metabolism, nitrogen metabolism, tryptophan metabolism, and
cyanoamino acid metabolism were perturbed in SLE compared to healthy controls. Furthermore,
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the combined diagnosis of PG 27:2 and proline was of great importance to distinguish SLE
patients from healthy controls.

Conclusions Metabolic dysregulation with certain metabolic pathways was observed in fecal
samples of SLE patients and a novel metabolic model was proposed for the better diagnosis of
SLE in a non-invasive way.

PO-0133
O-GIcNAcylation of YY1 stimulates tumorigenesis in
colorectal cancer cells by targeting SLC22A15 and AANAT

Guoging Zhu
Shanghai Tenth People’s Hospital of Tongji University

Objective Emerging studies have revealed that O-GIcNAcylation plays pivotal roles in the
tumorigenesis of colorectal cancers. However, the underlying mechanism still remains largely
unknown.

Methods YY1 was overexpressed and knocked out using the lentivirus in HCT116 cells and
LoVo cells. The expressions of the proteins were detected by WB and IHC. The bioinformatics
analysis was performed in the Omics bean system.

Results Here, we demonstrated that YY1 was O-GlcNAcylated by OGT and O-GIcNAcylation of
YY1 could increase the protein expression by enhancing its stability. O-GIcNAcylation facilitated
transformative phenotypes of CRC cell in a YY1l-dependent manner. Also, O-GIlcNAcylation
stimulates YY1-dependent transcriptional activity. Besides, we also identified the oncoproteins,
SLC22A15 and AANAT, which were regulated by YY1 directly, are responsible for the YY1
stimulated tumorigenesis. Furthermore, we identified the main putative O-GIcNAc site of YY1 at
Thr236, and mutating of this site decreased the pro-tumorigenic capacities of YY1.

Conclusions We concluded that O-GIcNAcylation of YY1 stimulates tumorigenesis in CRC cells
by targeting SLC22A15 and AANAT, suggesting that YY1 O-GIcNAcylation might be a potential
effective therapeutic target for treating CRC.

PO-0134
ImRSCIE = APTT ACTIN FSL XTI APTT &E35H
¥t
B ER K2

BB 27 PR SEE6 = 05 s A 8 o B VR B ] CAPTT) %76

Tk B HERR A B R, AR R0 2018 4 10 H £ 2018 4 12 H [ 244 1 fd FEUik
R NAE RGN %, ] Sysmex CS5100 4 HBhILEEs 44, APTT ACTIN FSL 7], il 244
WA A FEDUR RAEN APTT, @ &% (X[,

R Pt 11, BHEASERTAE 44, LHHAER TP 41, BHAE 25.99, bRifEZE
1.58, %[ 24.0s-30.4s; LIEAHIMH 25.90, FruEZE 1.72, %0l 22.45-30.4s, A[EME5H]
FERRDUG EN APTT BEHEE G LR ESR . APTT IS %5 N 23.25-30.4s.

L% IfARSLIR= APTT ACTIN FSL {721 APTT S35 [H 2 23.25-30.4s, A [AIIGPR L=
NARYE B SR A IE NS5
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PO-0135

REKin B BIFSARKEMATE IR E I H A AE P RIS PR R A (8

A7, T,k %
VU)K 2247 55 — 5 F5,610000

HE WFREIEAS B BUFENALRTA (NT-proBNP) EMENRE W RAESIE T (PE) , IR
ME (GH) , EYRUIFERE (GDM) iy I 2 7K -4 100 B2 I PR 7 FANE -

F¥E e 2015 4F 8 A% 2018 4F 10 A{EIRFEHLZ I 208 FlIE U A /E i, Hr Rk
PE 41 52 {5, WiA&k% PE 40 32 {5, GH 41 21 ], GDM 41 49 fi], %4 54 4 1E 5 4R IE L /E Akt
MEZH, SRATHE 98 S e AL 2 A6 E M NT-proBNP K, 73 %41 NT-proBNP K% 7%
5, [FIBSXS NT-proBNP S5 3EgRH I ARE 2 (B FHCPERL K NT-proBNP 73 4 B H AE H 2 Wi
EHEAT 737 -

GEEOEE IR, BT PE . MAR PE4L. GH41LL K GDM A h NT-proBNP 7K 43 5l
N 112.0+94.8pg/ml , 872.6+2228.3 pg/ml , 762.4+1212.3 pg/ml, 127.3+175.4 pg/ml ,
109.9+130.7pg/ml. HrrE&# PE 4113 NT-proBNP /KFAERTE WA i, S m T IEHR
M, ZREgEE X (P=0.017) ; A% PE A NT-proBNP /KVEF IEwXT L, %=
RHESG ¥ E Y (P=0.005) ; F kA PE A5M kA PE Abi, ZREG T EE X
(P=0.770) . GH 411 GDM I3 NT-proBNP ¥KJE 5 IEH % RAHEA B %% (P=0.708,
P=0.925) . I[flZZ*+ NT-proBNP 5522 5 A M, S5 aR R B 4s & DA K & 5K 1 sk 1E A3 5%
Yo IEGRIAFAGE NT-proBNP ROC &k mr#r, F&% PE 44 NT-proBNP ROC HiZL T [
(AUC)Hy 0.864, cut-off {54 142.25 ng/ml, H/&% PE 44 NT-proBNP ROC HiZk N (AUC) N
0.825, cut-off fE°A 183.5ng/ml, GH 41 NT-proBNP ROC ik FHFI(AUC) A 0.457, GDM 41
NT-proBNP ROC £k N iR (AUC) N 0.460.

598 NT-proBNP X 4f U W ARE FIS W BAT EEME, JCHXT 56 79N -5 ARG QR B A A
Sz B EE R, AT LAE 9l R W I AR 4R 3 I R E A R R o

PO-0136

Z MM EERETFNER DR AR IE

ARE, P HE
SRR TSR 7N N R BE B (5L 51 PR Bk % = ), 550000

B B8 2014~2018 44 [ 42 ifi 40 B TH 40 18] 50 2 VP 45 SR K 0 A 340 A 3 ot o eXadt A 1)
I FH o

ik DA = S 4 [ A i 40 i v 0 1R VAN RIS ROV T R, SRR 1 E N AT
R 0 B8 5 REUE AR B R AL THEL, I SE86 5 23 =5 8] o VP e 1 -5 3B A 1Y 4 Z2(E I
20T EL 1) SF- Y AELAE o 2 36 S A W PR A A T, AR ARAT AR #E WSIT 406-2012 (1) 4 ¢ 2
K, THEAMINIUH RIS IS (0)E, FReml AR 1 va RS I RE IR A .

g8 M 2014~2018 FEZ N4 [ A A i v 2= B E PN PT 430 KE, 2014 41 2016 4F 4t
B4, PT V94301498 100%, 2015 F gz, PT PS5 62.5%. 1F4 A4 8
AWHS, BRI RS EGHE E AT H & WBC. RBC. HGB. PLT. MCH %415 H, PT 15401
A 100%. FGiAFRE FIIH & MCV GBI H HCT Al MCHC, PT 15434 0~100% A%, J&
Hot 2015 P 1 RERFTEHY, 0P 3 ~2% (MCV. MCH 1 MCHC) PT
B8 00 M4 TH SN EP o HZERCR, #&BIE 023 4iif, UL WBC tfilsm, ~
88.9% (8/9) , H & RBC 1 PLT, tbfilly 77.8% (7/9) , MCV HLHI &K, XN 11.1%
(1/9) . BAAKE, 2014~2018 4= MM T4 = (A B0 H (A8 7 REOREAR /DN, Bk

141



AR 2+ R ER R R AR R W WIS

o KViEZHEE, o<3 MIIHEZ D, 023 KW H LLFE PR E . 2014 41 2016 4F (1) 4 M40 i
T AR E PT ¥F20 38 100%, 1H 2014 4511 2016 4 023 15 H Hefil 205 A 12.5% (2/16)
A1 56.25% (9/16) . 2015 4 023 I H LLFI N 25% (2/8) , T 2014 41 12.5% (2/16) .
2017~2018 4 PT pk&iltt 2015 A B, H5F 31.25 (5/16) i1 18.75% (3/16) KL H 1
0<3, EIARLWEMEEE (CVE) Lk 2014 FEREVN, (HIHK PT 184 R 93.75~95%.
i

PT Mgiifin, o K PA—gim, BIREEEIHK o K, [R5 FOR 5 2 v
B, PRSI REIGIE LE B R BE 77 96 E 5 BE 2 W PEA S 06 == AR I BE 77

PO-0137

FENDRR EERMEX AHMELELXRPSF
WLl B9 90 B4Rt

R ¥, B 5B
RHIERIR A — IR Rk

B = E X SRR, BRI R . BB R R SRR A, A=A
Wi iETebR. TERTIAEEAE 2 b, AT H &5 % 5 3R1A 1% IncRNA FENDRR 7£ B g h X filida
(IVE FMLEEAT WP ER )

Jrid WAE 23 Xk B B B X i B T ARARA, R A0 ) B (e AL 2R R 55 L 23k AT
R, ik 25 5 3RIE Y IncRNA 1 mRNA, B AEYIE B 250 A i 22 S5 Rk Sk R LR ik I 4% 1 45
A GO #ritt— Bk IncRNA FENDRR FHEFER . il $2HL 10 X 2 [X Filideg 55 3 1) e e
FHZUD RNA, N SER %t € f PCR Wik Hi ) INcRNA FENDRR ISR A 7E 10 X4 LR A%
EACFREATREI,  BGAES Fr 5 SR

SR @AY R IR A, TR R 22 R R iR f5 L logz|Fold Change (linear)|22 PLK p-
value < 0.05 fiiik t % 5 & IA INcCRNA 3% 995 4%, ZRRIEM mRNA 3£ 1948 %, Z5& WG H G
Mgt FRAEYE B2 b, Tk B AT UM E R IncRNA FENDRR $EJE[R KLF4, 2875 G5t &
& PCR il 10 s & et X i 38 Jm 2 2R 55 4H 24 FENDRR Al KLF4 FIRIEKF, 4R Y
O Rl 45 SR — BOUE S 18 45 R T S

G R A FrR BT A BB X fis SR I e A 2 22 2RI 1 IncRNA A mRNA, it —2
JRTGE A FEAME ) INCRNA FENDRR [F#EJE R KLF4, SERF2E%E S PCR XS ik 45 A ik
ATHONE, 25 5RUE I g5 AT 4E.

LncRAN FENDRR #] fEiliid 37 4+ 1 45 & hsa-miR-424-5p. hsa-miR-30a-5p . hsa-miR-200c-3p.
hsa-miR-10a-5p 5[, MM KLFA [IREKFEHT I, Mm-S BCT 5 mibh X il 82 s
NEE

PO-0138
Clinical laboratory features of Meigs’ Syndrome: A
retrospective study from 2009 to 2018

Wenwen Shang,Lei Wu,Rui Xu,Xian Chen,Shasha Yao,Peijun Huang,Fang Wang
Jiangsu Province Hospital

Objective The aim of this study was to evaluate the clinical laboratory features of Meigs’
Syndrome (MS).

142



AR 2+ R ER R R AR R W WIS

Methods Laboratory data of 9 MS patients and 81 ovarian thecoma-fiboroma (OTF) patients from
2009 to 2018, 40 ovarian cancer (OC) patients and 42 healthy controls (HC) were recruited to
demonstrate its clinical laboratory features.

Results Serum CA125 and HE4 were elevated in MS group compared with ovarian thecoma-
fibroma (OTF) group and healthy controls (HC) group (P<0.05), and HE4 was lower than ovarian
cancer (OC) group (P<0.001); Blood routine test revealed that both the absolute counts of
lymphocytes (LYM) and the percentages of lymphocytes (LYM%) were significantly decreased in
MS group compared to OTF group and HC group (P<0.05), but higher than OC group (P<0.05);
Moreover, NLR (neutrophil to lymphocyte ratio) was decreased while LMR (lymphocyte to
monocyte ratio) was increased in MS group compared to OC group (P<0.05), NLR, PLR (platelet
to lymphocyte ratio) and Sl (systemic immune index) were comprehensively increased in MS
group compared with OTF group and HC group (P<0.05). Additionally, HIF1a was increased,
while GLUT1, LDHa, ENO1 were significantly decreased in peripheral CD4*T cells of
preoperative MS patient compared with OTF patient, OC patients and HC (P<0.05). Interestingly,
the expression of these four glycolysis related genes preferentially restored to normal levels after
tumor resection of MS (P<0.001).

Conclusions The typical clinical laboratory features include disordered distribution of peripheral
blood cells, aberrant systemic inflammatory indicators and impaired glycolysis metabolic
processes maybe make these clinical laboratory indicators as assistant tool to improve the
preoperative diagnostic accuracy.

PO-0139
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(Vitek-2 Compact) i F) s My 25 35 ak i, lE A R A L MIC {8, @it PCR ¥ 35RT
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V X FIAZHER R 1 L3 A LA FHAEY 38 =400 7 1 e S8 A4 55

S8 IHIER] 43 PRAEEZ IR S 2538 ER R (MIC: 8-16mg/L) , 43 PRFIZS M ficiit 236
W EREE A AN L ] optrA, AR 23S rRNA ) V583 X RASAN cfr LA, H 4 #k L3 R
PRI T HIAAAE S113L B FEE LR T AT A 31 #k L4 FEFM LR T HI/7E T35A.
198V 1 N79D #HALLK Q103 sk FEEFEIRIT A . 19 Pk optrA F A HHE /R L 0L 7 41 5 3%
JERER E349 A—5L, f{E E60K A G197D B S EEILIRITHIAL, KIH 2 FmR B AL s
135 E6OK il G197D. MLST Zr#1 s 43 4 LRE 4B #kJE T 20 FiEAI2EA! (ST) , ST16 /&
ZHRM (14/43) , XECTF MR (MR A w A, BRI T )\F# P 5258 (ST823 &=
S830) Fl—FgrsEfr ke (gki9s)

G5 PN R 23 MR 24 25 7 BR 1A 4y BV AE optrA [, B S5EBHAE [ L3 Al L4 TR RAR 4
HAFAE, {H optrA AR AR SR 2 MIC EARLAR SCPEASR . R A3 Wi 25 26 1% 3K A optrA
L R 455 T 2R B e AT R ) 5 MR JR AR K ST i 24 1Y) B AR -6
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PO-0140
Molecular Epidemiology and Clinical Characteristics of
Carbapenem-Resistant Klebsiella pneumoniae infections
from Pediatric Patients between 2013 and 2016
in Shanghai, China

Yuanrui Li,Jingxian Liu,Ying Liu
Xinhua Hospital Affiliated to Shanghai Jiao Tong University School of Medicine

Objective The aim of this study is to describe molecular epidemiology and clinical characteristics
of infections caused by CRKP from pediatric patients in Shanghai, China.

Methods A retrospective study was conducted in a tertiary comprehensive hospital from January
2013 to December 2016. All pediatric patients infected with CRKP were included. Molecular
analysis included PCR and sequencing for detection of blakec, blanom, blaviv, blame, blaoxa and
blaces genes and multilocus-sequence typing (MLST) for molecular typing. Clinical information for
each patient was obtained from medical records. Pediatric patients infected with ST11 CRKP
were compared to the patients infected with non-ST11 CRKP.

Results A total of 164 pediatric patients infected with CRKP were enrolled, most of them less
than one year old (87.2 %; n = 143) and healthcare-associated infections (81.7 %; n = 134), with
a previous history of hospitalization (59.8%; n = 98) and antibiotic use (53.7%; n = 88). Producing
KPC-2 (59.1%; n = 94), NDM-1 (14.0%; n=23) and NDM-5 (13.4%; n=22) carbapenemases were
the predominant resistance mechanism for the CRKP. And OXA-232 (2.4%; n=4)
carbapenemase was never detected from CRKP until this study period. According to MLST, KPC-
2 positive CRKP isolates were all belonged to ST11 (59.1 %; n = 97). In contrast, there were high
genetic diversities in the other 67 strains of non-ST11 CRKP. To the best of our knowledge, the
ST2168, ST2169, ST2171, ST2576, ST2578, ST2579, ST2580, ST2622, ST3356 and ST3357
were first found in our study. Most of antibiotics resistance rate of ST11 CRKP isolates were
higher than that of non-ST11 CRKP. Risk factors correlated with ST11 CRKP infections included
age (Z=-2.099, P=0.036), ICU stay (Z=-3.828, P=0.000), hospital admission history (c?>=8.431,
P=0.004), baseline diseases of hernia (c?=8.563, P=0.003), respiratory malformation (c?=10.471,
P=0.001), indwelling drainage after abdominal surgery (c>=6.235, P=0.012), undergoing urinary
catheter (c?=14.444, P=0.000), antibiotic exposure during hospital stay including carbapenems
(c?=4.006, P=0.045) for empirical therapy and fosfomycin (c?=6.245, P=0.012) for targeted
therapy. Multivariable analysis showed that hospitalization in past 6 months (odds ratio 3.937,
95% confidence intervals 1.739-8.914, P=0.001) was the only independent risk factor for ST11 or
non-ST11 CRKP infections.

Conclusions ST11 KPC-2 positive CRKP isolates were becoming the common clone for
pediatric patients in our hospital. Attention should be paid on the emerging NDM-1, NDM-5, OXA-
232 positive CRKP. Hospitalization history was an independent risk factor for ST11 or non-ST11
CRKP infections.

PO-0141
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FEANFEMARIZR, TR A B R BT W PR it £ 35 B
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TiVE T VUMM 8 A OGEE G, i HAE A 77, xF 215 AT T = Y EE R ORI R AR
AT G EVEAREA, AR R PO S TIUE A

1. BHAEMAR O S PSRBT T RS0, MR E, AR O AR
g6 Al o PO A @ VPSR R SR AN R, A N B X R X I B D 31 s I S RO AT o i i
s
2. FTBCE WG R 0P BAGE VPR R AT HER . E R SR B 1B B
ARV A, IR I A RV S A R AT 16 B BER B2, B AR AR AT
WA,

3+ YRR PR A B0 R AR DA B VAR (R AE R 1, A SCHEAT 1 R SR SR AT, I3k T S g A
TR S R M R 1, IS5 D1 (1 5 BUR A IO B RO BEAR

SR H—. RERARA AT SR —NEIRRG, B K R ZRAE1E W AR S PR AT R 2R
.

B AR DU I A8 AR T AE AR R AN 255, T LURDE BRME A B R AL AR

= BN QR R R T, SRR R R B R AR, UK B AE DA 8 P 5 £ R
b, PGB dONBE R, BOAE RR.

SV KBRS R I B BN R A T RIEWON, AR E P A B AE 2 R R

G5 ZTVE R AT DUA ROR A B IR A R IBOL A B O, AR IR SR AR B2 R K 45 T Tl
%, WEAERTEEEMAR, B SRR 280 % T b s

PO-0142

5 DNT ARAERGMABIRESEH PN

Wi e
IR TR BRSO 5 R E< B, 510000

H i #F CD3*CD4-CD8-T 4l (DNT 4iiffl) 7E KRG BEIRIE G 12 W AN

JriE AR 54§ RS PRIE B E S 23 B E SNE L Tk EERE IS H S DNT
R AT KT, 5%MA C3. C4. CH50 545 FriAT AH S 204

2R 1. S5HRxIEA (HC 41) Mk, REMOREEEY (SLE 41) ) CD3*T%. CD8*'T%
FHE I =, DNT%. CD4*/CD8*LUEM Bk, WA ER RA S E L (P<0.01) , X
SLE BERNIEE T 40 P EL: 2. SLE 44MA C3. C4. CH50 B & [%M%, %] SLE H
FARNAFEACAMA IAE s 3. CD3+T 4t fs] 5 %A C4. CH50 fAfEIEMHK (r=0.311, P<
0.05; r=0.322, P<<0.05) ; CD4+T Ziffutbfls H4fffs WBC. Ifii/MR PLT. #Mk C3. C4.

CH50 &2 IEAH% (r=0.324,P<0.05; r=0.299,P <0.05; r=0.467,P<<0.01; r=0.359,P<0.01;

r=0.339,P<<0.05) ; CD8+T Ltfil5 PLT fF{E W& fiAHK (r=-0.350,P<<0.05) ; CD4+/CD8+Lt1H
5 WBC. PLT. C3 ¥fE{EIFFISE (r=0.334,P<<0.05; r=0.304,P<<0.05; r=0.349,P<<0.05) , #
B SLE BERNAEE T A S Dy Re R ELA FHRAMAINYE; DNT%5 FiRTabs ol BAH % (P>
0.05) ; 4. DNT% CD4'T%. CD4*/CD8*LUEAFAEfiAHIK (r=-0.342, P<0.05; r=-0.301,P<
0.05) .

58 1. SLE BEIRNAAAE T 4% Thae X a0 & HIRFMAIRE; 2. Y697 /5 10 SLE 44 DNT 41/
KT HC 4, ASLIGL: R SLE 4H DNT 4 b ik T HC 4, mIRes2 SLE &3 I H ey il 7 f5
il Fas/Fasl #4523 DNT 4B T AM{E DNT 400 & B A%, mxt T Hh BRiH], FE8E
syt it — BT 3. ARG TP 5 SLE W ARGERGEHE, I NPIE N G mElE
JYHT JEH DNT ZUAAEI, AT 58 47 iR 2 DNT i 7E SLE %2 Wb i 18
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PO-0143

IR ST17 B A #ERE T FRITHHER RIZEE

FEFH AR
AR R BTN R 24K 2 5 YR R e, 510000

HE TR NHX ST17 B FLEEEK R (Streptococcus agalatiae) 4> F-IATHIE, Fia F L i
BT B B AT I ) RS R R 7 STA7 BY T AL BEER B PR 48 58 71 o
Jrig WS ST M IX AR 35 w-37 w H L HiE BRI C AL EEER S 72 ©k, #E4T MLST 43
A, PGSR, PIEAYBURREK-B %), H PCR HAKMMZEK ermB. ermTR.
mefA/E. linB 1% /3K beca. cfb. scpB. Imb. bac. fJ MALDI-TOF MS %} ST17 Bli4T
WRIE R BE W A AT, 57 ST17 R IF 2 /57, 12 MALDI-TOF MS fEIGIR 269 #&JCFLEEEREH
FRASHR G ST ST17 B4, 31 MLST 2 BYBGAE H v rf 4 .
GEEL 72 MRCFLBERRE > 9 18 S ST &Y, Hrb ST17 A4 /5 11.1 % (8/72) ;% HE PCR HA¥ 72
PRCFLBERREE 2> N la 18% (13/72) . b 22 % (16/72) . 11 4 % (3/72) . Il 53 %(38/72), &
e 3 % (2/72) ;SR AT STL7 BEFIIE; 72 MRETLEERRE 2 Eif 258 N 63.9 %
(46/72) , Hb ST17 BTCFLEEEK I 2 B VR4 = v 87.5 % (7/8) 5 3 Phel it 25 B K35
i, HrbermB 5 37.50 %. ermTR 5 43.06 % (31/72) . mefA/E {5 12.50 % (9/72) , Hrh
ST17 #2535 mefA/E |5 25 % (2/78) , ermB 5 87.5 % (7/8) , A#&%| ermTR; J& ST17
BT ER A HE 7 e KB RN 252 A linB, FTf5 ST17 B LA BEER M 17 £ B8 /)% bea. cfb.
scpB. Imb, JC# /1%L bac; MALDI-TOF MS 7#r4h B i~ ST17 BUCHEEERE 7E 7620 Da /&
H HAARHE R g, T ARG A IR IR 269 HRICABEER bR A L3S 27 BREEMITCFLBEER 14 ,
22 MLST 73 B ke J8 1 ST17 2.
G50 NI X TE AR B LA R R 2 R, i ST17 AL i AR T AL BEER B 2T Mtk
X FERATEASERRE 2 —; T MHLIX ST17 BEABEERGR 02 Bl 25 R 8, HABmRM R,
WM ERE S, ZHOCAEEERE A A R 25 /i MALDI-TOF Al H T HREise ST17 BUEIL
BEERTA .

PO-0144

FRERRR SRR~ EERCERER AT B EHEERE.
R TR B AR B

PRI, 53 38, 2R, vt 75 1, 222 T T, A A
T R A 27 o 40 H BB % g

B R 00 R E A S BER” (URSA) B E3Riairania, b &btk (BA) |
CD3. CD4. CD8. CD4/CD8 . CD3 CD5*NK. CD3*CD5*NKT. Treg #Hffl. INF-y. IL-4. IL-
10 ¥E4r48 1L, AL A URSA BE AL H ).

T UAE URSA B3 3141, 3 FIH UM R EiGYr, 2 R B g i 8 sz ia
JY AT JE M, AR A A AN S ELISA #5456 BA. CD3. CD4. CD8. CD4/CDS .
NKC. CD5+NKT. Treg ZHfifi. INF-y. IL-4. IL-10 /K°F, XFHVAIT AT IXE48FrE LS H =
o

45 BA. CD3. CD4. CD8. CD4/CD8 . CD3 CD5*NK. CD3*CD5*NKT. Treg Ziffl. INF-y.
IL-4. IL-10 7K, 7EME4EM ES R nITRi A £ 5%, 3 P<0.05HAG %1% & X, BA.
CD8. Treg 4iffd. IL-4. IL-10 5J7J5/KFi&hn, CD4. CD4/CD8 . NKC. CD5+NKT. INF-y ii
7 Ja K PG
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21w URSA BHEMEM Esh R ZwmTalfE, Mk (BA) . CD3. CD4. CDS8.
CD4/CD8 . CD3 CD5*NK. CD3*CD5*NKT. Treg 4iffl. INF-y. IL-4. IL-10 /KFHZER, WL
NLIE URSA S R4 8.

PO-0145
Analysis of long non-coding RNA expression
profiles in B-CLL

Wenhuang Xiel,Ling Xu?,Weidan Lit,Chunyan Huang!,Wangrong Wen*!, Xianfeng Zha*!
1.Department of clinical laboratory, the First Affiliated Hospital of Jinan University
2.Institute of Hematology, Medical College, Jinan University

Objective To investigate the expression patterns of the long non-coding RNAs (IncRNAS) in the
B-cell chronic lymphocytic leukemia (B-CLL).

Methods Human exon array for CLL patients and healthy individuals was downloaded from the
Gene Expression Omnibus (GEO); The probes of Affymetrix Human Genome U133 Plus 2.0
Array who uniquely matched IncRNAs sequences using BLAST software were selected and re-
annotated; Then the LncRNAs expression profiles were generated using robust multi-array
average (RMA) method; And the normalized data were analyzed using the limma package and
genes with adjusted p-values below 0.05 were considered differentially expressed; Finally the
differentially expressed genes APTR and its target gene CDKN1A / p21 were detected using
gPCR.

Results The 84443 probes from the Affymetrix Human Genome U133 Plus 2.0 Array uniquely
mapping to IncRNAs were obtained, corresponding to 4122 IncRNAs; The 55 differentially
expressed IncRNAs from the GSE26725 data sets were selected in the B-CLL patients ; And the
expression level of APTR in C-BLL were significantly greater than the health individuals, Further,
the higher expression level of APTR and the lower expression of CDKN1A/p21 were determined
by RQ-PCR in the B-CLL patients, but there was no negative correlation between APTR and
CDKN1A/p21 both in healthy individuals and B-CLL patients.

Conclusions We identified a set of IncRNAs that were differentially expressed in the B-CLL and
preliminarily investigated the possibility of the APTR as a novel biomarker for B-CLL.

PO-0146

Genetic and phenotypic characterization of clinical isolates

of blaKPC-2- and blaNDM-1-positive Klebsiella pneumoniae
from a Chinese teaching hospital

Kang Zhang
the Second Xiangya Hospital

Objective The emergence and rapid dissemination of carbapenem-resistant K.
pneumoniae (CRKP) has proven to be a great challenge worldwide, and is associated with higher
mortality and morbidity rates. Here, we retrospectively analyzed the carbapenem
resistance status of K. pneumoniae and further genotypic and phenotypic characterization of
blakec-2 and blanom-1 gene helps discover their relationship or diversity. CRKP was detected for
the first time in our hospital in 2012, and carbapenem-resistant rate has increased
dramatically from 1.45% in 2012 to 25.96% in 2016. 61 isolates of CRKP were randomly selected
from June 2015 to May 2016 to get more genetic and phenotypic information. RAPD and MLST
were used to distinguish clones involved and proved ST11 to account for the most. Phylogenetic
analysis suggested that genetic diversity still exists between blakpc2 and blanpm-1, but is
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narrowing. Moreover, their antibiotic-resistance profile reveals different phenotype of these two
genes. Above findings reveal the increasing trend of resistance to carbapenem in K. pneumoniae,
and demonstrate genetic and phenotypic difference between K. pneumoniae strains carrying
bIaNDM.1 and blaKpc.z.

PO-0147
Ursolic acid targets KLF4 and competitively blocks the
formation of TEADs-YAP1 complex to inhibit
gastric cancer growth

Zhaowei Zhu,Wenbin Hao,Fenfen Xiang,Xiangdong Kang,Rong Wu,Qiaoli Liu,Yan Fan,Mengzhe Zhang
Department of Laboratory, Putuo Hospital Affiliated to Shanghai University of Traditional Chinese Medicine,
Shanghai, China

Objective The present study was to evaluate the antitumor effect of ursolic acid and
to investigate the mechanisms of it  through interacting with Hippo pathways.We
found ursolic acid activated KLF4 dose-dependently which obviously suppressed the proliferation
of BCG-823 cells. We also found ursolic acid inhibited tumor growth in an orthotopic tumor
transplantation model.

Methods We measured the mRNA levels of a typical oncogene CTGF and its downstream genes
Cyclin D2,P21,p27 and GII2 by RT-gPCR both in vivo and in vitro. We found with the activation of
KLF4, CTGF was decreased and its downstream genes were correspondingly regulated. Flow
cytometry further helped to demonstrate that inhibition of CTGF arrested tumor cells in G2/M
which blocked the proliferation progress. Confocal laser scanning results finally showed KLF4
combines with YAP1 and blocked the formation of TEADs-YAP1 complex to interrupt the
expression of CTGF and the downstream oncogenic process.

Results In conclusion, ursolic acid inhibited gastric cancer growth both in vivo and in vitro. It
activated KLF4 which may competitively bind with YAP1 against TEADs and block the oncogenic
HIPPO pathways.

Conclusions In conclusion, although multiple signaling pathways have been demonstrated to be
involved in anti-cancer effect, our results presented here are particularly novel because the data
revealed, for the first time, that KLF4 as a tumor suppressor, which interacted with YAP1 and
negatively inhibited oncogenic gene CTGF and downstream PI3/Akt pathways. Moreover, we
also found a natural compand-ursolic acid can block the oncogenic pathway of gastric cancer
through activating KLF4 both in vivo and in vitro.

PO-0148

IMEMESRZEMBEHREE (MT) « IL-6, Hey K&
#ME C3. C4BRETH

TR
Fh B K S E — 22 B, 410000

B R E B s H 48 &K (melatoninMT) « AN ZE-6 (IL-6) . [ A ¥ & R
(Homocysteinc, Hey)fI%MA C3. C4 HIIR A4k I 5 HIAREE FI 9% R o

Tk W R SR T E BB L I IARE B 66 I, FRARYE RSO — IR AR N KA
(33 #1) H5E KA (33 HD , FikEFEFIIRIEIT P EERARE 22 B AR IR, R 4 )%
W BRI MT S, A2 RO MG IL-6 S, BRENING Hey &, Ll R
e RIS C3 A C4 WKL, b 4lam =5 .
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R AR MET R MT. IL-6 A1 Hey /KPR 415 2 FH 5 (P<0. 05), C3 ¥R 3 FRIK
(P<0. 05); CAKELEEZES (P>0.05)

G5 HIHIAE B AEE S SRR S E [N, MT. IL-6. Hey Ml C3. C4 1 fig 5 HIHRAE 5 B
RIEA K,

PO-0149

BERRIESHEZEZERETNPHORRAMR

MEH

R K S — 25 e, 410000

B s AT H e BE IEAS A (average of normals , AON) HIF %8 5 i #5248 AN [+

LI 2 R, HE— R AON JALE 5256 =5 =5 0] 5t & P4 A 19 S F AN

Jrid AT 10 fr = A R R R H RS SRR AN R, i 14 TUAEMLIH o U4E 10 FrlERe

2017 k4 30 K 14 TSR ITA B 5dE, DUAGRIUT IR BR N 1 28 5 B, [RIBT U

[ 5[] — st i) B P9 0 5 PR ) — P X TRl 5 7K L RSP 2 g il 8, 20l 10 EERE 450 B

PR R 5 4% A I E A S R B S I E R 22, 5= R E I 0B 8 H ARG RV R R =
(TEa) HHATLLES, KiPA AON VETEIRIR LN .

8] AON EHaEd. AEA. BNEAN. AR RIR. DU 8. 8. & SRR

JIH AT RE I 22 80% LA BAE 1/2 VR ZEN, SRR TS MmEE. SIHOER, REFMH

= e W ZE 5 kR AE 80% LA T, EA% /N T BUEE T % i i 451

258 AON 204 el R Sz == () 25 S ml B vk B S B A A .

PO-0150

qnrS1 fAMEXIIRF BRI EERZAYH M 5 FHHER R

TR, A0 VR BE, B 0T,
R LR R S B ¥ A1 2= e, 350000

H B BT anrS BH K735 A B X e 1 A 245 40 it 245 1 93 1R Ak o
JiiE WUERAR SRR R B & P AR BE I R 73 B 1) 57 #% qnrS1 FHYERRIGIRA B, KH PCR 4k
M PMQR Z£[ (gnrA, gnrB, gnrC, gnrD, aac(6')-lb-cr, qepA Fl ogqxAB FE[HE) 1 B- P Bk i il 2w i
FA (blactx-m-1, blactx-m-2, blactx-m-s, blactx-m-e, blaspy A1 blarem) ; X B K FH BB BE AT
PUBH 25 BUR S5 R PCR VEMT AT RGER B M FIFH MLST J7756 B kadk 47 5 5 43
R R W AT 1 5L R BB BUF 514 B (ERIC-PCR) #E 47 T8 Bk [R) V5 1t 20 A1 53 bz 42 4 Sz 56 46 il
qnrS1 & R 7E B AR R SRS AR L, LA AE A PCR 2590 # B ARk A7 1 i T i 24 e 52 [X (QRDIR) L [A] 1)
RANEDL o
iR IR qnrS1 FHME RN IR A B0 T I = AR B s N 21 14 BREEASH PMQR EE[A, K
N 24.6%; 68.4%IME K" ESBLs; 57 PEtkT 56 thfF-7E QRDRs (gyrA, gyrB, parC il parE
B MR, 5 98.2%, Hrhi i W R R KA gyrA S83L (89.5%) , HiX4 parC S80I
(54.4%) DL} parE P415V (28.1%) ; 13 ¥k qnrS1 BHE KR il 4 seib L i s 1y, 3%
R E] 6 B F B PR BEE DB RAKE AR E R AZTH 36 #k (63.2%) , BLAY
H 13tk (22.8%) , B2HH 14k (1.8%) , DA 7 Fk (12.3%) ; ERIC-PCR 453 E7x gnrS1
BRI KB4 B 040 50 AR RS, MLST k45 B 5oR qnrSd M KR 75 B Al 708 39 AR
[Flft) STs 73 AL,
518 qnrS1 BIYE KA A B S5 QRDRS 2 F R FHOE, 1KLL T AR W] BELE 20 1R W 145 B i 243 1 % 1
RAEEEER
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PO-0151

BRZ A AE S R R T R A SR A 5T

R, mAE R, 3 —T7
R T RARLR

B JREL7E 2T 24t s ) L e BB G B, N AESE LRI A2 Wit (K HE . AHF
FORAEER PCR 55kl Z A FHIE 0 W) b I IR B 77 EA0ME, W10 VPl X Le A A5 40 (1)
o, FEGoTranitiE S 2. 2EFRRIERT R,

Tk WEERE /7 B2 B 20-40 JE % 1) 63 %4 2210 FN 19 44 AR Z 0 e (G /- b b A . e € & PCR 7
Y SRY HARKEKA ACTB WS, & T ARZ A Gm s bR A A AR A, 2K
B PCR. HL¥k. MFIAE. NREREERRIEZE (B-hCG) N—ht, L EA (PE) MR P, ix
ICHGELE TR AN, W5 SRY F:A45 DU =i 1) 6 A5 A Hh G 5% 2 40 B S 5 8 S Qe i

8 SYBR Green %t s PCR J7ikn[ ARG MIIG L0477 24l (KB PCR. H¥k. WF AT
WESE) o 63 2 b K Y Yt AR B 20 1) (72-6120 copies/ul) , 4R 6 HEIATH6 H, 6-16
RS, PRETT 26-30 H%; SRY/ACTB A& 0.17% (“F3 1.54%0) ; 45k
100%, FUKEE 30%, HMlHERIZ 61.1%. HRPERNTTIEMN 6 FlFrA s nrk i B-hCG-PE BHH )
[isRE Rl e =31

W ZUENE S WY AR E T IR IR E A, s e R PCR. KB PCR &
MYk WP a s, il ok, IWimM AT /rizki. BIERKILK SRY %
DRI #E DUEL Uik 6 EIRIATRL Y, WhgR 6-16 Rl Eim; 2% T 26-30 A% ; ZFEEK, 4
TEERDBES. MEEREZNRAES2RER. 28 228, 27K, IGKR2 KT8
(P>0.05).

PO-0152

INcCRNA -ATB FRiAFEAFF4RAE R+ R R R E X

M
i B N IR R, 200000

HE FraifsE (HCC) 2 —MaskiEf@ R &, T EED T2 AL L/ AR
HE., KIERIS RNA (IncRNA) £ 5 Flm 5 e & Fh N e R RIA,  IF H O A7 hE A AL
FERAE . AFFTH H 508 INcRNA-ATB 7E HCC )28k, 35 70 Hout 155 A4 o

FiE SBILEET 100 > HCC HZUNEA SHAHRIY, AHSRM AR tEFHEL . 2 HLE RNA JfidEid
qRT-PCR il & INcCRNA-ATB HJZRIE/KF-. SAJ5 55T INCRNA FRIE 5 I AR B 5 REAE AR A2 7E 1)
K.

GERL SN AR A S K KEAR L, LncRNA-ATB 76 HCC 4H41h 5% Fi. IncRNA-ATB (1%
ESER AT, N EHAMNEFS, mUICC 73R BCLC /MR EM G K& (> 5 cm,
HR = 3.851,95%Cl = 1.431-10.364, p = 0.008) F1% =] INcCRNA-ATB %1% (HR = 4.158,95%
Cl =1.226-14.107, p =0.022) gHEMHGE2EEFF R, A T IncRNA-ATB Z5 HCC K
ML R REFAE O FHESE, 7T LAHERT InNcRNA-ATB BH 18 HCC 15 B4 Wb S AE Ry o 2
H R R IT IO /. AT BRI AN, mUICC 43311 BCLC 73, Ky (> 5 cm, HR =
3.851,95%CI = 1.431-10.364, p = 0.008) FH 5 IncRNA-ATB *i& (HR = 4.158,95%Cl =
1.226-14.107, p = 0.022) ZHEERHE2AEAEZMHEE. H 7 IncRNA-ATB 25 HCC &Il
AEREHAERETUESE, o] LAEWT INcRNA-ATB BA1EA HCC 1l AL Wbs B FIAE B i3 1
BRIT I . N B AN R, mUICC 43 1A BCLC 2. KA (> 5 cm, HR =
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3.851,95%Cl = 1.431-10.364, p = 0.008) FIH = INcRNA-ATB *i& (HR = 4.158,95%Cl =
1.226-14.107, p =0.022) & HEHHG B EAR &R,

2% A T IncRNA-ATB 25 HCC RIFEHLEIFIIG ARFFAE FIHHESE, 7T UHERT IncRNA-ATB H A 1E
N HCC T (A bR SR S BB 0 S5 3 TR R R8T IR

PO-0153

A M FLBREE B SR FLAR 72 5 BB B Sy A RIS R AR X MR 52

X%
bR K2 N R FE,100000

BE AwtrmdsEE - RNTPHEAFEG, MllFLIR%E BRCAL. BRCA2. TP53. PTEN.
STK11. CDH1. CHEK2. ATM. BRIP1. PALB2. RAD51C 11 A™¥L.MJE 5 R R I Ik R 5848,
2 W R AR, VAN 5 BIE R 5 FUME B8 MR IE 2 I R &R, AT IR N s . Tl 25005 58
A5 e AT REBCR AL, AR AR P & 1 N AE -

Jii 1EHL 2016 4F 1 H & 2018 4 8 Aukiz TAb st K N REEFEFLIRSM RN FLIRE 38 128 1], &
FHYIN . AP EOR LR B 44 6, HATBHE I LI e R R AL R 84 . R
RIFFE AR 128 BN #EH 2 5317 BRCAL., BRCA2 R 4= 4 fith [X [ IR 2 5 A8 175 L HEAT 46
M, FExtHrh 68 #3477 TP53. PTEN. STK11l. CDH1. CHEK2. ATM. BRIP1.
PALB2. RAD51C 44w [X 2 BRI B G AL . 2 K360 HT BRCA A S8 ARHE 717 R AT BUR I 91 S B
BB R = W AU B (A A, R BRCA JERI AR I s 5 R 57 JE R R AR
B EIRA TTRGE L BB N =B . S SR T AN AR 3E T ., L 2 (A
BH R ZH LR, 28 TP53. PTEN. STK11. CDH1. CHEK2. ATM. BRIP1.
PALB2. RAD51C 9 /ME:[A| 145 i 1 100 5 BB 3 I PR IR 2 (R 20 &R

253 3. BRCA FE[A 5ARTE H A ML M ey AU DR 25 10 FU IR £B 3 b 5y 2R 5 7R HUR W 9 N A 7 2R
SN 30.9%F1 9%, WHIAIfEES 2R, P<0.05. #4 BRCAL2 R4 5K BRCALR
TR ) B3R B FUMRE O SR AP E St % 2 57 (P<0.05) .

4. TP53. PTEN. STK11l. CDH1. CHEK2. ATM. BRIP1. PALB2. RAD51C 9 MNERHAFH F
W S R LR FE A TR A RO 57.9%, = T H IR PRAFAE 44 .

5. N AR P H A mil . 2 2 DRIBEA RS I 1 350 S AR A, 2 mT 2 1 7.5%.

g0 XTI 5 BRI AT 2 B R B A A, ABEC ARSI BRCA JE[H, AT LASE S0 1 548 1k

PO-0154

A MmINE tih FX=eamiE R 2N |EE
KYSE450 #E5ER ¥R

Ptk xS
fiPE T R B R P S BA 55 900 = Bt

HE B E5KE (Vibrio Parahaemolyticus, VP)ELE TR FIHGHT I E 248, SlENEYh#E
WRAMEZE, FESHERNTECREHEGEAG G B IR 255 1 8 2R PR IR 2 2
B, WA, BYS, T, Wik, kbe, RAFUKFERME. EFREEHX, hEE K
WS R BV EA RS th RIS #AEMEEZR (Thermolabile Hemolysin, TLH) , /&
) S LA ST P T8 A A Ut P BT e R R, ALK L B0 WL e 2R B A
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T VR FH S 7R I R AR S T %o )9 0 I o N T 2T 1M 25 R AN R LR IR R, T RIE W E A I
ZUTIERRAE, UFH TR RIS MRS, DUNPEER AT A M5 20 NS4 KYSE450 Y
A DI -

FiE 15 CE IR F AR B R IE kL pPICOK-tlh #4416 %2 BE 7RI B £ 5 SMD1168 15
PR b, WS EIUE RS WP R AR, 7S RIS SRR e A B N
BUEEE (TLH) , B ByEmE O, RA=Z& 4R (Trichloroacetic Acid, TCA) -PHERVTHETE
SR AR B H . HEAT T O R - 5 A 0 T8t iz & IR FE Wk ( Sodium Dodecyl Sulfate-
Polyacrylamide Gel Electrophoresis, SDS-PAGE) IilE8 (K /N, ISI0ONEAE AT Z ¥ bR 2 1
MIEERI . BJ5, i Cell Counting Kit-8 (CCK-8) 2l & AN #4745 i 75 241 A\ £ /8 s 41
KYSE450 A= K& moe R iffi 2k .

g (1) SDS-PAGE ZR/R, SN WEA S TEK/MER 43KD, S5 CEARGEHRF, TEH
HEREARIERE. (2) FINBEAR I TRE Bk 7 s i A 2R b, 3 RS &5 SRR, i %o RE 2
B, 3RS A HL A 008 DN I A LG 1, S5 AN $A I 25 2% T B I Th AR AT, FRIREHIE H
MEH. (3) NEERMM KYSE4AS0 Fifi #LER (R BE I BEBE 2 FRAK, Wb : TLH XA
AN KYSE450 858 i i1 .

g8 P BRI RETE £ W RIS A TR E AR, RINRIE TLH; 8505500 H
WL ThRe, 280 AE (1 A% U1 B IR ARV B I S M, CCK-8 SIEIGIE BH L X N £ 45 i 41 e
KYSE450 5 e 4 il 1 F -

PO-0155

BSRERA R EEERUAFERS ENEL

FiE
VY 1144 B 2= Bt ,6 10000

B Witz s =6 BEH RS, @ 0SRhr A i 2R E B E B 5k .

Tk K2 EWAR AR A R (TAT) S AVUANETE B, TATL:EAE T HAS 56 H i B bR AR
L Z B[] s TAT2 AR AR EE TN G BIAR AR B TAT3: A A H2 IS 30 K 56 45 3 o 1% R ik

TAT4A: K645 Rw % R RIm IR ZE A FNess . TAT1 BRERP LERB=EHER KSR (LIS
R0 PN, TAT2 BRESREH A LIS ARG, KR TIENRE LIS REGhrAE
s TAT3 BBt LIS ARG 202 I BRIFATHUE, JFBI NBEIH RS, Wb %), TAT4
B B A% R IE S AR IR 45 B, TEIRIR = TAE S # & $en, MIREY TAES i s s, 750
W AW . 15 2019 4F 1-4 A{ERAENSIZRA R TAT (ABEATF AL HE B AHeAs 56 245
B L G P A (A DL S B TAT H 4.

B Sz TAT KRR AL ECN 94.36m, SZIG = N A FEI N 33.83m, TAT1 HAr %N
10.99m,TAT2 FFAL¥0CN 25.80m, TAT3 F {744 33.85m, TAT4 FHALECA 4.36m.5%F 22 Hr A 4% 1Y
NEYE TAT 0 BB, A S0 bR AR S AR F i BB AR Fn ek 30 25 S Ak A FR A5 B e S e 2.

G0 RN S5 B ARG E HAESE K TATA MEE, SZILT LIS KRG 2SR IR AT 2815 AL
AR, NRREEEHE LKA, %212 TAT A, 324t 78 m T AT
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PO-0156
Evaluation of small dense low-density lipoprotein (sd-LDL)
concentration for predicting the risk of acute coronary
syndrome in Chinese population

Bin Wu,Jun Liao
Guangzhou First People’s Hospital

Objective Acute coronary syndrome (ACS) is the leading cause of death in developing and
developed countries, yet assessing the risk of its development remains challenging. Several lines
of evidence indicate that small, dense low-density lipoproteins (sd-LDL) are associated with
increased cardiovascular disease risk. This study sought to evaluate sd-LDL concentration for
predicting the risk of ACS in Chinese population.

Methods Baseline characteristics of 121 ACS patients and 172 healthy controls were obtained.
Plasma sd-LDL-C was measured using homogeneous assay, and the proportion of sd-LDL-C in
LDL-C was detected.

Results The sd-LDL-C concentration and sd-LDL-C/LDL-C ratio were significantly higher in
males than females (p<0.05), and there was an age effect on the sd-LDL-C concentration and sd-
LDL-C/LDL-C ratio (p<0.05). Elevated sd-LDL-C concentrations and sd-LDL-C/LDL-C ratio were
observed in ACS patients with unstable angina pectoris (UAP), non-ST-segment elevation
myocardial infarction (STEMIl)and ST-segment elevation myocardial infarction (NSTEMI)
compared to healthy controls (P<0.05). According to Pearson’s correlation coefficient analyses,
sd-LDL-C concentration and the sd-LDL-C/LDL-C ratio were positively correlated with triglyceride
(TG) and LDL-C concentrations (P<0.05) and negatively correlated with high-density lipoprotein
(HDL) concentration (P<0.05). Based on the receiver operating characteristic (ROC) curves, the
cut-off values of sd-LDL-C and the sd-LDL-C/LDL-C ratio for the prediction of ACS were 1.06
mmol/L and 34.55%, respectively. Multivariate logistic regression analysis demonstrated that the
sd-LDL-C/LDL-C ratio, but not sd-LDL-C concentration, was significantly associated with ACS
events [OR (95% CI): 1.25, 1.11-1.39, P<0.001].

Conclusions The sd-LDL-C/LDL-C ratio may be associated with an increased risk of developing
ACS in Chinese population.

PO-0157

A~ 818 ANCA X5t G K A RN B R PR (1 E

BR K
AR R 2 s 2E B M e B AR 5 B, 233000

HE i A H rp MR 4 ISR AR (a-ANCA) 545 2% (UC) BRI shE X &,

PRIT a-ANCA 7£ UC 153 FE PPl S0 1 el A i R S F A A

Fiik L UC BB 103 1, ARl 37 . iE3h 66 B (AREE 7 . HREE 45 BIFEE 14
B 5 DHALRE R (SRR K. MER. Mgk, MAEsGEEE) BE 64 BNk
XTI, DMK RS 40 ZAENIEF XTI . KA BB W FR S (ELISA) 5 EAGI i
a-ANCA /K7, R 4fyiER (ESR) « C kMNEH (CRP) . M4HEHE (Hb) . 2141
Mo~ FL (MCV) o ZL40HE 0 A 56 (RDW) « Ifi/MREFE (PLT) « BEBE (Alb) o« K
Spearman XM Pl &I H 5 W8 Baron A . R SZ2E TIERHE (ROC) ik
TR S8R % UC VE S HI2 W R

58 UC iE3hiI4 a-ANCA. ESR ¥WI R & T UC ZMIA (Z {0 % N—6.702. —2.487,

P<0.05) , i Hb B EMKT UC L4 (t=2.748, P<0.05) , 2 N4l [8 MCV. RDW.

PLT. CRP 1 Alb Z R4 it X (P>0.05) . UC ZZfi# 14 a-ANCA B i 5 507 o e ZHL A
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IEHEXTHRE (Z {59 —4.384. —4.990, P<0.05) , 1fiHAbFekr 3 HAHZ A2 R LS5
X (P>0.05) . UC s, . HEEESI#E a-ANCA K PHKIKTFE (P<0.05) . a-ANCA 5
Baron ¥4 £ 1IEMZE (1s=0.694, P<0.001) , ifi ESR fil Hb 5 Baron ¥F4r EAHRME (rsfH 435N
0.303. 0.155, P>0.05) . ROC Hizksr#i.7~x, a-ANCA [f) AUC & 0.895, #xfElfiFEN 6.27
U/mL, USRS P 2 8 71.7%F1 93.3%.

4518 a-ANCA JE RTINS UC B i o) B vl A E IR R RN E, A E SO B RN B
RN FE T B, AT B AR 7 W St R P B A T PR AT

PO-0158

(R FI =R B TR 2o A Bk 2 B P

B P
P4 22 28 38 K 22 5 — [ 8 = B, 710000

B 4T 1 AR K TR 23 e B i 24 i BR A JE DR AL VRIS 2., I 24 18 ) RGET 24 R B4 s Sk

7% K llumina Hiseq2000 51 & X Bk & 34T ZE R 27 ; R SOAPdenovo 6 /771 4 %%
A Glimmer 3.02 At AT I AHBE RN R Tt ; SR GO. KEGG. COG. ARDB 44 e it
TR ThEEERE, R SOAPaligner 2.21 741 LLx B FHEAT S8 T Bk 15 2 2 TR Ak 1) LL e S IR 2 T
Fo

GER LA T2 R EoR, VUMK K RIS e i 24 7 Bk o 24 8 20 4= K 2,471,094-2,652,822 bp,
GC &y 37.88%-38.49%, J: [T &4 2534-2932 ML . GO #¥E FETER4 4285 33 N
B DR A, DURRE =R RER BRI, RS E R KEGG HilE FEiERg R
SoRVURREE 5> A 1530, 1624, 1570, 1593 NMERHVERTI 130 22T, JEHE ERE A K
I IE R R AR R R . I COG #idl FEvERE /3l 1781, 1836. 1762. 1784 MIEHFFH|
B BEB IR R, JEAIEN 20 4~ COG MRk, EAHEERERZMN 5 MIREE
WA Gy Ry J. K. E Thaehk, VUMK — AL, TS5 %% . ARDB i /%#
TERER] 12 M 253K, 45: aph3iia. baca. cata8. cml-e4. emeA. ermA. ermB. InuB.
Isa. str. tetM. tetW. BB HTE R EF314 Wik SR mERE U0317. AUS0085. E1133.
1231410, TX0082. V689 WHkfEH A g T F—73, 5 1141733, E0679 A& T-[F—4 3,
LR R, EF189. EF463. EF494 7@ =03, ¥5 it E RN ARG ERE V583 H itk
HEAR PR B8 5T .

50 SRAFACHY X AR ZK ST ) 2% W e s 245 PR 1 B3R B RN S I BR TR VE AN () 2 2 R LB R, 3 Bk 2L A
HBHRZE, FFe TR G H], BORMLEE . T 25 WL 70 DA R I 24538 1l R8T 24 FF & B4 5 St

PO-0159
BREBRHARENMARERESEESA
M B AFHE ST 4

EINA VL B, HEe Mk 5
PR TR SR e B — R 2

HE &8 /& e E 1M (Hypervirulent Klebsiella pneumoniae, HVKP) & B4 5 i 35 15 4 i -
HEA BRI RIS T IRE ). MRS BERIEEIN R G H0A A2 HVKP 38 SR i St I
2N 2) HVKP EARE R FIG 0, IR0 BTN 25 HVKP IR 48 1 RITB AR Y71 SR AR Rk
i, T~ HVKP m80m . R DL 2 2 A Rl AR R AL, JEEL T 19 #k HVKP
AT A DR AL AT o
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FriE I B 22 S R AR A RSE IR S5 R, TRIE RN 22 SL B PR VE BN e R . SRR R LT
Aty 15 TR 24 PO Ml 98 e B AT ER , WD OB TS B M 25 s w1 R B AA B . SRH illuminu 55 AR
M EARS R TI Y, FENEE S T o8, 81 i 245 R R AL R AL T 47
ZEBL Rk MLST /0455, ST11 % 16 #k. ST86 %Y 2 k. ST23 i 1 £k, FMMAIHpAILER. 15
FRA KLAT. 2 ¥k KL2. 14k KL1. 1%k KL64. KE/>BERRIET blakpe: 7T B IGIN 253 K . 75
FERGR, Pra EIE R R R AR N wzi, 11 MRS AL S 3 2 iuc JEEE g g %
ZREA Y rmpA-2 FEIR, Horb 4 BRE SN iro 1A rmpA FE K.

G50 FRBTIN IR 23 B i T B M i 24 1 55 010 98 50 FE A B LA ST11 B3, SERRE MG 73 B DL KLa7 &K
Fo BMRIE T IR BRI 252 K E BN blape-o. M4 2 ATHT FCRIE, WIADHEWT n] BE Nk TS 25 A i
2N E M B R SRS R IR o IR PR 5 P A5 R B 1Bk T 25 A 24 HVKP 7E 22 Bt P 1) F6 1

PO-0160

HBXFEIL APTT ERSETEEME e SEFEIRKRSE
PRV R R E S 4

XI5
1)1 AN R B, 727000

H 8 Sl G4 ) b DR AR ) Lis A8 20 488 1ML g ) 6] (activatedpartial thromboplastin time, APTT)
MIEH S2ZEVEH, WRiTH AL APTT fE 2METEIRIRSZER R RN A, @ik xt APTT f& 2E &k,
Dl AR AR ) LTE B8 I 92 95 7 THD PRI 12 VR SR LA

g MCHRIR R SL I8 EARMELL 2> C28-A3 Al LAEH WS / T402-2012 HISCHF, WAEFERBE 2014 4F
1 HZE 2017 4 6 HREAHFAEIL (<28 K) HHIBAGEH AN G, H&JGHEI 1960 N, FmldT
AN, FEAT IR IE A 40t S BRI (8] (APTT) B4, 7 2 A ¥4 )L APTT (3% (X Al
WEELERR BT 2014 4= 1 HZE 2017 4 6 Hi#id )L APTT fa Sl 416 6, & kA G SHE LKA
JA . HAERE. RO IRRNEE .

R EHBAEIL APTT MAlERTSIMEE X, SE Ry 38.70-50.69s, #i4:)L APTT % 1H
A ZERBEASG %2 L (1=1.59~2.61, P<0.01) , S MNiZE rerarsd )L APTT
Z% X [a;  APTT fa A FE T/ E S )L AR H AR AR )L FE W 28 A3 B & O 2 Fhoe
Wi, APTT faSUEikE % m (21.2%) , WIKZ RA4EAER KL R E 747267, RA D8
SR M 2R AN 7B LR T, IR IR (B 43%) , IBXUSIRIRYT APTT (1R R B Tt
& (76%) , B T IRE SEIRE 1 Bk

S0 AW TN )X HT A )L APTT S35 X (A f2 bk, 120k APTT fa SUEE(H =90s,
BT IEREN AR LB DI RE, I/ APTT fE 2B B, EIESZH APTT f& SVEE#H 4L
A2 W 5 T AR S ANEL, S R B LR AE A8 4k, NI FRAR L PR, S EF X Az JL I
APTT 23 [X [B) FUE; & 1) APTT fa i, (A IRERHET MR
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PO-0161

Bio-Plex2200 F 3 Rk e & AR MR E Btk
ELEHALRPBEH N ERR

4R LiLEE L EME S 2 XTI 2
1. Bifgiss— AR EEFE,200000
2. g R 3 R 2 B SR Ak I Bt e Bt

H# Bio-Plex2200 it 2 s B 45 98 YR AR BT G4 T LR 78 TR 5 4R 2 200, U HR1E RSt
LLPERIE R 2 WA

7712 Bio-Plex2200 il 384 {545 47 41439 Hi . 200 151 1E A6 & S 200 1511595 %o 1 2H 44k Ay 47 e
BRPUIARRIE, gt S RERE R AR E FHBEERIEZE; WEE SLE H1, Bio-
Plex2200 Flfi et i Piih sl 5ht ds-DNA Hiik. Pl APk L Puke Midiik 2 [m ias o
2 TG BiA S SLE B3 SLEDAI Y45 B 52 2 A ek

L5 Bio-Plex2200 47T e (i 5 P AALE AN [F) 2EL 591 F 435 2 4L 4005 R 250 3Rk s B 143 G 2 O T
FERIARW BT, HBAMER a2 ETF £ SLE 1, Bio-Plex2200 it 4uth )i fifh 5 H e 45 1) FJR
PR 2 —E 2 XK R Bio-Plex2200 frillfi et iipifksi RS SLE & SLEDAI 1¥4)
(p=0.1770) J'BJIE3Z % (p=0.8090) JuAH R

GE SISO TR S5 A EL, Bio-Plex2200 il 4t 4e (25 HiAR £l 45 B AE HERR 45
SRR BRI I, AR, Bio-Plex2200 Pt i ik e N A1l Fa b2 SLE B
— E I R E

PO-0162

B Sk = A BTHE m BB PR

SR
SR T 25— 2B, 362000

B W FC I e o el AIF) BlPikzdifk (ANAY |« HuXUEER SRR (FT ds-DNA) K
TP BN (BT A PTATSREUEDUZ DA (FT ENA) = B S 1 4% 073 PR S st = E il
AR L3 — AR e M, DA OR S0 A B ARSI T H 45 R S R

TFrid: AR CNAS-CL02-A004 SCARER . S8 = N AR H BRE 43 B4 A5 FH 55 BH R0 B s 347 5
. BIEFRNMIEILR, J9RH MR IR HAE 2-4 IR FHME A4, B FREYIIRE B 0.5 £k 7
A 27 BICERT & BRI APER S5 B E B E ifiE 270 8ml,  56°C 30min £5F FKi%, 0.2um
AR UERIT S, BBRAETTIE AN . ANA FEYEIE S5 RN (1. 320) ; dsDNA BHE M
TE4E B oN++; ENA FHPEIMIE S B8 RNP++. Sm+. SS-A++. dsDNA+. Nukleo++. HI+, ENA
PR EAE 15 LU ERUCAHBYE. 1.5 ml EP 0%, &32 150 pl., HOBEEHE O, RFT-20C%M4:
o BRI —LT ACHKMFTRAFEF . S50 3 BRI A 5458 L35 B RO 2 H 2 A e 4F, a2
SEHE R . B PEIGUE: BENLIREL 10 SZiiE, BXEENE 2 K. FREtERiE. %R
I7°CHELKM 24h U T 4ACHRAF LANH, ELLRE 5K, BRIME—X. FBHCRGH i
PSR, et

SRR B TR ST S5 R I E, 55 PH P TR 3 A 2 AN P B BH AR 2 — AN TE R
H s 3 — el I U . BRI 5 R, REMERLF. PUIEMIEITRE, AfER, didk
k.

g ZIuE, BRI E M RAF, vTRANH T O0e = HE R TAE. AR TR
PR, T A AR R AR S RS A, TR MME S
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PO-0163
AR 2 B BB AR ) LB b 5 SR
R I 5 4R AR #9 B A
bk

UM 7 ) L3 = e

HE SN2 SRR R RO GEOR 6, SR A I T 28 5 TR A4 58 ) L L7 48 it DR -1~ e ik /K-
AN =9

ik AR 2019 4 3 H-5 1 42 i 28 S Ak gy B LI, R BEALEER T 17 B2 RHE
B 0 R BT AR LEEAE 0t B2 . B i )L T NBe s 1 REAT Il 8 SRR IR ki, FERIFH 2
ERERR AR A T & o g+ IL-1B. IL-2. IL-4. IL-5. IL-6. IL-8. IL-10. IL-
12p70. IL-17. IFN-y. TNF-a. IFN-a % 12 F 4R FHIERIEK s BRI Bis 8 B g 3047
11 DR ARSI o R & SR DA AR A ESORA DY 43 A B M (P 25-P 75) |37

SER i SRR LALmTES IL-1B. IL-6. IL-8 . TNF-a, IFN-y 4355 21.13 (9.56-37.39)
pg/ml. 20.07 (13.79-36.30) pg/ml. 26.82 (19.27-41.94) pg/ml. 10.08 (5.02-16.13) pg/ml.
53.13 (20.16-131.96) pg/ml, T4 4.26 (1.16-7.94) pg/ml. 3.24 (2.08-5.02) pg/ml.
13.27 (10.46-20.48) pg/ml. 4.30 (0.53-5.76) pg/ml. 6.84 (2.22-11.36) pg/ml, ZRH L1t
=X (P<0.05)

gt N 2 BRI 2 R OCEOR - 6 A TE AR AR R IR 12 PR e 1, Aeig ilm Ry
ST IR A B TR SR

&

PO-0164

MEERRS 75 R UR R H B E X it
5 hbea B R IS BT 0 B

EAE, T
W% B35 X R EE FE,010000

H 45T B K I s AR s VR i 5 (PCEA) il If i 5 R Ht 5 (SCEA) LA K& — % Ehfl
(PCEA/SCEA, PIS) TE% 5 451 1 5 fitidee: 14 B Jes B b i I PR 2 AN 8L

FiE EEGFEE TR 2016 4 2 H~2018 4F 3 HWA GRS 82 {94 k% 1 M s R i s (o
FEZL) F0 120 9 filidee v i s AR e GREG D), KN H s AR CEA (PCEA) FlIfiLjE CEA
(SCEA) , M5 PISH, PRI UG $2 A Rl B A oy R ies . e A/ N s 3 N 4Hidk
ATLH RV AIZE P LR, DA S5 A B A AR AR (1 K 22 5% 5237 ROC T ZRa3EAT 20 B LA e 12 W il g
PR R B AR I AR, CASON S bR, 150 H B TURG I A R I A AN 142 W 1 e

gEEL s HAN 3 ANTEZHA) PCEA. SCEA LUK PIS /K mE T 4544 (P<0.05) ; 3 TiiEhrHI
ROC fh2k FAR 40518 0.925. 0.866 10.796, UL PCEA N, JFLRENEE. R, #ErR.
BAEIR FAE > . 83.33%. 96.34%. 88.61%. 3.26 ng/mL; SCEA iZWittatiik, HEA B
faifE. LA S, PIS Lttt T SCEA. {&T PCEA, {H5 SCEA Bt&2WiE il K KIS
SRS, WARIZAIRS: R BeA IS Wi M s AR R Bk R THIAA 0.941, ¥ T IR
PP EE A AN

&£ 1 H T PCEA Wik # 1IN, tHEHES] SCEA F P/S (A EHE Y. PCEA. SCEA #il
PIS =35 A R %o e 4 i s LR 140 12 W 0 e PR RBUB Ve o AL 481 ) R - 7 ) 468 3112 i L
B EBERHINE.
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PO-0165
Dissemination of Klebsiella pneumoniae ST11 isolates with

carbapenem resistance in integrated and emergency
intensive care units in a Chinese tertiary hospital

B R
VLG4 =B, 330000

B The aim of the present study was to investigated the dissemination of carbapenem-resistant
Klebsiella pneumoniae (CRKP) isolates in integrated intensive care unit (IICU) and emergency
ICU (EICU) for controlling the spread of CRKP in different ICUs of the hospital.

77 ¥ From January 2016 to April 2017, a total of 46 non-duplicate CRKP isolates were
consecutively isolated from various specimens of patients admitted to the IICU and EICU of the
Second Affiliated Hospital of Nanchang University.

£5 The CRKP ST11 clone with co-production of CTX-M-65 and KPC-2 disseminated in ICUs of
this tertiary teaching hospital in central China. The emergence of CRKP with hypermucoviscosity
phenotype in ICUs should be of particular concern.

PO-0166
Organ Protective and Anti-inflammatory Effect of Insulin in
Scalded MODS Rats without Controlling Hyperglycemia

E &R
TR 5 JUDY R B

H # Insulin, as an anti-inflammatory drug, could not be freely used in traumatic patients
according to the degree of inflammation, because of the side effect of hypoglycemia. It still lack of
in vivo experimental evidence that whether the effect is dosage dependent and whether it relies
on controlling hyperglycemia.

J51% By adjusting the dosage ratio of glucose and insulin, different dosages of insulin were used
to treat severely scalded rats to achieve uncontrolled or controlled hyperglycemia. 140 rats with
severe scald were randomly divided into hyperglycemia- controlled group and hyperglycemia-
uncontrolled group, and control group. The levels of inflammation response indexes and major
organ dysfunction indexes were measured and compared between groups.

51 The effect of anti-inflammation and organ protection of insulin is dosage dependent, it does
not relying on controlling hyperglycemia. Traumatic hyperglycemia might be not detrimental to
body. Adjusting the ratio of insulin and glucose could provide novel train of thought for freely
treating severe traumatic patients with different dosage of insulin according to degree of
inflammation.

PO-0167

125 fil4 3 SR E R M AMIE 54

VSR AR V-
HREE LR RL RS I & B ATES B, 350000

B PR 3 5 et fA S 78 1L A0 Hh R 2B L S L T R 3 S
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FiE RA R AEREATHEIZAL 5, BB 8 A 2011 4F 1 -2018 4F 6 H REPiati2 1) 125
i £F: 3 5 G ti A S i 0 IR0 A8 5 () PR Rk
LR 3 SRR TR AT LT S A R R R, R SEREME (I (acute myelocytic
leukemia, AML) . SPEWREZIM A % (acute lymphoblastic leukemia, ALL) . % &P BEH
(multiple myeloma, MM) . &#EMG A4 57 25 50E (myelodysplastic syndrome, MDS) . 1R
i E B AL TR 125 Bl EH N 3q . 3p 7 &+3/-3 =4, UL 3q mEEE N, HIkN
+3 1 3p i . SLHLEFRS. A, WBC. PLT M1 HB S LM EZER (P >0.05) . ZHF % COX
PR R 3q 7 AT WBC >50x109/L s 520 S 3 il J5 I S b R R . 125 9] S 2 rh R vB YT EIAE TS
BRFEIRYT 42 B, BEIRIT 2 NMTRELLAERIE 83 6l —dHERE I 2 E AR N 30.25%,
43.0%, 58.7%. 3q wiH4lM 2 FRAFRPEART+3/-3 40 (P =0.041) . 1 3q 7% H1 LS &
3021/3026 fi sl W KA H R fem, H 2 FREEFERAGLI%) & THER 39 faFH
(11.1%, P =0.044) .
g 1A 3 SR EILHE 3q N EEAATEEZE, 3q 7Kk 3921/3926 A s
i TS A L

PO-0168
Serum levels of interleukins and S100A8/A9 correlate with
clinical severity in patients with dermatomyositis-
associated interstitial lung disease

Qing Wei,Rongping Zhao,Min Li
Renji Hospital, School of Medicine, Shanghai Jiaotong University

Objective Dermatomyositis (DM) is a systemic autoimmune inflammatory disorder that affects
primarily skin, muscle and lung, frequently associated with interstitial lung disease (ILD). The
objective of this study is to investigate the association between serum cytokines and clinical
severity in patients with DM-ILD.

Methods Serum samples of 40 DM-ILD patients and 30 healthy controls were collected.
Expressions of S100A8/A9 and interleukins were analyzed by enzyme-linked immunosorbent
assay (ELISA) and cytometric beads array (CBA), respectively. Multiple unpaired t test was
performed to compare cytokines/chemokines in DM-ILD patients and healthy controls. Correlation
of serum cytokines/chemokines with disease severity were evaluated by Spearman’s rank
correlation test. high-resolution computed tomography (HRCT) of lungs was quantified for ground
glass opacities (GGO), reticulation and traction bronchiectases.

Results Serum levels of IL-4, IL-6 and S100A8/A9 were significantly higher in DM-ILD patients
than those in healthy controls (p= 0.0013, 0.0017 and < 0.0001). Serum IL-10 level of patients
was dramatically lower than that in controls (p= 0.0001). Serum IL-4 (r= 0.1171, p= 0.0040), IL-6
(r= 0.1174, p= 0.0040) and IL-10 (r= -0.1829, p= 0.0003) were significantly correlated with
S100A8/A9 in patients with DM-ILD. Serum S100A8/A9 was significantly correlated with high-
resolution computed tomography (HRCT) (r= 0.1642, p= 0.0157) and lung function (DLCQO%: r= -
0.2066, p=0.0061, FVC%: r=-0.2156, p= 0.0050).

Conclusions Serum level of SI00A8/A9 may be a valuable marker for assessing the clinical
severity of DM-ILD patients. Serum inflammatory IL-4, IL-6 and IL-10 levels were highly
correlated with S100A8/A9, so these cytokines may play a synergistic effect on the progression of
DM-ILD.
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PO-0169

MAEYFERBRETHE o EEIRKMASKRILINE
= B E 5 AU % 3 o aY B FH

it Tk
EE AT R B, 222000

B R A2 R AV R 22 =N SR I E RSO0 H o fi, MRHE Westgard Fhig B AL #E
By S 56 55 30 R 38 2 I R I P S 56 T 25 P Jo 4 D o

Frik HASEGE 2019 4 1 HZE 5 AMAEE N TE 2R TR (CV) AE NN EAREZ E LT
B, AL = AE PARRIEAS 0 2019 A= (A B VTR (RS H 43 ZE(EAE S50 = R AS A 1T
B, RAEYFERSHERB AR RTSIRZE (TEa) EARERTE, HEEHEK o b,
35 o BRI H Westgard 75 -1 I Sy A S0 5 100 ARG 560 95 T H 328 4308 24 140 o 4 R )

R RAAYFARELRGELIRE, BW=f (TG . KFENREAMER (LDL) FfEEHA
a(lLP(@) o {>6, %M Westgard Fak& IS, BI 1as MRLIU; &% B A & 1 AH[E B2 (HDL) Y o
ff>5, %[ Westgard PERFLEEN], BEJ 1 3s /2 2s /R 4s AN, HH [E EE(TCH) A% 5 25 11 B(APOB)
() o (<4, FEAEHZMNFER, B 13s/22s /R 4s /4 1s /8 x #i; #f5E  AL(APOAL) ¥
o fH<3, W LLER RAEYZB R R BREENTESR (0=4) , EISRAH 13s/22s /R 4s
14 1s H0 .

58 KA & Y UV R ZE A AR S = OER A G o S4B AR A2 AT 1),  APOAL 1] DL
iR AE W 2 A S B R ARV s iR 25 . Westgard 78 4% F5 M )2 — b (68 . i P 4D o 47 ol 9 D0 o 4%
T, SR 5 a] R A5 3 TE R 14 5 R R o A e D AR AN

PO-0170

N A/ARD SR ET S RERREFR

FEF5 I, W MSFE, T 2%, 5k 5%, BH A
T PR = FE, 300000

B B2 3R S A 2 W Ry RO 2 o0 B, fEAS IR iR S A o, A4
O A SRR RS 56 AR 56 S5 O R B b, 1 B TR A B OGRS 56 4 SRR PR L R N 1) R
SO . ASCRIFHZSPERS S (sigma) 732, [l o K i IS B 2016 4F 7 A & 2018 4F 6 A
B GAS AR A TIR BB B, RPN A6 71T i 12

i BE O IAAEARAR FARE, WURANAEGERAETE LIS RGUDRIEHEE. 18
I EAGFRA T HE: PR AR BEE . PRARSTUAE R, PRI R, ARERH R, A5E
FIFTEER EL ) . FRAVE I . FRAHE ML ARASHEGE . AR A E R HE. ARARBER . M., HigH
Bk, RN IERSE . R EXCEL St A SR AN IRE, HHESE LS8 EEL
(DPMO) FH-E RIS RIFH LA sigma 18 .

GEE ORI, FEVHE IR B 929,592 kR, JLIBEIAGRERA 922 3, BEE
0.0992%. PR AN EEEX — A8 RIB 0] 483 4y, & PTARMAR RN 52.39%. LIk B AR
AKAE AR AR S AR, GBI 167 A1 69 1, (S 18.11%F1 7.48%. X = KISAUAEIRK)
sigma {558 4.5, 5.1 1 5.3, HAAREKLEAY sigma [HH KT 5. A GFEARA I RIFEIE T
GIBT I, PR AR AR A2 BT 93 X 3 [R] g 5 oK o)

G0 AR A SR AIR [N 0.0992%, KT HABACIRIE, BRPUEtbrARELER sigma HH
45 (RBLRLH 4, HAEH KT 5, RIUMFE. REFHAATRESET LIS XEMLRS, LT HIE
WO T NRRE. IR, SERERETRIRAG, WwAREGME L%, JURPNRITTEEE, g
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M TARKERE A R R AL SR, PURERRASRESR S — DA AL R L, RO AT e 5
PHE, AbSEi =R RE R, AR S TR

PO-0171

60 BB EE A ZAEIRKMAF EHME RSN
MRBZH R

MRFEFS
Fp L R 24 5 L R B, 519000

B N 60 J5t &5 B 76 I PR IR 27 5 RS 56 100 H o B4 ) B 247 20 i, YRS 58350 H 14 bt
PERE, BT R ke B A S 1R E i Tk

FriE W d Il KRR B 5 HE B A K Bl 2017 £ WBC. RBC. HGB. HCT. PLT. MCV.
MCH. MCHC % 8 ANIiH = Wi EHI 1 5dE, 454 2017 FEMMREREIFS R, RiEEE
CIfRSLIG = MEHMEIE )  (CLIA'88) %I A o=[feiF ik % (TEa%)- fmfF(Bias%)])/ 485 &%
(CV%), 15 o HIFLHbrEl 60 MREv e, CAPN T E it fe B R Eisw i 2. &4
i HARTREU(QGI), AT H M RE/KFARIAR] 60 M EZJEH, FEH LAl 7.

LR 8 AMGITH 1, HGB Ml HCT 1A% 50 7/K°F*, WBC. RBC. PLT. MCV 1 MCH it %] 40 /K
*F-, MCHC i£%| 30 /K. M Excel #AFHIERIFRHEN 60 ikttt se BT EH, EIR
VPN 5 A - SR VPAN 45 AL ZE T PERE KT T 60 MIRGEGIHH B, A 3 N EM%
MRS RE, 43N HGB. PLT. MCH; HCT. MCV. MCHC %Ak infi . WBC Al
RBC | 75 2 [7) o} ciUdh A % P FHHERF

£ 60 REEHE AN AT IRRIE 2 F A TE , TSGR IR, £t s vk
R EERITT R, AT IRERTE i 2K T .

PO-0172

G6PD RRZEEREEAZTHR S AR

PRI 4
TV KIE 253 51 75 BERER S BRI B

H K 385 % 76 4 B -6- R il 28 (Glucose-6-phoshate-dehydrogenase, G6PD) & PE{%T 1800
U/L BIFEAR AT GOPD JERI AR, 1A WA GOPD B It PR 2L R AR R, HH4R A
2T 3 R A 5 G6PD B 1tk 2 (Rl L & .
FiE WA 2017 4 7 H & 2019 4F 1 A7 7 RARNR BRI = Bt B R v A 0 GOPD R v P4 7K ~F 1
FEA 323 5, M i GAP—PCR 546 a b7 JE RN f [ B 55 2452 ( RDB) 546G B s 73 %
AR A 190 f; XTI BER 323 Bl kA —BCR FH Tagman #8558 6 @ & 77745 16 Fhrp A
BEAF R LMY GEPD JEH g A8 Y (¢.1376G>T, ¢.1388G>A, c.95A>G, ¢.392G>T, c.871G>A,
€.1024C>T, c.487G>A, ¢.1004C>A, c.202G>A, ¢.383T>C, c.473G>A, c.493A>G, €.1339G>A,
¢.1360G>A, c.1381C>T, ¢.1387C>T) .
ZE8 1.1 G6PD = B (ihPE<1800 U/L) ', B Mtk A 103:35; 1fifE G6PD B Ak
(1300-1800 U/L) AHEd, BLctEnltkny 4:17; WA ZER A SR TTFE . 2. 78 130 il ai—
Foh AR R oy K, H A i DO A7 ) S IR AR 2R 43 i) i& ¢.1388G>A (67 f, 45.6%), ¢.1376G>T
(46 5, 31.2%), c.95A>G (16 #, 4.8%), c.871G>A (10, 6.8%). 3. 7£ G6PD # = &I
FrRIFE RO, 2 A5 S 1 e A PR o PR XA ARG I A R R 7
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58 (1) &3 WM R R %45 ¢.1388G>A il ¢.1376G>T. (2) 130 1l G6PD H4liZeAs Al 5
G6PD B G AR 0T, SRR, AEMEER AR EAG A FKF0) G6PD BgEtE, (HEA K
Il G6PD i 1 5 RARRIAG KEL. (3D MEUEEMIbRAT, H LR T B AN G6PD R ih 14 X
fir 7T IR TR E bR A, KIEI R a—H#T. B—HITel a+B—Hi3Y, H G6PD iHTE#E M
TR FETE(P < 0.05), HaifEAEEEZE.

PO-0173

fi R R AR S F R E AR R IZET R AiE

B, 2 A5, A2 PRI, BRI 5, R S K, 2 e, PN T, B ] e U R 2
HMROR S AR BB — BE e

B i T IV SR AT M T S AR, S e S B R A o, B I A VR Y R A
LR BB S W E L.

ik OFMRKFEE Pt 2013 444221 PR 2T ok 21 4 308 B i 7 SR I it 6 38 e v A
1200 1], Z/DIREL S ml BALF H Faesb =42 (BL10~20 mlAHE) , W ATUCEE AT el il il
FEVER A TSLI =R . QFIRM BALF 2 25l 2E W) 556 28 3047 20 B 1 AN BB 10 A 9%, ik
A R A R A . @A Z=/HRE SmL BALF $EHTAM B 5K 2, R H DA
g, BEENR. @4 3 gn i o B AR B AN AT BOREEAT A AZ AN T B TR R gl &
STYH MO LA AN BTG 4, RS A R x108/L . Bi& il & I E R VR A B O AL E O
1500rpm, 5min, # b3, KUUER I 6 9k, PRIk UG, PR R, ATk AR
7o @RS NIt 4: BIREADTEETHE 400 DM, f&REIEWE 2% X A 2401
(5~10) x106/L, #Hff/r2, EME4HMI>85~90%. WM 10~15%. HiEkiga<3%. WEfz T
PN <% WK R A i sl 4T B AR R 4 351<5% . DR SRS -

GER W UL, R R AT R B AR B, R TR R N R, W
T 0 AR A MO 2H AN i 2 . nl LS Bk i B 3R E R AT M. il B RN R A T I 20 B o R )
(BB AR , SFEmRREe, W08, OUREAe. %, TRIEVERMIL H g
sk, AT LKA 2, b G I R >25% UL T 25 I N A A Y AR S TR R L ¢
( NSIP). k4 T 43 Eb>50% £ AE K4 iE>1%. FR PRI >3% 3R Stk ety 4 . ml WA
PRI 2, PR a0 . N2 . (AR . R R AT 4tk . KBRS R
Ji L 008 A It TB) R A At Al RE R RGN B >25% 5 25 FERE T 1 il 48« [A) s PR il 48 . R4
9% o WBEIR R 4N AE WS $2 78 BALF ARl b EIE /i i5 % . TUAEIR B B2 40 i (>5%) 32 715
BALF ik B . wl WL, REi: sl e R BORE iR, I oRig MR i . wJ
DLR R AT A, R g P R AT AR BE TS o N R AT . AR AR . R AN AR 4 Ak oK A
I o

S0 ERMVOE A RIS BB A B R, 098 A8 112 WAl %50 2 B FHANME

PO-0174

POCT I BIIGRER

FIERE Bk
MK —E e, 130000

BH 9 7 G Be oo e PR Se e S i B B, ORIERR IR 45 R AHERGTE,  PRIEIR PR 5256 ST R I H 745 &
ITFREEDR, B2 — R ImARR L (B Ho0fE 2018 fEREEEIT e 1 AR TAE.
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FiE B 2017 £ 6 A 27 HHOALLOK, £ POCT BEE SO BE . OMEAS I 45 SR i
5%, POCT & N F EA5HI LK 2017 45 POCT HLxHiR56 i F1 e DU AN 05 T 20 il 5 7 skl S, 39w
Bl T B RO ERAE, ARSI I — IR R R RAESE, 2018 FJERPAFEIE—IX POCT Xt
TAE,

8 X POCT Lxt TAEFF R, RIRRNIGIRINIZ %, B xR A R B 1) AT Je
M, BESEEES TR, WA POCT iS4 BB R K ARLE ] 40 BT DA % SE56 28 T i 13
HIER, BORSBELS L B e Ar v 5238 TE. 2 NZBEE NS5 POCT & B
[ OPRSTUN

58 JER BRI R R AT IR T H AT ISR IR T A IR I H (15280 = K POCT I H A= 5L
TR T H M — &3, fRIUET POCT AUSSFEA IS &b F B AARAS, M TR R &
PRUE R R SR 50 B BEAR T LK, JE— 20 05k 7 R B P AR 50 0 R A B, AR IUE T I PR A 56 20
H ARG SR U045 RIHER . — 8, 185 TR DR IR LK, AiE b sEI 4 i Il
PR AS: 56 P RIS A4 5 b v A0 25 5 JE it

PO-0175
Long non-coding RNAs contribute to fungal virulence and
sexual development of the entomopathogenic fungus
Cordyceps militaris

Qiumei Zhou
Experimental Center of Clinical Research, The First Affiliated Hospital of Anhui University of Chinese Medicine

Objective These findings suggest that INcRNAs in C. militaris play important roles in the fungal
infection progress and fruiting body production, providing a broad repertoire and resource for
further studies of INcCRNAs.

Methods Numerous long non-coding RNAs (IncRNAs) identified and characterized in mammals,
plants, and fungi have been found to play critical regulatory roles in biological processes.
However, little is known about the role of IncRNAs in insect pathogenic fungi.

Results By profiling the developmental transcriptomes of sexual and asexual development in the
insect-pathogenic fungus Cordyceps militaris, 4,140 IncRNAs were identified and found to be
dynamically expressed during fungal development. The IncRNAs had shorter transcript lengths
and lower numbers of exons compared to protein-coding genes. The expressed target genes
(neighboring and cis-regulated) of various expressed INcRNAs were predicted, and these genes
showed significant enrichment in energy metabolism and signaling pathways, such as
“Glycolysis/Gluconeogenesis” and “MAPK signaling pathway”. To better understand how
IncRNAs function in the fungus, xrnl, the final gene of the NMD pathway, which determines the
fate of IncRNAs, was found to be disrupted. The Axrn1 deletion mutant displayed significant (p <
0.05) attenuation of virulence and a lower growth rate in C. militaris. Quantitative RT-PCR results
revealed 10 IncRNAs with significantly higher expression, while 8 of these 10 IncRNA target
genes (virulence- and sexual development-related) showed significantly lower expression in
Axrn1 compared to in the wild-type, suggesting that INcRNA expression regulates fungal virulence
and sexual development by affecting gene expression.

Conclusions These findings suggest that IncRNAs in C. militaris play important roles in the
fungal infection progress and fruiting body production, providing a broad repertoire and resource
for further studies of IncRNAs.
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PO-0176

UL P ElH & FR s B iR 4ERE

RIS ARG L 2
1.7 [ B 2 A 2 e Ji B8 1% e, 200000
2. L5 AR B

B &AM (PD) & —FiiXife R KRBT MR, HAFELE T 20 f AL M. Hi
SRR B TR B AR AL 4 SR —EL

AR E B AR INZ 7 B vk B AR

Jrids AR B AL PR i 288 5] (137 #4tcfE, 151 4 53 1%) PD H3E Al 301 44 (144 %4
PE, 157 25 M) fd R IEH 0 T 7 3T B R B B FT, L) AR S AH U B

GEHL. BENPFER N 64.0812.8 % (i 26-89 %) . i HBE NS EE PD A2k Ik A
PD #rifE. WM 40 T DNA $#E. @idEsE PCR 7kl &E A4 K (LTL) o N
TR % PD B HE R RAC R, AT RA L FX PD 3 LTL At 47 17 2585017 .
GRSt ZHAALL, PD 40 LTL BHE46%5 (1.09+0.45 vs. 1.69+0.79, P <0.001) , HXfHaZHA!
PD HIFEE R K mfa e T (r = -0.474, P <0.001; r = -0.187, 454 P <0.001) . [FINT,
PD i) TP, A& H, TC, HDL-C, LDL-C /KVHXHAL, HAlAEASER &. B2 )iA
¥, WHEK (P <0.001) , hcy (P =0.016) 5 LTL ERE MM, i LTL FIHKIY 50 %
McE U A BUR B, LTL X PD HIELEEL (OR) i 12.96 [95% E{S[X[A] (Cl) 7.23-23.23, P
<0.001]. XfAHIECEmBATIR)G, KB 6 MH gPCR Mllsmki K R se, 2 SHEH PD
rhiski K F R 455 (SMD = 0.63,95%Cl1 0.03-1.24, P =0.041) .

G0 X R E IR ALK 5 E PD B 2 MR MBE T . IRATHBEFLR A E PD & (ki
KEREE, 485 Meta AL BEE R —8. XML REN, S51E% ARME, PD HEM
SRR AR R, BIE RS PD XS I 2%

PO-0177

RENREEWNEEXTEENNAME

48 &, R
P 77 BE R 2R YN BE B

HE M i at s G BT 6, ST AR S so N, JFx N TR B
B D REEAT R IRAIE

TitE LR EFEE RGN LS R AR G2 R AT 12 TS5 K56 % )R 5C 1 5 1R
bR, BIGE—ENEG, 12 B ERAAEE =AW, — IR R RS PR AR R
AR RERE . PARERRE . MIEIRTG R GUBEIR A Bl Z K Aer 36 5T ) e i 1) o iz
s = RETPHERR: EAREIHEERRBAGKR LR EAHEN R = &
KoJE R EAEbs: R E A LR, EREEIRE . GREER AN R LR eR .. il
FagiitRbia R A 2018 4 1 H % 2018 £ 8 A H BRI EE, IFEEATRRELS0E . X RE
PEPFIR A R B e AR, A BB OSBRSS SR DD RE, SRR H 3l
100 il f5 sl i SR VA BEAT T I

S5R 12 TTTRARBRERDUBERR AR 3 S S0 3 A A eI () JE e AR Ak, R AR RR S0 T A
o Dl A T B SR A SR AR O % I A RE BRI, A5 DR EEAT Bl e SUAR B R T SE
U .

9% ARG BT G HHAT BRI, WSSOy E ST R St , AU
S EEER A A R IRRRE; N RE R AT B 58 R R fE AR — P 5T
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PO-0178

CaSR B{E - AMAE CARES S itk HER

RTINS
e ZRIFE BR K2 FAY TR A B8 5 e, 150000

H T BT 7T K B o0 ) rb ok 4 B A AU 32 74 (CaSRY) )38 IATE kL4 oA 5 1) O LR 4 B 4845
it IER -

JiE JEEC 3 R wistar B4R R, BEMRE B IEACO LA, O NE s e . SAE
AN AR A S AN RIA PR A iR R, AR AR e e R T E 8050 . 1EHL 250-300g
RF wistar KR, O ARHERRL,  FIF % RS B oy By B OR R kLA, I IR e 6 5 e L
PE, I QY S oAl g, %o aifg Kigt KT 95%!(1 h PRI A il i3k 4T f5 S8R50 . BB EEFE L
(R PRI AE R4 Y TC AL FRZEL . PAF % 4L, PAF+CaSR #4257 Cinacalcet 41. PAF+CaSR #1151
NPS-2143 41, Z5¥)4b3E 15min J5 SEHOH 55 I AT I 2250 . SR AU AU O LA i il AU A 3
2 /N E R EMHE 4h, JERFFRAE B AW RN N IEE: 72N E _EE IR R4 A R 4 R 2 0
WLAN A AT SR e s OE R % . IRIG 45 R 43 T USCEE O LN B K b R0 A . N2 Western blot i 5%
CaSR 7EA A ZH PR i i b i 3Rk 4% ol S LA B Bel-xl. Bax [RIEE L, N4 AR
AU C FTLEH P ) 98 T s 00

GEEL fEh PRI 4T, CaSR N7 A LM CaSR Fik & m, NPS-2143 nf DUE rh Pk 4 iy %
HIFK. EONdy, SiEFX A, SRR AT UEOIIAE L Bel-xl 3R IEE R,
Bax [HZIAEM m, CUI4IMRIE T 28] B4 5. Cinacalcet b B i b i 4 i 5 i 4 55 U o LA
fudtsE G, OU4EME E Bel-xl KRB R SHA R AAMILAHE 7, Bax RIAEWHE N, O
LA BRI T B R, SR BRI E X

£58 CaSR #ishifl Cinacalcet AP H RN R R IA N CaSR AT LB E 98 55 b Mk 4 g Xt 0
LR AR 5T I ) B 45345

PO-0179

Corin ERERFEBERPIERMAR

B
T S ALK 2 3 12 B, 300000

BB WEIR 2 NSRRI R ER 2 — . BEIRWEE W (DN 20 R e 3 2 L I R
Z—, WRBRFBEEET- M EERERZ —. DN KA REZE TS, SR, DN KRR
L322, HArMRTE2EE. Corin & —F [T Sk 22 Z R 55 B, AW Joia MR IR O s 4
JRBKHTE (pro-ANP) B4k BAg AW i3 MO B AR BK CANP) 3k 1T & 4% 2L 15 /K SR AP
Ve o BEFURIAERE IR B . SR B/ NERE 26 A8 B W S B A G Wi, Corin [IRIA
B, BBH Corin RJRES 5 R LB EAH G 1 WML . 2815, Corin £ DN Hal 5E R IEIME
F, HEmAR WA S . R, BATEEERZE Corin /£ DN AIFEHLEIHRITER, 305 % 8]
DN &5 B HT I 73 AL 5 R BT 6 B A

FiE FALEN RT-PCR. Western blot Fl4u s 4L Gt ARG STZ 175 5 (8 R 9% K SR sh A 7Y
5 IEH SR R TH E iFh Corin A1 ANP R i& 5 #id RT-PCR. Western blot 14
PP CFARKGE I IE H BE . S BB HK-2 itk (BT /NE B gnpark) &+
Corin 1 ANP [{JRiAE I B E 2 B ME . MTT 256 LUK &G i i Yeta i R W 4 Corin-
SiRNA (1) HK-2 41k R4 i vd 77 535S Ol 8 IR S E2 54 4 Corin-siRNA ] HK-2 41l
PRI 3005 EA.hy926 Akl CONJFERIK A B gifusk) 3288 i fh f5 1 2 /s ; @i Western
blot £ AR 72 # 4% Corin siRNA 1) HK-2 Zi i ik i b HABM LS 50 T HEIE.
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GERL RATRINL DN KBS IEAE pEAL B HK-2 ZHfKEY) Corin F1 ANP His %K. 4L Corin-
SIRNA 1) HK-2 4 fg btk 138 58 B 32 52 240, 35 7108 R % . #54% Corin-siRNA 1) HK-2 4 ki)
LIEBINE] T EA.NY926 4HHURRFERS KRB R . HK-2 40 Corin (IS =Z S8 R iEAH (5 5
T RIEMIEA

2w z24a Ll E, 78 DN, Corin @il pro-ANP {5 5B ik K AE R EAEH IF B Corin k= &5
W ThREZRELI R A .

PO-0180

ETAEHSRER-AREESMRESHANEDERSIE
ML A EHISEE AR

Rl
RSN S T S

HK MEdFiE a8 (rGO) IRIRM-91Kk4 (PANI-AU) AL A EWIMEIRES, LSS o0 kY
FFH 156110 DNA [ = R B A

Tk RIS BT R R N8 1S6110 (1) DNA K BAE NEEFA, Wit & a5 #8541 BAN
(R 4E DNA SR IRE . B P IRE E 2T rGO-Au Bt bk R H, i o e VA, 1§
PANI-Au &I IR E 53T A1 456, BEA A SBIRGURM RG5O, F2AE35m 1) PANI HLAL
2455 . KH CV. DPV WK J7 7% SEEAL BRAs I FEL AL 2% 3R AIE B &5 4% T #4711 o A

BRI AL 2 A A IR RO T R M VE ], X3 1.0x1010~1.0x10° mol-Lt, FasE itk
ML, HADPE TESOR R AL K4l DNA (U455 & Bk . Ml 8 SRR, v Rk B
S A ARG LA = T30, 5 PCR AL R, Bk 2Bk Kas 5 PCR AN &5 B 1K)
4 %N 100%.

W I TR AR B (1GO) IR NE-91Kk4E (PANI-AU) HIAL 22 BRI, AL T
SERAT TR 156110 DNA KIIHT 751k, NS % b B UL 1) SE BRI AR ZE DR 12 W 1t o8 i) Lt A T B

PO-0181

SRS I E 22 A R 2 R BRI R K RO

HERK
RHIERIR 25— IR EE i

BB S PRI 2 e DX TE 0 2 30 A () 22 S 1 FROIR I o R ) & 45 SR I S B (H TG 7 v Uik
2016 4 3 H ~2018 4 3 H = m X H A4t gRid 2 4 031 4, ¥ NACB A4 N, R HBENL. 47)Z .
BT AR 45 G (0 7732, A0 4 B A0S RO 70 A R HEE B AT FRCIR IR AT A I 408 A
[R5 50 - - 24(T1)998 Hil, 1 22(T2)1 543, I8%(T3)1 490 i, [F]f de HU 4 i A1 07 (0 R A & U 3T 4
% (T0)105 FI/EAyxf AL 45 ] O gk = HFRIREERKFA R, TSH T8, by B =157
0.25~5.32,0.42~6.26 fil 0.61~7.68 mIU/L;FT3 45|~ 3.54~6.04,3.57~5.94 fll 2.93~5.40
pmol/L;FT4 435k 7.11~16.88,6.78~16.94 1 6.03~16.87 pmol/L, {4 {11 L () HUR iR B 2 /K1
5 R 48 4o oM B B TSH(x2=233.183,P < 0.05),FT4(x2=388.12,P < 0.05),FT3(x2 =558.795,P <
0.05)).@TSH 7E4 FL AT AR A 1A IS, 22 o MG SRR XS 38 =, F T3 I FT4 (AR Ak — B0, 54
8L HA LG8 2 DRI I, EL B 2 B R B R 4508 AR A e IR BRI e AP AN R TR 2218 £ 75
LR ORI S 1 IR BRI R I S5 G
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Jrik JEHL 2016 4F 3 H~2018 4 3 HAFIA I 70 B &L gRbE pR % Z 4 Fn 70 ] 1 H g B2 e
WFFERE %5060 B 8e i 2 T30 . 28 e R 22 B 30 IE 8 R I R YR IR 22 10 /) FT4 KF. FT3 K
Py TSH AKCERIHUR AR D) BE.

GER UL URME O 2 I A 2 b 1) FT4 7K°F(0.57+0.13)ng/dl, 1E % 22 1 2H J4(0.63+0.16)ng/dL, 2% 5
A G247 L(P<0.05); AL g bl JRIG ZH I AR R 223 FT3 /KFRIIE# ZH a4 A b, 22 7 e St 22 X
(P>0.05); {4k PR Ip Z i 2L B R TSH 7KF4(2.29+1.09)mU/L, 1E # 244040 4/(0.63+0.16)mU/L, 2
A Gt E L (P<0.05).

G5 WEURKE RN FT4 KPR, TSH 7K 5 iy, R R D e S 5 03 28 5 ey, By s e D4 g
e I A TR FRIR IR D BE 1 L.

PO-0182

WECIESRES RNA #HXH) CERNA M8 RITAET A
HOE & PEmic

Bl

HBIH K 2 25 — Bt & 25 B ,450000

HE 20 (HCC) & t 4 b 55 75 KU E A G AE T R (Rl o HOR R 2 PR R, KIEHm D
RNA(LNCRNAS){F Ay 5% 4+ N 1 RNA(CeRNAS)TE T Hh (1) 8 515

TrEE MR 3 R 2H 3 (TCGA) 58 JE 3R B IncRNA BB IE BRI M B EE R, 240
INCRNA-MRNA [PJAH ELAE A A2 @ i dE i i =6 e 19 . KR Spearman #H2¢ R EH 7 LR850 .
ZRFK Cox [FIHAEAF o Hr i B 25 H 1 Tl /S IncRNAS.

g 8] TF Cerna (ButMZEal L, M T HEH P4 )5 IncRNA KB Cerna 45 (LCeNET). 9 4
INCRNA #5458 X, FEMOR BUE &Rl SR RE A S AR i FEp g 4R . Ak, Tk 7 547
IR Cerna %f, HE T IncRNA-mIRNA-mRNA M4 . )5, HAITEE T —1 16-IncRNA f&
A, ZBIART DL R A S ARG 4, B A FMATEE 5, MCM3AP-ASL 7E LCeNET
RN fE AR AR 2 T XA IR R

g5 AW TTEA B TIRN T IncRNA /51 CerNA #EHLEIE HCC KImALEI T IER, 3R
T HCC [ T b 4 B8 e Hfil

PO-0183

REMN TS REERSRIERT

W B
MR RS CR=FERY) 58— MREk

B SRR HEFR RS T2 EBE, NS fa B B 1R 4

Tk SR LA R HE AR, WUEFE B T AR RUgGRE, 28R 5%
WIETT BRI E RN R . BT, EXDELZOREEREIIAN (BEFEZeHR) B (=
LR BRGE VT AR AE SRR, ZORZ LRI, AR SEBRIE DU E & S A AL K e SHE I H AN
Ja B EAR A 1

SR G SUE R I B E R LUNIURTTH: 1 ERMENTH R A & IR ER T . 2. /83l
N SEERT. 3ESERE BIART . 4 BSEILRERT . EaSEld BIEErT, HEm
T2 BE R B AR LLRCE WA, T 112 G SUE IR S BR AR AN R %, AR AERT LA
XPAAT 7 AR PL sk i LEEIR IR AN 2 EHEA A SE 2 . 3RS A BUETT
PR RS REEANSE
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W T2 EE IR PEA AN 8 AT E N, ZAK 126 SRR RO% 2 06 Ul
P, JCEE 3R Uy AURMER B 128 SME IR R 100%H H AR, 1 RIS B R 5+
EHEEME G, S ERER, WRCRBUR S iR = AR T2 AE. BETEE
PEAET7 AT ARG FFZE BB . TEF YO iZ &l (s B2 B2 12 e el LRI E
BRI

PO-0184
M3 circRNA {ERFERE XTI R EH 5 LR E DiRE
RITFIE . ISUERIIG R R Ao

T L 2 A
1.F4 75 R AR 57 J5 P2 5, 510000
2. nHE BB ARER

BT 28 RO I 2 O LS 0 1 — P M G TR 28, AR DR, 8RB 5T & I K e
O AR G E I AR R 08 A . A IS KR 577 2RO LR TR D IR A AL ANTE 2 . 1
SRR A IRV S 1T 48 BB 3 R R 0o ML A 0 () ey, R R BB IR A, PR L O I R R AR
R, PREBRIBERTT REF LA, OO —IEEALSS . SR —Fi b &Y Re % #Eih A 2%
I TR RN % R R 2 R DT 9 KB R AR o T 7 P IR, 7 T 77 288 IR 1 5 1 98 R el Lo
PR RS, A B EZ IR E R SE R s

T FIHEERES F AR, SHERAME, BRIBHERTTR, w00 S E & 705 1 circ RNA &
IETERHR AT R, e AR KR M O T  H R e O FR R SRR 1 cire RNA. A
qPCR $ AN ik H (1) 22 7 R IE circRNA B TIE, BhikH 2 N2 FRIEM circRNA. 51K H
VAT FRIR G 12 W28 KGR 5T 2 I Rt O, A HAaZ W R AN RAN B

58 circR-0089762 7S KBTI R ik i, 1M circR-0004121 7825 KGR % 3 R e
ORI RIE . @i gPCR SEBlEt— P HIKGAE, HiEMi2l RA 3k CHD HIZhs. (U #BAE
Fr, circR-0089762 (AUC = 0.402) &} circR-0004121 (AUC = 0.765) AN FLH % 5132 i XU
PEICTT R IR oI BB AE AR EW o N T 3R m2 Wi BUB I FIRE S v, FRATEE & LR W A1k
FRARAIX P FR circRNA #HATECA 2 W, 2 NI F R &2, circR-0004121 fil TC 414 circR-
0004121 1 CK-MB 4147455 7 5 AUC {i (0.828, 0.802) , EWkE T[N BA i MR
BRORE DA S22 W 28 G D1 48 I R e O FH BRI IXGBE DR 1T %8

£5i8 circR-0004121 Al TC K414 circR-0004121 Fll CK-MB FZH4 % HIE W28 KB 55 R I K
568 /L3 M BRI RV DT 2%

PO-0185

HHERSHE blaIMP-45 F1 armA BZ B ZfR PARE
B HEFIF R

ZRMfE LR 2 RS 2,4k LRI LB IGEEE 2Tk K 238K 2 2R 2
1. = AR EFE, 572000
2. F [ 9 BT 2 ) m O A e YO I 92 il T A4 1 T 24 =

B PRI 22 25 24 15 7 0 T s 40 0 X Tk 7 8 e DS R S S b 2 2R T A R 24 11 40 T LA

JiE 2012 4F 6 A 2013 £ 3 H, #HWrEE =W ARESSIEHEES] 6 b= 2 )9 B 54
B EACE R AR, SREZER 4 DAFFHEX . 16S rDNA 83 7 Lb Xt 45 5 4% S2 4 g
J& . E-test vEI5E E XTI R & FHPTA RBARINE K E . Carba NP VLRI B AR A2 15 77 ik 5 2
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. PCR 33 A0 fy LU xS B ik 75 5 M B AN U S T SR H LB 25 (P . PCR FIEE & PCR
(overlap PCR) #3 | BUHE &7 Jr o BL 25 L DR N 3L (R PR S, P JE 93 PCR =4 A Hff i 24 5%
KB HES] . Spel BV G Bkihizi i H vk (Spel-PFGE) HIM#E bk [A564 55 &, S1 BV s ke
W K (S1-PFGED i3k — 0 B ffl B Ik (B 485 5 TR 1 K/ B L SRR

SR 6 RIS EMRPAE R B P M E R R, HAE 3 WOB R, 3 MONES R
, H%k Carba NP RI&FHYE, 7= B AT F /M. PCR 3t—PHE#ET blames, N FHTRE
Mg AN A 1 B-N BRI 250 24, FLIRI #5717 165 rRNA F3EALEF armA K, S Fia R
SRR R 25 . FERIM B RIWEFU R R blameas A1 armA FL[EESL T Tn1548 #HKX 1. Spel-
PFGE HIKRHIBR 2 AR AL, HE MR A RITZ N £, S1-PFGE HLUk4,
TR IR LB MR K FURL (300~600Kb) 5 UKL K /N A 78 45,

G5 (EIREE RS H RIS HE 71 blaump-as F1 armA U H SR8 B0 i 18 AN S PR I B, IR S i 24 L R AEAS
) T AR 1) () B AR e o0 B2 B KL (1) 42 5 e A% I 5 Tid 24 255 (R 1A R % Bl o AR AR AS [R) R (] f 7K S 72

PO-0186
Antibody avidity method for identification of primary and
secondary immune responses in 128 suspected
measles cases

Jie Liut?,Lingli Sun?,Chengbin Wang?
1.Chinese PLA Department of Clinical Laboratory Medicine&Chinese PLA General Hospital, Medical School of
Chinese PLA
2.Chaoyang Center for Disease Control and Prevention

Objective To study IgG antibody avidity method in identification of primary and secondary
immune responses in measles cases.

Methods Enzyme-linked immunosorbent assay (ELISA) was used to detect the IgG antibody and
antibody avidity of the confirmed measles cases and the paired serum samples of IgM negative
were test IgG antibody to confirm the infection, then detect the IgG antibody avidity of the positive
case.

Results Among all confirmed cases, 80 cases were high avidity antibodies (80/99, 80.81%).
Seven cases were secondary vaccination failure (SVF). One patient had one does of measles-
containing vaccine (MCV), his paired serum samples with low avidity antibodies in the first blood
and the second showed high avidity, other 6 twice-vaccinated individuals with high avidity
antibodies.

Conclusions Most of the cases in this study have produce high avidity IgG antibodies, but they
are still infected with the measles virus again. It is suggested that the neutralization and
protection of the high avidity antibody still needs further study. In SVF cases, the typical
secondary immune responses, such as low or undetectable IgM, may not found in the laboratory,
meanwhile, there are also missed cases associated with secondary immune
responses. Therefore, we should pay more attention to SVF cases in the future, especially its
role in measles transmission.
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PO-0187

ETRENIEHRISPRSCI = FRIZE B EL X R 4t
RIS SR

sk
PN 4 S A e 24

H B 27T 68 4R EU S i == R B ) = A L R4

FE A RGN B L L R ATRI, SRR S TSR RE U AR, RS 10 R &L E A — I H
B/NBEITEBUL I B LLAT R G, W SAERTRRE . RS bR UE S T SR Ak B, 453 &S 5 b
gEL, 3 BhSZE6 = kAT R R i e

GEEL T s A e RS0, ARIE WSIT403-2012 KR, 97% LAtk vk B mhs 5 B ab T B 4T A2 LA
b, TC #1 GLU it 5 MUIRIRRKEEE— M, FTFAEGEE; 95.8% Ltk o 7~ i BE R 1 S LA
b, RGuiRZE S SR E PRI R R R

G50 FETRE TR B LT R G, AT MRS S 5 RNV B 1 O T 5 B A E R B AR R R, R
BRTEARACT AL ST H FPERE G I, MR R S R 4

PO-0188
Antibiotic Resistance, Virulence-associated Features and
Epidemiological Characteristics of Hospital Acquired
Hypervirulent Klebsiella Pneumoniae in China Mainland

Lingli Luo,Min Wang,Xueqin Zhang,Jing Wen,Pengyuan Cui,Jingjing Tian,Kan Zhang,Shan Tan,Can Luo
The Second Xiangya Hospital, Central South University

Objective The aim of this work was to investigate microbial and epidemiological characteristics
of hospital acquired hypervirulent Klebsiella pneumoniae (HA-HVKP).

Methods The strains were determined by the presence of a hypermucoviscous
phenotype among 800 K. pneumoniae isolates, then investigated by antimicrobial susceptibility
testing, resistant gene detection, capsular serotypes, virulence gene profiles, and multilocus
sequence typing(MLST). The difference was compared by x2 test and the clinical characteristics
were analyzed by one-way analysis of variants (ANOVA) and multivariable analysis.

Results Of 800 K. pneumoniae isolates, 12.9% were HvKP,and 36 strains were nosocomial
infection, mainly distributed in intensive care unit(ICU)(33.3%).HA-HVKP primarily express the K1
serotype, followed by the K2, K5, K20, K54, and K57 serotypes. Resistance rate of HVKP has
increased, accompanied by multiple resistant strains. The presence of K1, K2, mrkD, entB, iutA
and iucA genes were strongly associated with nosocomial infected HvVKP. Almost all of the K1
capsular strains were ST23, but the sequence types of K2 strains were quite different.Single
infection was independent risk factors for HA-HvKP by logistic analysis.

Conclusions HA-HVKP has emerged and showed a gradual upward trend. Epidemiological
surveillance of HA-HVKP now appears imperative to avoid its outbreak.
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PO-0189

ET MeCP2 BEFNERS S AR DNA BREAL
RUEREST

TigE
S ERLK 2B E < B ,550000

B td—MET P CpG 454EA 2 (MeCP2) MIXUEE(E S UK HAL A s LIk 2%, H T
DNA FIEAL I e A

FiE EEEgk4e (AUNPs) &1 B AR TH 1 EREF 5% DNA 2458 )5, BHEWlT 37 CTH
MeCP2 FEHERMNE, W58 & RE/LEF (GOD) MEd &l (HRP) L FE4ricH MeCP2-
His Fr%4iik (GOD-HRP/anti-His tag) Wi, 75 45 B A 25K Wy IR U b A Fi Ak 2545
T, BAIHE S A/NE DNA HIEIREEZ BIMCR, e %A BER IR IRR, 58 sLi Tt 1)
PRSI ONG 1) N

58 7F 1.0x10™* mol/L ~ 1.0x107 mol/L JElE N, H{E'5 K/NS DNA HIEALIKR FE 1% 50 2 2k 1 %
Z, FHRMN 0.1 fmol/L; S EREEARICIR RAHEL, XUEEARICAR R 72 AL AL (5 5 T .

Z50 KBRS 5 O H A 45 10 F Ak 27 e A5 B B 6 = 1 RO, ReSCILJR & DNA H
SR BIAS I

PO-0190

Z5Rg#E TP53 MRS A EBER RAFMR

FSiiS
PR TR I R B

HI LBt TP53 2845, il A B A B R 20 it 7 8 AR R R A R 22 57, R 848 TP53
o PR AR A 55 R 1 A B 1 R () 52 o

Ji¥E M TP53 HpA M (HCT116-p53(WT)) « % (HCT116-p53(-/-)) FIAEERT 273 £ 5 5848
R 45 figpged HCT116 ZHffl (HCT116-p53(R273H)) 1535 i 4y MR B/ MIAMA, 38537 5 e B0
S ARG ENIEER AN A bR R E, 4L ITRAQ-LC-MS/MS ZEHE 73T — Fh 4 i 4 4
AR 22 ol i B S R I 2 (ELISA) HHT 2 R A SRIE

Z55R HCT116-p5S3(WT) /3 ib AN AA R HCT116-p53(R273H) /b I AMBAAMIEL A 144 NERE
1, HCT116-pS3(WT) 7 is i AN AR HCT116-p53(-/-) ik A isA M EL 480 DM EREH, K
Wy EREATES SRR A S R DU T N, 5. iR S ThRE . B RS
#r (PA) 78 HCT116-p53(WT)7rilh FI4MAAAH L T HCT116-p53(R273H) 73 WA R AMIA AR 1 22 7t
HHEEEEMEZ FIL. mTOR. DNA B E @R+ HCT116-p53(WT) 5 Wh i S A4 AH EE T
HCT116-p53(-/-) 7 i AN AR I 22 ¢ BRI EBEAE PRz 24k EIF2. FEBEERE . mH, 4%
S EBCE A LS AR B RE A PR 1 (RBL) ZKF B & T eI (P=0.0012)

58 TP53 RAFBUL ST /NBMARI R AHKR, EHETFZZRIMER, 4R EENIME RBL
KPR R = TR IR, IR IR AIRTT TP53 IRAS K A R B 11 2H BSORH iy TP 53 140 5 i B 7 2
fitho
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PO-0191

E-TRABREFSARIE = & BRI R E =[RS
PRI R A MH 757

BRI LR L, N0 L R L B e TR L2 AT SRR 4 TR Y
1. KRR E R IR R 24 B
238 SRR AT I B
3. H R RL R & R it = 2 Bt
4.7 PRIZFLK 2 M I 28 — 25 B¢ ,400000

73 iR Dl A 0 SR g 1) B 56 5 0 Tl R B RO R 2 W . T iR R R EEE . H
T I PR A% GE RO E ) 8 T i BOuAE . R BURA Fitm. Bk, ARG 5 2 M H
“JOR SRR £ R AN R AR < R AN K LT AR B s A R T B R B R AR A, B i T B
TP oM. PR R R G AT T

TitE B eAE R IR AB B AN K R KOk, 38 5% B S PR A RO N AR . HR 2
AR RS A VEDUA, IF OB PUARIR A . SRR IR 9K ST 4, 22 B PR A 1 DL
R AR SR BE PUIRZE AR ] 45 & S R AR LT A . SR A FH 9K SLT5 R (1 B B AL 2R b ad S8 A )
WA P S LA 1 1) DR R BEOAGEI «

S53R J7iAAE 1.56x102 - 1.5x108 cfu/mL RN TE BN B RIFIIZ MR &R, I HRARRLI PR IL 2] 1
42 cfulml. ATETEA ] IMEMASEYIBUG 2 /NS A SEBUAS MG 5 it R 075 24 1 A i
(8] DA R AS U A o e Ah, A5 AT e (R e vk, REIEFEIE IR S (O A BRI . il R BEER
TR 48 2 2 B A 4 AT bR e R B A D

S50 AU RN 1 2T IR TRBE M B A <5 R A0 oK S 7 A F) S 22 B R A p A DB 750, B %
P Tl PRIESFUL . IR TR R T 2 A ) Sk RO AR A A s E L A
{8, 1 H oI AR R AE P A I AT B I A 36 (POCT) $ 4l 1  IHR e

PO-0192

$0[5) HER2 B9 DNA 0K Bm AL IR BIER TR

BER LT 2 L T L
1. H KRR} K %2,400000
2.5 PRI M s 25 — B2 B ,400000

B FLRE 2 e cis LSRR, Rk A g R E U 2 — o B R R N SRR
ARKFE T 22 (HER2) TEFLMRE KL R ARG CBMEIER, AMIA R HER2 BHMH: AL AL IR
BT FEOH Pk, A R R R s k. RSB E R 2 ThRE DNA KB T
HER2 BH 42 FL AR R A YT, SEILER B SRR ifis — R4,

Fik Pt HER2 5 A HE ALK A 37 43 ThREAZIRE B R [FI i 4285 21038 7 DNA 9Kt b, 9KEkie
P Lo AlkRic Cy3. Cyb e YrREr 7 iR A d N HER2 & 3Rk M FLIRm 4 e, 8
T[] A A 5 e 4 L P e e A T miRNA SR, SEHLN miRNA 5 3k g i P (1) 5 B4y
Mro [FIRF, X E SR E 5 S YUK & 0E M2 BB T RERZ IR BT VTG (MNAzyme) , SEHILXT
TEAE A HER2 mRNA [ 285Y), M N HER2 & AKX,

GER E RSB S B TR BB G I T H B GO B R T A s A S B IE K
TYUOKBTE mIRNA DL AR EE RIS A5 TR AW A, WE&E LI Cy3 f1 Cys K4 FRET
(88.3%) ; WOLILREMGL KK, YoREN AN HER2 mRIAFANIEAMM, HAEMBAE
JIE R R EAE(E; CCK-8 (Cell Counting Kit-8) SZI&ZE R LW, 4K BA BT
ATCYN B
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G590 ASCPT R L TR R 2 Tht DNA ZUOKER I HE [ 8 o FUBRE HER2 R IR 720 ) BR il
B XHEA LN HER2 mRNA JAHK B H BRI sy, AT seBl R A S 2Rz — R 4E, o
HER2 FH LR 7L (KL ) 42 5 AL RS EIR T SR o T IR SCHE

PO-0193

EFRRANELATHNBEFRES KR

KA
FEFEZELR CR=FP) K¥5H MRk

HE N TEFREEEA R AR R, YEROH M, EEA LR BN INE SRR
G222 NA o TEFE5r 43 W 200 5 22 AG 36 AR AE B A1 3T 15 2 T F A D AR R SR R = AR BICAR (1)
SLhih b, IRREFI AR AL FIRFE

T KRR 4122415 (Case-based learning, CBL), i &1iH BRI SCHREE 2R R R 04T 40
PUPERGERE B RAE . R AR B ST RN P A . I REH . HIRSEBSE AN 2
R, @O RIS AR B R AR A E R

G SRR 0 T A O O R R R 2 R R BT R, FEAE Gu s 22 SRl B AR I 25
HF NI 5IONBEBRE SRR P U AR B O AL R RS 55, I S 2 A T A R 2
s BEFIT S BHIESG TR ST e bR O A AR T R R B I R AL T
BAEG RN HCF I, SR B R P ) R ) AR 0, QTSI PBL BXA CM
HOFAEE, BRI E A AR A ST B MR PR BOE AR B A AL R R S5,
BAEER O AR AU FEAR R @I KA. Wi, CRUE LS 220 70 AR R B i SRR 2
RR

GE R IO A RHE R E R ZOAR R IT ¥, BEES IR 7 22 A ORI BERS #h SR 9% 1 22 A 10 %0
PR R AR ZRFE S EEHE . BRA SO AA SR, T EAERE, BT,

PO-0194

SRR EES LA S PGP ki AVASE

B
Jb K2 N R FE,100000

H W I8t 5Bt 2 m ek MR AR S TR B (AL DR R AR AL TR 2%, 3 57 B N & v B U AR A7k
ARSI E T A .

T FESLEEL 2014 4F 9 H ~2015 4 12 H [ 7RI 5T B 4O I 95 122 B A b 5 K 22 N IR S B 3 52 s
MR B R, RS2 EERIATTIAREA (INR 1.5~3.0) MIBURRA 1225 %, K4 NHI5HF
oML (1008 1)) FIEGIELL (217 1) o SRA AT BUSAR I AT GER2 i By ARSI 13
AER B 38 MNHMEHIRZ SMALS . XTEBH NFEER I £ e 1 B3 40 B 2 Sr Ay i Aa s
FUE T A, 32 FH 6 E XS 00 28 QI AE i b AT 30 UE ,  [RIIDRE Br  S7. 1 A 20 5 B N A oAt 5
AARBATHE, e 2UR 7 IS A T R [ DU B3 B2 E MR T RS & .

GER R CATHRE A S R Y . S NEAL R RAR (MAR) 5 HAh PR N BEE 70 25 AR A —
# . VKORCL1 rs9923231. CYP2C9 rs4917639. CYP2C9 rs1934968. EPHX1 rs2234922.
EPHX1 rs2260863 #il PROCR rs1415774 f{] MAF 775 8.2%. 8.6%. 41.0%. 11.2%. 3.2%#l
33.2%, SRS RA—E. ZIouEEEIRS @S T REMRRSFIE I AR AAT
58.9% I HEMFa S FIEA K, Hih VKORCL rs9923231 *if Mk [a] 7 & 48 S (I 51k A 45.7%:
CYP2C9 rs1057910 il CYP4F2 rs2108622 [Tk /375N 2.4%H1 1.8%; FEBHL K& Hh A= Fl ik
REARITTER 3798 5.4%F1 3.6%. i NTMSFI 4% % %4 0.50 mg/d, FHAh 5 AN 2 =07

173



AR 2+ R ER R R AR R W WIS

B xR 25y 58 0.50. 0.68. 1.14. 0.93 A1 0.52 mg/d. FrA T FIMXTiRZE N 14.4%, H
s 5 A EEXEA I 40607 7 0 58 15.9%. 22.5%. 35.4%. 28.2%F1 17.0%. #HARMKFE
T E 4t 61.3%, At 5 ANEoxd 2 SE AT E 4t/ 58 59.4%. 37.8%-. 29.0%.
36.9%7#11 54.4%.

G5 AW FT LTI 2 206 b [ PO B R SR A B E IR R &3, $oR @R
HERE S RS E TN 2 X E A I AR A

PO-0195

ETRAEFETLRAGB T EMINELESHK
B ESM AR S R R A

WY TR 2R L A 3 B L TR !
1. E R BE LR 2 A 96 B 27 e

2. FPREE R R 22 I IR 35— = Bt e PR 737 Kl e
3 H R RL R SRl PR 27

HE MR T 2P 3 A S R 2 MR E R, B2 5m (BFEE) M
BRI E . AW T —Fh T RS 2 1 IR 4 F & (Surface Plasmon Resonance
imaging, SPRI)FIZBE 4k & 40K I AR AAKT I 73 BT 87 i, T AN AR A U AN 22 B AR & AT
T RS R A4 B A I_JEﬁ?fﬂﬂ"]@ﬁiﬁﬂ%ﬁ’]%/ﬁMiff"{'ﬂJ SPRi 5, It g5 A AN AT
JES B 1 X LR AT A ﬁéﬂi%ﬁ*%/%ﬁ B B HUR D) ReAb S KRR v] LiE— 3D S5 S 7R Ak
R, HTRISES TR 6 E1E S BOR, %%a%zzﬁsmm B, YR SR
ﬁ*%%ﬁ%ﬁﬁ”*%ﬂﬁ% o TV AT SEBLXT AN A £ B AR BRI

GEE KT VRN AN IAARRE I I R VO Dy 3.125%107-1x10° particles/mL, /IR &y 3.125%107
particles/mL, T #4011 SPRi AMNBARIALIERSS, REZERES T —MER. HZTET
3 R AE/INGH B T 98 4 D (A549, H460, H1299)F1 1 #k IF % fili4H i (Beas2b) i) 4 Fhifi & H (CD63,
ALIX, EGFR, EpCAM)ZIATH L. £XT M 12 GG RFEASEEUR) SN R (3G 4 ) 1B W N RAE A
A4 BIE/Nn B N L REAR DA . 4 BIETT IS IR N IR FEAD , %) 3 A AH
CD63 BH AR K- 2 57, REI 1 R4 FAII RIS FH %

GE AN TR T RIS IR T & A REAL S48 KX AN AR AN 43 B e i B S
BT I RCEh Tl SRR A A 1) 22 AR AR A o B FR N PR I 2R AR A0 WA A 22 AK ST A
W o ZTTIERHNIBR PRI 3 BT A T 5 IS HE, KR A B LA AN AR VE il PRV 75 AR b
SRR

PO-0196

2020 BHEREME RS R ATSIBR K EMETT
bop Ao A

BHSCHR, AT, FLIGE R I 1, 2R 95 2R 2L My, IRURE (] 5K
AR RS M AL R R B

B BB 78T 2020 17 B PEREBARA SLIG AT AT 45 L, FRER I 1 M T 51 28 500 K Vo == PR 52
Fik K HshBRERNT RS, 218 WHO 55 4 i C NSRS -7 5 SRS TR T4 FH sz
FRGIG T FESRGHUSCEE R 2020 U5 bR A< 3EAT B L4

LR (1) 2020 stz BEARA, 584 1E W 686 #1(33.96%), S ] 1334 141(66.04%); S¥#br
A, ASEH 501 %1(37.6%), pH 54 506 41(37.93%), FilE S 197 #1(14.77%), %E R
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W 89 17(6.67%), i§JIFH 992 #(74.36%), IEHNEFH 653 ] (48.95%) , Lk T 54
(4.04%). (2) H[) 135 BILIEREH NIRRT FIIR RS, HTIRTIEIT T 2 ORI
WA, IR 2 Dok E B AT AR 2 A8 TR RS R IR ST, YR IT R S A TR 43
(38.52+1.36) min vs (24.93+1.23)min, i /150514 (36.8+4.35) % vs (59.3+5.96) %, Hi#E A
Hef it 2 5 (p<0.5).

S0 Wi B YA E M E AR BYERTFIIR RS BIEEEE VI, R E TSR
R RGBS 2B 2 G

PO-0197

EREAEERPNEXEABRKENRITER mgrA £EE
A EBRWM AR WHTR

KRR, W 5%
FBPHR 5 26— it I < 5, 450000

HHE BN K222 — M IR R el 5 4K 5 1 7 v 85 2 P w038 & BK A (hVISA) AT
Heit— AT 4 0 (B T SR migrA BRI G 5 55 S 2 M R R

FE R FBEIERGREER E-test RN 5 8 200 & 08 VR A BRI B/ MR E (MIC) ;5 MHAST
O BE 28 3 HT7E (PAPJAUC) KL hVISA, ik SOE-PCR+[AJR 54 177 v Bk mgrA &K,

28] 823 Pk MRSA H3Lki it hVISA 147 Bk, K34 17.9%, HIIHEE mgrA FEFEIR, H K
Pl mgrA & RIS R R & RN A R

£ AHX hVISA MRATHEN 17.9%, FfH 5 4R H R ZIEFE LTS, morA ZE RS
T BRI A O, FATHEN mgrA FEFIGE TG 8 w20 TR, 7T it — D e
0] 6 BR RN 3 B 2 IO 29 LR SR A 1 3 R 3R JE A

PO-0198

MRFATTH HIV BB TR R FAME RS

TR X ER AR AN, BRI, R, B 2R memk, ok 7 BRI, 2 4 Bk OoUTE, M AL
F [ 2R 2% I 28 — 2 5%,110000

B H I PP T R R RN HIV G E HUW 0T J5 BIBE T XU I 73 4 FC 00 B8 3%

Tk Jiik: BT EREREEE ST, XHE 2004 4 9 A ZE 2013 4 12 A [E7EF [ ER
JEH R PURERIT I HIV BBy, PPRAEE, IR Cox HLB XAREALH & 55t
TR R

SRR LR 3k 864 ] HIV BB N, 58k 1533 NAEMIBETT, BRSO IEI0TT B TS5 F S A
N 15 M H(IQR,6-30 M H). BEVIAE L 31 A(3.59%)F0T:, FRIEF A 2.02/100 A4E. 70.9%[KI5E
T R AR AE B BE VR 9T J5 IR — 4 o JROSZ TN B0 T2 XU (1) AH O IR 3R B FE K 20 B 7K T (aHR =
9.98,95% CI:9.98-35.67),WHO Il 5% IV B Bt (aHR = 25.69,95% CI:25.69,211.99;aHR =
49.57,95%CI:5.78-424.87),CD4+T 4ifigit%(<100 4~ /ZFt(@HR = 11.67,95%Cl:11.67-11.67)F1IfL
41 <110 g/ L(aHR 2.61,95% Cl:1.14-2.61).

G 4510 PUREESIRERAIT I HIV IRQEIEREC, 2 RAEEIRIT R0 5B P 5
BRIAYT FIAE T IN DA R B 22 ) IR SRR T R SR AR T
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T - ANRER (ERERKCEM B S —ER) ,214000

BB PRI il 28 oo B A1 TR 50 B 0 R e (R SR e R, A i 22 AT o v I 8 v T A B ) B E AN )R
s

Jrig W 2017-2018 SEAETCETH 85— N IR IS 5 5 2 S TR () A i S0 e 2 s . AR 5
W R i ST ARA S MR A HEAT 5 9% . 20 B B RREAT % 58 e 2GRS . B2 iie . 3k
JIBS 1L 3 TR R A S8 SRR ORI SR MLST A PFGE WA [l Bk [EVEYE, K SPSS 44y
T R L B3 7SI 5600 B 1 (1) 5% 7 FE R 1gLD50.

LR WKL FERRA, EIRABEIARRT B BRI AR 51 il R H b 4 ve 55 1A
B, LBt 6 MR EARE. JEEMENEA K16 B FRL M MLST 253N
ST660 #Y; PFGE iR Wox 6 MR i fmwE T A —whEfd. 3/ 2EmI: weaG. iucB.
rmpA. rmpA2. Aer. kfuBC. ureA. fimH. mrkD. uge ANFHE: allS. cf29a. iroNB. magA N
B, KR E fyseih BoR/EWREE Y 1*108CFU/mL & 1*105CFU/mL I, AN BB Mot Kl i 4
dH AR IR B, R 12 R, K16 ARSETIsi i E B E S T KL, K2, K5,
K20. K57 4 ks imisg B4

518 K16-ST660 A iy as /il 4 v B A1 B A FRIE B s, 5 77 5 D8] S RS 3 77 SLIR 351 E Soh
BEAIBMR, M S AT RR AR IR ) [RIUR il 8 S B T BT, e B S B G 75 9 i e R i g — b
W5t

PO-0200
Serum Levels of Matrix Metallproteinase-9 and Tissue
Inhibitors of Metalloproteinase-1 correlates with disease
activity in Multiple Sclerosis

Huijuan Geng
Weifang Medical College Affiliated Hospital

Objective To assess serum levels of matrix metalloproteinase-9 (MMP-9) and tissue inhibitors
of metalloproteinase (TIMP)-1 of multiple sclerosis (MS) patients, and explore the association
with disease active stage.
Methods Four groups of subjects were tested: MS, other inflammatory neurological disorders
(OIND), non-inflammatory neurological disorders (NIND) and health control (HC). MMP-9 and
TIMP-1lof serum were measured byenzyme Ilinked immunosorbent assay (ELISA).
Specifically, We also resonance imaging (MRI) evidence of disease activity.
Results Serum MMP-9 concentrations were higherin MS than in NIND and in HC
(P<0.05,<0.001, respectively) ,serum TIMP-1 concentrations were lower in MS than in NIND, in
OIND and in HC (P<0.001,<0.001,<0.001,respectively ) .serum MMP-9 and MMP-9/TIMP-1
ratio mean levels were increased in MS patients with MRI disease activity compared to patients
with non-active disease (P<0.05,<0.05, respectively),The differences of serum mean
concentrations of TIMP-1 between MS patients with MRI disease activity and patients with non-
active disease did not reach statistical significance.
Conclusions To investigate serum levels of MMP-9 and TIMP-1 is valuable in assessing
disease activity of MS.
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PO-0201

BEBXESEAFTRBRCHIE LS

T
r N RO A B e e ri = e

HE WA R E 52 NP C B E, QIR R KR T S B AR bR
IR .

Jig 358 I H & # NIMEbR AR HR X 100 ¥ (7 100 %) PLLb, 4#8E % & N TRIAT
EREEUEE, #HBEeR G ATESNMED MR E 2 Z NAFERA S 2 NH. 44 HIHZ L
TR AR 20-90 &, fERAXIRA. EEYZNBES L. GBS A, Bk
AL NGB HA, TSNS RATRECZES, a2 2 NEREHER
[ A7 08 R AR G M 23 AT

ZEE 358 il H &% NBE, WIE TN 64 19, Lotk 294 4, B 285 ], E2jR 66, Tk 6 4, CHj
1%; B 146+9cm, 1A 37+9Kg; 1AFiTREL 17.544.4, e8GR AT EMFLR & b At 5¢ Gk ST
1778 248 %, ToiESERGRNATE 11081, B EABMHE P N-MID-OT. B-CTx. tPINP. PTH
KT %&tE, 25-(OH)-VD KT#%t, Ca MMz R, P>0.05. XfHEZH B AR A LR L %=
5 (P>0.05) , P {&T %« (P<0.05) , 25-(OH)-VD3 KT« (P<0.05) , Ca. N-MID-OT.
B-CTx. tPAINP Al PTH [H &2 R (P>0.05) . P. Ca K T B (P<0.05) , N-MID-
OT m X IRAHB I (P<0.05) , B-CTx. tPINP. PTH Al 25-(OH)-VD [ 820 5 o I8 % 7
(P>0.05) . P. Ca KT LM (P<0.05) , N-MID-OT. B-CTx. tPINP /& T-*%f a4 4ok
(P<0.05) , 25-(OH)-VD [FEXHA LT ZER (P>0.05) » H % EANLTEREHIRCY FFERA
BAMEKME, (P>0.05) , HRIGEE L ENSEE LMEH D 2 N FFEFEFEARA M
(P>0.05) .

2t EIXELZZAN P Ml Ca KT AR, N-MID-OT. B-CTx. tPINP. PTH & T{#HEA
B, 10 25-(OH)-VD [FMERE AL, $onE &2 N H B RIE K. B2 2 ANAFFERERA R
EmmTEHS LTI ARE, HIAREER P3G 4k s, SRS ER R R e, (HRE3Ix)
T A A A AR AR

PO-0202
BRILEERR 2234 {5 53 MM A M i F R B FEE B S
[F] ﬁ@%#jfjﬁf,swooo

HE 7 REARRE 2 N b e 23 R Ry 28, BRI b o Y 3 A ) BT 2856 of 94 27 3% L F s il
DL Kz HbA, [ FHAEL T 25 b o i 53 R A48

F% R EEYE T, EE 2017 ~2018 4F H E] SR A B Al A AR ST 1012 Wt ) £8 28 F0 T 8 N TRIAH O
Bed, BEASEILRSHSE R, AR (MCV. MCH. HGB) LLA Hyk4s F2650E, H5H
FRRE TR I 3 DR N S 3R DL e S5 SR 2R, Bl et w3 20 P i DL 32 DR 2R ) o 37 27328 L P S i
FERE, AT A BE HoA FHELAHZ Witth o 3 23 1M R 520

gER JLIEE AR 2234 FIREAS, HAPIER A 1237 1, Hurr s r i & uli i 997 fil. ARtz
N Hb rb g 22 0 DR T 2 44.6%, A HE R ARG R AT S MR BRI s --SEA,
24.5%; CD41-42(-CTTT), 7.7%; -a37, 7.1%; IVS-II-654(C>T), 4.6%; CD17(AAG>TAG),
2.9%; -0%2, 2.7%; -28(A>G), 1.7%. IMKFEE MCV. MCH TEHL AT I 5 N H %
5, {Hi2 HGB BMtb&tm. a-thiid, --SEA M 2R M (-ad/ao)F(-a*?/aa)™ &, (-037/aa)
L (-o*?/aq)z (B MR 2 R A 72 5 76 B-Hudig 3t i, -28(A>G) AR AU CDAL1-42(-
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CTTT). IVS-11-654(C>T). CD17(AAG>TAG)% 4%; CD41-42(-CTTT)& J--SEA MR AU L F 4l
CD41-42(-CTTT) ¥ 5. 54h, fEA o-HZHEH# 1, HbA2 f£ 2.5%% 2.8% [A] )45 &
30.66%, HbA; KT 2.8%#E77 4 i 6.30%, BIF5AEIE HbA, FHEIR % 2.8%FE i3 P a-Hh#T
G50 T U SO T AR Bt A R A I ) SR AAE L, NI PRIZ W b i ST I T S 2

PO-0203

IR RNA CCNB1 #ERF4RBRE AT P RIS BTN E R 32

2l
R B — N R F,610000

B FF4ifiesE (hepatic cell carcinoma, HCC) &t 5t b WG . PR RNA (Circular
RNA, circRNA) 2 —R#H MW EEJEG IS RNA, ERILIA Tt 2 £k, 40E £ Bl
(Cyclin B1, CCNB1) &40 JH I8 AR R B E A 5, & G2/M Wil &7 2% () 25 41 i J5) 3417
BNT, eRIhRekats 5B RESEZ MR CBREAIE. B3I MRS KRE DI,

circ-CCNB1 Hi CCNB1 H:[H 1R VUAIZE AN 7R MIPHEIE . CHBFARP, circRNA TEfEAE
R R EIEMER, 1M circ-CCNBL 7£ HCC F I FIA T g i A 10 77

A5 GRS CCNBL 7E HCC 5, 122 FEEH (i FHLHI LL & circ-CCNBL 7E HCC 111
ZWE.

F¥E K E B BAEEEE RN (qRT-PCR) Kl I PR JFF e 41 2R 5% 44U A ' CCNB1 il
circ-CCNB1 ik, R4M2IG{6 ] Hep3B A1 Huh7 4, @id TPl %A 345 CCNBL 1 circ-
CCNB1 7 HCC kA Mk e v IfE A -

SR HEss I 4UMLE, circ-CCNBL RIEIAE HCC AT EH B, 152 M &L R
CCNB1 7£ HCC 4 £k Fifl. CCNBL Al circ-CCNB1 /KT 58404k (p = 0.031) , fitji-
MELEHERE (TNM) 8 (p = 0.002) , JEiERZE (p = 0.008) LLIJEIEEE (p = 0.007) #H
Fo MRAMSZIGE ], circ-CCNBL HIT-3H0F CCNBL ()it 2 iA S E M a5, 184 0 2 o 5 T A4 s
2.

2w WAL E I CCNB1 mIRE/EHE HCC MYET:, ##] HCC sy, REBMEF. circ-
CCNB1 A[{EN HCC I fE 2 Wi A il A= A £

PO-0204
The clinical significance and Early expression of sCD14-ST
for cerebrospinal fluid biomarker about children with
purulent meningitis

Ting Xiao,Liping Chen,Qunfeng Qiu,Dingchang Wu
Department of Clinical Laboratory, Fujian Longyan First Hospital, Longyan First Affiliated Hospital of Fujian
Medical University,

Objective To explore the early expression and clinical significance of the diagnosis of soluble
leukocyte differentiation antigen 14-ST (sCD14-ST) in cerebrospinal fluid (CSF) about children
with purulent meningitis.

Methods Case-control study. We report the lasted study to date with Patients from First Hospital
in Longyan of Fujian in the Children's Intensive Care Unit (PICU) between August 2016 to March
2018. The levels of sCD14-ST, WBC and CSF in cerebrospinal fluid were measured in 56
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children with purulent meningitis (27 males and 29 females), 44 children with viral meningitis (24
males and 20 females), 30 children with non-central nervous system infection (19 males and 11
females). To compare the correlation of laboratory indexes of early cerebrospinal fluid in children
with purulent meningitis, and to analyze the early diagnosis value of sCD14-ST level of
cerebrospinal fluid in purulent meningitis by the receiver operationg characteristic curves(ROC).
Results The level of sCD14-ST in cerebrospinal fluid of the purulent meningitis group was
significantly higher than that of the viral meningitis group and the non-central nervous system
|nfeCt|0n gI‘OUp (Z suppuration/virus:'7.807, thhree group:82.458, P < 001) CSF SCD14'ST was
positively correlated with CSF WBC and CSF (R = 0.290, 0.344, P < 0.05), but not with CSF G
and CL (R=-0.198, 0.171, P > 0.05). The results of cerebrospinal fluid culture in the purulent
meningitis group were Staphylococcus epidermidis, Streptococcus agalactiae, Escherichia coli
and so on. The area under ROC curve of sCD14-ST in CSF of children with purulent meningitis
was 0.974. Compared with the area under WBC curve of CSF (ROCAYC=0.967), the difference
was significant (Z=-7.222, -7.109, P<0.01). The sensitivity and specificity of sCD14-ST were
100.0% and 92.9%, respectively.

Conclusions This study suggests that the diagnostic value of cerebrospinal fluid sCD14-ST in
children with purulent meningitis is better than other indicators, It should be applied as a valuable
biomarker for early diagnosis of children with purulent meningitis.

PO-0205

FEILRAX X EE LR EE CYP2C19 EH

e e

FHH
Fp N PR 4 AL 3% X i 22 B, 110000

BB PRSI0 PE XSGRO (CHD) SBE 4l P450 2C19(CYP2C19) % K £ A& 1 7 A hF
1k

ik EHL 2016 4F 1 H % 2018 4F 1 A FALERX @R JREILHZE X @ BER ) ANFEHEZIRTT e
O R 2748 B, N T A BE SN RE A O R 2k 38 T R A I A 2 S A% A A 0% 1
CYP2C19 F:FM, ARAEMER], FRHZEX EE AT . RAVISRERT c2 5%, RxC RH
BEHIY c2 e b 25 4 1H) 5l 0o J8 3 e B AR AR DG I CYP2C19*1, *2, *3 B:AIAY, *2, *3 &%
REFERIAIR, e SR B AR Y ) 2 A 22 5%

g B oun MH M X W R ' O B # CYP2C19*1/*1, CYP2C19*1/*2 , CYP2C19*1/*3 ,
CYP2C19*2/*2, CYP2C19*3/*3, CYP2C19*2/*3 KEHK/r%N 41.7%, 39.3%, 5.8%, 9.8%,
0.4%, 3.0%; CYP2C19*2, CYP2C19*3 AL RIANZ 4> 72N 31.0%, 4.8%; SMLAS B PRz
(EM) , SHEASEBRAREAL (M) , SIS B PRI A (PMD RAEZ 5308 41.7%, 45.1%,
13.2%. RIEVER 2, HE CYP2C19*2, *3 SEArHEA, &Mtk HAEA, CYP2C19 1) 6 Fiilk
DRI R AN [E) P 31 09 BB R I 0 A 2 R B 4 & X (¢2=0.032-9.205, P {H1)>0.05) . R¥E
TERE <45 %5 45-59 %5 60-75 %; >75 %, 3 CYP2C19*2, *3 &fiKE[K, CYP2C19 )
6 AR B AE AN R AE W R R P I E R A S ¥R L (c2=17.718-48.772,P {H ¥
<0.001) , BF, EAWMHEFRBHEEAERELORBEETNOMET LR ITHFE XL
(c2=4.442,P=0.617) .

50 JLBH M X U T 0o BB CYP2C19 1 6 RN, CYP2C19*2, *3 AL [K 447 5k FH b
X UG e O BB PR ZE TR, SR B E IR
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PO-0206

AR RNA hsa_circ_104871 FE RGO DIRE R E SN E WA
ZAmp R R RIAFME X

i
TV B RS2 5 — IR BE e

HHE KR RNA hsa_circ_104871 1 RS 4L BE AR (SLE)D &35 A1 A I 5 /> % 240 g
(PBMC) H3RIA R ImPR L, CA B HAE SLE 2t S 2 b i S A A i

Jri% N RT-PCR &l 70 f] SLE &35 70 FilfERX A A 76 4] RA Bpxf s PBMC Motk
RNA hsa_circ_104871 ik /K, HESHZ IR RNA hsa_circ_104871 Fik/KF, 7t SLE
BHIK RNA hsa_circ_104871 £k SIGRIBARIAEICH:, FHRHZIAE T/EMZL (ROC) 1Fh
IR RNA hsa_circ_104871 12 Wighr i) RS FI4F 575

LB (DSLE HHE &R RNA hsa_circ_104871 F£iL/KTK T FEXHIE4L (t=3.57, P=0.000
5) . @SLE &FH IR RNA hsa_circ_104871 FRik/KFET RA XTI (U=1472, P<0.000
1) . ®SLE 4LHEFIFIR RNA hsa_circ_104871 Fik/K AR T HELL (fg B BE & +RA 555 X} i
#) (U=2654, P<0.000 1) . @SLE 4 HE# IR RNA hsa_circ_104871 £iA/KF-5 PLT 2I1E4H
% (r=0.290 0, P=0.015 7) . ®SLE #HE&M{EENIEL ROC HLZ T (AUC) N 0.759
(95% CI: 0.677~0.841; P< 0.000 1) , #uUsk:ly 64.29%, Friwth v 81.43%. ©SLE 4H &% Al
RA Zdpixf 4] ROC HiZk F1iAR AUC N 0.727 (95% ClI: 0.645~0.809; P<0.000 1) , Ut Ny
70.00%, FEF1EA 66.23%; SLE 4EFEFXNTIEAH (EEXREMN RA ZiXT ) ROC Mk~
A AUC y 0.742 (95% CI: 0.666~0.818; P<0.000 1) , Uity 65.71%, 455314 74.80%.
5 SLE #3¥ PBMC ¥ IR RNA hsa_circ_104871 [)&iAE i, H'5 SLE MK £ % PLT %2 &
() S AR SE, WIEJY SLE FUTELE S W K 502 ks 54 .

PO-0207
Clinical value of TPO and HPA serum levels combined with
thromboelastography for predicting the prognosis of
thrombocytopenia

Yang Wu
Gansu Provincial People's Hospital

Objective To analyze the clinical value of TPO and HPA serum level combined with
thromboelastography (TEG) in predicting the prognosis of thrombocytopenia, and to provide
reference for improving the prognosis of thrombocytopenia.

Methods A total of 100 patients with thrombocytopenia diagnostic criteria were enrolled in a
hospital from March 2016 to March 2018. The serum levels of TPO and HPA were measured by
enzyme-linked immunosorbent assay (ELISA). CFMS (Xifen) was wused. The
thromboelastography detector detects TEG.

Results The serum levels of TPO and HPA in the poor prognosis group were significantly higher
than those in the prognosis group (P<0.05). In the thromboelastography results, the R and K
values of the poor prognosis group were significantly higher than those with the better prognosis
(P<0.05). The Angel value, MA value and CI value were significantly lower than those with better
prognosis (P<0.05). The results of serial and parallel diagnosis (prognosis is good or not) are not
statistically different from the actual condition of the patient (P>0.05); parallel diagnosis results
AUROC=0.817, 95% CI. 0.753~0.911, serial diagnosis result AUROC=0.593 , 95% CI:
0.503~0.687.
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Conclusions The elevated serum levels of TPO and HPA suggest that the prognosis is not ideal.
The combined thromboelastography of TPO and HPA serum levels is more effective in predicting
the prognosis of thrombocytopenia.

PO-0208
In situ detection of exosomal miRNA-10b by fusion with
liposome encapsulated nano-motor

Bo Li,Weilun Pan,Lei Zheng
Department of Laboratory Medicine, Nanfang Hospital, Southern MedicalUniversity, Guangzhou 510515,
PR China

Objective Breast cancer is the most common cause of cancer-associated death in women and it
has raised global health concerns. Early diagnosis and treatment are crucial to improve the
prognosis and survival rate of breast cancer patients. Liquid biopsy is expected to provide
strategy for early diagnosis, progression monitoring, therapeutic effect assessment and outcomes
prediction of breast cancer. Exosomes have been novel liquid biopsy biomarkers due to their
stable cargos of RNAs, lipids and proteins from their origin cells. Exosomal miRNAs are recently
recognized as promising indicator of cancer occurrence and progression. However, most of the
reported exosomal mMIRNA detection methods required lysis or extraction process, which
increases the possibility of information loss. On the contrary, in situ detection strategy avoids
interference from body fluid. So the aim of this study was to develop a gold nano-motor
fluorescence platform based on liposomes fusion for breast cancer exosomal miRNA in situ
detection.

Methods This exosomal miRNA detection platform was constructed by gold nano-motor (detector)
and liposomes (carrier). The miRNA-10b triggered DNAzyme amplification sequences modified
on gold nano-particles were identified by SDS-PAGE and the capacity of nano-motor was
assessed through synthetic target sequence, breast cancer cell MDA-MB-231, miRNA-10b
encapsulated anionic liposomes and miRNA-10b expressing exosomes. Three kinds of liposomes
were synthesized, characterized and assessment of loading ability. Meanwhile, membrane fusion
effect were evaluated by CLSM and nano-flow cytometry. Performances was investigated in
discriminating breast cancer patients and healthy individuals of this method.

Results We found that the chosen DNAzyme amplification sequences transformed “locked”
status to “cleavable” status when target was added, releasing fluorescence signal. In addition, the
modified gold nano-motor showed that 10 times of signal to noise can be observed in the
presence of miRNA-10b and no obvious fluorescence changes from a single-base-mismatch
sequence. Moreover, among three different liposomes, cationic liposomes were of great stability,
high loading efficiency and exhibited excellent membrane fusion effect. Furthermore, the
fluorescent experiments conducting on exosomes confirmed that cationic liposomes could load
and transfer nano-motors into exosomes for miRNA-10b detection. Finally, our method was able
to distinguish breast cancer patients and healthy individuals by sensing exosomal miRNA-10b
directly from plasma without exosomes isolation process.

Conclusions A separation-free, sensitive and specific assay combining the advantages of
DNAzyme amplification technique and membrane fusion effect was established for breast cancer
derived exosomal miRNA-10b detection. Our findings suggest that the expression of miRNA-10b
in exosomes is related to the course of disease, upregulating in breast cancer occurrence while
down regulating after surgery, providing a potential way towards early diagnosis, therapy
monitoring and prognosis of breast cancer.
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PO-0209
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H# PR R 3 2 &Y 2.8 (EDTA) MR PE /Mg /> (EDTA-PTCP) kA S5IRIR
FES SR E AR MR R, AT =R ALIE R R .

Fi% K XE-2100 it = F 4 I ERE 2016 4F 1 A & 2018 4F 12 A3t 41 19112 k4 EDTA-PTCP
() e B AT (B B o o WRCHE BB B 5 . R 2R T L BB /N, R B RS A TR RS
%, [FIRS5r#r 41 ) EDTA-PTCP s 38 A1k 3845, 5 50 f913E EDTA-PTCP 4k i 45 3
FHE

L] 41 ) EDTA-PTCP (MR B i AR RS s o dreh, Horh B3 18 ] (43.9%) , Zi: 23 il
(56.1%) . 41 %I+ 6 {5 (14.6%) A E ML, 8 i (19.5%) AWM. s, 4 4] (9.8%)
B, Mg 16 F, &f 1~6 B, 41 FrhiiE>5em # 25 51 (60.98%) , <5cm
% 16 7] (39.02%) ; I+l #] 19 5] (46.3%) , I+IV ] 20 %l (48.8%) , K4 3 i
(4.9%) ; AMELFERE 8 ] (19.5%) , TSR 33 I (80.5%) . sLEMAY, HH
FRE (TC) « H =M (TG) WEEEHm, Mm% EREED (HDL) WgREik, 2R EA5%0
FE N (P<0.05) . 41 4| EDTA-PTCP M4/t , ACasHZ /M B 5 B =% 33 6, /)
WS 29 i, —HFEINRE 25 ], 2535 RIMAERRENG R G MR BOT 28 4, ik 13
B

4518 EDTA-PTCP LR n] RATEANF IR B v, (H5ME. % 0. MR 8. s, A
TOMELGEFREFRE T RETC I, ZIN R IIFAE T RE S | EA XK. 24 EDTA-PTCP RANT, I A% 45
U EE 7R | e R T G B i O N (1] R S SR P IR 2

PO-0210
Identification of Viable Circulating Tumor Cells by a
Mitochondrial-Specific AIEgen

Qianwen Zhao
1.Zhujiang Hospital, Southern Medical University
2.Nanfang Hospital , Southern Medical University

Objective As a non-invasive tumor biomarker, circulating tumor cells (CTCs) have great clinical
values in diagnosis, prognosis and outcome prediction of various cancers. Although many
exciting advances in CTCs enrichment have been achieved, ideal markers for CTCs identification
are still lacking.

Methods We used an aggregation-induced emission luminogen (AlEgen)- TSC which is sensitive
to mitochondrial membrane potential as well as the quantity of mitochondria, for CTCs detection.
We compared the fluorescence intensity of 6 cancer cell lines and WBCs from healthy individuals
by fluorescence microscope and flow cytometry. And spike-in experiments were conducted using
cancer cell lines H1975 and HepG2 as models for recovery evaluation. Integrity of genomics and
viability of positive cell were also accessed by single cell whole genome amplification and PI
staining. CTCs from the peripheral blood of liver cancer patients by this approach were also be
analyzed.
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Results The fluorescence intensity of TSC from 6 cancer cell lines were 5-9 times higher than
that from WBCs. And the range of recovery rate is 90%-100% and the range of false positive rate
is 0-0.0033%. By PI staining, the cancer cells in the spike-in experiments were all still alive after
TSC staining. Four CTCs from a peripheral blood sample of a liver cancer patient and 1 CTC
respectively from two samples of two liver cancer patients were successfully detected. And 1
CTC was picked and amplified by MALBAC, and the amplification coverage rate was 60%.
Conclusions CTCs detection approach by an AlEgen can detect CTCs successfully with high
recovery rate, and it is easilier, more sensitive and specific. And CTCs gotten by our approach
can keep viability and can use for downstream genetic analysis. So this approach may serve as a
new reliable approach for CTCs research and analysis.

PO-0211
Establishing the reference intervals of NK cell
functions in healthy adults

Hongyan Hou
Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology

Objective Natural killer (NK) cells play a key role in host defense against infections and tumors.
Establishing the reference intervals (RIs) of NK cell functions would be valuable in assessing the
immune status of hosts. We evaluated the NK cell activity in healthy adults. We further
established and validated the RIs of representative NK cell functions.

Methods One hundred and sixty healthy adults and 30 colorectal cancer patients were recruited
for this study. Flow cytometry was used to evaluate the cytokine production and CD107a
degranulation of NK cells. Levels of soluble IFN-y in the culture supernatants were evaluated by
ELISA.

Results Our results demonstrated that the intracellular IFN-y production of NK cells was
positively correlated with CD107a expression and soluble IFN-y levels. There were no significant
differences in NK cell functions between different age and gender groups. The mean values and
RIs of representative NK cell functions are as following: IFN-y+ NK cells (%): 28.09 (11.3-51.95);
CD107a+ NK cells (%): 17.90 (9.852-27.56); soluble IFN-y (pg/ml): 330.4 (41.38-717.8). In
addition, the intracellular IFN-y production and degranulation activity of NK cells in patients with
colorectal cancer were significantly lower than that in healthy adults.

Conclusions We performed a comprehensive analysis of NK cell functions using convenient
approaches and further established the RlIs of NK cell functions in healthy adults. The RIs of NK
cell functions can be used for monitoring the immune status of the hosts, which may have
important clinical value for diagnosis and prognosis of inmune-associated diseases.

Keywords: NK cells; CD107a; IFN-y; reference intervals.
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R 1.2 2% KGR 61 CHRT =% 60°C, 62°CH1 63 CRURLF; 2.4F 61°C MR
N 60 min Al 90 min X R R AR K 3. LAMP J7 AR 6 FiEL e H D0 B I R
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EXINCE-S
F AR5 AN RHEE B

B BEENFHE AR R R, NAE®EENF (Next generation sequencing, NGS)  Fi A
I3 T A SRR L8 RO S RS HE S 4 1 B LA BGHS Jo (H B AT, FRIEFE R R 98 AR 45 S e 7
MMAAEE 2 s, Hk = E ARG E . Kk, fEIRR T2 Wb S 0me a6 D6 AR S5 300408 e 5 <
BRIZE, Mgt A T 5 10 PR I PR 75 126 R XU 57 B B R E A 1) 112

g A N TR Re AR MG R 2 WO F & e R AUE e . IRE—MET A
SRiE 5 AL (Natural Language Processing, NLP) 454 1a 4ii- 10 A% 45K (Term frequency-
inverse document frequency, TF-IDF) HISCAYZHE 7%, @R RSB KRIUERE. [F
i}, & LAMP (Linux + Apache + MySQL + PHP) i R#E RS, SeliRa Fi2Wie
FETFK

R OKCE LU SRZA T (Wison Disease) NWFF X %, XM E-Utlities ( Entrez
Programming Utilities program) T.H, M Pubmed ¥(#zF+3kHL | 214 § Medline #% U Wilson
R SCHR, FETILBLEENE & B Wilson R A SS ) ATP7B K 545 3t 589 4, F# 4 Clinvar fl HGMD
B ERERAE S, R T SRR AR I RS HE P 5 SCREAR e o A SOl — R R T8
81t 455 B AH SC B FE B TF by, SRSREL [ i8R VR 45 B AH OGS RY) 2000 f, 7B 1 8 st
e B e WKL K 8 NI, Mok, AWK Perl. PHP ZmfEES, A T HiEE
I 2504 B A b S5 40 2 AR ) B AR A

g BHRUL, ASCET N TR REA, 8 ERE S ARSI SE A [F 288 1 A P 25 221
o, EENLORIEME, SEILIGIR 7> iz WrL-F G SO R R AR AR FEIA . IRIR g h O Sk
RAZHHE P 5 SCRREHE e 2 1A) ) R ELAHTRG R BB 7 3, ] DA DG sy i PR 1= AR A RHIE N A B
FEA R, 15 SCHER A R B TR], [ B AR v 8 B R R AR B MR 2 b SR R AL T
HEMRFNRSERF G .

PO-0214
A novel mutation of the ITGB2 gene in a Chinese Zhuang
minority patient with leukocyte adhesion deficiency type 1

and glucose-6-phosphate dehydrogenase deficiency

Yu Zhang,Xiaotao Yang,Xiaoli He,Pin Guo,Xiaoning Liu,Yang Xiao,Xingxing Feng,Haifeng Liu,Yanchun Wang,Li
Li
Kunming Children's Hospital

Objective To explore the clinical and molecular characteristics of a Chinese Zhuang minority
patient with leukocyte adhesion deficiency type-1 (LAD-1) and glucose-6-phosphate
dehydrogenase deficiency (G6PDD).

Methods Routine clinical and physical examinations were performed, and patient data was
collected and analyzed. Protein expression levels of Itgh2 and glucose-6-phosphate
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dehydrogenase (G6pd) proteins were assessed by flow cytometry and the glucose-6-phosphate
(G6P) substrate method, respectively. Whole exome sequencing was performed to investigate
genetic variations of the patient and his parents.

Results The patient had fester disease and delayed separation of the umbilical cord at birth.
Staphylococcus was detected in the fluid secretion of the auditory meatus of the patient. He
exhibited a recurrent cheek scab, swollen hand, and swollen gum. Hematological examination
indicated dramatic elevation of leukocytes including lymphocytes, monocytes, neutrophils and
eosinophils. A novel homozygous mutation was detected in the ITGB2 gene of the patient, which
was determined to be a two nucleotide deletion at the site of ¢.1537-1538 (c.1537-1538delGT),
causing a frameshift of 24 amino acids from p.513 and inducing a stop codon (p.V513Lfs*24). A
base substitution mutation was identified at ¢.1466 (c.1466G>T) of G6PD on chromosome X of
the patient, which resulted in an amino acid change from arginine to leucine at p.489 (p.R489L).
The patient also showed deficient lymphocyte expression of CD18 (2.99%) and significant
downregulation of the G6pd protein.

Conclusions The patient was diagnosed with G6PDD and moderate LAD-1. The combination of
LAD-1 and G6PDD in this case may have been due to the high incidence of genetic disease in
this minority ethnic population. Analyzing existing LAD-1 and G6PDD cases from different
populations can facilitate disease diagnosis and treatment. Particularly, reporting pathogenic
mutations of LAD-1 and G6PDD will be crucial for genetic testing and prenatal diagnosis in an
effort to decrease the incidence of these diseases.

PO-0215

ET microRNA REESIFEMERFESIERE HPV BF
i) S SR B TE TS £ RS

TR A NG AR UKE KB A S B R R
FBM K 2 55— B J8 = B ,450000

HE iz microRNA Tl B 5 F1 A P15 B 2% A L84 o i S e A FL kB % % (human
papillomavirus, HPV) %%/ & #iij# (cervical squamous cell carcinoma, CESC) &ML,
FHRIEIE TG L bs £

J7iE i microRNA 5 F%f 9 il HPV i 5] CESC & A 4Un AR 6 fil 55 hn AT 2 7 £i5
miRNAs 73#r, FEIRFIH GEO (Gene Expression Omnibus) i H mRNAs i H #0870 4 4%
JE 22 AR o B R E R TN, SRR, M mIRNA-MRNA W45, Jfxf22 kil Bk
K47 GO w4, pathway I)Re s 4R i -85 A A AR FH 4% 0 dr o JE— 2D 22 R 3RA 1
MiRNAs FIE K 34T Logistic [543 4T, iR TS AHCHR AR, FH7E 20 XF CESC i Al 55 A R AT
g-PCR FIEIHIE,

58 52 4~ miRNAs 1 300 4~ mRNAs £ HPV i 5] CESC fldEJeE B A 2 i £ 7KL, GO
1 Pathway &80 HTiE A 22 S RIA MR R S 5VF 20 iEA G FE . 76 PPI WS, R/ 20 AT s
R (Bilfn . KIFLL A1 DTL) fEAHLFi A, Logistic [BIIA40#7 &7, miR-16-2-3p F1 9 AN 5k
Lk (KIF11, DTL, MCM4, MCM6, RCC2, DTX3L, TRIM59, HCAR3 1 TNFSF10)
5 HPV BE AL, JEAE 20 WA B ZRKILE (P <0.05) .

g ACHEFL T HPV 3 CESC IR mHLE], A HPV i S 1) CESC Bt TGy
Fr; miR-16-2-3p M1 9 ANZERMFRIEMERE (KIF11, DTL, MCM4, MCM6, RCC2, DTX3L,
TRIM59, HCAR3 Fl TNFSF10) 1] LMEN HPV 55 1 & 250 HIVE /R U5 A=W hr 4«
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PO-0216

EQA #RERERRARFSMIAFZHHEE MR

ZEREI O A IR, XI5 X TR, BRIk
T O EEE,629000

B PSR EIE) (EQA) FEMTERMEN (TP) MYl ik ks S AU 77 £ 1) () HLi8
s

Fik S DA ARME WSIT 356-2011 BHAT EEMERT R . W — FAF2H TP W48 IR 55k
WA EFBERFN G B 5 F— & B 7600 4% F S EA BT ACH B R 50,  LAXGRF & 28 i 11
Kol R4 N EExt e B S BT AL RS R BN AT, 0 B EIE I E 40 A4 e i A
5 AL EQA FEMY, VAT EQA B 7E R 71 & R 1) FLIE 1

LERL M9 724 Y=1.0102X-0.0867, #H5% £ r )y 0.9984, Wik a kel 45 5 BA BT IIAH %
PE; {H 54 EQA FE S A I 25 IR Y FME 95% B A5 X (8] _LFR, FA7EA & IESE s, H
@A AR N 7.12%~11.28%.

5 EQA FERMEPIRA &I B = HiE M. EQA WPIRAEAREITARE —HN, FHSr4itHE
B, 0, FoIHE EQA 4 FMRFAN R

PO-0217
Rifampin resistance-associated mutations in the RIF
resistance-determining region (RRDR) of the
rpoBgeneofMycobacterium tuberculosis clinical isolates in
Shanghai, China

Yinjuan Guo?,Xingwei Cao?,Jinghui Yang?',Xiaocui Wu?!,Baoshan Wan?,Yin Liut,Fangyou Yu?
1.Shanghai Pulmonary Hospital
2.Clinical Laboratory of the Second Affiliated Hospital of Nanchang University,

Objective Resistance to rifampin (RIF) in Mycobacterium tuberculosisinfection is associated with
mutations inthe rpoB gene coding for the beta-subunit of RNA polymerase. The contribution of
many individualrpoB mutations to the development and level of RIF resistanceremains
elusive.Our objective for this study was to investigate the relationship between specific
rpoBmutations and the minimum inhibitory concentrations (MICs) of RIF and rifabutin (RFB)
againstM. tuberculosis.

Methods We collected195 clinical isolates of M.tuberculosisincluding 105 RIF-resistant and 90
RIF-susceptibleisolates from Shanghai Pulmonary Hospital in China. The MICs of
antituberculosis drugs in 7H10 Middlebrook medium for clinical isolates of M.
tuberculosisweredetermined. Strains were screened for rpoB mutations by DNA extraction, rpoB
gene amplification, and DNA sequencing analysis.

Results Twenty different types of mutations were identified in the rpoB gene. One
hundredisolates(95.24%)were found to have mutations in theRIFresistance-determining
region(RRDR) of therpoB gene.ThreerpoB mutations were identified in 90RIF-susceptible isolates.
Out of 105 isolates,86 (81.90%) were cross-resistantto both RIF and RFB. The most frequent
mutation occurredat codon 531 (65.71%), followed by 526 (8.57%).We also found a novel nine-
nucleotide (ATCATGCAT) deletion(between positions 1543 and 1551) in the rpoB geneamong
two strains (1.90%) with resistance to RIF, but susceptibility to RFB. In addition, the mutation
frequency at codon 531 was significantly higher in RIF-resistant/RFB-resistant (RIFR/RFBR)
strains than in RIFR/RFBS strains (75.58% versus 21.05%), whereas themutation frequencyat
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codon 516 was significantly lower in RIFR/RFBR strains than in RIFR/RFBS strains (1.16% versus
26.32%). The MICs ofRIFagainst 87.62% (92/105)of theM.tuberculosisisolates were = 16 ug/mL.
Conclusions Our data supportedprevious findings that various rpoB mutations are associated
with differential levelsof resistance to RIF. The specific mutations of the rpoB gene in RIFR/RFBR
isolates differed from those in RIFR/RFBS isolates. A novel deletion mutation in the RRDR might
be associated with resistance to RIF, but not to RFB. Further clinical studies are required to
investigate the efficacy of RFB in the treatment of M.tuberculosisinfections, which harbor the
mutations.

PO-0218
Distributive characteristics of CYP2D6 and ADRB1 genetic
polymorphism to guide the antihypertensive drugs
selection of beta-receptor blockers in Han Chinese

Keping Chen?,Peng Xiao?,Guochun Li?
1.Zhongda Hospital, School of Medicine, Southeast University
2.Nanjing Municiple Government Hospital, Nanjing, 210009, China

Objective To investigate the allele and genotype frequencies of CYP2D6 and ADRB1 genetic
polymorphism to guide the selection of antihypertensive beta-receptor blockers in Han Chinese
population.

Methods From February 2017 to May 2018, a total 1423 Han Chinese were recruited into the
study in the Zhongda Hospital, who provided venous blood samples. CYP2D6 and ADRB1
genetic polymorphism were determined using a gene chip platform, and the allele and genotype
frequency and the combined genotypes of the CYP2D6 and ADRB1 were analyzed respectively.
Results The C and T allele frequency of CYP2D6 was 42.59%, 57.41%, and for the genotype
frequencies, *1/*1 wild-type homozygous was 17.22%, *1/*10 heterozygous was 50.74%, and
*10/*10 mutant homozygous was 32.04%. The G and C allele frequency of ADRB1 was 26.70%,
73.30%, respectively. The genotype of GG wild-type homozygous was 8.01%, GC heterozygous
was 37.39%, and CC mutant homozygous was 54.60%. CYP2D6 and ADRB1 polymorphism
frequency were satisfied with Hardy-Weinberg equilibrium. The most combined genotype of
CYP2D6 and ADRB1 was *1/*10 and CC, whose frequency was 28.39% (404/1423). The least
genotype combination was *1/*1 and GG, whose frequency was 1.62% (23/1423).

Conclusions our study showed the CYP2D6 and ADRB1 genetic polymorphism, and first report
the combined genotypes in the Han Chinese. These results suggested the most Han Chinese
had appropriate metabolites and significantly increased sensitivity for the antihypertensive beta-
receptor blockers. So, while the efficacy of beta-receptor blockers was affirmed, and the toxicity
and risk of adverse drug reactions were monitored.

PO-0219

BREESZANBREFSEXERET

T
o N PR TIRZE J BE Fi 25 e

HE @R E S 2 NERERNSE XN, NiEREESEIKIEMSEGE, AE 52 NE
i - BT AT SRR AR

Tk R ZE SRR R EE B 2014 4E~2017 EHET TR EE R % 22 ABAFIHT 7T (China Hainan
Centenarian Cohort Study, CHCCS) i Frit I rg 4 + )\ A (B)H & 2 A5kl 985 4,
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I A G TR AR A A S A H 2 2 M NMENS AR, Horh BER 28 722 41, RJERYE
JIr 5 i R bR AR, HERREAR S A S ZEN, FFEMmERARE S ENIL 304 ], Hrh 5k
70 fl, Lk 234 5, “FIFR 102(101~104)%, FEFETE 100~109 % 2 (0], ZMEFERTE
100~113 2 [f],

R WHBNE L ZANMLE $Z ANIRE % (Blood urea nitrogen, BUN)Z % X [l 2.7~
10.9 mmol/L, ¥#rg B E % % AWLEF(Creatinine, CZ#% X [i] )y 58~138 umol, LIt H P EANS
F[X Ay 45~130 ymol, P<0.05, ZRHEAGIFFE N, FHEE 2 ENVERE S 2ot L
e W % ¥ MNEEE/NER B K (Estimated glomerular filtration rate, eGFR)Z: % i il 5337
mL/min.173m?2,

W WHEEOYENRERSHEX AN 2.7~10.9 mmol/L, JLEFZ%IX [0y 5 58~138 umol, &k
45~130umol, eGFR &% il 4337 mL/min.173m?, §H % & N'FReHNAE fFri— L.

PO-0220

HDL W45 B BRLA N SEBK R
MM E RSN X R

ez e
I R B

B 50 % e R O o Bk NS 2 e ki A 4iE (acute cornary syndrome, ACS) il
ks FERE{L (atherosclerosis, AS) %%,

Fik RIS E SR\ R OO N EMERE 170 FlE# CEEH 5y 110ACS % . 60
AS HE) , WA AN 2018 4 10 AE 2019 4 2 H. Wik 130 FilfEENIEHE . HDL2-C
HDL3-C 7EASZE6 HF R 4 H sh A4k 4 Al e, i HDL2b 7F HDL H () LR A At 42 00
A (microfluidics) , FU4E B3 HAbIR IR Bk

%8 HDL2-C 5 HDL2b (r=0.826, P<0.001) . HDL-C (r=0.845, P<0.001) . apo A- I
(r=0.628, P<0.001) & HDL ki k/N (r=0.718, P<0.001) HIFFH5%; AS H#E ) HDL2b /K F
H#izhk IMT 2z a2 AH5% (r=-0.205, P=0.005) , ifi HDL2-C /K*F5H & IEAMH% (r=0.1716,

P=0.2487) .

g5 HDL2b 53k FEE AL A1 St e Bk 25 B 1E 9K & B HDL2-C BN 1), HDL2b 23 ks AEAil
AN S e ik 7 A AE ) S B R R o

PO-0221
Diagnostic Performance of mNGS in Detection of
Cerebrospinal Fluid for Central Nervous System Infection

Ting Liu,Yingjie Qi,Li Yue,Yuru Shi,Yun Wang,Changcheng Zhao,Xiaoling Ma
The First Affiliated Hospital of USTC, Division of Life Sciences and Medicine, University of Science and
Technology of China

Abjectives To evaluate the diagnostic performance of metagenomic next-generation sequencing
(mMNGS) in detection of cerebrospinal fluid (CSF) for suspective central nervous system(CNS)
infection.

Methods A retrospective observational study of a total of 55 suspective CNS infectious cases
from January 2017 to January 2019 in The First Affiliated Hospital of USTC, Division of Life
Sciences and Medicine, University of Science and Technology of China was conducted and
MNGS was performed with CSF detected negative by traditional methods such as microscopic
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examination (Gram stain, acid fast stain and ink stain smears), antigen detecting and culturing.
The diagnostic performance of mMNGS was analyzed by comparing mNGS with conventional
methods.

Results 1.Pathogens in CSF detected negative by conventional methods were virus, bacteria
and fungus with mNGS from more to less and the main viruse was human herpes virus. 2. The
shorter the time from onset to sample collecting the lower the probability of poor prognosis was
and the time from oneset to sample collecting was shorter in mNGS-positive group than that in
MNGS-negative group. 3. There was no significant difference of white blood cell (WBC),
neutrophil percentage (N%), Lymphocyte percentage (L%), C-reactive protein (CRP) in peripheral
blood and WBC, multinuclear cell percentage, monocyt percentage, chlorin and protein levels in
CSF between mNGS-positive group and mNGS-negative group while the Serum procalcitonin
(PCT) and glucose level in CSF were statistically different.

Conclusions Metagenomic next-generation sequencing outperformed traditional methods for
CSF specimens, which can be applied to the detection of etiology in CSF specimens and
determine the appropriate treatment for patients with CNS infection.

PO-0222

SSBATERRRER 20 WEMERFESH

BEIRAL
DT AR =B, 261000

B N H A E B S0 Wi o 854% 43 BFF B8 #3K 72 8 A (heat shock protein, Hsp)20 2 K] f
IR B R S5 A R Th RE

J5i% M NCBI #i#i 3R E Hsp20 AR FERE S ; NHA ProParam Fiijll Hsp20 & [ 1 FEAL 145 s
SignalP 4.0 % TMHMM 73871 HA5 S RE K Bs BEIX s FIHFELR 7041 Expasy T H /i [ a4,
BT E AR = H SRR, IR ABCpred & BepiPred 1.0 Server 73 #rE AVUREA, TF3HxiE B
YT S T A At A7 5

G5 Hsp20 Ymit etz b fFEIVAK TR A, B 159 MEREMRERE. ZEALESIK, LT
BE, TCHEPEREE R, ek e 2 1.89%, Z5HEiKs. Hsp20 AL WSTEN B 4l
JRFAL K T BT F AL

g EWE R FIINEE R Hsp20 K 4w s i 2 ()51 nT V5 AT A o 12 Wi J7 VR 98 7 1 535 4 10
B o

PO-0223
Combining bioinformatics techniques to explore the
mechanism of action of non-coding RNAs on pancreatic
cancer and potential molecular markers
Kaili Liao,Jiasheng Xu,Xiahong You,Qionghui Zhong,Cui Zhao,Tingyu Qing,Xiaozhong Wang

Department of Clinical Laboratory, Jiangxi Province Key Laboratory of Laboratory Medicine, The Second
Affiliated Hospital of Nanchang University,

Objective To study the mechanism of action of IncRNAs and mRNAs on pancreatic cancer and
explore the potential molecular markers of pancreatic cancer.

Methods Gene chip data were downloaded from Gene Expression Omnibus (GEO) and

differential genes were screened by saliency analysis (SAM). Using bioinformatics methods, the
INcRNAs mRNAs network was established, and the modules were mined using the
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JActiveModules plug-in in the Cytoscape software to obtain network function modules. Cluster
analysis was performed on each module to obtain a collection of small, but clustered, non-coding
RNAs closely related to pancreatic cancer. Design experiments were performed to verify the
expression of the selected non-coding RNA molecules. Serum was collected and the level of the
selected non-coding RNA molecules in the serum of each group was detected by quantitative
PCR to investigate whether it could serve as a potential molecular markers of pancreas cancer.
The GO gene function enrichment analysis was performed on the coding genes in the module to
explore the possible role of non-coding RNA in pancreatic cancer.

Results 820 differentially expressed mRNAs and 16 IncRNAs were screened out. Through the
analysis of the expression profile of pancreatic cancer, five functionally significant modules was
obtained. INcRNA00152 was found to be closely related to pancreatic cancer in multiple
modules. The experimental verification showed that the expression of INcRNA00152 in serum of
pancreatic cancer patients was significantly higher than that of healthy and chronic pancreatitis
patients (P<0.05). GO function enrichment analysis found that the five modules obtained had
annotations related to significant inflammatory functions.

Conclusions IncRNA are involved in the occurrence and development of pancreatic cancer
through regulating inflammation, immunity, cell proliferation and apoptosis. INcRNA00152 can be
used as a potential molecular marker for the diagnosis of pancreatic cancer.

PO-0224

PFGE 9B AREKETHZAIE S B K% MALDI-TOF MS| B9 #H
A%} Ebh R & EEEEKE AR

BRSEAE 1R 2,25 Al Al L E e 2 AR R LR L
1 H# A AN R ERE, 730000
2. HMHEH K

B M 2558455 PFGE 435} MALDI-TOF MS 43 BI%t Ebh FH 48 (07 2 BR B AT bRtk 47
Sy TR FE, W B R TR AR O B B R IRA TR O s BUER =Rl o B 5k o LSS R SR, BR TN
MALDI-TOF MS $ K1z T & o 8 2 Bk e 0 B i el A7

Fik WEEH NG 2017 4F 4 A% 2017 4 10 H (84 & 148 8 2 BK B w Ak, H PCR kil Ebh,
EPERHYEMGIAT I FT . 2y AT 2538 52 4. PFGE 73 )2 MALDI-TOF MS 4344,

GER A4 BREEL &S OB R IR E B RS MALDI-TOF MS R % e 4w (8% 5%, H Ebh
FEHYE. AT A AR F R RN 2, 10 HASR R ST E YA R 25, A AN [H i
75, MRSA 5 MSSA 7055 54.5% (24/44) . 45.5% (20/44) . RWATIEEER. AW
M2 B Ak . T 24 0% 2 BOVRK Bl Bk 20 v 17 NS PRGE 43244 5 BREEAR TG L Hk &5 TEidiar
A, 4% 39 MMM A 15 LY, MALDI-TOF MS 23 UK B Ak 2> 9 17 N5,

L5 PFGE 43 AT 1H A2 I R 23 B4 1) b v
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bR 2 A R =B ,100000

B W E et T 480 (follicular regulatory T cells, Tfr) . fE¥FFUENIAHEITE T 400
(follicular helper T cells, Tfh) KIWH#HE. AT T Cregulatory T cells, Treg) 4. [fiF
IgG4. 1gG il IgE %52 M A Wbr EXITE 19GA A M (I9gG4-RD) 297 IR R «

FvE RUREPERTST, SraHE 54 6 1gG4-RD 3 F1 38 {5 -6 Ko M i AR VT G i g R A #5 o
|gG4-RD HH M IHSMY 18 Bl 1&zhi 36 Fil. YEANEMbrA, iz F7 gl AR 4 40
WERR PRI . WREEGHA. CDA+T A, Treg ZHAE. TE¥F Tfr 40, #8538 Tth Ui R 2, A
FA A28 2 o AR WAL ARG I L3 1gG W2, IgE. CRP. C3. C4. ALB. GLB. FlFiZ£ H4t[nl
IR R M IR A AR S 5 19G4A-RD 35 I Bife % (R Z A ARk

G S{g R IRAMLL, 19G4-RD iEshHE &4 WBC. CDA+T Ziffd. Tfr 408, Tfh 40H.
Tfhi. Tfh17 40 E AR Tfr/Treg. Tfr/Tfh, Tfh17/Tfh Eofi Pl S8, RN ME 19G4. 19G. IgE
W 1gG4/IgG LU A B m (P <0.05) , Tfh2/Tfh HAENEZE AL (P <0.05) . 5 IgG4-
RD i AL, 19G4-RD i&Ezhi 54 CDA+T ZHff. Tfh ZHf 5% Tfhl 40050 i
&, [ 1gG4. 1gG. IgE WRIZAT IgG4/IgG ELE I B E (P <0.05) . A<t Bosii
JH 19G4/IgG LLfE. 19G4. IgG. GLB X IgE fil IgG4-RD 3 RI AR MH L (P <0.05)

G50 TEIR Tir UH0RN Tth 4 A G625 19G4-RD KR ; WBC. CDA4+T 4iffl. Tir 4ifi. Th 4
Mo, Tfhl. Tfh17 40, Tfr/Treg. Tfr/Tth. Tfhi7/Tth tbfE. 1gG4. 1gG. IgE. IgG4/lgG il 7E
IgG4-RD HIiL)7 A —EMIGKRME; Hr 19G4/gG tfE. 1gG4. 1gG. GLB mLAMEN 1gG4-
RD & Filj5H5r
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PO-0227
LncRNA UFC1 promotes non-small-cell lung cancer
progression by EZH2-mediated epigenetic silencing of
PTEN expression

Xueyan Zang,Xu Zhang,Wenrong Xu
Zhenjiang Key Laboratory of High Technology Research on Exosomes Foundation and Transformation
Application, Jiangsu Key Laboratory of Medical Science and Laboratory Medicine, School of Medicine,
Jiangsu University

Objective Long non-coding RNAs (IncRNAs) have been suggested as important regulators of
cancer development and progression in non-small cell lung cancer (NSCLC). Nevertheless, the
biological roles and clinical significance of IncRNA UFC1 in NSCLC remain unclear.

Methods In this study, we detected the expression of UFC1 in tumor tissues, serum and serum
exosomes of NSCLC patients by qRT-PCR and analyzed its association with clinicopathological
parameters. Cell counting, colony formation, transwell migration and matrigel invasion assays,
and flow cytometry analyses were used to examine NSCLC cell proliferation, migration, invasion
and apoptosis. RNA immunoprecipitation assay was performed to evaluate the interaction
between UFC1 and enhancer of zeste homolog 2 (EZH2). ChIP assay was used to determine the
binding of EZH2 to PTEN gene promoter. Mouse xenograft tumor model was performed to
evaluate the effect of UFC1 on NSCLC growth. Rescue study was used to access the importance
of PTEN regulation by UFC1 in NSCLC progression.

Results UFC1 expression was up-regulated in tumor tissues, serum, and serum exosomes of
NSCLC patients and a higher level of UFC1 was associated with increased tumor infiltration.
UFC1 knockdown inhibited NSCLC cell proliferation, migration and invasion while promoted cell
cycle arrest and apoptosis. Overexpression of UFC1 led to the opposite effects. Mechanistically,
UFC1 bound to EZH2 and mediated its accumulation at the promoter region of PTEN gene,
leading to the trimethylation of H27K3 and the inhibition of PTEN expression. UFC1 knockdown
also inhibited NSCLC growth in mouse xenograft tumor models while the simultaneous depletion
of PTEN reversed this role. Moreover, NSCLC cells derived exosomes could promote NSCLC cell
proliferation, migration, and invasion through the delivery of UFC1.

Conclusions Exosome-transmitted UFC1 promotes NSCLC progression by inhibiting PTEN
expression via EZH2-mediated epigenetic silencing. Exosomal UFC1 may serve as a novel
biomarker for NSCLC diagnosis, prognosis and therapy.

PO-0228

BEEREREERRERATKELSEENXR

J TR N
LR TN RER B e o

BB SR8 1 B I (CKD) 8 I FHR S5 IR (PTH) /KT 5 B I RERI R &

Tk e 149 Bl CKD i, MR R ESR 1L B e vk 70 W7 V5 /18 1R T JAE . 18P Thae A Ak
RS, BT RS, RKIEMA 4 N4, WA 25 2@ Befhs # 10 A,
ECBL I M 4L PTH A A E A FE bR IR SV 70 #
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GER 1B s B E PTH. JREA (BUND | JAILEF (Cr) . BidlI& C (Cys C) . Bk (P) P
Bm T g, HBEZOR 0 WE i m (F =35.056, P <0.001) ; 1897 DhREAR 4 RS 1 ifn i
PTH /KT S IRALELE:, ZREFIFHE L (P <0.05) ; 18 F A4 RACEIME PTH K F
g E DR S REEIALLE, ZRAgihF R (P <0.05) ; HREHWNMW LK ZERH S
27 Y (P <0.05) ; Pearson #H</r#riE PTH 5 BUN. Cr. Cys C. P R IEHK, 5iF
(Ca) HAHK,

5 PTH AEW— e REfE bt CKD HiERE, 7E1S 1L B 2 i Il B ME PTH ZKPFHBIT T g
PO P2 FE AT DT 100 P P R L

PO-0229
Drug resistance monitoring and risk factor analysis of
pulmonary infection pathogen after craniocerebral
operation

Congcong Hao
yantai affiliated hospital of binzhou medical university

Objective to investigate the drug resistance monitoring and risk factor analysis of pulmonary
infection pathogen after craniocerebral surgery in hospitalized patients.

Methods The clinical data of 408 patients with post-operative lung infection were collected from
January 2015 to January 2017, and the drug resistance of the pathogen was discussed. In
addition, 60 cases were randomly selected from the inpatient area, and they were divided into
group A(infection group) and group B(non-infection group) to analyze the risk factors for infection
of pathogenic bacteria.

Results 348 cases of gram-negative bacteria(85.3 %) were examined for pulmonary infection
after craniocerebral surgery. 60 cases of gram-positive bacteria, accounting for 14.7 %. All Gram-
negative bacteria were resistant to ampicillin, cefazolin, and pailaxilin, and Gram-positive bacteria
were resistant to penicillin, ampicillin, cefazolin, and ciprofloxacin. The resistance rate was > 50.0.
Conclusions Acinetobacter baumannii, Pseudomonas aeruginosa and Klebsiella pneumoniae,
the most common pathogen of pulmonary infection in patients with craniocerebral injury after
craniotomy, and the resistance of pathogens is serious, and the bacterial culture test should be
strengthened. And drug sensitivity test, and its influencing factors are numerous, the clinical
should be corresponding to the development and prevention of infection pathogens.

PO-0230
i BT 6 TEHE] BT &0 I B 2 i m 2 AR 77
PRI 7 R ER R

XIRARE A2 P, &
H [ & 2 R 2 B B 4= B, 100000

HH 85 EUE B S @ 25 ST B, C2& O I 29T S Bk . iR
SR ML 2450 22 57 s B RS R RO AN TR L, {EURH S R 12 2077 R R AGL I 7R R 1 RE B2 I
FATEARTER], Rl BT AT (a1 & 2 A0 Ak BRI ™ dh . PR RONAR R %,
PEIRIRZ FEALRN 5 G BRI S YA 1, B R WA SR REIRAIE TS R T o AT TEMFEA
W, AR, PARPUTIUSEIR Ty Rvth, DY 2 A7 sl Pk RE S8 IE T
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Titk PR 1000 B, HIRATIS (A BT S HEATRLN, JF 5 O Sanger I 45 SREEAT HG, 1F
ARSI ERERATE; R s 17 AR A SRR RREAS, BEEERRE RN, PPAL R IR BERE L 1 ke
HAEOL; RS FA A 49 MR RFEAS, BEATHEIRI AN PR BE VRO IR S e R
WETE B AR AN AL RAKEAR RS 1A, BATHOTIIIT. &, WRREL T 240 a kIl vk R RiE s
%o

G U R AR A R RF S R T 99.5%, BACALER Y 0.2ng/ul, SLIRIFIE PR E L1
100%, UNG B F#ARAE /19 105 3% DUAG ARG, S WL 28068 ik PR LA 2% o i) 7 ) S A AR B )
PUTHLRE ST, O AFIEERIAI A )55, Al EAORUEAS I A5 RAERA n] 5, i 2 i PRAS I 2K
G5 AWTIUTER T AT I A B 1 & 2 A7 a5 BRI i PR BE S E AR v, BN T BT e RE 6
U, X Tl R A S e s B AR S, R ORI PR AR S R I, ELSE S e K

PO-0231

FEEREML{E (Fn/Fp #1 Fn/Bb) EEEGE
BHSERMNE

2 B
LS 1

HE FU @M (Fn/Fp F1 Fn/Bb) 45 B s 5302 W A4

FE WK NS B E B . RUESEE MR GRS 38 B % Mg B i fd R A 8 E AR A
£ 649 5, FIH qPCR XA HIMEE (Fn. Bb Ml Fp) AHXFF=FE AT e A o

GER E EIEENF T 20 ) CRC B 20 Filfd BN 288 sh R E MR ) 25 5, I (ke 22
FEAAREY . N5, i gPCR R 7 649 BIZEEREAY Fny Fp. Bb BIFREE. #E—B1FNIF
BOAE 7 IxX S AE M LA 2 Wi e, X 44 B AL R NS, Fn, Fp A1 Bb ] AUC 458
0.875,0.741 Al 0.870, Fn/Fp Al Fn/Bb # AUC 437lik%] 0.914 1 0.911, Fn/Bb £l CRC,
AUC N 0.911, #:5HtEA 92.3%, Fn/Bb F1 Fn/Fp BEX&A A2 5% CRC W i{d, AUC A
0.943. It4h, Fn/Bb Al Fn/Fp BE& 20T | 5] CRC, AUC &y 0.804, Ef5 60%I114% S A1 90%ft)
U

L9 /£ CRC B4, Fn 5 Fp EEEMMIG. HIENSHIEI AR, FSEREME
B R CRC fHa 2k, 5 H Fn/Bb fil Fn/Fp LUME /2 1A CRC BEIEN & B AFEER
AR —DUEER bR X RO AR LA CRC i 2 R AT BE P 473 2% e ) B A B 2
UINIER

PO-0232

CCL2, IL-10 BEEBRZTSHSEHRRE RS
B X R

YT EE
bR 2 AN R B,100000

HE WA E#E CC BT 2 (CCL2) HIZHIRZ AN rs1024611. rs13900 FlF/r& 10 (IL-
10) BEHIRZ M rs1800871 &M T4 MEA (HSCT) JEE41KEE (CMV) JEYL/ g
TR SEE, R 5 HSCT 5 CMV S FRE AL G R R 2%

Fiik WeAETRRE 2018 4F 11 H & 2019 4F 2  HSCT B# A IAEA, i semf 78 % & & R o
SN RGEEA IS CMV DNA # 8 (AR , £+100d. EEHL A 128 42 83, JfiEd &
OFEIR SR I A A AR DNA, MRS N (PCR) i 128 4 HBE M ML H IR Z &M
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R, fEkA oA E, FE Cox MIHBRY, 9T HSCT E4HU T SNP 5 CMV &Y/ kAL i) 16 16
IS

4R

WA T 128 A EF I AMFEA, HAa 5k 74 N, &t 54 N, 128 ZEHEHH 73 AfE+100d N K
4 CMV YL/ G . Cox [RIHEALE o R: CCL2 rs1024611 GG F:[H % CMV YL/ F % 6 XU =
T GA 1 AA HE[FA (p=0.002, HR=0.015, 95%CI: 0.024-0.448; p<0.0005, HR=0.02,
95%Cl: 0.003-0.138); CCL2 rs13900 TC 1 CC F KA CMV B4/ G XS & T TT JE A A
(p=0.034, HR=4.687, 95%Cl: 1.127-19.489; p<0.0005, HR=30.378, 95%Cl: 5.006-
184.365); IL-10 rs1800871 TC £ CC Z[H A CMV JEYL/FEiE4b XK T TT [ (p=0.026,
HR=1.842, 95%CI: 1.074-3.159;p=0.041, HR=2.046, 95%CIl: 1.028-4.073).

g5 @i Cox HIERIAIE R CCL2 (rs1024611. rs13900) . IL-10 (rs1800871) ff] SNP
& HSCT Ja CMV BYYFIEWIER R = . AWM. 697 HSCT J5 CMV B4y g Lse (it 17 #ig
HcdE .

PO-0233
Serum C1q Concentration Positively Correlates with
Erythrocyte Sedimentation Rate in
Polymyositis/Dermatomyositis

Liubing Li
Peking Union Medical College Hospital, Chinese Academy of Medical Sciences

Objective Clq is an important component of the classical complement pathway. This study
aimed to investigate C1qg concentrations in the sera of PM/DM patients.

Methods C1q concentrations were measured in the sera of 87 PM/DM patients and 100 healthy
subjects. In addition, the association between C1q concentration and laboratory indexes such as
CK, AST, ALT, LDH, hsCRP, and ESR were also evaluated.

Results Our data indicated no significant difference in the serum Clqg concentration between
PM/DM patients and healthy subjects. However, serum C1g concentrations were observed to be
significantly higher in PM/DM patients in patients group with elevated ESR than in those with
normal ESR (207.55+37.54 mg/L and 180.69+38.90 mg/L, respectively; P=0.008). Furthermore,
there was a positive correlation between serum Cl1qg concentration and ESR (P=0.002), but no
association was observed with CK, AST, ALT, LDH, and hsCRP levels.

Conclusions This study demonstrated C1q levels were elevated in PM/DM patients with higher
ESR and revealed significant positive correlation. However, the exact role of the classical
complement pathway in PM/DM needs further elucidation.

PO-0234

£TF AgDNCs@DNA/AgNCs E&#RETFIFTE A exo BEIEER
AR LS EBV B R BUME 5 2R

B, TR R AR
HRBERLR A I B2 2 Bt

HI EB Wi iR 5% M AL A0 M3 20 . Burkitt Ik B A0S S5 B UIFHOC . X EBV AHOGHE

)RR AR TAHCERBE RS, MaEMBE. A&kt 7T —MET
AgDNCs@DNA/AgNCs &G #REFFIHT Y A exo 4 BIE PR EOK 1) AL EBV 8 R Bokail i 8 7%
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Tk DRI - BOIR K 2071 DNA N RERE o R A7 38 J5 Ag 1] 48 XU AR 51 (K AR 9K 2 A4
o AR 2 DR IZTFER AR DNA SEEREIEN N exo HIZKARIEEYD . #0378 IR
i N5 DNA XUEEIREF S5 6, i N exo HBNIE IR HOR OB, BERUN & 5155 DNA,  Firf .55 DNA
P45 AgDNCs@DNA/AgNCs & &G4 Al IRE E AR T 24 A I N, BT RINK B ST H
et Ak 2555 TR GO FE R R (Fig. 1A)

GEEL A EBV AHICHE R MGy 1 fM-1 nM,  BAKKSIIFE 4 0.38 M (Fig. 1B) . A
JIERER 2 X B N 5 AR DU R 2 56 18, B s (Fig. 1C) o BEJ7VELE NI L i
AT 101-110%, A RIF P E 3L 7 A

g AT AQDNCs@DNA/AgNCs E A #REFATHT AL N exo SHBIEM BRI EBV A3
DRIRSIN BT 7 20 AR SE L R . §748 . AR G, B 5 S B a2 H— Ak R, Scosnst
BRIAEIR . Sbrit s B REUGI. %7 EBV B M HAthms B ik e i L300 BUINE2> T2 Wy T
AT R N AR

PO-0235
Antibodies against glycoprotein 2 display diagnostic
advantages over ASCA in distinguishing CD from intestinal
tuberculosis and intestinal Behcet's disease

Shulan Zhang
Peking Union Medical College Hospital

Objective There is an increasing need to identify reliable biomarkers for distinguishing Crohn's
disease (CD) from other gastrointestinal disorders sharing similar clinical and pathological
features. This study aimed at evaluating the diagnostic potential of antibodies to zymogen granule
glycoprotein GP2 (aGP2) in a large, well-defined Chinese cohort with a special focus on their role
in discriminating CD from intestinal Behcet's disease (BD) and intestinal tubercolosis (ITB).
Methods A total of 577 subjects were prospectively enrolled, including 171 patients with CD, 208
patients with ulcerative colitis (UC), 71 with BD, 57 with ITB and 70 healthy controls (HC). aGP2
and anti-Saccharomyces cerevisiae antibodies (ASCA) were determined by ELISA. Perinuclear
antineutrophil cytoplasmic antibodies were tested by indirect immunofluorescent assay.

Results aGP2 IgG and IgA levels were significantly elevated in patients with CD compared with
those in patients with UC, intestinal BD, and ITB and HC. Conversely, ASCA IgG levels were not
different between CD and intestinal BD patients, whereas ASCA IgA levels did not discriminate
CD from intestinal BD and ITB patients. aGP2 IgA and IgG displayed a better assay performance
(larger areas under the curve) over ASCA IgA and IgG in differentiating CD from disease controls
(P<0.05). ASCA IgA did not discriminate CD from disease controls. aGP2 IgA and/or IgG was
significantly associated with penetrating disease (B3) and ileal CD (L1) (P<0.05), whereas ASCA
IgA and/or 1IgG was not.

Conclusions In comparison with ASCA, aGP2 distinguishes CD from intestinal BD or ITB as
disease controls more efficiently, aiding in the differential diagnosis of IBD.

PO-0236
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Jrik 7% EL 2016 4F 5 H—2017 4 5 AT H T sp R B AT 5 AL 8 1 bR A 100 %1, By
EIRABAERFEEN 1. 3. 7. 24 h ¥R H A7 7600 #4 H 3 A4 GG, I FUKRRE o 42 18 i
BRI NbRAEL (1 h 41) « 3h4l. 7 h 4. 24 h 4, XFECASIE I a) B ks . Bl i ity
BN R EN N BB RS TR, JE BRI EEE T L.

GER ORIEZUT RGBT R, 3 h 4 ShrrEd by, MmbETR R 72 S R, 3 h 4Lf ke
N (5.01+0.51) mmol/L, TikrdEALIMAEEN N (5.2240.78) mmol/L; 7 h H5FruE4x} b 2 5
FERDAE B R R bR 7T, 7 h ABPERFEREE Y (21.11+13.88) UI/L, i b i 205 14 1ol R il
N (22.18+14.66) UIL; 24 h - 5FrAEANT EL ) 2 57 E BARBIE RS N FE A B 45 W55 &l M L
A REM, 24 h HENHEE .. SEEAWABEZBAES NN (29.33£7.86)
(68.42425.06) . (12.58+5.88) U/L, TMitr#EH B NHRE. B EL RN K EEBEI RSN
(25.24+7.17) . (62.81+23.63) . (12.2545.78) U/L, L\ k4 Al 2 % H 4 it % & X
(P<0.05) .
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PO-0238
The Association of ADRB1 and CYP2D6 Polymorphisms
With Antihypertensive Effects and Analysis of Their
Contribution to Hypertension Risk

Liping Chen,Dingchang Wu
Department of Laboratory Medicine, Fujian Longyan First Hospital

Objective Genetic factors have a vital influence on the pathogenesis of hypertension. In this
retrospective study, we aimed to evaluate the association of ADRB1 and CYP2D6 polymorphisms
with antihypertensive effects and perform an analysis of their contribution to hypertension risk.
Methods A total of 261 healthy individuals and 261 essential hypertension (EH) patients treated
with metoprolol for 12 weeks were enrolled. ADRB1 and CYP2D6 genotypes were identified by
XTAG® liquid chip technology. We used multivariate logistic regression and a generalized linear
mixed model to assess hypertension-related risk factors.

Results The allele frequencies of ADRB1 and CYP2D6 variants were 59.8% and 64.6% in the
EH group and 70.3% and 65.9% in the controls, respectively. The genotype and allele distribution
of ADRB1 were significantly different between the 2 groups (P<0.05), but there was no significant
difference in CYP2D6 distribution (P=0.91, 0.88). By logistic regression analysis, high fasting
plasma glucose, smoking, high triglyceride, and the Gly/Gly polymorphism in Arg389Gly
ADRBL1 all emerged as independent risk factors for hypertension. Additionally, the ADRB1
genotype played a major role in the antihypertensive effect of metoprolol, and the patients with
the Gly389Gly genotype showed a significantly better response to metoprolol than did those with
a heterozygous ADRB1 mutation (Arg389Gly) (P=0.027).

Conclusions The results demonstrate that Gly/Gly polymorphism in Arg389Gly ADRB1 was an
independent risk factor together with high fasting plasma glucose, smoking, and high triglyceride;
moreover, the patients who carried the Gly389Gly genotype had a significantly improved
metoprolol antihypertensive effect than those with ADRBL1.

PO-0239
Evaluation of the Diagnostic Accuracy of the CareStartTM
G6PD Deficiency Rapid Diagnostic Test (RDT) among
Chinese newborns

Sufen Zhang
Zhuhai Maternity and Child Healthcare Hospital

Objective In this study, we used DNA-based methods and quantitative G6PD enzyme assays to
determine the status of G6PD deficiency, based on this corrected G6PD status, we evaluate the
diagnostic accuracy of Carestart™ G6PD Deficiency RDT among Chinese newborns.

Methods We recruited 247 newborns from those admitted to hospital due to jaundice. Enzyme
activity assays and DNA-based tests were used to classify the status of G6PD activity. Either
enzyme activity below the detection threshold or the presence of G6PD-deficient genes was
classified as G6PD deficiency. Others were normal. Based on this corrected G6PD status, we
calculated cut-off value of G6PD enzyme activity. The performance of Carestart™ assays was
expressed by calculating the sensitivity (SE), specificity (SP) and the Area under the ROC curve
(AUC) for G6PD deficiency

status based on corrected G6PD deficiency status.

Results In male newborns, the SE of Carestart™ test was 98.9%, the SP was 94.2%, and the
AUC was 0.97. In female newborns, the SE of Carestart™ was 53.3%, the SP was 94.5%, the
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AUC was 0.74. Further analysis found that the SE was 58.5% when cutoff value was 100%
residual enzymes activity but the SE was 100% when the cutoff value was 60% residual enzymes
activity in female newborns. This result showed that the Carestart™ kit is more likely to miss
female infants whose residual enzyme activity is between 60% and 100%.

Conclusions The Carestart™ G6PD deficiency screening test can effectively screen male G6PD
deficiency newborns whose residual enzyme activity is less than 100%. However, it is more likely
to miss female infants whose residual enzyme activity is between 60% and 100%.

PO-0240

FHIRIRER TPO fikTFERIIERE IR

A BRI AR EH AL,
J IR 7 M I 4 2 L B e

B B R0 2 IR ik S A B BT AR I P i PR R S

Fid N AL SSRGS kR 523 B2 R i 2 TPO Hiik/KF, thEsr#r TPO Btk Bk TSH
AP B H A J L AERE . JRE & TSH LR .

G5B 1575 TSH 5635 TPO HifRAEAE IEAH5%(r=0.154,P<0.001), 4 )L TSH 5£FE TSH A1 TPO
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HucMSC-Ex @i T8 LOXL2 ZEfR/BIFF4E1k
1ERNEI R

TLOCA SR A5 A X 51, T <, T 7K B
LI R BR 2R, LLIR A R UG e o T SR &

BB R R 18] 5740 R U5 1 AR ik 4k ChucMSC-Ex ) 40 il B B UK 40 o it 2 i e 8 AL Bl 2
(LOXL2) KIAZEMR/N RIFEF 4k e H K AL o

FEE 1) ES CCly BT /NBRTFA 4B A, 4 hucMSC-Ex 677, 1% 4 BuA% AN 5 728 2 AL A6
hucMSC-Ex 7E/NRAR P 404 s Bt I AW, H&E YLl Masson 4y (a0 82 40 4345 14 )2 J18 SR
N, AT Western blot £l LOXL2. FAP 2 o-SMA [H#iA; 1&4ME SRR (LX-
2) W, 5 hucMSC-Ex 315535, RT-PCR. Western blot Al 258 6l LOXL2. COL1 K
FAP £ikt. 2) gtk Western blot #lIFZHZ K LX-2 40 YAP ik i Fik ol ik
YAP, Western blot £l LOXL2 & [H#RIA; PG RMFR G EF N YAP XF LOXL2 Mg iE .

3) Xt MSC id %k 14-3-3¢, USRI EE 14-3-3C il %Kik exosome (Ad-14-3-3C-Ex) , 5
AL LX-2 4035597, Western blot. %25 Gkl LX-2 40 14-3-30. YAP £ik, i 14-3-
305 YAP e AL A 1

8] U IWiEiasgEor hueMSC-Ex EEEH T A4 /NS AFIEAZ, - HAE hucMSC-Ex
AEFRFIF 2 kG ) CD63 #ik; hucMSC-Ex /) UL 4k iz, SRAELERIRD, B JRDT
FRGS, [ LOXL2 Fik Fifl. FAP % a-SMA Fik#K; HucMSC-Ex S5iH Li LX-2 40t
F%J5, LOXL2. COL1 2 FAP F£ik Fp&E. 2) ML FIELR LX-2 gk YAP #5475 LOXL2 #
ISMOG; EAIMEHIERIE YAP , LOXL2 HEFRIAE I, il YAP J5, LOXL2 SEHRIETFF. %
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FE BRI B YAP X LOXL2 BF s RBEA . 3) 1EiHLi LX-2 41, Ad-14-3-
3¢-Ex B A Lt Ad-GFP-Ex H 51 LOXL2 Fikfl YAP #% @ i fE i .

58 HucMSC-Ex T T il LOXL2 Fikiid] HSC HIiEAL, ZEMITFEF4tk, HMLHIAT s 5 %iE 14-
3-3 ] YAP % E AL HoE .
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SR Lot

ELAR IS, BLh, P8 42, X1 0 38, X 36 4
P B 76 X\ R FE,850000

HE @it &by POCT (AR5 A Ak 73 B ORI T &5 SR R Lt a0 AT, DAk R 25 (10 A D 1 B 22 57
P, WSO BRSPS R B, NI IR IR S %

JriE FARE 35 & POCT IMBEUSIN 5 ANREE AT R PUBARA, SARI0R Ak /B DU E X 35
Mo

S8 MR <S.5mmol/L i, POCT IHE {5 A A6 23 B AR il 45 SR AW 29-0.47~0.11mmol/L,  Ifil
PEMEE>5. 5mmol/L I, K45 Bk A 0.5%~10.7% G N, 2 e af#2u W .

g5 ARt 35 & POTC MUBEC X &%, £F & DAAT bR
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miR-4465 &4 MSC JbiirE T8 LOXL2 HPHIRE R ITFR
BO4E A B L

T 4 LU, S A G R X 5, ™ K A
LI R BR 2R, LLIR A R UG e 2 T SE e &

B #RT miR-4465 &1 A 18] 78 5t 40 M >R YR 1K 7 A 7 (hucMSC-ex) % iF AR (Lx2)
A AT 2R SR ORI A FH B L)

Fi%E KM ExoQuick-TCTM JTiE 242 hucMSC-ex, JiEid i 5 B . KiA2 20 M7 LA S & T bR 1o A%
W HAHT S . @R TGF-B itk S, @ AFFALIRANAE Lx-2 G pkiG LB, JExd Gk fa i 4
M3 AT B AR L Gy, 1L RIE miR-4465, 4y XtIE4d, 2.5pmol/ul 21, Spmol/ul HF1 10pmoliul
H, SCifERE PCR A miR-4465 KRG ML, JFiEIE Western blot Fl 62 utaill LOXL2 DL K&
K JF k. ¥ 25ug/mL 1 50ug/mL [ miR-4465 mimics 73 HI 475 N\ hucMSC-ex, JFHEEL4h
WRNT miIRNA, @i EE PCR M AR, 43 AN 25, 50pg/ul #KEE T hucMSC-ex FlAH
A FE 1) hucMSC-ex-miR-4465 5ifib G R4t 7%, 5w BAL(H M55 F%), Western blot il
G IE TR LOXL2 Fik LA SR IR R0 B TEST CCl4 LARIE /N R EF4ufb sy, 0N
54, hucMSC-ex 411 hucMSC-ex-miR-4465 #H, #pzzHik, Masson Yufo & b i 47 4i4h 15
LB HuCMSC-Ex EIREBEMEILIRGEH, E 40~100nm 45, #ik CD9. CD63 &k [fikr&
Yy, BER)E, NN miR-4465 #ik L, RN LOXL2 AR R HFRIEL T . T BRI
MiR-4465 £ #8745 J5 KEH NN K. HucMSC-ex el & T il LOXL2 FIAH<I R EIE, 1M
hucMSC-ex-miR-4465 L N IFAE I F N . fEARP LS, hucMSC-ex-miR-4465 &5 &4 ik T
hucMSC-ex, 41T 215 KFEE LM, WIS UiR e Skl .

£58 hucMSC SRIEAMNBMARETS iz miR-4465, B Nl LOXL2 F0HI B JETTRL, im0 i AT 21 4
1k
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PO-0244

hucMSC-Ex #3& Ang2 ¢ E#HBKaIER
BB

ARG LA SR AT KRS, E e
TLIR R BR2Re, TLIR A KSR e o i SR =

B AR NG 18] 540 Mok I AN A ChucMSC-Ex) i ik bk P28 T A8 45 52 bk T /K ek (0 4V
FLi] o

FiE (L pEsdith hueMSC-Ex. #%/N BREbk K MR, K B A7 AL ST hucMSC-Ex,
INENIIE AR AR AX L %E hucMSC-Ex TE/NRE T EN . (2) MEDNRELER. W EKMHL,
HE B8k B E, S d g el LYVE-1 MM & T 5. (3) M
hucMSC-Ex %1 HDLECs H3f4E. T8, WME/INEER. (4) dRESER HDLECs H i A&
WE 2 (Ang-2) , W% Ang-2 X+ HDLECs #4758, T8 DL E/NERIMREEER. (5) #i
hucMSC-ExA"92 flI hucMSC-ExsAn9-2, I e 1%f HDLECs F385E . iR LA R RE F1IE R,
Western blot F140 il 5% 9¢ 6 4 e k6l HDLECs H Ang-2. LYVE-1. Prox1. VEGFR3/p-Akt )%
i

LR (1) 4 hucMSC-Ex 675, EMEAMER/N, REHAKEEHEAH, LYVE-L (+) i
B ENEZ. (2) dFik Ang-2 J5 HDLECS HI85E . 3R A EE RE /7155, Rl Ang-2 14
7 HDLECs [35E . T M/NEE . (3) hucMSC-ExAn2 3t — {7 HDLECs fJ#4E. iT
FERAUNE . hucMSC-ExshAne2 {EF J5, {E#t HDLECs 5. iTH% LA/ INE T I AE 77 W 5.k
5. (4) £ hucMSC-Ex {ER Ja#kE & W 41 Ang-2. LYVE-1. Proxl. VEGFR3 Fl p-Akt
FKIEHA T FiE.

4518 hucMSC-Ex AJ g itk A AR S Sk ELK M, HAHLH] S hucMSC-Ex #%12 Ang-2 Ttk L&
P Bz 41 Prox1 F1 AKtVEGFR3 il B A6 A 56

PO-0245

A B8 R TR kiFE M AL AOM/DSS B3
SRR AT LR E RIS

BT AN A SRR 5 AL B AT BORBIT U i SEI0 5, YLIR KBRS B, B2 R S G 00 e o H i SR =

B T A5 18] 78 5 T 40 e ok 5 41 i 7K (exosome from human umbilical cord mesenchymal
stem cells, hucMSC-Ex)7E AOM/DSS % 5 /N B 45 I 96 Je8 i Ak b B4 FE R ML

Fik & A BRI A A F i bR CD9. CD63 A1 CD81 LL% % hucMSC-Ex; LA BALB/C
NSO FE AT B, BENL NIEH 41, AOM/DSS #41. hucMSC-Ex 4H. BRIEH 44k, H 4 Wil %
AOM/DSS % F/NR 45 B, hucMSC-Ex 4 T-i&# 5 10 K. 24 K. 38 KT LA hucMSC-
Ex EFMkESHEIT, T8 70 RASLATHA /MR WE/NRIRE., SR, 28I AR,

Pl -2 45 L I R 26 SN B, HE B S ERH 2152975y B gRT-PCR K/ R 4511
HIRIER T IIRIAKFEE, L5 hucMSC-Ex X AOM/DSS 755 /N i 45 17 4 T AL IR E H

L5 HucMSC-ex FikAMBIARF F 5> ThrEY CD9. CD63 1 CD81; %4 hucMSC-Ex VI 8} T-1i
J&, hucMSC-Ex #H/NR 45 K BE . R EAR AL . S50 15 30 15 B (DAY . 9% BE AL 4249 7, B8
AOM/DSS M 44 AOMIDSS 2H w22 31 BH 15 1) 45 B iz iR HLAGR % 5, hucMSC-Ex #Ji8
B RR R Ik b, Z A Q24 X (P<0.05); HIEFHALE:, AOM/DSS 4 % HT (IL-6.

201



AR 2+ R ER R R AR R W WIS

IL-1B+ TNF-a) fm3Rik, #RKE ¥ (IL-10) KKk, hucMSC-Ex A W% T &+ (IL-6.
IL-1B+ TNF-a) FIAFI IR+ (IL-10) K% (P<0.05).
ZEW: hucMSC-Ex 1] LU 2 4E 22 AOM/DSS 1555 11078 BR 4 A1 R R4k

PO-0246
Fecal carriage and molecular epidemiology of carbapenem-
resistant Enterobacteriaceae from outpatient
children in Shanghai

Fen Pan,Hong Zhang
Shanghai Children’s Hospital, Shanghai Jiaotong University

Objective Fecal colonization with carbapenem-resistant Enterobacteriaceae (CRE) can be a risk
factor for bacterial translocation resulting in subsequent endogenous infections. The purpose of
the study is to investigate prevalence of CRE colonization in stool samples of patients from
community in a tertiary pediatric hospital of Shanghai.

Methods Fecal samples were consecutively obtained from patients in 2016 and screening of
CRE was conducted by home-made MacConkey agar. Antimicrobial susceptibility was
determined by broth microdilution method and B-lactamases were characterized by polymerase
chain reaction (PCR) and DNA sequencing. MLST was performed for the genetic relationship.
Results A total of 880 fecal samples were enrolled for this screening test and 32 non-duplicate
samples were screened CRE positive with 3.6% carriage rate, mainly in K.pnuemoniae and E.coli.
All CRE strains showed high resistance to the most of routine antibiotics except for polymyxin B
and tigecycline. The blaNDM gene was the major carbapenemase gene harbored by
gastrointestinal CRE strains and other genes including blakKPC-2, blaIMP-26, and blaIMP-4 were
also found. Various STs were detected in these strains, with ST11 and ST37 being more
prevalent in K.pneumoniae and ST101 in E.coli.

Conclusions The prevalence of CRE fecal carriage presented that urgent implementation of
infection control measure should be conducted to limit spread of CRE strains. This is the first time
to describe the facal carriage and molecular epidemiology of CRE strains in children from
community setting in Shanghai.

PO-0247
Serotype distribution, antibiotic resistance and clinical
molecular characteristics of Streptococcus pneumoniae
isolated from community-acquired pneumonia and
Healthcare-associated pneumonia cases among pediatric
patients in Shanghai

Wantong Zhao,Fen Pan,Hong Zhang
Shanghai Children’s hospital, Shanghai Jiaotong University

Objective Pneumonia is the leading cause of all deaths of children under five years old, with the
most common pathogen being Streptococcus pneumoniae. This retrospective surveillance aimed
to analyze serotype distribution, drug resistance, virulence factors and molecular characteristics
of community-acquired pneumonia and healthcare-associated pneumonia cases isolates from
children after the introduction of PCV13 in Shanghai, China.
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Methods ber 2018. Serotype and virulence genes were detected using PCR. Sequence
types(STs) were assigned via multilocus sequence typing. Antibiotic resistance were performed
by E-test or disc diffusion method.

Results The prevalent serotypes were 19F, 6A, 19A, 23F, 14 and 6B, and the coverage rates of
the 7-, 10- and 13-valent pneumococcal conjugate vaccines were 58.9%, 58.9% and 80.5%,
respectively. All isolates were highly resistant to erythromycin, clindamycin and
sulfamethoxazole-trimethoprim. However, linezolid, moxifloxacin and vancomycin maintained
excellent antibiotic activity. The prevalence rate of S. pneumoniae non-susceptibility to penicillin
was 31.7%. Molecular epidemiological typing showed a high level of diversity and ST271(n=72,
25.1%), ST320 (n=30, 10.5%), ST3173 (n=24, 8.4%) and ST876 (n=14, 4.9%) were the major
STs. Five multidrug-resistant international clones were observed in the study, including
Taiwanl9F-14 . Spain23F-1 . Spain6B-2 . Taiwan23F-15 and Swedenl5A-25. All of the
S.pneumoniae isolates carried LytA, Ply, PsaA, PavA, SpxB, HtrA and ClpP, and the carriage
rate of NanA and PiaA were 96.2% and 99.0%. Nevertheless, Cps2A, CbpA and PspA were
present in 33.8%~44.3% of the isolates.

Conclusions Serotype replacement and emerging multidrug-resistant international clones were
found in current study. Long-term high-quality surveillance should be conducted to assess impact
and effectiveness brought by vaccines, and provide a foundation for prevention strategies and
vaccine policies.

PO-0248
Overexpression of arginine transporter CAT-1 is associated
with hypoxia-induced fibroblast-like synoviocytes
hyperplasia in rheumatoid arthritis.

Ying Lu
Shanghai East Hospital, Tongji University School of Medicine

Objective The aberrant proliferation of fibroblast-like synoviocytes (FLS) is the key reason
leading to rheumatoid arthritis (RA). Cationic amino acid transporter-1 (CAT-1) plays a key role in
regulating the cellular uptake of arginine. Its metabolism regulation is closely related with cellular
proliferation and function. The hypoxia microenvironment in the arthritic joint of RA patients can
induce synovial hyperplasia and articular cartilage degradation. This study aims to investigate the
role of CAT-1 in regulating arginine metabolism and proliferation of FLS.

Methods Immunohistochemical staining and Real-time PCR were used to detect the expression
of CAT-1 protein and mRNA in synovial tissue of rheumatoid arthritis and osteoarthritis (OA). RA-
FLS were cultured under normoxia (21% O2) or hypoxia (3% O2) condition, arginine and citrulline
were detected by HPLC, cell growth was detected by MTT assay, cell Apoptosis was detected by
FACS, and the downstream signaling pathways of CAT-1, PKCa, mTORC1, and mTORC2 were
detected by western blot. The expression of CAT-1 in FLS cells was down-regulated by
transfected siRNA, and the effect on cell growth was observed.

Results In this study, we found the enrichment of arginine transporter CAT-1 in FLS of synovial
tissue in RA patients, where a 3% O;hypoxia environment has been identified. In order to
determine the correlation between the high CAT-1 level and the low oxygen concentration in RA,
a hypoxia condition (~3% O2) in vitro was applied to mimic the RA environment in vivo. Hypoxia
promoted cellular proliferation of rheumatoid arthritis synovial fibroblasts (RASFs), and increased
arginine uptake of RASFs, which were accompanied with the increased expression of CAT-1.
Through application of CAT-1 loss-of-function assays, we confirmed the requirement of CAT-
1 expression for those hypoxia-induced phenotype in RA. In addition, we demonstrated for the
first time that CAT-1 plays key roles in regulating L-arginine-NO signaling pathway to promote
FLS proliferation in RA.
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Conclusions Taken together, we demonstrated a novel pathway regulating hypoxia-induced
fibroblast-like synoviocytes hyperplasia in RA mediated by CAT-1.

PO-0249

R R B I 55 R 53 AT AR BB 7K RO X R

WRA, 552, B R X YR, B T
EUK 2 RS B, 430000

B AWT5E B R A% (pituitary adenoma, PA) I PR H W5 (1 7% Bz o i . 25 15 i b
(FPG) . ZTRIMFEB SR (FINS) FEFBSRILIL (IR) 5% (HOMA-IR) , DIo#r PA &
AR I R /K ST RER T 200 5 8 A s 100 R AR S

Jri EFE 2016 4 10 A% 2017 4 4 ATEARBRMESMEMERHIZIFRITH PA B3 67 7l (PA
Wy , Hr5 a5, 422 ) FIER (46.9+3.7) . [FINEERAER . PRI UCHED 1 [F] HAR fa
e 49 BIfEARTIRA, HAp 5 29 #, % 20 #1, “FIHFEE (44.7£3.1) . 53l E BT S
TREIMPE (FPG)  FREIE R (FINS) .« Mg mES £ bfehs, 115 IR #8258 (HOMA-IR) ,
ot IR SIS KRB A . BL P <0.05 NZERE G 2EE Lo

GER WS Y R E R WAL A RN 58.21%, 7 FEE b R 1) PA R 7S IE
T R KT T R 2 v T LI R R A A IR 1 PA AURIXTIRAL; FEAAME Cushing LR & EAN
KB IR FINS KPR HOMA-IR #) T IR, MetEnirEos, PA 3% HOMA-IR 5
2% J5 L3 B R B /KT S IR AR %

g8 AWFFEIEE T PA B R E BRI s, X PA IS BRI N B, o
HAEA: Cushing ZEATERMA KRR, NEREAEL AR TTHRRE, HWNEY IR IR
A, IR HPA R RE 7 3k T2DM KA Al Re 4 .

PO-0250

Single nucleotide polymorphisms in the ETS1 gene are

associated with idiopathic inflammatory myopathies in a
northern Chinese Han populatio

Si Chen
Peking Union Medical College Hospital

Objective Single-nucleotide polymorphisms (SNPs) in the ETS1 gene are associated with
several auto-inflammatory diseases. In this study, we determined whether ETS1 gene
polymorphisms confer susceptibility to idiopathic inflammatory myopathies (lIMs) in a northern
Chinese Han population

Methods DNA samples were collected from 1017 1IM patients: 363 PM cases and 654 DM cases.
The results were compared with those of 1280 healthy controls. Five SNPs in the ETS1 region
(rs7117932, rs6590330, rs4937362, rs10893845 and rs1128334) were assessed and genotyped
using the Sequenom platform.

Results Our data indicated that the rs7117932 alleles and genotypes are associated with DM
and lIMs (Pc =6.0x10-3and P c =0.029; P c =0.013 and P ¢ =0.019, respectively). We found
a significantly greater percentage of DM and IIM patients with an A allele of rs6590330 than that
in the control population (P ¢ =0.033 and P ¢ =0.013). Additionally, the rs6590330 genotype
was associated with 1IMs (P ¢ =0.020). The percentages of rs7117932 and rs6590330 SNPs
were significantly greater in DM and IIM patients with interstitial lung disease (ILD) (all P ¢ <0.05).
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Conclusions This is the first study to reveal that ETS1 polymorphisms are associated with [IMs
alone and lIMs with ILD in a northern Chinese Han population.

PO-0251

LS R K1 WSS NHAEEAESHET

ZENI, i, e K, BT
5 H K22 g 41 B2 B, 200000

HE @SSR TTHEAE FF SERE XA, IR SR, Wt E . L R
TR I 5 e T A B HKPUE R R AR, BREUAR B — RO M E T, HERZ AR
1N LA, AHIEFEH0E I A P A o0 355 R 4 ik 222 S R B A~ 9738 S I I 5 2 G i 1 B 0 AH 5 2
A

TiE EF vk KL MiER ORI & R E HS1249, =AR4E & QTR LM 7 3115 3 A 41 58 1k
Bl g C57 /N, hERATIEZIE RNA, ZEREZT) rRNA A globin RNA FlEZ ) rRNA,
RNA-seq ¥4 LB AT AP 5 R4k LB K5 7R R RIA NI 2 5% F pSAM-EC N MM E T 24985 =i
T W B PR TR NSCEE, SCEEAR I NI . H202 [l A3 5 4N, 38 Tn-seq V23K E T
ER e CAREANJE DR g B Ge vt Bt B v B4, A S 5 A B AT E BT SR X LU AR

GER 1 MiERESURM A T EHEA 52— NERNAIIRIEE BEER, MRIAMIERFE
SRR RN R, Hoh 3 R Ttk b, PIRROL TR b R IR B R L R R AN J& 20
BN, Tn-seq 45 R E/RY) 600 NMEREANGER R IEkE, RIEIRERFLM P IRER, it
MiEFM H202 {1, VAMGERS/D 4 5858, Fiksa 300 A8 Mo, 2Rk s
TR F—E L FEIE AR, RATHIFES T kvrA Al kvrB, {HESEAEILAEHEEEEER. §
LRI EE ST B SAMEBKIL G AR, QM. BT, fERREEZHRES
5.
G PRI L R R RIAIR T KL I3 AL s S0m it 4 50 50 B AR N A AR S, S 2 B R
ZhE. R AR IR AL R, wEIEE 2%

PO-0252
Evaluation of the clinical relevance of anti-annexin-A5
antibodies in Chinese patients with antiphospholipid

syndrome

Shulan Zhang
Peking Union Medical College Hospital

Objective A hallmark feature of antiphospholipid syndrome (APS) is the presence of
antiphospholipid antibodies (aPLs). Few studies have addressed the clinical relevance of anti-
annexin A5 antibodies (aANXA5) in Chinese patients with APS. In this study, we evaluated the
clinical performance of aANXAS in the diagnosis of APS.

Methods Sera from 313 subjects were tested, including 170 samples from patients with APS, 104
samples from patients with non-APS diseases as disease controls (DC), and 39 healthy controls
(HC). Serum IgG and IgM aANXAS5 were determined by ELISA.

Results Overall, the levels of both IgG and IgM aANXAS5 were significantly increased in patients
with primary APS (PAPS) and APS associated to other diseases (APSAOD) compared with DC
and HC. The sensitivity, specificity, positive predictive value (PPV), and negative predictive value
(NPV) for IgG and IgM aANXAS5 in the diagnosis of APS were 33.5 and 15.3, 99.0 and 99.0, 98.3
and 96.3, and 47.7 and 41.7%, respectively. Significant associations between IgG aANXA5 and
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arterial thrombotic events (OR, 2.60; 95% ClI, 1.44-4.71) and between IgG aANXA5 and venous
thrombotic events (OR, 2.80; 95% CI, 1.55-5.06) were identified. No correlations were identified
between IgG or IgM aANXA5 and obstetric complications.

Conclusions Our data suggest that aANXA5 could serve as a diagnosis biomarker for patients
with APS. More importantly, our data highlighted a potential role of IgG aANXAS in identifying
APS patients with high risk of thrombosis.

PO-0253
BCR/ABL B DCDF-FISH SR NS M A mERE
B4R E R HTUNBETE

TR, 5 AR VA, XU, R, 25 3E
R B K225 — & B, 330000

B i) %I BCR/ABL FH{E & AT G ELY 2, ML 8 AR 24 B B 2 L

JriE AW, AT T 243 4] CML-CP 9% A\, 17 1 CML-BP Ji AR 52 451 2ot bk B 4 ffd 15
1% (ALL)YYH A BCR/ABL fil & 2 RE S, 00T 7B 24 BCRIABL {5 S =00 T B A A7
HH B 5]

L8 K 12 P BCR/ABL 2 541x: 1R1G2F, 1R1G1F, 2R1G1F, 1R2G1F, 2R2G1F, 1R2G2F,
1R1G3F, 1G3F, 2G3F, 1G4F, 1R1GA4F, 1R4AF. i#—LMr kKl TRAEM RN A UL A SR
FHEBIEANF R J s TP AEAE I B2 5. 76 CML-BP B T E 45 5S8R 5 52.9% (n=9) , &
PEA M H 5 30.8%(n=16), Ifi CML-CP H{X 5 2.1%(n=5); #H)x, 7E CML-BP 7, &t
SEMR (1414 2 #ESHEL) 5 29.4% (n=5) , @A EE T 53.8% (n=28) ,
CML-CP &3 7 73.7%(n=179); &5 5@ (RIHE 140 1 4% 2 {59, Bl 14 14
138, 140 1% 3% 1£ 3 Mt 5 thlAHiz, 78 CML-BP (5 17.6%(n=3), fEatEAIm
it i 15.49%(n=8), £ CML-CP 17 24.3%(n=59), 1] BCRIABL fii 50 A4 SIS R
Yo MR 5 Fh SRR SRR 1. BRI NIETT BURKI ek, EIRTT
IR P T R IR TR RN 2 v bE, ERIRER 24 TRAWIRI NG MUK RO g, &% kE
TEVRIT JGTH 9%, TfEE R BT BB v b - B 265 3. i AAE R A I R BN U # 5
B, I 0 e B A R ) e B A RIS RN H IR AR R B 245 4. 7E RV, WA ZRIHITZ
AFI e R, — 88 AR 3 e BE ARG BURR,  TEVRIT RTH A, i H At R K L 1 I e B A4 )
HAMN 2, HRE R BN A WA, REEMRER: 5. WALERIERFERHI T HFZA
[F P Fo s, — e SE va BEXHE YT BUBRE), FEVRIT R R, TR R SRR S s XS TKI 3k
Pk YIESE AR Y

25 Z 2411 BCR/IABL BHTEAS S H LT CML-BP &, ALL k2, > ILF CML-CP. &
Z 1) BCRIABL 155 B H LB EI, 2 WR(E 580w B AR IS A R il
BCR/ABL {5 T U e AN AT AR IR 1 T, 18 v ORI IRIG T S 555 .
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PO-0254
EXREFEREHRBEXERR /D FHRENRZE Exploration
of small molecular markers of HCC combined with
metabolic related diseases

o

BRI
135Uk % N IR = FE,100000
2. 465 K 2E 5 243,100000

B JE A4 (hepatocellular carcinoma, HCC) 2 tH 5y [ P A& 5 2RI AL T 45 v 1) 3%
PEMR, P B NS, RER HCC MmkhIX 2 —. HEH AR Fsw 5, e
PERVERH I () R A . 12 B (0 BB MR 5 ) R v R O A S A B K R AT B TR RE 1
TR IR S IRIETT o B PRI DA S AR L5 iE S5 AU AH D 2 (e gk JH i R AR I B ZE 1 e e R 2

ST e G AR AE SR 1 23 T2 Wibs EIE A R 7

FVE B NP WA 55—, RS TS S e et A B2y 2 —, ASCHIA LC-
MS/IMS HET T AR A 554047, it XCMSplus # - H1 masterview/markerview #4347 Kt
2L, YEPTEHA REL. @RISR R HCC KA B IAHC 1) W] RE /N7y FililE
o . B SPSS BT HCEIEM SRIT S5 00T, WA T MIEESIE HCC kst K 5 it
TERBHERRE R BTHE HCC BH MIMEESM A E AR IEMES K& E, P mESA A
HARIEMESS HCC BFIRIRFFERI LR, Bhah, FRATE & B ILE 55 A1 A i fg 2 (e oA 3%
FHORAE

R WK 1 A IEEIRR 2 RN AR SE S &R, AT RETERE IR R
JE RN I P R R R R AR, @R A A i, BV AT DR I R R A R e Y
bR, S ERIEIR B REER 2) 0 & b i 85 5 R LR 6100 5 5 VIR

3) MBS EH ARG R UK R,

G0 SRR, BATRILT G AR B (1 — 2 i o, ARG R iZ W B A 7
EMME.

PO-0255

HEEER M-1-BE R B S XM R B FE T L

B Ui
Ff B K SF I E — 22 Bt ,410000

HE Mg AEEE M (apolipoproteinM, apoM) fEA& 4 4 RE M (kL X 3RAS 1 il 48 ) v i i 2 36
KK AR S I 5 0 30 FE AR OCPERT 9T PR apoM LR L A B2 BT 2RE ISR T i 43
FHL

FiE 1k 2016 4F 6 H & 12 H RIKERIZIA1) 132 4l CAP H# M1 40 FfFext 4, JFHRHE 2016
SEHARIE S S WP 2 2y 2 e 1 CNAE XSRS il R 12 Wi AT FR ) ¥ CAP BEH N
CAPI 4. CAPI/MI 4. FREMG 2 2H . K FBEIE S B B CELISA) 55 s 4H A0 on) R 2H ifi ¢
apoM (&8, JEutHim s B HEE(TC). H=E(TG). M2 s &E AIHE EE (HDL-C). #f5&
H A(apoAl). K% /i & A BE(LDL-C) #IFEH B(apoB) i C itk H (hs-CRP) i
TR o PLA B2 M 2248 AR, AT S PR bR LS apoM BRI, IR0 AT & R R AEAN [H) = H A2
FEf) CAP A A fkitass, W EFEFRAE CAP 2. MIWAIIF & BB A AL /e .

LB 1. SXHHRAMLE, CAP B3¢ apoM. LDL-C. hs-CRP [ifi % 5w = E A B i &, HDL-
C. apoAl /K%, ZRBEAFSGiT%E N (p<0.05) , CAP H#Z 13 apoM £ik/KF5 hs-CRP
FKixEEFEMWIEMH (r=0.267 . p<0.005) .

207



AR 2+ R ER R R AR R W WIS

i 1. CAP B MG apoM /K EHm, HiXFs s 55cp ™ B £ 1EMH S apoM AIEN
W CAP BEtE KA RIEIIRTT AR A S Ez —,
2. apoM-S1P flin[il it S1IP/S1P1 ZAAEZHH] TNF-a i S HUVEC 724 1 98 iE K o

PO-0256

Fh 5 PR B N EERIEE R R KA A D4

RE 5T
B RSAE INE BR beka g A

B T PRIT I PR 70 28 5% 3% U i 98 BERK B 255 71 58 [RI R IA 22 5 1 - 2 W L35 87 2 R0 K PR P IS 2K 2412k
FiE WEEARFBRIEMIIT R BERREE 111 #k, /0 NIRZBMEA AR 82, SR B ol i S 563047 1f.
HEHAT, PCR AL E & PCR il psaA. ply. IytA. cbpA. nanA & /J3E[H, MIC 46124
YhisURE 3 PCR RIAH G 2534 K] (PBP1A. PBP2B. PBP2X, ermB. mefA) .

GEEL 111 PRI R BERREE LA H 24 N IE S, WATIMGESR N : 19F. 19A. 14, 23F. 6A. 6B.
BT Hikk 5 NEE AR R 450 R P40 100%; R ZEMER R nanA. IytA. psaA. ply 4 M35 773%
RIZE R K FI R E T AR R 28 M wikk, o 19F F1 6A/B I 2 B M B kIX 4 %75 )13 K
ST E T AR M4 nanA. psaA. cbpA Fl ply 78 3 i 4% s /KCF s T HAh g A . i
TS5 W A SRR T il 98 B 3K B8 B 0 B DR oK P — 2 Z B R Gt 24 3, IPE R IR 5 1
W, BWLLE, FESR/KCFR R S, B R EEER R E R SR IERUR R N 21.6%, iR 5 B ik
70%. L5 R MM R 255k 91.1%, £ W ermB JE[H.

g0 WL 5 FhER IR RITENG R BEEK b S A7 AR, (N BOR AL AN [ 37 2L R0 A [R] SR 5 1 A
BHERRAKPAEZES, 2B, 3 BURMEBORIE M B ke /1R, HiZHb X R Bk s &R
M TG Hm AR T R 255y, JUHOR M R i 2 BBk BT, 5| B R E AL

PO-0257

Wk S BHARME Kb BHKENHAR:
RESFHIBHR

X e

B8 — N RIEFE,650000

HEJ xR — NIREERE 2016-2017 P4 4F [A)ii ik 75 25 4 i 28 5 B 0 QB it 240K 00 2 77
BLER AT 2 o

F7i% A 2016-2017 AR ] B T 55— N IREE B R 20 28 (0 Bl 7 25 0 ik 98 v 76 A IR 63 K, K
H Vitek 2 compact Z4udkAT %% K 2BOAL . FFRHETFIL MRk T 2 s R E % . BLE 63
HHEZ M R Hodge iRIGHE ML R IGNE, 4 KPC. IMP. NMD. OXA-48. CTX-M J& K] A& ]
HoorFimt LB

R Vitek 2 compact RAEALE R kIR W E, Jueim. WIKEEM. KigH
M. BTETEAR, . THRER. - FAVPE. LAFRVDE. KRERSEHEZNHAER RN
95%-100%, & 778 TN 25% N 76.2%, WU R I 25238 11.1%. AR~ I A R g 1
SRR LI A I 25 3Ry 100%, FINF R 2% N 0. 2K A Hodge i3
Kb 5 Bl SR R FIPE R 92.1%. 4 KPC. IMP. NMD. OXA-48. CTX-M & [X] Faks il 45
RERRH KPC-2 (IFHPER 92.1%, IMP BHIER N 1.6%.

G50 Tk TE B S PUAE FM 28 o B T IR N BR BN IA R L &0 s B At AR 2 24 e
96% . X R Hodge i 56 X i B 7 85 s 25 Pi A2 2 il 98 5 B A0 B R 7 B T R O A R0 R H
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(92.1%) . FItSHEEIIAEGH NMD. OXA-48. CTX-M FHHEE, IMP R HERK (1.6%) ,
KPC-2 R & b4 k28 (92.1%) .

PO-0258

9 2R TSH # MR AT EEE

SRS, E75 7
AR EE ALK S B b B s BH E< e, 100000

B W5 TSH %) kil &5 5 nr bk .

FEE EE #ERK 2 MR A6 55 B = B i BHIScE 29 i) TSH & KK B (0.081~87.656
plU/mD EE R SE R RAR ME . RATSERK 9 | ANy (V8771 ADVIA CENTAUR
XP, 7[1F Immulite 2000, % X Cobas 601, Il DXI800, #EX: Architect i2000, &R
Liaison XL, & % 1S1200, “% & Autolumo A2000 Plus, #]ff & CI100, 3 = Mk
Maglumi2000plus, ZFi CL2000i) XA EFEATESAGI 3 WK, KA/ —RiESAT — MLkt ]
I,

3R LV F ADVIA CENTAUR XP ANXI M R4, Hih 8 Wik N ARG . RIEN
0.668~1.102, ##i°~-0.288~1.102, FH4tlH] CV HFifH 13.39%, KTHTAEYFEFE S+
5 CV ZE3KR (9.65%) .

58 TSH BRI RGN 2 R, AnE/ — S I A AR

PO-0259

MR KFIRAE ST131 Bk 9 FEYFEHMES T

FIRETT L2 25 2, 22 R S AR L R AEME LSRR 4
AR 4 R (&R, 350000
248 S R B K S B & P A = B, 350000
3R s X A4 PR fd B ,518000
4.5 11755 — E%,361000

BB 7 e M s X5 2 e I S e () K IR 75 T STA3L BRI 70 AW, T A0 42 1) %
YLV B R IAT B I 51 BRGS0 (76T SR AL

JrvE EE 2014 4F 8 HE 2015 F 8 H Bl /AR & I KGR A 103 #k, RHZHE
PCR HARMHEIITRGERE M, RAMKAY BULET 258085, @id PCR FIZ A7 &7 55 ik
(MLST) %} B2 R KA Eimik  ST131 A5, b H k4T 8 S L DR AN 25 L RS I o 4 AT
ST131 Mk STA31 758 /73K 70 A7 A 2414 1 22 57

5B 103 Mk AKWIRAE T B2 Bl 37.9%. 12 #k (30.8%) ST131 wwfEtkiyET B2 &, HN
025b-ST131(83.3%, 10/12)#1 O16-ST131(16.7%, 2/12) FiFhMLiER . 5 S H kpsMT K5 # traT
7E ST131 TafErkATIE S E = T B2 Y9 ST131 (P<0.05) . ST131 %fa iy, kAumEfs. Sk
FoOmeRR L HE S I - i R R R RN R R S 25 (RS B E RV R 1T 255 > 65%, I
AR ST131 Ftk, HER LS E L (P>0.05) .

SE0 AR X I 1M B G R K i A o R AT AR SR B R 2 EL i 25 KA A5 18 ST131 ek, i
A EE . MR KR A B ST131 wbEfkIiAT A%, FEAHE 025b-ST131 F1 016-ST131
PR ATl FAeon O16-ST131 W v b vl A&+ B K5 1 ST131 E ERM, Ji5|i &
FEEM . A REIFFANIZ 2 016-ST131 W i BEfE .
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PO-0260

ETRIERARN BB RIEF AR SR

2R, 20, Re ST 5K F5
TRINTH 2 XN = B

H B K H & 00 A 0 - 5 o P 8 BE5E 3E BC B A C UHPLC-HRMS/MS ) Lt 5% & W i
(nasopharyngeal carcinoma, NPC) 5 B 5 il fE LR s Al 2= 5, SR AL &)
(R, VR S MR () A P 4
Jrig U NI ANV HA SR B35 30 A IE & 6 R4 30 B s FEA, KA UHPLC-HRMS/MS i
HFEABAT AR AR 2 o My, I IR A I AW e /s — e 7 - #1030 A COPLS-DA) #5837y
TSR ERIERIEA Y. G5R SR B A IR AL i R A e B R, JL0E
W EVER] 53 A2 AR, Hd 49 MR RS, 4 M BT A& OPLS-DA FEALEE —
TR VIP R, FRATHES] 5 A RPN 3 4~ BT .

GESR SRR AR AL IR R LT DI 5, SR JFAERER) 53 /2% AR
Wy, Job 49 M REE, 4 MR LT, A% 1E OPLS-DA BUHEE—EMAM N VIP (8, BATY
B 5 A KD 34 LFHWIR .

50 WITTHECRIL 5 AR TT DLy X 73 15 AR S e G (R0 BEARAEAR S, 1Ak T )5k
W HOR AT OPLS-DA 7Y 73 #7 FRIAR U L2 T3 92T AR D912 W S M et £E F T SE R

PO-0261
Design of Rapid Bacterial Identification System based on
Scattering of Laser Beam Light and Classification of
Binned Plots

Zhiyang Li
The Affiliated Drum Tower Hospital of Nanjing University Medical School

Objective The rapid detection and classification of bacterial pathogens have a vast range of
applications specifically in the Clinical Lab, Intensive Care Unit (ICU), and the infectious disease
department. The early identification of bacteria plays an important role in life sciences and health
safety. Traditional microscopy examination requires a skilled person for crucial steps of isolation
and culturing, which requires more time. There are different other techniques to identify bacteria
by means of biochemical, molecular or immunological methods. However in spite of their high
sensitivity, they require high quality reagents and bacteria culturing, making an overall process
much expensive and time consuming. For the rapid identification of pathogens, different
techniques are emerging in the field of biomedical engineering. This paper presents a Rapid
Bacterial Identification System (RBIS) based on the measurement of laser light scattering as the
beam interacts with bacterial cells suspended in water. The use of laser light scattering and
classification of binned plots algorithm gives a new dimension for real time identification of
different pathogens without any biochemical processing.

Methods Bacteria identification device consists of an assembly of photodetectors surrounded by
bacterial sample at different angles. When the laser beam passes by the sample, the scattered
light measured by the photodetectors in form of peaks. From the acquired data, the peak values
were used to create 3D histograms to evaluate the frequency of occurrence. However, the
identification is based on two dimensional binned plots, showing the frequency of occurrence of
peak values across two photodetectors. The algorithm of the system consists of two parts: Library
files and the Comparator. Library files contain data of bacterial species in form of binned plots,
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while comparator compares the data of an unknown sample with saved files. The classification of
sample depends on the maximum resemblance of the number of binned plots with a library files
of bacteria species.

Results A clinical prototype for rapid bacterial identification was successfully designed and
interfaced with the developed algorithm for data acquisition and bacterial classification. Initially,
the system was tested and calibrated by acquiring data from an empty sample that contains
distilled water only, and the acquired results show zero level signal. The classification of
Enterococcus faecalis, Staphylococcus aureus and Escherichia coli gives mean accuracies of
81.8 %, 70.9 % and 71.4 %, respectively. The light scattering technology with a given comparator
identification method shows promising results to classify three different bacteria pathogens.
Conclusions We believe that given laser light scattering system has potential for rapid and label-
free identification of microbial pathogens. The binned plot algorithm requires less computational
power and very simplistic statistical approach used for creating library files. Given technique is
simple, robust, and flexible as compared to other methods and is potentially applicable to several
biomedical areas. The proposed system can be applicable to future real time intelligent
theranostic systems for diagnosing and treatment of pathogenic diseases.

PO-0262

AREREIEMIFR RNA ZEZRRIELEHFR

FEALK, VERI
A = 2 e 55— Y s = e

B B e F1 P B e B8 A0 A I b 22 S RA B IR RNA( circular RNA, circRNA),  FEFTAHRAED)
SR, NHRFTANE L circRNA 7E 1 P9 [ 2299 T A P R AL 7t S A
FiE USRS — R R e W N BE R SE (n=3, SZIRd) A 3 il e Rk
(n=3, WL 1EAFFFRX R, EH Arraystar CircRNA Z BRI F s A I Sz 6 2H F0g B ol R 2 41
JA ML A circRNA RIAWE, JFATWA R ZE 500, Jfiik i 2 5 RIAM circRNA. [FI, 25
CircRNA ZEAT A5 25341 W B AH 2R B9/ RNA(microRNA, miRNA) il
G FTARASEET S RNA 4RI B 5 circRNA S R R, i 1 f15R 1 dRERe
K ill35R5 circRNA #ikit, ikt 25 circRNA 26 HEUS R, B 2 fos: 5xTE4 b,
S A AR I b 2 I Y circRNA 54 242 /> (fold change #8%H522.0), Hr ik FifKI#A 100
/M(fold change22.0), FiAZER>3 i 9 1~ FIATIHKA 142 4 (fold changes-2.0), FiAZ%E
>3 EH 134, WE 2, £ 3. WZER circRNAs W15 B 2204, KB circRNA X5 7
KM miR-335-3p. miR-445 Z: 1] it 2 miRNA #43{F F (microRNA sponge).
50 (B AN IS fd R A E I 2 (A A7 AR 22 52 3K0A 1 circRNA, 11222 7 3R0K K 1 miRNA
LA A circRNA RIRES S [ IR 1 R o3 142 Ko — FloBni2 Wi RNa 97 1 A R ik AR 4 2 6
Yo
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PO-0263

AI 58 NK 4R/ S589 ADCC RI4BEE FifFik
REAEBM HIV B st

FRAEAE L TN 1,7k 2
1. b5 K22 25 = B R, 100000
2. b 5K 2R 223,100000

HI PrisfcsitEanign Sr4nie#20y (antibody-dependent cellular cytotoxicity, ADCC) fE#%
HIN A B EE 1 % (human immunodeficiency virus type-1, HIV-1) Foi it fE LA HIV
B ARBER R EREEAEH . AW IO RGIHIE TG 5E NK-ADCC D Be i) 4 e 128 84 DL J H AR 1S
PE HIV G R AE, FE 7 ADCC KA FEH, CD56'T diffussm NK /-5 ADCC &M 1%
TEMLA .
FE ¥ 25 FhEA NAME T4 5 5N PBMC Wil & 5, iEid P815 4iuHiE A S &Y
(P815/Ab) FL= A CD16 Hfixc izt (CD16 cross-linking) ¥k H v] & 158 NK-
ADCC R AR T, KA CFSE/PKH26 XULHE4H A NK 4B 8550, @il gpl20 & A
Loyt MK 4 & 5 R PBMC LA K40 i Py R T B e RV IR A R 7% HIV 45 e 1
NK-ADCC A/ 3R 50N s FF1F NK 400, CD56*T 40U Mz T 400 i B SBURL AE /7 LA KL 43 1L-2
(IR o
GEEL 4 25 FhEH AN T SHEEAN PBMC Tl E )5, Bl P815 4Hfufi R ik E &
(P815/Ab) HEAJIMA CD16 FFiAL B (CD16 cross-linking) ik vl & 250 NK-
ADCC M I 7, R CFSE/PKH26 XUUHE4NAPEr NK 4855256 . @it gpl20 A
LG gyt MR 45 & R R PBMC DL 4H i Py B 1 L 5 R P B2 MR %0 HIV 4 e
NK-ADCC BG83 N, FHiEM NK 403, CDS6*T 2 Az T 2o i) i S5k f& /7 LA e 23 b IL-2
(R0 o
258 IL-2. IL-15. IFN-a. IFN-B 7] LRI NK-ADCC K HIV F:57PEr NK-ADCC fEH;
ADCC 2+ CD56*T 4i i Al LAS3iik 1L-2 PAIE SR NK Ziiffif) ADCC 1EH

PO-0264

REREFRN AT RG2S ES = R M

B3R
Jb 5 K25 = EE [5¢,100000

B a5 R0 R A7 G B 2E R R, AWEIT B AR F0 R A G B 5 ) A G R SR R B 1 1
IR 5 IE R AR AR 225, DA = B b I 3 e A U & 75 45 Bh 77 5 Hh I () F0m 0 )
ik FESENGE 2013 4F 12 H 1 H-2018 4F 12 H 1 HAEALRTR A5 = BE B /0 W2 W N iR 4 B 1 22
G, TR A R 2 ] DT BC I 8 AR R 2 A e A R . R N = Id IR Bk, 77 J5 45 = M4
2 IR T 1k 2R GukG 7 45 RS

G OKHETES NIRIZ WG AL R R0 152 A, VUECIEHEIR71d 268 N. MaiLER4 PT
[10.00 (9.89-10.10) vs 9.86 (9.81-9.92), P=0.023]. APTT [28.52(28.01-29.03)vs 27.10(26.84-
27.35), P<0.001]F1 TT [13.45(13.24-13.67) vs 12.88(12.78-12.97), P<0.001]7E 2= A 5. 3% = T 1E
WOAE AR s AT 4E B B R AE I 7 AR T IR R R 4 [4.11 (3.94-4.28) vs 4.35 (4.28-4.43),
P=0.011]; FDP #l D RIS A R ReL: FAHEas, (AR5 EEERE R E %R .

=B PT [ (10.2%1.3) vs (9.65+0.53), P=0.020] 1 FIB [(3.41+1.29) vs (4.30+0.94), P=0.001]
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e fa A5 R B I H B BE 2R . ROC /s, PT A Fib FNAIW ™ 5 H LK AUC 43
574 0.632 (95% CI 0.517-0.748) #10.703 (95% CI 0.596-0.810) .

g0 KA R A gAMb i R 500 5 IR R 2 A — e = 5, e PT
A Fib 7K R 3 22 002 15 kAR 77 g B A — e Tl A e

PO-0265

e LSRBRARMAEN ME JARERERRLE
& FERMEY R0 S HBR 75 B BR R

SRR L AT 2
1 AERUR 2258 — B ,100000
2 bR LR ER

HE DA LR MEAZ R, 8R4 ) Lis IR AL 3R ML I9E 2w 38 R s A 7 R O6E
o £ 5 e K S R T

F¥E RBIR R 5. BHL 2015 4F 5 H & 12 ALkt JLE R A, I B g e B2 K
it 205.2umol/L (12mg/dD LT ER ME#T A= LG 130 451, 7£ ARCHITECT i2000 #:1E R4t
RS R GIEEAT 38 £ R B R T PR ARSI, BH 4 5 3 — 2548 13000 rpm/min =i &5 0
BUIEGHRGYS 8 /NB JE AT BTN, ek SR R R P s A5 5 . A S I RE I 1 IS AT I
LT EE DNA 2l e 2w 2 LRESE S skl 25 5 o 5 3 B H AL DR I= Bt I3 s IB£L 3K
1t 205.2umol/L [RER A MiE bR A 100 Bil1E NS, ELESN S84 L BT 2R I X 1 3% 2
BRMEPUR N E & BAAELER.

SR B LIS B KK P 283.7umol/L, ik 201.8umol/L, i 495.8umol/L; [H%H
ZL F¥1E 238.4umol/L, K 70.8umol/L, & 465.3umol/L. # A M iE & iH 240 %= /K F 3 E
407.8umol/L, #H 1% 206.4pmol/L, i 694.5umol/L; [8]$2H 20 & 14 141.4pmol/lL, H1i%
73.3umol/L, f i 257.0pmol/L . W& MiE 2 B 8 3R PR e N S5 8, #rA )L 5 6
(3.8%) [HE. 5 #lMiEHH 3 HlEmEEOF R ERIPURE M 0.07. 0.10. 1.1 (FH
P£) FBEAN 0.02. 0.01. 0.02 (BAMED , S AMNFBII LRIEPHE M 1) I35 F 28 8 /NI i Ye i G 5 R 2,
JH-975 25 22 THI P R F /el 0.06. 0.53 R % 0.02. 0.05 (B

g B LB R IEAR TR, AR RIS E, FHAE T /K & i UG 28
T4 B R T E A R AT IR PR P 25 3, l et v 0 B G RS 1R 7 vk v DL R AR B B VR Bk af
T 1A) B2 E 20 RS T3

PO-0266
Serum anti-PLA2R antibody and glomerular PLA2R
deposition in Chinese patients with membranous
nephropathy: a retrospective study

Lu Pang,Hai-xia Li
Peking University First Hospital

Objective M-type phospholipase A2 receptor (PLA2R) is the major target antigen in primary
membranous nephropathy (MN). Previous studies have evaluated the diagnostic value of serum
anti-PLA2R antibody. However, the correlation of serum anti-PLA2R antibody and glomerular
PLAZ2R deposition, and their association with clinical characteristics need to be further evaluated.
Methods In total, 960 inpatients who performed serum anti-PLA2R antibody measurement
between August 2015 and December 2016 were initially reviewed retrospectively. The patients
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who did not performed renal biopsy were excluded. Thus, 284 patients with renal biopsy proven
MN and 427 patients with biopsy proven non-MN were included. Of all the MN patients, 83
patients were clinically ruled out for secondary MN. Therefore, 136 patients were selected as
inception group because serum anti-PLA2R antibody and glomerular PLA2R antigen were
simultaneously detected. We examined serum anti-PLA2R antibody by ELISA and glomerular
PLA2R deposition by immunohistochemical staining in inception group.

Results Positive serum anti-PLA2R antibody and glomerular PLA2R deposition were seen in
58.8% (80/136) and 95.6% (130/136) patients respectively. (p < 0.001) None of the patients with
other glomerular diseases were positive for serum anti-PLA2R antibody. In our study, the
specificity of serum anti-PLA2R antibody for PMN is 100% and the sensitivity is 58.8%. Although
the Spearman’s correlation coefficient is 0.18 (P = 0.109), the high level of serum PLA2R
antibody was related to the strong expression of glomerular PLA2R antigen. Proteinuria, serum
total protein, serum albumin, serum creatinine and eGFR had significant differences between
patients with serum anti-PLA2R antibodies and those without. There were no significant
differences in any clinical biomarkers between glomerular PLA2R deposition-positive and -
negative patients. Serum anti-PLA2R antibody levels were weakly correlated with serum albumin,
serum creatinine, eGFR and proteinuria. Glomerular PLA2R deposition intensities were weakly
correlated with serum total protein, serum albumin and proteinuria. Unexpectedly, there was a
positive correlation between glomerular PLA2R deposition intensity and eGFR and a negative
correlation between glomerular PLA2R deposition and Serum urea.

Conclusions Serum anti-PLA2R antibody is a more robust marker to predict disease activity and
renal function decline than glomerular PLA2R deposition.

PO-0267

MicroRNAs #ZEFFE R Al A E

3
R N\ R FE,519000

H B #8157 MicroRNAs(miRNAs)7E i (HCC) - B2 W o i AR 87 FH AN B

HiE K& 2014444 A 1 HZE 2016 4= 6 A 1 HH#HE PubMed. Embase. /577 CNKI. FH[E4Y)
P 27 SCHRBICHE i SRS 0 R R Gk, FR4 LASCHRIB I . F TR R & VRIS AR e 3 K 2 U
R ERISCHR. [/ stata it BT -3 TSI g, kX STk b BB, BBH T, BB
A AU BAR I 08T, TSRS TR RS . Re etk BHEERISREL . FAMEASA LL DL A2 T L
{8 Lt (diagnostic odds ratio, DOR)Z5{2 Wi R RETEMY . [FIRY, 2225521 TAERAE B 28 (summary
receiver operating characteristic, SROC), F-15 12k T HIAR (AUC) Rl K AL w2 [ AR RS R
S

SR LR R 1619 0wk, HEBREAILH 9 R MORF S o ER, 2T meta 0 fr, 3 H R
FEVEEIN 78.0%-89.1%, & It REEN 84.3%; 457+ FE V5N 80.7%-89.2%, & If4rRIE N 85.4%;
FHPEALSR LLYE N 4.232-7.935, & IFFFHMEAISALL Y 5.795; HHAISALLYER Y 0.127-0.265, &It
FIPERISR L 0.183; 12 W 34 LT il Dy 17.144-58.230, &2t #4 H )y 31.595.

£ BAKI miRNAs X HCC F#im e Wiin s, (B4 55 5 20t 7 8 4 AR YE miRNAs
Sy FE L,
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PO-0268

RET S-FEESHMANRBPHREREX

XIEE L ARHAEE L Rk 13K Lk S L AR T 2
Ll AR R 2455 E B B, 250000
2.1 5K — R, 250000

B REEIA S T 5-LOX 7850 S 4 4l b 3Rk K S IRIRSHUR R R, IR0 AR O
S R R SR TT R IR S

Tk K F S B AL I 56 451 N S5 R 41 23 5-LOX 5 HIF-1a i, 0 5-LOX 5 50§55
GRS H 2 B 2. RSN N GY $E SKOV3 4 EBrE 8 R 5% oh, 12h, 24h, 48h J5,
S $EEL RNA A1, H gRT-PCR #:1l 5-LOX £ mRNA £k /K-Fi284k; ] Western blot £
M 5-LOX 7E & FH/K 284k H ELISA Kol sk = A5 T P S 41 5-LOX AR =4 5-HETE 1748
1k

R G EIR 5-LOX 5 HIF-1a MREEEGHE MMM, HRIEKES BE ke g5
o TACEERERING R 2> FAZE UIREDG, T SAE R RN 0 AL RE B TCAH DG s TEBREA % T 4597 Oh, 12h,
24h, 48h J5, SKOV3 4l 5-LOX {E#FEFAIE /K TRE T 5 BEESE T O0 Em g s 7%
&M 5-HETE 8w A BT & o

0 A RIS LB 5L 5-LOX [MFRIE KA 7= 5-HETE 17242, $&/R 5-LOX AI{ENIRYT
YN S (PR (R A, X N B B 1 R HLER I U RS IR 0L 1B i % 5 v

PO-0269
Th17. Thl# Tcl AT ERGELEHAE B E T
T RENX
= AN, 5Kk X

L AR K55 & 5 B, 250000

BB I I 1k 25 i A R AR L Tha 7. Tha A1 Tel 40 E#E LA 1, R =Fh4ifin i
FELET I 1 45 i 2 AN [FD S AR AL, PR AR R B 1 2 S

ik WEERB 2B 4 & 53 32 1, FIRTUEE 15 Bl fE N IR T R 2 IR AL ik
MEMA PMA. BT EHR. HAEHERWE 25 ng/mL. 1 pg/mL. 1.7ug/mL), 37°CH;F 4 /)
. ik E G, RAAGEN Thl17 (CD3+CD8-IL-17+) . Thl (CD3+CD8-IFN-y+) . Tcl
(CD3+CD8+IFN-y+) . ELISA #illifi 3%/ 1IL-17 2 IFN-y 7K°F, Westergren LA 21 41 o iT &
R, GBS EHGER I C RNV .

GER Rtk R At E Th17 40 (3.26+0.26%) & 35 & T 22 fif 1 (1.49+0.35 % ) J2 %} 18
(1.01£0.12 % ). 2 tE W H #& Thl 41 i (21.68+2.85%) = T 2% fi# 1 (12.08+2.65 % ) Jx X} [
(9.72+1.61%). AMEMIE A Tcl 408 (20.93+3.21 %) & T 2 fif 1 (12.05+1.89 % ) K X [1#
(10.37+£1.97 % ). WML & B¥& Thl 455 Thl7 (r=0.58, P=0.01) . Tcl(r=0.69,
P<0. 01L& EM>, Thi7 5 Tel REIAHFKME(r=0.04, P=0.88). I3 CRP 5 Th17 ZEH %
(P<0.05) , {HY5 Thl 1 Tcl AMKME (P>0. 05) . IL-17 /KF2E#1(91.44212.37 pg/mL) &
T AR 1(73.2847.42 pg/mL) [ 5t (62.3745.94 pg/mL); IFN-y =M RiEk LR ZE =R
(P>0.05).

51 Th17 4105 Thl Al Tel MMt FVEH S 5B S M KRR ER & . ANHIE ekt — 0 1 B 5t
PRSI 9 I AR RSN, TR R H BT SR BT SRR .
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I FEmEHRIEE 1IDO #lf CD4/CDST 4npaiEsE

EA&

P UK S R 27 e B st 1= e, 210000

HE B 20952 — i)™ B0 NSRRI 5k . IR B R SRR A TR a7
18 PE IR AR R — D 50 £ 8508 P B (1) 2 ALk 3 T SR T 1A

JTRE S RFRIT A AR EENE X . L EF RN KEA/ER HBsAg #A AT Re 5] LAk
Jl it %2, A KEFTRERY HBsAg Al LAHIHIR IR s e RG MRt HBV JERg Mk g,
{H HBSAQ /& 75 AT 5200 T 20 A Fr 338 B R 0s 1 A B 1

J7i% HBsAg Ab¥fE e A 41 il PBMC 4iifg, ] CD3/CD28 Hiffili T 4iffshss, CFSE Jii%
R HBsAg X T ZHfsG5E K20 . Elisa J7 kA 455 7% E i v 48 i X1 1) kK. HBsAg
AbFE PBMC FIHAZIMD, LD F ik HBsAg L3R . 2 & PCR K& Western J5i:404E HBSAg
ST

458 HBsAg ml 2 E | CD4 J CD8T 4HMuffgsE, HEFELE &I HBsAg 7] LA LR T 4 fa i 73
TH|WERE 2,3 BUINEEE (IDO) [IFEX, & PCR M Western J5iEiE] HBsAg A 7E mRNA /K
M EKF LI IDO [)FRik . (] 1DO K45 1-MT Fikb# PBMC J&5, HBsAg i T 41t 5H
(RIRE I PIfE— e FEE LSS

4518 HBsAg i T IDO #ifi] T AP IA8 5, mIRerE LB MR R E EI/ER .

PO-0271
Evaluation of autoantibodies to M-type phospholipase A2
receptor as a Biomarker of disease activity and severity in

primary membranous nephropathy

Zhiyan Li,Zhenru FENG
Peking University First Hospital

Objective To investigate the clinical significance of serum anti-phospholipase A2 receptor (Anti-
PLA2R) antibody in the diagnosis, disease activity and prognosis evaluation of idiopathic
membranous nephropathy (IMN).

Methods Serum anti-PLA2R antibodies were detected by IIF in 97 patients with IMN (including
57 male and 40 female patients, mean age 51 years), 37 secondary membranous nephropathy
(SMN) patients, 50 disease controls and 40 healthy controls. The clinical data and renal
pathology of the patients were collected, and the urinary protein, serum albumin content and
remission time of the patients were followed up. The levels of Anti-PLA2R in serum were
compared with those of IgG, albumin, total protein, serum creatinine and urinary protein in the
disease group. Some patients were followed up to observe the relationship between the titer of
serum anti-PLA2R antibody and the remission time and remission rate.

Results Among 97 patients with IMN, 81 patients were positive for anti-PLA2R antibody, the
positive rate was 83.51%, and 37 cases of secondary membranous nephropathy were positive,
the positive rate was 35.14%, and the other groups were negative.. There was a statistically
significant difference in the positive rate (p < 0.000). For patients with IMN, the urinary protein
and albumin levels were divided into nephrotic syndrome group and non-nephrotic syndrome
group. The positive rates of anti-PLA2R antibody were 85.92% (61/71) and 76.92% (20/26),
respectively. There was no significant difference (p=0.756). The titer of serum anti-PLA2R
antibody was positively correlated with platelet count and 24-hour urinary protein quantity, while
albumin and total protein were negatively correlated. The follow-up results showed that the
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remission rate of patients with high titer of anti-PLA2R antibody was lower than that of patients
with low titer, and the remission time was longer.

Conclusions Serum anti-PLA2R antibody can be used as a good indicator for the diagnosis of
IMN serology. The combined detection of anti-PLA2R antibody and renal function related
indicators plays an important role in reflecting the disease activity, and the anti-PLA2R antibody
titer of IMN patients can be used for evaluation of treatment prognosis.

PO-0272

B EAWRAZSE M B XHERIERNRHETE

28 54 10240, £ 0, F AR
bR K 255 — < F5E,100000

B VRS E & AREE (pepsinogen, PG) HTZ4iPEH % (atrophic gastritis, AG) fii )
I PRANMEL, 1 38 A BN 1 e AR 0 A e SR AN 07 25 5 5 o

Frs NI R A TE AR BT B T A T T8 B D5 2 AT BB R A 0 i, AR Py B A 2 A 15 2 i
H R L B 2R FE AT 4, DREE R NN AG &bril, R H TI/EMZ
(receiver operator characteristic curve, ROC ffiZk) Lt PG I. PG I/PG Il lbff. CEA. CA72-
4, CA19-9 fll CA242 HiT AG & H I E

GER ORI E 323 B, S NIEHE X IEA (148 ) . 1BMEIEZEgEE B R (B3 H) . FEYEk
BARA (95 B, NS 48 . W EYE 34 HIME L ZESE 12 6D « BHiEomd (7 6 X
B4 (10 F) o HEREAREIELD, RKIHZHAMFTEITE N, BEARSEgE S R, gt
BRHANBimA S IEFE T RAEFER . Ml G CA724. CA242. CA19-9 K CEA MZER
TGt E X (P>0.05) . PG | & PG IIPG Il ELE7E 2451 B % 45 3% T 15 % 6 FR AL Ag P9k
ZYEPEE %41 (P<0.05) . B BRI ™ EAR RGN PG | & PG IIPG I LUEZ TR, (H4
lH] L 22 e Gt 5 . (P=0.057 #1 P=0.200) . PG I/PG Il EL{EAT PG | % AG B A BT 1) i%i%k
Hr{l, ROC HIZ FHAM (AUC) 435N 0.871 F1 0.725, KT HHEIH H K48 s CA72-4, CA242,
CEA Al CA19-9 ] AUC, ZREGit2= X (P<0.05) . PGI/PG Il lLE A PG | ik AG ffcfE
Il SB35 N <5.72 F1<58.6 ng/ml, I 7 ik (1) BB E AR 7 2 43 38 : PGIPG 11 LU N 91.4%
A 65.1%, PG |}y 81%7F1 52.8%. ZiaHIE, HE#ERH PGIPG Il H{E<5.72 1N AIWRE ik
AG, BUREFIAF] 91.4%, F55F N 65.1%.

i MG PG | )2 PG IIPG Il WAERTH TIRIRIfIE AG B3, AMUA BT 5 W10 5 J & KA
W, ERERD AN LB NP BT B R G . SRS B MR AR E AR, s PG |
K PG /PG Il LLAEAETfE AG T BA 5 AU FIRr 7

PO-0273

1EEFisREENE T AME HIV R RER

P
£ 5T 3 1L s B ,050000

HE) CD4 T 4 E MINREMIID & HIV B 1 B 22 E, R GC N ey H B It
T (Tth) 42 HIV R EEAEEE, WTREE HIV YR EEER, HIV WEERAAE T RE K
i Tfh 40 LAy 38, DARIT HIV BIAEE R 6. ABFA B R HIV IEGLT AME Th IEFERY)
AL

FiE WAE 33 4 HIV IEGLE R 22 L@ BN RIS L, il ZHan NFRiE &2 ELISA Al western E[1ZE
ST, HIV BGUIRGUN HIV-1 BEYE, HERREZPUR ST ES . 22, JLE. AR N E
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AR I Z 5#5 PR, PASRHERNT HIV 21, D)8 IE R BB Ag s . R 7T
ST ANEI, RNMEE AR CD3, CD4, CD8 HIH 7t AI4axtfti, MANE Thi MV REEH)
4rHe, pearson A<M Thi U TEH#E S CD4A+ T 4R &

g1 Wil S x A CD3 M A - HOe 2, T CD4 40 B e 91 2H A BF S5 I, CD8 4 it
1, CD4 5 CD8 LB TR 7E4MNE I Thf 40V, CD4 + CXCRS +T 4 a7 55 451 2L Al %) it
o g Z 5, 1 CD4+CXCR5+ICOS+ (ICOS+ Tfh), CD4+CXCR5+PD-1+ (PD-1+ Tfh),
CD4+CXCR5+ICOS+PD-1+ (ICOS+PD-1+ Tth)Zijfu s T4 R4, & pearson A4 H &R,
PD-1+ Tth WL H 43 tb 5 CD4 T 4t 2 iS¢, K PD-1 7 Tfh 40l EERIA S HIV B4y
bR 2 TR A7 AE 2 V) BK

&0 Tth 400 A AT REAE HIV ISRt e b it R, X Thf 40— bR A T R & iR TT
FEALHT I 514

PO-0274
T 4RpEYF B 8AE HIV/AIDS B4 RER R
E%Emgﬁﬁ%pmmo

HE @M% HIVIAIDS B3 1697 1 M 697 W06 T 4 B s 7840, /17 HAE HIVIAIDS Hi
(10975 175 33k R BT 25OW %% vh 1A PR . R A1

FriE B IR B B RS2 BB EEIEIT I HIVIAIDS SBEE AT ST %, BEYT 12 D H . SR BIsiE
TEES BH B, BRI R SOROL. B RE . T iR S, RN
P E AT IR 7 2200 H Tk R (AR AL ka3, Logistic [B1ABET fE R R &R /47

&R 2015 F RIMAIT 128 B30 B3, 2 RS, FRUEFERFERE, R{ETIFERE BN
178. HARRT JBJ7 UGG REVS 12 M A, SR E/REEEIRITIT IR, CDA+T k4T 30E
W bF, HAEWRITET 3 MNHB BT, ZRESHE L (P<0.05) . CD8+T kL4l i it bE
FEVRITI AN RE K., FE4k CDA+T W E YAl i140>200 (8% % TG 2818 BT, 4k CDA+T e
YifuTH <200 MEE T EE T, 2 E%E B, ZERARIEE N (P<0.05) . BT 12 4
H CD4/CD8+T itk R4 f i+ EC B AR S MR 7 2 004, BRI IRIT I R RE K, PRI
JI (P<0.05) . XH logistic [FIVH 5047, KILIHELE CDA+T k40T EUK 2520 HIV/AIDS J677
R FER K.

251 HIVIAIDS BHEELPUREIRIT G COA+T kA T2 BT, (HIEZE CDA+T Wbk EL4H fa v] 500
HI T, L2k CDAT MR vh-Hiotk sy, oy 8 d Uk AT

PO-0275

204 f5 19G4 X MRBHISRFHER KR EHRTE

oPs
JHE PRI i 55 P, 116000

HE 3B 204 4] 1gG4A HHSMERR (IgG4-RD) HE HIGPRFE X Seie =46 hr, BEREBE
A2 WK

ik IEIF Gk oA 2016 4F 4 A ~2018 4F 2 A1 KIEERHRZ MR B EFi i 204 f5] 19G4-RD &3
(PS5 = FR bR [ 2 B2 B R SR L, R B SPSS 20.0 AT GE i 2450

R 204 ] 1gG4-RD & H B A LB ORCEAR Nk LS5 K (25.00% ) , AT R OK
(14.22%) FHERRMOR (13.24%) , HABYBRERMOC. BEH. BOE. SCTIM. RS TEYE.
KA IZ L B SR R R KR 2 ZEK RN 12.75%. 9.80%. 5.88%. 4.90%. 3.92%.
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2.94%. 2.45%. 2.45%. 0.98%. 0.98%. 0.49%. i W2 E % B AME LS (28.92%) FlAj
TR (20.57%) , HABZREZ BRI Ik, BimE. HR. R, BRI, HE5
Eb x9N 14.71%. 13.24%. 11.76%. 9.80%. 8.82%. 8.82%. 7.84%, /b W.5% 248 F 45 IE
JEHZ. BE. MHIE. HURME . ATAE . EAARIKICN 3.43%. 3.43%. 2.94%. 2.94%. 1.96%.
049%. ZHEEALZBREZR, ZAMAR=AULBERZRIETR 71.56%, 2 MHEZRIE
19.12%, HAEEZ RN 9.32%. LI EMAIER: 1gG. 1gG4. IgE. C3. ESR. CRP.
ANA S Bt IR i 2 R A Gt & L (P<0.05) , IgM . IgA. C4 . RF Al#i ENA Hifkit 5
fe FERH B AL L 2 RS i B X (P>0.05)

4 1gG4-RD &M Z 8 E T RIS JORE L e MR, WS 19G. 1gG4. ESR.
CRP. IgE /KFHF LA & C3 MM, A A28k, $E5 IgG4-RD iz, B ikiz
L.

PO-0276

—HE Alport SRAMER AP HERRTH LI BH M D

B3, R E
Hp N PR A 2R 30 X i 2 B ,210000

H B % B — Alport G 1E K R AT HE RAR sl FxT 30 ARk DA AR S a3k A T BUR M 3 #7

FiiE R B bR A SO BEA T i B R R KSR AT SE R AR S AG I, NP Sanger I
ARSI EEAL AT R RIGUE, RSN Mini JEPR 9258 70 A BL R AR 5 %0 pre-mRNA By F2 11 5%
1)

GERL S E I — N HT COL4AS RS R ¢.2767G>T, Sanger Ml FMiFH A FEFR R TS
PR BB . FEEAKTE L, XM RN R LR (p.Gly923Cys) , AT A4
Minigene SCEG3R A, HZRAR 530 COL4AS HE[H 32 54k B T8k

G AR T AN E COLAAS FEI%R4F ¢.2767G>T (p.Gly923Cys) , F& | Alport Z54
FEFRAZRE ;. Minigene SEEGHIE SZ AR SEPRON B RAF, Al FE COL4AS [ 32 S4B FH k.

PO-0277
Gly156Ser 5 Arg277Cys E 8 # & RTSHRBRE R ME T
VIERPETER REE 5747

ERWRIE, A AE, 5 IEAL, &0 s B IE i, 5 B Ak ok
WL & M EEFE,318000

HE & 14 3489 AR L g VI (FVID BREEGE X R AT R FVIEER 538 204, 81
HorF RN

T K SEE M Ho o R R A LG SR IS R] Cprothrombin time, PT) &4k 30 40 1 1L 375 fifg i) 1)
(activated partial thromboplastin time, APTT) . #tMLEERS 8] (thrombin time, TT) . £4EE A
J& (FIB) « Ii2¢ FVIVEYE (FVI:C) ZEREMZIT. PCR ¥ 34 e U8 44 87 L HME 75, 5
B HERIREIX e 5K 2R B M N R AR 07 S X 38, PCR Po4ifh s Bl e, S0 A, DR
o) U 7 36 AIE AT R AE 82 AF FAEWE B354 (PolyPhen-2 il MutationTaster) TRl 2825457 55
X 2R A5 D RE B RS .

g8 JoiE#H PT (23.8s) #l FVILC (8%) BHE S BT ERikd FVIER 5 542 747
£ €.466 G>A A RAF, FEIHImIGN 156 (R EIR KA Glyl56Ser 4 X 5A4F; 8 S4MNE 1AL
€.1009 C>T G RAE, FEHIILM) 277 A RIEIR K E Arg277Cys 45 XURAE . Jeilb 3 M HALEE
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WA FVIEE 55, 8 SAMNE 7R, MEE NG LIE FVISRIEAE, AEOMME, FVIZER BRI 5
DT RERAR RS, WXL AR

Sk 12K R FVIERAETE Glyl56Ser 5 Arg277Cys A AERAL, =51 FVIBEAER 3 250+
B D S UE 5 RARFE DR 73 T3l 38 4% H HACKE

PO-0278

SMEFRFERET NN ERE R RIREHLH
:EIE YN

o k2 S ,410000

B AR ZMEALHE FHEFRN &S % wEEE Chypervirulent Klebsiella
pneumoniae, HVKP) F13f il fiti 4 78 & A # (classic Klebsiella pneumoniae, cKP) #MiE %
(outer membrane vesicles, OMVs)R il M H NG A =S, THdBaRUHE SN & A H1)
A3 M AT BER HVKP 2R3REUR 5<% 1L .

T SR B oy R B = Rk 78 JE 3RS HVKP AT cKP 23 OMVs #E472> B alifh, &5
T RABEX OMVs #7458 . A B AR XS OMVs H i) 8 F 4170 34T %8 I OE

R EAFIEE N OMVs B EM Z R, KM HVKP 78k = 855 N 4 OMVs e E £
TR EIAEL T/l OMVs, ZFEASE L (P<0.05) . LEAMHFEIFEE T HVKP fl cKP
OMVs BURMZE S, RIERBRZIAE T, HVKP Bk OMVs BUEZ T cKP ki1
OMVs, ZERHEBGH%E X (P<0.05) . OMVs & AR ME 4 MEAF L EH 1074 4
W, U HVKP BRB = Mk 7t @ 3N 70 i) OMVs B4, 308 AN ALERR Gk Z A6 2 5
Fak B, HAAS 17 FEERIUE N R EuH I H M 6 FhdipE VI i 24t (Type VI secretion
system, T6SS) AHXEMH. IR cKP gk = Fgk 78 R M35 T 40 OMVs B A4, 259 NN ETE
BRERZ A N E R RE B, NS 5 MEPSRIUEH KRG EA .

G5 AR DL BB U RIRA N ZR B Z AN, OMVs EEm S5 T HVKP HIEEREHL
fillo HVKP 58T cKP [E3RELAE /1, HAA P REE OMVs ff—& Kk,

PO-0279

psm-mec M REBEIKELIRFMEED
F1 eDNA BHIB9S M

ok, Bt W AE, B S0
VU4 = 2Rl Be - DU )1 48 N IR 2= B, 6 10000

HEJ 34T psm-mec %52 57 7 % 3K B AE KRG e 71 R0 eDNA BRI, PRI I B i i i AL
il o

Fiik FIHZERTURL pLISO0 #%E psm-mec i RiEPk p221 (mRNA FfIEARIE) , KA AR
AR VR THEOE RN p221 WARERIERETEE 1, TS psm-mec i RAEMIBIEII SR . WE
DNase | X} p221 WAL 52, 8T p221 BARAEYIBE I+ eDNA FIA84E .

L3 iR4E psm-mec FEAIAF R pLISO FIBFDIAL A, 76 psm-mec iR IE A B o 5| NEFIAL p
W) JE EB 2 R pLISO, &k RIS AN p221. FikiFE S aureus RN4220 #HAT1&1,
T S.epidermidis ATCC12228 J5 k#5153 p221 Fikk. %/ PCR il Real time PCR X}k i
PRYE DNA Fl RNA ZKCPHET T 30E . I8 25 5 28 Je vk A [E AR B TE TH UL b 7 p221 Bk
ST HEIR 2R AR AR ARG AE F1. S5 SRR, p221 BFKEIAREIEE 1S ATCC12228 EHFkTLH] &

220



AR 2+ R ER R R AR R W WIS

#5. fEC DNase | 5933k, 5 ATCC12228 #tk, p221 HHkHIRELEY#i . DNasel
AN L2 T8 bR T p221 BPRAEYIRE Y iige ). @it 98 e & PCR &AM p221 Bk
P leuA. lysA. gyrA il serp0306 &K /KPR BLAEP# I eDNA &, gRER, 5
ATCC12228 #Htk, p221 EkAYIpE -+ eDNA S W10,

S5 psm-mec SRR B A ER TR RS AR RGP AE 7T, (HRTHG NI eDNA &8, AT 2 0 A= VA B 1)
TE B

PO-0280
High mucin 5AC expression predicts adverse postoperative
recurrence and survival of patients with clear-cell
renal cell carcinoma

Haijian Zhang
Affiliated hospital of Nantong University

Objective Mucin 5AC (MUC5AC), as a member of secreted/gel-forming mucin family, was
frequently found to be abnormally expressed in inflammation or malignant diseases. However, the
clinic pathologic features and prognostic values of MUC5AC in clear-cell renal cell carcinoma
(ccRCC) have not been reported up to now.

Methods MUCS5AC expression was analyzed by immunohistochemistry on tissue microarrays.
Kaplan-Meier survival curves, Univariate and Multivariate Cox analysis and newly-established
nomogram model were performed to evaluate the prognostic value.

Results MUCS5AC expression was firstly found to be up-regulated in patients with ccRCC,
positively associated with tumor size, pN stage, lymphovascular invasion,Fuhrman grade,
rahbdoid differentiation, sarcomatoid features, tumor necrosis,ECOG-PS and recurrence.
Furthermore, MUC5AC expression might be contributed to risk stratification of ccRCC patients
with TNM stage IlI+IV or Fuhrman grade 3 or 4 for overall survival (OS) and recurrence-free
survival (RFS) analysis, and it was demonstrated to be negatively correlated with OS and RFS of
ccRCC patients. What's more, MUC5AC was identified as a potential independent adverse
prognostic factor; prediction accuracy of MUC5AC-based new nomogram model was drastically
improved for OS and RFS of ccRCC patients.

Conclusions MUC5AC is a promising independent adverse prognostic factor for ccRCC patients,
it maybe conducive to postoperative risk stratification and guide treatment in the future.

PO-0281

F 43D B I 257K BE X IR AR B A U RO S M

EE, g
g A K A P 2 e Y i <6 = 5, 200000

HE FIRIDHE (RIV) VEN—Fhsng B0 EEA e B R 7 X (FXa) B EIRGEEZ, iR
HH R IO ML A L B TS IR TT BB s IR HUEEYI R (LAC) SA—Fh e g s oy i 20 B &
ik, WHERT RAVELTRIE (SLE) 55 H 5 %)% Jf il B S EWUB IR LR AL,  BRIHAS I A
TRk, B UGS R 22 BIBE I T, ARE /AR LAC M1k A I AR s 55 25 1 52 )
RIPHE (RIV) 6T JEAEI LAC MR FH M5 S R A2 IR LU RIV AN I 2459 B X LAC A6 52 1
FREE

JE WEERA RIV LB TT 1) G MRAEARA, LAC FIRIN 75 2ok 2 e #id5e (dilute
Russell's viper venom time, dRVVT) e FHIANRLS . AR B LSRG [R] (aPTT) ik FIRf
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RIS, PRh 7 vk ) B £ 5 SR R 0 e 16 75 HE 10 LE R B DU AR B 3 H I LR, R —fL B R
(NR) Fx. RIVIKEEUIHT Xa 1E RN S5 St 38 3740 T R

LB FRA (n=63) 1 RIV MZ5REELE 9-122ng/mL JEHE K, dRVVT Hl aPTT I 577 2% BH P 45
RIG, RIVIKES LAC RNARIS R A REKAFAEA M, dRVVT b aPTT R56 fir 52 520 (1) R
FHHE. 78 RIVIRE>80ng/mL 7320 (n=6) #, dRVVT fil aPTT §fii& il 23 100% LK, 6 £
B (100%) ) dRVVT NR %) 2EAMELEE, RIV KE 35-80ng/mL 434H (n=12) & dRVVT %
PRI R 1 A LRSS R, 0-35ng/mL (n=45) 43 (40%) Hi# dRVVT NR N
R,

g% RIV X LAC frllfAETHAEHLE LAC 2RMAMELS R, RIV MZHKEES LAC Al BH P XU
FAETEME R, WK TR B R RIV AN LAC, JoHRIEZ5MR BEIGME I, L
BERIRIE .

PO-0282

bk F T 5P AR S B TS BB SR AR

FRLL AT
L P 4 B 25 F 70 e L 74 4 o B= 2, 030000

BT ) A 0 L 978 V% ek 9 24 e v ) AR sk miRNA 5 B S5 i LR A . BRiz . 028, Tk
FIWTIIOC R, M IR 6 S 2 Wi ek .

T K2R AE SR P AN I T SCHR, X RS WU ALY R T B T JRE 4 B H ) A AAR miRNA 5 B S8
PRI A B2 228, KIT 8 A S R T 8 45 407 -

R JMBIR (exosome) IR TIEANML WA ZEA& (multivesicular body, MVB) , & —FiEA
REFR Dy T 2G5 . EARTE 40~100 nm 2[R [K4K e FEi0 . G S8 20 I 1) A0 42 B R e 40
HENMVRAEER, AT E &I JE I R RS0 2] 51 S5 1 A A4 o D] SHoA W0 L 8 R Y0 5 e 24 L+ g A7
& miRNA. EE. MREREWEE, SIS RIS, 2. 538 T HMA EEE X
58 R I L0 PRV e R A B b R AR AR mIRNAL B A B FR EESE, X 5P S 1) B 7
B 2. 3R KITRAINTE EE S Y

PO-0283

ERMX 0-15 % )L B M 5EH 14 BiBAES & Te B AvHR 1+

KB, d LK
Wi 8 ZE IR K 2 (B = R R K ) 3 Y T R e

HE Wit@E s ERM X 0-15 &)L H M iEm MM RE (alkaline phosphatase, ALP) %5
Fl»

ik BEHLER 2017 4 1 H#E 2019 4 1 HARPRE 15 & LA N {@#RBEARJLE 3200 #1, KA
BECKMAN AUS5800 £ 414 H a4 4k 43 B 4SOt He L7 55 1 ik R 1R AT RGN o R 40 488 /DN (g B A
BLE MR SER SN 5 A, KRN 0-3 4. 4-6 B4, 7-9 B, 10-12 4. 13-15 %
A, BATARI . ESBHETESHEMEN 2.5 AR 97.5 oM, R IBSIHHA
0% E 5 [X[H . AR ALP ACFELECRH t 5%, ARER ALP KFEBCRH 7 2598, H
LDS 3547 2H [ ) 79 15 L2

ZR S5EERASHERELE, 15 % UUF)LEMEm TSRS EH S TR, 0-6 ZME
ALP /K5I TEH A (P>0.05) , 1 6 %L ER LA ZERELGHEE X, Lotk SRR
SE

222



AR 2+ R ER R R AR R W WIS

g5k EPIMIXLE ALP AKFIIE & TN, HEE JLEE B & A R AR . Kt
SRS DX S 2 A I PR SE BRI 00, BESL ) LB AN R AE U A, AN TR T (A el 1 PR e 2 2 Vi
(8

PO-0284

3 BliEfE P /MR T DIER R R GIEIZRE 24

B2, M T B IR 3855 M | AR mA A 2R, FR
bR 25— Bx,100000

HH 18 DG B AERYT 3 ANBEIE ML/ MR TG IRE K R 53T AL, i sh SEEsHR fh K
o

Tk WEE E 2007 4 DUORAE B il il s it s A A A2 10 3 AN M /NS J7RE 5 R IR PR B R
SR AR S PP AT B A I /AR PR AH DG 44 FhEED RARTR 2, FH— AR iAe
It 5 A% DR HEAT B0 AE . SR ClustalX-2.1-win % 14 20 1 9 28 47 o5 [F 96 20 4% s v s SR
PolyPhen-2. PROVEAN. SIFT. MutationTaster % PYAN7EZe T 41 F 3 #1588 47 o5 f B ks R
spdbv FR AL ERAL R LIS IRRAL, 43T AR AT s B 1 A5 AL S

R 3 AMM/ARENDERAZAKI B RALZ"AN ITGA2B:c.814G>C ( p.Val272Leu ) .
ITGA2B:c.432G>A (p.Trpl44Ter) F ACTN1:c.2458A>G (p.lle820Val) . 3 ANRAGAL 5 1 7E [H
VR ] = AR ST . MutationTaster il 45 Bk 3 N RAH A A HEEUR, PolyPhen-2 i
PROVEAN il 45 5 7~ ITGA2B p.Val272Leu. ACTN1 p.lle820Val Jy R 14 #, SIFT Fiill 4 R &
7~ ITGA2B p.val272Leu N #EM, 1 ACTNL p.lle820Val AR PEM. A [ 45 b o
ITGA2B Val272 58780 Leu 5, FAREAIIEL. ITGA2B Trpldd 545N Ter & AT 113
MNEERRENBEEA. 2 MREYGIE GPlb 2 F4 A, S GPlb/llla FiEHK.
ACTN1 11e820 KAy Val J&, {W#F 11e820 5 Asp822 f&sd, HAeZN%k, 3l ACTNL 4>
THEME, s E R RE.

g8 ¥ ITGA2B:c.814G>C ( p.val272Leu ) . ITGA2B:c.432G>A ( p.Trpl44Ter )
ACTN1:c.2458A>G (p.lle820Val) ZA5 A & i 30 Al BEdE

PO-0285
IL-8/miR-182 iB#Z4E/ A B fib 5 TR AT B A ML I AR
I, 21
AR 5

HE 3 F 400 2-8(IL-8) /147 RNA182(miR-182) % /M fufilis (NSCLC) MFEFLT 1
MU AT o

T7is BRI G 2 W Bt S 56 (ELISA) A0 NSCLC i35 Al i BEX R Iy 1L-8 f3RiE . A 10ng/ml 41
N IL-8 73l NSCLC 4iffitk A549 Fll H1299, [ i3S e & I Al 20U M. (RT-gPCR) &l
miR-182 [(&ik; MTT & IL-8 % A549 A1 H1299 %k (¥ 540i; Transwell #3 1L-8 % A549 Fl
H1299 T FZ 28150 . F lipo3000 435It A549 I H1299 #Hff 4% e i ki Al miR-182 i
7, 24h a0 10ng/ml EZH A IL-8 Hl¥, MTT Killgn i it 5E e /1: Transwell A0 40 it (1132 7%
A2 2R TT.

R S gt R MmEMLLL, NSCLC B ifiEd IL-8 KPR s, IL-8 i miR-182 3K,
A2 NSCLC 4Ufur i AT, 0 miR-182 HIiA )5, IL-8 X NSCLC 4 i ity 5t AT # 1E
FA#EHI .
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28 11-8 J@id L miR-182 {£iF NSCLC MMM F2, #2785 IL-8/miR-182 T RE M NIRIRIGIT
NSCLC ¥ LENT /S .

PO-0286
Risk Factors for Carbapenem - resistant Klebsiella
pneumoniae Infection and Mortality of Klebsiella
pneumoniae Infection

Zhe Wang,Liying Sun
Peking University First Hospital

Objective Background: Klebsiella pneumoniae (KP) is a pathogen commonly causing nosocomial
infection. Carbapenem - resistant KP (CRKP) is more resistant to multiple antimicrobial drugs
than carbapenem - susceptible KP (CSKP) isolates. The aim of the present study was to identify
the risk factors for CRKP infection and the predictors of mortality among KP - infected adult
patients.

Methods Methods: Patients with CRKP and CSKP infection were categorized as the case group
and control group, respectively, and we conducted a 1:1 ratio case - control study on these
groups. The CRKP isolates collected were tested for antimicrobial susceptibility and presence of
KP carbapenemase (KPC) gene. Clinical data were collected to identify risk factors for CRKP
infection and mortality of KP infection. Risk factors were analyzed under univariable and
multivariable logistic regression model.

Results Results: The independent risk factors for CRKP infection were admission to Intensive
Care Unit (odds ratio [OR]: 15.486, 95% confidence interval [CI ]: 3.175-75.541, P < 0.001); use
of B - lactams and B - lactamase inhibitor combination (OR: 4.765, 95% CI. 1.508-15.055, P =
0.008); use of cephalosporins (OR: 8.033, 95% CI: 1.623-39.763, P = 0.011); fluoroquinolones
(OR: 6.090, 95% CI: 1.343-27.613, P = 0.019); and indwelling of urethral catheter (OR: 6.164,
95% Cl: 1.847-20.578, P = 0.003). However, older age (OR: 1.079, 95% CI: 1.005-1.158, P =
0.036), Charlson comorbidity index (OR: 4.690, 95% CI: 2.094-10.504, P = 0.000), and
aminoglycoside use (OR: 670.252, 95% CI: 6.577-68,307.730, P = 0.006) were identified as
independent risk factors for patient deaths with KP infection. The mortality of CRKP group was
higher than that of the CSKP group. KPC gene did not play a role in the CRKP group. CRKP
mortality was high.

Conclusions

Conclusion: Implementation of infection control measures and protection of the immunefunction
are crucial.

PO-0287
In Vitro Potential of L-Lycosin-l as a New Antifungal Drug
against Clinical Candida tropicalis infections

Li Tan
Second Xiangya Hospital, Central South University

Objective The incidence of fungal infections and, in particular, antifungal resistance associated

with biofilm formation has significantly increased, contributing to high morbidity and mortality of
immunocompromised patients. Thus, it is necessary to develop new therapeutic strategies.
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Methods In this study, we used L-Lycosin-I, a peptide isolated from the venom of the spider
Lycosa singoriensis, as templates to develop a novel antifungal agent. L-Lycosin-l showed
selective antifungal activity against Candida spp., showing the best effect on fluconazole-
susceptible and fluconazole-resistant C. tropicalis isolates, with MIC50 values of 8 ug/mL for both.
In the time-kiling assay, L-Lycosin-l reduced the numbers of fluconazole-susceptible and
fluconazole-resistant C. tropicalis isolates colony-forming units by approximately 70% during a 2-
h exposure period. In addition, the salt-tolerance assay revealed that higher concentrations of L-
Lycosin-1 retained their potent ability to inhibit the growth of the tested isolates, even in the
presence of Mg?*.

Results The biofilm metabolic activity of fluconazole-susceptible and fluconazole-resistant C.
tropicalis isolates decreased as the concentration of L-Lycosin-I increased from 1xMIC to 8xMIC,
both with biofilm inhibitory concentration 50 (BIC50) values of approximately 32 pg/mL and
biofilm eradicating concentration 50 (BEC50) values of approximately 128 pug/mL. Confocal laser
scanning microscop (CLSM) showing that L-Lycosin-I may exert its activity against fungi by acting
on a surface target rather than interacting with center.

Conclusions Our data demonstrate the potential of L-Lyosin-l as a new antifungal drug against
clinical C. tropicalis infections.

PO-0288
Persistence, effectiveness, safety and routine coagulation
tests of dabigatran in “real-world” Chinese patients with
nonvalvular atrial fibrillation

Hong Wang
Jiangsu Province Hospital

Objective To provide detailed data on treatment persistence, clinical outcomes and routine
coagulation tests in Chinese patients with nonvalvular atrial fibrillation (NVAF).

Methods A single-center retrospective observational study was conducted. A total of 26,663
NVAF patients were enrolled from January 1, 2014 to December 31, 2017, clinical information of
whom were from inpatient and outpatients data system. Routine coagulation tests were assayed
by automated coagulation analyzer.

Results The 1-year treatment persistence rates of 11,350 dabigatran users were 24.5% in 2014,
36.6% in 2015, 37.7% in 2016 and 51.8% in 2017. Incidence rates of all-cause death, ischemic
stroke and embolism were 1.99/100 person-years, 2.56/100 person-years and 0.77/100 person-
years, respectively. Incidence rates of minor bleeding events, intracranial hemorrhage and
gastrointestinal hemorrhage were 10.05/100 person-years, 0.51/100 person-years and 0.85/100
person-years, respectively. Commonly used coagulation tests (PT, INR, APTT, FIB, TT and D-
dimer) were unsuitable for dabigatran monitoring.

Conclusions It is of importance for Chinese clinicians to know about these information because
dabigatran is a relatively new drug in China. Further research is needed to investigate the relation
between dabigatran and the clinical outcomes in molecular or genetic levels.
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PO-0290
High Expression of LTBP2 Contributes to Poor Prognosis
in the Mesenchymal Colorectal Cancer Subtype Patients

Ying Huang,Xudong Wang
Affiliated Hospital of Nantong University

Objective Colorectal cancer (CRC) is a complex and heterogeneous disease with four
consensus molecular subtypes (CMS1-4). LTBP2 is a member of the fibrillin/LTBP super family
and plays a critical role in tumorigenesis by activating TGF- in the CMS4 CRC subtype. So far,
the expression and prognostic significance of LTBP2 in CRC remains obscure. In this study, we
aimed to analyze the mRNA and protein expression levels of LTBP2 in CRC tissues and then
estimate their values as a potential prognostic biomarker.

Methods We detected the mRNA expression of LTBP2 in 28 cases of fresh CRC tissues and 4
CRC cell lines and the protein expression of LTBP2 in 483 samples of CRC tissues, matched
tumor-adjacent tissues, and benign colorectal diseases. LTBP2 protein expression was then
correlated to patients’ clinical features and overall survival.

Results Both LTBP2 mRNA and protein expression levels in CRC tissues were remarkably
superior to those in adjacent normal colorectal tissues (P = 0 0071 and P < 0 001, respectively),
according to TCGA dataset of CRC. High LTBP2 protein expression was correlated with TNM
stage (P < 0 001), T stage (P < 0 001), N stage (P < 0 001), and M stage (P < 0 001). High
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LTBP2 protein expression was related to poor overall survival in CRC patients and was an
independent prognostic factor for CRC. LTBP2 mRNA expression was especially higher in the
CMS4 subtype (P < 0 001), which was confirmed in CRC cell lines.

Conclusions Our data suggested that LTBP2 may act as an oncogene in the development of
colorectal cancer and have important significance in predicting CRC prognosis. LTBP2 could be a
novel biomarker and potential therapeutic target for mesenchymal colorectal cancer and can
improve the outcome of high-risk CRC.

PO-0291
Molecular epidemiology and clinical analysis of
Clostridium difficile infection in inflammatory bowel
disease

Chenjie Tang
Jiangsu pepoles hospital

Objective To investigate the molecular epidemiology and to find out the risk factors of CDI
among diarrhea inpatients with IBD in Jiangsu Province, China

Methods According to the inclusion and exclusion criteria, patients with IBD admitted to the First
Affiliated Hospital with Nanjing Medical University from August 2013 to December 2018 were
enrolled. IBD patients were matched with non IBD patients according to age and gender.
Diarrhea samples were sent for C. difficile isolation. Toxin genes, tcdA, tcdB, cdtA and cdtB, were
also detected. At the same time, the molecular epidemiology investigation of related strains was
performed by multilocus sequence typing (MLST) method. Finally, patients’ information was
collected and logistic regression analysis was performed to analyze the independent risk factors
of CDI in IBD patients.

Results In this study, the incidence of CDI in IBD patients was much higher than that in non IBD
patients (24.6% vs. 9.0%) and community acquired infection was the main kind. The predominant
type of epidemic strain of C. difficile in this study was ST54. The shorter history of IBD and recent
use of quinolone antibiotics were independent risk factors for CDI among diarrhea patients with
IBD.

Conclusions Although no hypervirulent strain RT027 was detected in this study, the incidence of
CDI in IBD patients in our hospital was higher than that in most western countries. In addition, if
the duration of IBD is within one year or quinolone antibiotics have been used recently, clinicians
should consider the possibility of IBD patients complicated with CDI and adjust the treatment plan.

PO-0292
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PU-0003
The role of quality control circles in sustained
improvement of qualified rate of sample

Kangsheng Liut,Zhirong Xu 2,Cuilian Jiang *,Yajun Chen?
1.Department of Clinical Laboratory, Women'’s Hospital of Nanjing Medical University, Nanjing Maternity and
Child Health Care Hospital, Nanjing, Jiangsu 210029, China.
2.Department of Clinical Laboratory, the first affiliated hospital of Soochow University. Suzhou, Jiangsu
215006, China. E::xuzhirongl7@163.com

Quality control circle has been gradually introduced to medical institutions in China. QCC
activity achieved good application effect in the clinical, and more and more get the attention of the
people .To explore the effect of quality control circle approach in improving the qualified rate of
sample. The specimen data with unqualified test results in our hospital from February 2017 to
June 2017 were collected and statistically analyzed, We used professional tools to solve existing
problems of specimen in clinical laboratory following the steps of quality control circle in the pre-
analytical phase. A total of 30105 specimens were collected before the improvement of the
quality management circle theme activities, of which 297 were unqualified, and the proportion of
unqualified cases 