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OR-002
Deacetylation of NAT10 by Sirtl promotes the transition
from rRNA biogenesis to autophagy upon energy stress
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Anabolism and catabolism are tightly regulated according to the cellular energy supply. Upon
energy stress, ribosomal RNA (rRNA) biogenesis is inhibited, and autophagy is induced. However,
the mechanism linking rRNA biogenesis and autophagy is unclear. Here, we demonstrate that the
nucleolar protein NAT10 plays a role in the transition between rRNA biogenesis and autophagy.
Under normal conditions, NAT10 is acetylated to activate rRNA biogenesis and inhibit autophagy
induction. Mechanistic studies demonstrate that NAT10 binds to and acetylates the autophagy
regulator Che-1 at K228 to suppress the Che-1-mediated transcriptional activation of downstream
genes Reddl and Deptor under adequate energy supply conditions. Upon energy stress, NAT10
is deacetylated by Sirtl, leading to suppression

of NAT10-activated rRNA biogenesis. In addition, deacetylation of NAT10 abolishes the NAT10-
mediated transcriptional repression of Che-1, leading to the release of autophagy inhibition.
Collectively, we demonstrate that the acetylation status of NAT10 is important for the anabolism-
catabolism transition in response to energy stress, providing a novel mechanism by which
nucleolar proteins control rRNA synthesis and autophagy in response to the cellular energy

supply.
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OR-003
Zinc finger protein 32 promotes breast cancer stem cell-like
properties through directly promoting GPER transcription

2R, i, 7K R, 2R L 5K MR
VUK A AR R e

Breast cancer is one of the leading causes of death in women. Due to the existence of a small
fraction of stem cell-like subpopulations, some breast cancer subtypes exhibit very high
malignancy and resistance to multiple therapies. The underlying mechanisms of how these
subtypes acquire stem cell-like properties and progress more aggressively remain largely
unknown. Zinc finger protein 32 (ZNF32) has been reported to be associated with breast cancer
progression. However, its exact mechanisms in regulating stem cell-like properties and drug
resistance. In the present study, we examined the relationship between ZNF32 and GPER and
addressed their roles in stemness regulation in breast cancer. Our results showed that ZNF32
could induce expansion of stem cell-like subpopulations and increase drug resistance by
upregulating GPER expression, in which ERK activation was also implicated. We also illustrated
that ZNF32 induced GPER expression via a ZNF32 binding sequence located within the GPER
promoter region. A correlation between ZNF32/GPER expression and increased tumor incidence
and burden was observed in xenograft mouse models. We conclude that ZNF32 can engage
GPER/ERK signalling and confer breast cancer stem cell-like properties, which may indicate poor
prognosis of breast cancer patients. ZNF32 and GPER targeted therapies might provide new
solutions for breast cancer treatment.

OR-004
IRF7 #£ AML FHEERR

F 5 XUBRAL, TR AR T, E RN, 8 D
DA AT X R 5T 288 5 it MLV B= e 1y Bk TE i

HE FHZERTE T 7 (interferon regulator factors, IRF7) 7Ef sl hie m B8 /L, HRWE
K5 AMFASE . AR FREAEYE BN 3R, @ rEdRE MLL-AF9 7 511 /8 B (A Iy A
B ERR IRF7 PR T HAE AML HFE AL .

FE B AEYE RN IRFT 5 A MR MA M. 46 IRF7 MR/ RES WT /NRI c-kittid i
THHAM, A4 MSCV-PGK-MLL-AF9-GFP (197 7 i8 YL Jm #% 1 21 300 E 77 & IR 5 1/ Ak iy, 3k
M IRF7 Rk AML B, @A AML /N BRI A0 i A iomgr i be g, /N BRAE A7 A LR /N
LSS B IR FE B R IR IT IRF7 S (A MU BERE OS2 m s JE I AS I (A IR 4 O 3658 . T2, 4%
T L R B 3R BEHTRE 1R AG I IRF7 %5 A L5 £ T 52

g8 JEIX bloodspot #E FERH TR TR I, PAUER NESE N,  IRF7 /£ AML. CLL
L, £ CML H{KFKIE, M{E MDS HRIAKFLEREEZR . 2 ARK AML AR, 1EH
AR AML, # f5RE AML BLA AML inv(16) T IRF7 ¥mEik. 1% IRF7 Fik/KF¥ AML
BESNERIESGEEBEHAI— B0 IRF7 Rik/K PS5 AML EBE AT R, IRF7
PREABENEFYEEZEMRT IRF7 [KFILL (p=0.00826) . IRF7 AR Ky gl fE
MSCV-PGK-MLL-AF9-GFP ¥ 505 284 WT Ml IRF7-41if5 GFP4HEBH R /N T 1%; 21k
/NER 100% K, HoA WT 448 20 KJ5, 4MAE I GFPTLLBIZ) 1.5%, H#E GFP*HLHIZ) 10%;
IRF7--4HF248 28 KJa, AN GFP*LLEIZ) 5%, H#E GFP* LL#12) 15%; 4ri&Pifh GFPTAML 4
O 1Yo 7= e Sy H N ol AN e S <) s 2 A = 1 RS i O

G IRF7 Rk /KFEEAMEAEY; RIE IRFT7 @i AML B, A% 8 7EH 7~ IRF7 75 AML
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HEERIBLE, AR T B AML AE R RN, T H AT 848 AML 677 #E R SR A MK
R

OR-005
2 BIBERRT® db/db /PNRIEM R IHKT(RIATER
IR 4 BaETE RO HL &

M LA L /IR 1 B 2 RSN T KI L AR R 2
1 R BB B e Ab T 2
2. UHOR A B0 U T SR

MAERMER 2 AR EE ARG R0 M 208 r IR s . SR, QML
YIRS, Wi eS8 R EEE 2, AR,

JriE 8 JEFN 24 FWE I E AR FIRERE db/db /N ERH T 7. IS4 M 0CE BB il N I I/ A4
(HSPCs) . B RFAZIME (GMP) A FIAHM A . S HUE Rl & A PO 4, JFIRUEFR 311
Z AR Y. AN TR lineage oW F4ififary, IAZEFARE Y, M AR GMP 35
HI1EH o

SR 584 8 Ji#E db/db /NERAHEL, 24 JEEE db/db /)N B H USRS, BAK AR B AN R
YHAL & A E St 2 8 JERE db/db ANEEY 1.9, 2.2 £, AR T I, BEAR /N BN
db /N H#E HSPCs Bl A 25, 1 24 i db/db /MR GMP FiZe s T- B A A1 8 JH# db/db /)
. (%GMP: 0.653+0.110% vs. 0.831+0.219%, p=0.003) . MEfEiES BrdU Ja i N4 a4 7 #r
BrdU+GMP 5 GMP B3 tt: 8 i db/db /N 30.8%4 T-1456 1, 1M 24 J&# db/db /N 38.3%
Wb THGFE R (p=0.023) o X HEEMEAT ISR, A kIS SERARERE SN, B 24
# db/db /)i & #EH+ adenylosuccinate synthetase (ADSS), AMP phosphotransferase (AK3) and
Inosine-5'-monophosphate dehydrogenase 2 (IMPDH2)4) 7l 7& 8 i db/db /NRH) 2.0, 2.8,

1.4 f% (p<.05) . ADSS 1 IMPDH2 %3745 inosine-5-monophosphate (IMP) 1] AMP.

guanosine monophosphate ¥ 1t. 7EARSMEFEN Lineage F4HiE#Et, IO IMP, 4-8 4/
WL IMP {232 ADSS 5, (HAKE IMPDH2 W& 1 24 /N ATP ARSI, 72 /Nt ATP A%
F#4% 17 guanosine monophosphate 4= B HN: 3 K5 GMP 54 R0 41 A & 1 B S48

it 2 RN PR /N SRR BB R L, DA AR P 0 0 e QBN AR 2 IMP {51 7)
ADSS i, 2k ATP AR GMP 1558, 2 30hE RANMIE 208, Inds IR R .

OR-006
HRERT b8 || B E B gRRaR B /M RIFE AR

2B S, P
R R 2

B LR E A LR AL LT 57 )L, 2 T VR S R B = . il AR 22 B 8, R IR
A2 S AT PR R VR TR S R IR 3 55 AU T i . R AZTE T T EAZ AN s 7Rk Ak b s P AR <7 19
FiorfidAe, FESHEANREED. MR, ERAZIRAEREIER 5. 245Nk, R
FATVARLRLE R BRI L) R R T 30 2R F R AR DG EEER, B [ WEAH 5G] (Autophagy-
associated gene, Atgs). Atg7 & Atgs FKIEHH— 51, fRIEIEH B AESRER B FER . Atg7
BN B A7) A S 2RI EERES AN ISR BEE R, (ISR i s T A S
A RUET AN RIR AL, N HE Yk, AR Atg7 G E (PL1) filivfd ()R 3 5 54 H i
FETAR /D> . Western Blot SE 45 SRR H Atg77 it (P1) 1 SPB K& SPC /KT A= R -

3
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HIBESE R R Atg7 iR AR Z MESCH J8/>, IF B B Z IMART AR I R I R . 25, 18
B R B B T, BATKBBUZ /ME S B/ MATEERL S, JF H BWER 7> TARicY) LC3
Lo Atg7 BIERIETRRUZAMA Lo BE—2b, BATESL TR 1 RGBSR RN, AT A I
TG G R AR MR D R R R R TS P D LR . £X ERTA, AR
T A7 XHURAMRRITE RS R B A R, S B R R ONIRTR A LR
B ETR AR

OR-007
Vascular Smooth Muscle Cells Actively Recruit
Macrophages in A Phenotype Dependent Manner,
Provoking Themselves Apoptosis Via circRasGEF1B-
ZFP36-Mediated Bcl-2 mRNA Decay, Contributing to
Abdominal Aortic Aneurysm Formation in Sm22a-/- Mice

By i, AR, SLIG, R 5, T M, A
HAEEREREE

Vascular smooth muscle cell (VSMC) apoptosis is a major defining feature of aortic aneurysm
and mainly caused by inflammatory cell infiltration. The disruption of SM22a develops enhanced
inflammatory response and ROS production. However, little is known of the role of SM22a-
associated VSMC phenotype change in abdominal aortic aneurysm (AAA) formation. We showed
that SM22a’- VSMCs that have transited to inflammatory phenotypic state, actively induced
recruitment and activation of macrophages via increasing VCAM-1 expression and secretion,
contributing to VSMC apoptosis. Both VCAM-1 neutralizing antibody and specific SiRNA removed
Sm22a’- VSMCs-induced macrophage infiltration, similar to results observed following rescue of
SM22a expression. Subsequently, the activated macrophage specifically expressed and secreted
circRasGEF1B, and the latter was delivered into VSMCs and promoted ZFP36-mediated
degradation of Bcl-2 mRNA and apoptosis of VSMCs. Knockdown of ZFP36 by siRNA abolished
circRasGEF1B-induced apoptosis of VSMCs. Mechanically, circRasGEF1B, as a scaffold, guided
ZFP36 preferential binding and decay of Bcl-2 mRNA rather than ZFP mRNA, accompanied with
increase in ZFP36 expression. Final, circRasGEF1B-ZFP36 axis inducing VSMC apoptosis was
validated by human renal artery tissues cultured in vivo.

OR-008
BHEEZAME SENPS FIEFIMFEFTBEF-8 (IRF-8) SUMO
A B HPEIRR B 5 LB EI R

GRIK M L2 Ml 3 it 1,07 B T RS 2 AN L ERKIR 2, S
1. B ASIE KA BR 2
2. BMASHE R AN R A — N R EEBE 47
3. LM RE R AR A e B R B e DR e, i O REE TR

A AT 60 5 200 L X 50 P RSO S 400 M - 1 FE R TRV R i P 1 . VR 2
AR, B BTS2 A8 BT Y SR R A A B A P BTG, DR TR A L A A T L
2 H AR B ULA AR 58001 A0 M A 4 S USRS A 1 (OB 1 S B ok 32
BB ORUE . BRI B A U Fi i 2 ORIV e 1207 50, M IRATHIBT FEA B, A i
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Jei SUMO A/ tH 2 18 5 A8 400 2 ol R FL i 1 () S DR 2

SUMO (small ubiquitin-related modifier) & —ZREEKRZ REA, EREBIELX KM EN
HATEIGE R IEM, R YE ARt B AEYE, BN S 5V 2 AN RA: B B R0 O U
J . BEPRIE . MRIRAT IR . R SR R AERUR . SUMO A iE T2 — AN rl g i R,
SUMO Fi 118 il SENP ZKiGkgeRE 8 H 2 SUMO i, FATEEEHFEiE SUMO &
F i SENP3 & B2 4 M S AL R ) B 20 7, it 4% — R0 1. FFal R R BT
SUMO2/3 &1, AH4H M N I R RIEKS /) R A B mAE”, M3 40 B X S8 A0 B T 2

BAFR LI, EWE G, 40N SUMO2/3 1&HiK-FFE, M SUMO 4 51t & il
SENP3 [ WA B & A B A AR A~ o H T 40 B SR U T B8 N S AZ 4 . (Bone marrow-
derived monocytes, BMDMs) , [ ffii # A Tilid #4 22 BMDMs Rk R PEf R SENP3 [ SENP3floxfiox,
Lyz2-Cre /NUKIL,  SENP3 mf v] DL S0k B 40 (1)t B vk, AT SR 30 H BE P B i 5 k. IR
NV HLEN & B, SENP3 @I LBr TP R MTTAF 8 (interferon regulatory factor, IRF8) 43
SUMO3 1&1fi, Bl de-SUMO 5% IRF8 [ PE, ATt B 20 B W B 1) S Bk PR - —— %4k T
YMIAZIR T ¢l (NFATcL) 3Rik, A4l k. IRF8 22745 SUMO 454 5 K310 fT LA
B AU I B oAk AT, BATE IR R SENP3 K& SUMO WASTRTERS B 434k o i 85 22
WIEER, X —RIKEXETT B R A E UL T3 A T SRms AR .

OR-009
FF R0 A% BB 7+ AT 2 R dE R S AL AT A B 52

T ER A,
RPN G

BR5HK HHEE T (hepatic stimulator substance, HSS) SRR 4= 1 3 K T (augmentor of
liver regeneration, ALR)&% GFER(growth factor, augmentor of liver regeneration (ERV1 homolog,

AR, RN EEZNEER T2 — RREATTIASCIR R, HSS KRk i85
FORES S IR, (Rt A RA AT, MR A4y ™ E . BHT HSS Wil sz 2
PR B TR FE M AN 4 . SCHRHROE 4R 44 25718 18 (mitochondrial calcium uniporter, MCU) 11
WA EA MICUL(mitochondrial calcium uptake 1)k 244 g 8] i 4 N\ 5 20 % & (4 (mitochondrial
intermembrane space import and assembly protein 40, Mia40)f#7E —ifgfEi#, Miad0 Xf MICUL
() BB 3B 2 9D LR AR B T NV, Miad0 5 HSS 2 [AI S0 IE TR s N 7R g BE b 28 A FU i)
IRIEN], 4 Miad0 1ENAMNIE 5 ERR e N B 2k i 8] BRI A G, B S8 R AL, HSS
EN Miad0 HIFiEA AR Miad0 ML JRA AL, FFAR A A, T H 5728 NIk 5
R, IAFERT ARG HSS 2 it k28 Miad0 S LR FAR A TS MICUL A1 MICU2 2 8] i)
TR, MR RAARES B A, s T T A B TS A ) W 2

FvE EJeH western blot Kz a8 5t 1 5 A I AR B R i S N EF A 20 230) | R A7
£ HSS I£iA; SRJ5H western blot J5i% | PDGF- BB. TGFR1 HIMH AL 5 i AT A R 4m
HSS FiA481k; FIFH A DT 5246 HSS 5 Miad0 & S AAEFEAEA, FSRIEBIHI 7544
I HSS 4k Miad0. MICUL ki JFUIRZS B »

R GRS RE R AT AL ALY A HSS 5 a-SMA TESEAL T 2R gH i B 3t e
B, PRI ARG /7 7E HSS. PDGF-BB i TGFB1 Hill 4o i 1k B9 N JEAR T 2 0k 4 ff vp
HSS I N>, (HZRAARES 55 1@ 4 s s AN HSS RIS AL AL . oS PTvE 45 S R 1E
LX2 4Hf, N JRACH RGN A B A28 C57 /N RH IS HSS 5 Miad0 fAEAH EAER, 1 H. HSS
FIERARZ G 1) LX2 40 Miad0 ALY /D, EEA L,

518 HSS LUl 5 Miad0 FHEAER, S2ma L aid JFUR A UA 5 2R Ri (485 59 ik 5, AT s
JH B R A0 B TS AL -
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OR-010
Tt FRAZ B R LR M DR AR dH B0 T M R HRTS

ER, VR b
B R RS BB

b B A B R R S AL SRR o AR — VBT MR KR A AR R R B AZ B AL
77, AZEEE MM RIS . R _E B LR SR H O 2 Ry 25 R B e 25, 2 51
SRR R EE RN 2 — . WHFUARE, MRS BA o, H R AR R iR 4 A i e 4
o TR R MM LR IR . B, ASHTTTR H PRI L Bk B0 S S AL IR 24 5 bR T4
FREIRT AR A R 2R o IR DA R B S A2 B 1) b eV DR SR AR &R, R HT B B e B A U
SACWE L B ON B A A b AR AR SR AR L R IE K, BATAR DR TR S AZIE I L B 1k 50 S
Hfarh, TIEMRERICY) CD44,CD133 53Rk Bt i Jo i sk s 46 b s sUsk 2 M 5 ik 24 4
R RRERBE 157, AT BT 2520 MU R B S 5 K R ERBE 5 BRERGH AR P K — L8 THEAH SRARIC
RIEAE—20 b Tb e QB ENEEEAS A, RS RO 24 4 0 A5 5 2 A0 e S0 R 3R
BRI, SRz T AT Re S T IEAROC . I IR A5 5 e SR S0 R 1 S S P ) A
VKU RE JI R LR, T RIS 5 e 3 AR SR A 7 ) 3 S50 4 R 8 TR RNV T B E 7 48 5
S 25 GH AR A TR 25 1A Bl Tk e 2R ERIR, AW FUUESE T 5042 W 0 b e A1 B 58k 88 4 B b A A i e
TR AT AR AR, T PR AR TR T BT SIS S e S AR SR TR T A bR T
PR e e £ B R i 2451

OR-011
ET iITRAQ BAR S HEMEIEAER S BV FIsA(ER
MKN-45 B 4% A RAFHR

TRAR, 25 5T, 9575 =
PN ST R AR R 27 B I I i R = 2 F T

G — T IRTT BRIT AR, BT LB AIRTT 7 i B N E R R 1A . i AR
TR, ol AP IR G B b R B AT B A0 5 s MKN-45 difaig &, 75 -S4 EH G2/m
BHY, f23F MKN-45 4. H1: PRSI S Bb FIEER MKN-45 15 J 480 i )5
HEARBIE M. J7ik: RAET iTRAQ ERE A ALY Tk, R AME KBS B F1E
F MKN-45 B4 E AR ZATH 0. 4550 SRt iil®] 6210 MEH, RiEZERHHCT
1.2 fH P-value /T 0.05 MR AW AZERRIEEN, @AY, LRI 256 4% FRKIAE
H, HA AR a S A LA 17 M EREH, EREA N 10D, FRAEAEANTA, B
PWRE SRHBAEAT I 111 A EREA, FREAN 274, FTREAN 84 4, AEWiEthik
A BRI SA A LU AL 128 AN 2RIk E A, BIAEE 53 4, NREHN 75 1.
Frik i 6 N EREIREA (TPX2, NUSAPL, TOP2A, YES, MKi-67, GPC4 ) iliid F47 &M
WI(PRM), B&iE T 42051 51, GO M KEGG 73 M & B A IS M ik 5 BLy b R A B &1 5%
MRz E A . AMPK {5 Sl 5%, AR AE YIS PRI A BRI HiE IE AMPK (5 5 3@ B 40 ] 5 & MKN-
45 BT RE R REERNEEREY —. 458 EWIEHER S B FHB S ER T 5% MKN-
A5 Y LI S A B A 1 T 1A B TR T SR LR S S AT L



AR A R R AN F 0 B CIREEER RS I 4

OR-012
¥ PAKA4-LIFR {55 H7E ERa [ FL IR E B EZ R RERYLE
S EE Ik, KT H, i, A
R B LA

FUHRIE A At Lot DR E SR T 1 28 KR, 20 75% I FLARE R M R AR o B
(ERa+) , B L e BB R A 5 A% 02 S EUR AN FISE TG R 2 —. HAl, ERo+FLME
HE R RAEPNHI MG E . RATRIMAIEZ p21 BiGEEE 4 (nPAK4) REfELL 17R-ME [
(E2) #7724k a (ERa) S HIAEHERMERIE. nPAKA ] #82 J8i # #
ERa $EEE - (M F0 ] R 75248 (LIFR) 3Rk, {2i#t ERa FHYEFLIME KA B . R BRI
& (BMBC) ZHAREN R ERATAIL nPAKA 5 ERa [RIE LA, I H nPAK4 %k 5 BMBC
WATUE AR, EANAMEIRIESE, PAK4 5 ERa RERSZE E2 HIBCN 405 AR B4 A%, $E
EALT ERa IR EEILR S sh T OV R (ERE) |, 3R HAWH| ERE R SE M. nPAK4S BE
5% ERa+ 3L 4 1R 226 J, et ERa+IJLIRE MR . H4h, RATIES: PAK4-ERa-
HDAC1 E&1kRem4H%E] LIFR 3T 1, LIFR /& ERa ¥ KB H A 3R . FH
RNA-Seq iR, AGET 9 4 ERa /M 5K PAK4A RN, B35 CLSTN2, IL1R1,
FOXM1, TNFRSF11B, CCNG2, TNS3, ABCG1, SMAD3 #1 SERPINA3. AN PAK4 # A
R E R ERa+FLIWE K AR BRI EZ T HLH], nPAKA G HBCAHT ERa+IL IS & 7
F& [ 7 A= kR e 4 -

OR-013
Xpc /N BB RERIRIE 7T RN E 57T L RIPLHIRTR
AT I 1

E7R T4 (mMMSC) 5 T7r By 3G, BA Zm s iigae, KA =2 IS 7T
AN PR LB o 2t fr S DR ZE AR v PR AN 23 AL e 2 T A0 MR B AR R PR AN R AR ] L. DNA 53473 %5
RGN YRR R AR e A BEE N, CH MR R DNA Hi47 B 258 1 XPC 1E N s
THEZSHHRTMETEER Nanog MFRIE T, o8 gEdeSE DR 2 A2 e 1R 2040 78 BE 1Y 95 7 THI
INLHI A NEMECR . FEARETF, BATRIL DNA #NEF K Xpe 2511 mMSC il 7>
b

AV BB AETLRD Xpe mibR/ B B 20 281 mMSC (mMSC*Pe* il mMSC*Pe) 1k
AN T 3 R mMSCXP il e 71 KT mMSCXPer, Bl mMSC &5 /N B B
SIS RN MMSCXPeHE G5 B AE B BT mMSCXeer™, Shilt—B8R5T Xpe ¥ mMSC i
BALRINLE], FAVE FHIEREE T (Affymetrix MTAL.0) L& # mMSC (Xpc™* . Xpc™) TEH
RS CRab. FEERE MG THEFEREE, FHEEMT THEFERTHRIE, f 55 M
776 mMSCXPe™ i 5 i /- b AT 5 7 0. RIB K (Fold Change22) , #/mix SefE sk (K1)
KAWL S5 mMSC 55 FRCE i, RIEANSE—D 0. Hb 20 MEgE TR T o E
B R, PR H YRR T 0 D BE R RO T M 4E R S Rl (Stemness Maintaining TFs,
SMTFs) ; Fl4& 35 NMEREIFESF UG EE LR, FERIEH b ThREH SR N L ek i 5
K7~ (Differentiation Promoting TFs, DPTFs) . X} SMTFs /M1 Ex, ROMMLRETH 11 4
SMTFs £ mMSCXPeh i 2% ik N (Fold Change=2) , #27~ Xpc " ftZ 518 78 i T-40 T
PEYERE, SEONEFM)AE, X 35 4 DPTFs 7 Hrion, 33 MEFFETE mMSCPe i SRl 7k 5
EAAKF B ZFCT mMSCXPe i i 340405 19 B RAKSE, IR H A 20 /> DPTFs 7£ mMSCXPe”
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WHE B ERE RE B, o Xpe T iZ##] T DPTFs £ mMSC %S i kit iE i
HIRIEIK

i LT, AREFER Xpe 25 mMSC el b, ] Geil i s 5 S 1 R IE KPR
MMSC FIEE 5k, AU — 52 9 mMSC e A L B S i i s 2 3, txt
T2 Pt 4 45 35 DR AL RS PERD A 7 BE IX R B ML B W BR R IX — B $2 £t 17 38 AOAE s

OR-014
E IR 5§ T AR MR AR R RE S5
oA SR
b E R K

AR RAE TP O SR A AR S B AR, R A GBI AR ERTUE
FeAPIT Ry T AV AR SRR, X SRR A R ST RE D iR B BB . ik
T E R R 7T AR 2 HO S AR AR B R AR W E T 0 T A A AR SRR .
HAGH RIS LB ERAFALS G107, AURM PRt A CRERGRIRREBE A RIS
B, [FREE AR A S S0 Tk AIETR. SO0 R B T RGN S S g R S d o)
B, S T A B FIRAE AR T RE . DO SUEAROR I RHERT ST BE T A

OR-015
FrfEtrR M Wnt 2224k GPC3 BIEFEERA T TSI LT

PR L AT 22, 2R L B 5 3, Kb T
LRt R R
2.3 [H [E 57 AL T e R BT 5L
AP R A A B BOR

JF9ea 58 N R 38 A7 E Wint (5 S I B 0 S S, R R BELIST Wint {5538 B A2 F ik e AR K 10 K
FB. B2 Wnt FS57EES AP RE T EEEH, BN Wt 821k FZD K
Wit {55 G A0 20 IE R AP~ A2 52, 3 AN AT TN off-tumor Rl Ni. [RIE, S8 ) iR RF
S Wit 35524k, B off-tumor BSOSy BRI Wint 45 53508 F0 IR A R AT AT SR

GPC3 ek tE m Rk T A A 3R H MR CBERT R ME R B, S dAE NI 2RSS wnt /5
5, (EREERIEGE. (H2& GPC3 5 Wt AHEAEH KRS TFHLE], UL GPC3 difif s Wnt {5
SNSRI RE M ANE 2, BRI TSR GPC3 MAPREIRIT RIS IO TT K o EExF RIARE 8, FRAT T
GPC3 T HEAEMER, AR s K X ISREE, ¥ T GPC3 #ZL&EAS Wnt3a &
VER G5 A B AR AMRIAR Y S2B8IIESE T GPC3/Wnt3a E &4t e KA EEAEH,; Wit A
AL PRI BTAABHKT GPC3/Wnt3a B &R EAENL &, 0] Wit {5 5 FFHE 40 f (e85 H s [
X GPC3 MITRIR BT Z=pEEE, M IHAZOFE AMARRM G AT R T 2R NIEPiiA,
7 GPC3 PRI CAR-T 40 i F - FHe 0 48 w36 97 .

BATIWE T TAEE B T GPC3 /E NI 2R Wit {5 S3aE 0 THLH], $-45 T #H GPC3
B e Wint BELIT 244, 257 7 2R ER ) GPC3 RN TSNS, A SR A e T R AL T
HISHE, BB EEN NN E.
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OR-016
ZATRIFSHERE CD147 FFHRAMEZH
T 4ARaH AT 4R A Fr i 5%

AT R T R B T AR B, SR, B KA PR I
CHILEH N

B Tk, BOPURSZAE T 4T (CAR-T) fEMK RS MR IAT hOIEREHRE. R
MM, EH 6 = R s S 1k e 5 B A B IR T R 2 21, CAR-T 20 M 7E S48 Hh iR 97 RUR
. 55—, CAR-T Z4if5 IE% 40 i JR4s = vk 45 & A 2 5 80™ H 10 5 BIE H HE RT3
T RV R, IRATH T M A CAR-T 4. X CAR-T 4 g LA 8 A8 5% 1 4 )&
CD147 N#ES, [FIFIFH Tet-On MU REFHIE RS, SLOEL L VAR CAR-T 4ilIh
AR, DR CAR-T JUATT I 2 4 A 2t

T RADHRIMAFE %4 T Tet-CD147CAR T 41/l | CD147CAR )3iA /K. 3 i 2 fod
SEG . AP IG SR Tet-CD147CAR T AU AIESEAE /7. 4HAE A% e 0 N4 i DR 43 i 7K
S o TN 98 20 P AR B R TR OB RS A T Tet-CD147CAR T 4 e A4 P ol FHFSE PRI b8 R4 3
GEE A T 2R KRB SN, KIAYEH CD147 4r T CAR F B Tet-CD147CAR 1854
R, B RGEAGE) T 4H8, Il T Tet-CD147CAR T 4Hiffl. CD147CAR RIERINZ THH &
Ji (Dox+) Fik, Ffli Tet-CD147CAR T FUMLE IL-2 FIFEHTE RPN A RO0y . MELT (Dox-
) Tet-CD147CAR T 4Hjiufll PBMC #4iijifi, (Dox+) Tet-CD147CAR T 4RI/t 5 CD1A7 -+ 2 il
IR E, NI RE SRl B R o e K P SR 2 T R o R N R A R /) SRR TR i () Ak N F
i, LT ELESLM T, Tet-CD1ATCAR T 4 T LA 5 2 4k 4 B A oy g 126 K

g5 # CD147 1) CAR-T 47 AR A5 e i B A RGP/ 2k . SR8 N i =3A
I FF S AT I8 /0N B AT DL S fa s AR K. IF B2 PRI 2 AT LAEAR /M Bk Y 2 CD147CAR (13
ILFIThRE, XBAAFT K CAR-T 4ifuiyr MERIfERM . A B IR R S IERIE R H
T CART 20 G Y7 SLARR St 1 vl A7 PEUEE o

OR-017
The Otubain YOD1 Suppresses Aggregation and Activation
of the Signaling Adaptor MAVS through Lys63-Linked
Deubiquitination

B
BB

MAVS is a critical adaptor required for activating an innate antiviral immune response against
viral infection. The activation of MAVS requires modification of the Lys63-linked ubiquitination and
formation of prion-like aggregates. However, the molecular mechanisms regulating MAVS activity
remain largely obscured. In this study, we identified a deubiquitinase YOD1, also known as a
member of the ovarian tumor family, as a negative regulator of MAVS activation in both human
and murine cells. YOD1 was recruited to mitochondria to interact with MAVS through its UBX and
Znf domains after viral infection. Subsequently, YOD1 cleaved the K63-linked ubiquitination and
abrogated the formation of prion-like aggregates of MAVS, which led to attenuation of IRF3, P65
activation, and IFN-B production. Knockdown of YOD1 potentiated IRF3 and P65 activation, IFN-
B production, and antiviral innate immune response to RNA virus. Our findings thus provided, to
our knowledge, novel insights into the regulatory cascade of the cellular antiviral response
through YOD1-mediated K63-linked deubiquitination and aggregation of MAVS.
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OR-018
Casprl 7ERRIN & M K 4 paiE M ariEE e m I
BI{ER MM HIFAZ

JERF, X AR 88, T RE TR R, 77 SO, A5 R B 2R R A
T E ERPR SR B AT R, R SR AR

BAT B A A B, 30k T 4L P B2 41 i (braink microvascular endothelial cell, BMEC )[¥)
Casprl(Contactin-associated protein 1) 2 i 5 5 KA B 1= 28 3 2 aod i fivi B 5% (1) 52 A&, 111 BMEC
ik Casprl MIAER SR UMATE . RATE LR L HIES: BMEC AR 7EVER FERT R E A

(amyloid protein precursor, APP) e # A &5 Fin TAEVEM AR A i T FIE . fEARTF T,
AR BMEC ' Casprl sk i &9k 7 APP IEvER #E 8 B Tikfe, BPRE BR
sAPPa(soluble amyloid protein precursor o) ak, %455 5L A B 4HfH Casprl 2544 Mk
Br/NRILZE T sAPPa HI7KF- LA —2, #&7r Casprl 76 APP WIEHESEMFEE AN L=k sAPPa
FRESEEM. RIS RN, £55 APP DI sAPPa ) ADAM ik A+,
Casprl fg#y5PE T ADAMO ik, it ADAMO J2 515 6 RBEHR & 20 M1 45 & e o S s
UUUE, IESEHERF NF-kB % 7 Casprl /i3 ADAMO [3ik. 4 RieE£Y], BMEC
Casprl R Z M T NF-kB 55 MG L1k p65 A%, Casprl FRikH xh#rszis it
—HIESE T BIRGE R DL ERFAAS RN RN A R 4R, Casprl diEid NF-kB AR (5
SRR ADAMO (IR, HEMMTE APP VEETER AR ER FIN TR0 BN FH 48 TO e SRS 77
YERIH) sAPPa HIJE L. AHIT 78 4 I AR 4 L4 B e 2 Rt B i) ELAE AL RS SRR R 1 BT OB 2 %
Bl (CRBEZE K A RFH 7R 4#31571057 TEH)D .

OR-019
CYR61 jE{k i858 FIRitLEp it R AW HIF =

PR ER LRNBLL LR 2 FREDIL 1 28R A L B0 L O LR R L R AR
LAk KA PR 2
2. KT A B B

BRI E T 61 (CYR6L) fE4lpw b kIS, I HME i N IA R H
£ BRI TR T X CYR61 MR IR M AR NIRIE . ABt7Ed, 4l AN CYR61 mRNA FliE
HIRIA S S TSN, Smdutkd, CYR61 mRNA I A KR IA TS B N LLURE 5 k)
FIETEW 8. Sl NREEH A E A BN ChiP-seq BB/ 4s B EoR, R4 IR AREA
Wi, CYRGL K Nif, A 3 MBS 7. @ikl eRNA RIEEHL. ChIP-gPCR. Xt E
it Sz 56 RN G €0 R R B SL I (3C SEIG) , KRB IE W 45 M40 i bk NCM460 1, %A
CYR61 G s 7, MifESE gl HCT116 Al RKO 4R CYR61 Gt se 1, 545
WANHZE ChiP-seq HE - brah R—8. @i EIRILFEAFET)E 30 7R T F B i s R 145
GRFF, BTSN T FOXAL £ CYR61 )8 3h 1 X FIH 5 1 X #R G I 45 A 0 s, X
FOXAL #HATmibF It RIASL TR, FOXAL 75T CYR6L A3 T ftlon 12 [MMprgs &, HA
ek B B 1 AR O T X e o TR AL B AE AT, T H FOXAL T2 552 i i 52 w488 5 35 1k Sk 2 i
CYRG61 [MJHBI TGN . FOXAL fEM 5T X 'S SRS T HE A OB EM (H3K27ac)
N7 WA FOXAL £l il A OBkl CBP 44, dhmsmtysa 7igt:, 1% CBP
BEAT RS . CBP MM R R, CBP s 1 CYR61 Jash Mg ss 12 [AIMFEI AL, [FI A
AL S B TR 5R 7 X P o S AL IPE A . A0EREThREsE IR, FOXAL @it/ 54 58 1 Xt
CYR61 FiAM U, MR MR A6 1. AR 7 FOXAL A1 CBP /i S 58 %7

10



AR A R R AN F 0 B CIREEER RS I 4

CYRG61 J: K iAFALH], 18 T 350 7% CYRGL 5 78 45 e vh i Som L .

B RRE T 61 (CYR6L) {4l b makRis, FtHME i m NA RTEMH G H
R HATR TR T X CYR6L [MRIA VAT WA WARE . ABFFH, 25 A CYR61 mRNA Fl&
A B i TR SR, S5 ik, CYR61 mRNA A (A )2k 15 A A 20 Z3RE i i)
FIEEW —. S5 AR R4 5 BN ChiP-seq Bk i 4 Bk, E45 7 m AFEA
i, CYRGLERH N, A 3 MNMEAERIEM®T . @ikl eRNA RIEFH . ChIP-gPCR. Xt E&
it S 06 RN G €0 M) R A B SE G (3C SEIG) , KRB IEW 45 M40 fu bk NCM460 1, %A
CYRG61 (3G 581, TMESS 7 40H HCT116 1 RKO H#E CYR61 G, S45E
i NHLZU ChiP-seq FE /b ah B—3. @t B ILFRAFLE T 8 ) F A3 as + Fr Be i i e 81 45
SHEFE, AR FET FOXAL £ CYR61 (K5 51 X R 5 1 X #AG WAL 45 & 07 A %t
FOXAL #HATmiPFEAIE RIS TR, FOXAL N5 17 CYR6L a3 Alsa 1 [MMsEssi &, BHA
Rk 8 B 1 AR O T X et AL B AE A, T H FOXAL T2 552 i i 5 w488 5 35 1k ok 2 i
CYRG61 M)a 3 FiGPE . FOXAL fE3E 50T X (1 & 4IRS T HE A 4 uigi (H3K27ac)
T WIRE FOXAL & filid o dl 2 1 2Bk B CBP 4s &, dhimsmibsn gk, AT CBP
HATEE LS . CBP MR 7R, CBP A3 7 CYR6L BalFMMsE+ 2 [MIMFEE R, (AR A
ARG 81 I 5 1 X e B VAL VE . gl BRGE RS ThRE SR, FOXAL @il A 1858 1 X
CYRG61 KA AT, ML isg 4 e A2 RE /1. AWEFLERIT T FOXAL Al CBP /- S48 58 1 X
CYRG61 JE i 4ALH], 1B T 158 7% CYR61 815 7E 45 s b I Bom HLa .
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PU-001
E AR a3 BIER R BT T+ e E A AT BLm 4
ILBERTTE Meta 947 (GHEE)

g L5k 1, i 2
LIRIGE R B AR 7 = e
2. [ GE R A7 e B — I 2 i e s 6

B PP TR o B A [5] 50 4H M R AR YA T Sl A2 o AR08 1D I PR T 2K

Frvd il e SRS SCHR VAN BRI R R S, THENLR 2 B T A sC B R . e [ AR R SR
w4 rh ORI A SO . T R SEEARELL ). PubMed. Elsevier $47%E, #ZRA
DR 7 Fik FE A7 [ A 20 B RS ALY 7 e L Co RS 1) Bk, B R 2 T it o et ik #E7 [F) AT
HRREAE, R AH A Al el K A (R BRI 8 SCHR, PRI ANTIF ST SCER L, PR HCE s 5
K H] RevMan 5.3 #4317 Meta 53 #7 .

GER INWTRCHR 11 5, WFRXR 527 6, SE5¥0Rl, o BIMGOBERINUTD . MRS S A
P S e ) = 7 T AR AR I, X e FFE A ) B 40 % A AR B = 24 i R A P 7 2 R s R AT
tbie, AHotra RER: A=Ems % LVEF {§ WMD= 4.91 (3.17~6.65) , P<<0.00001; *
HEP IR AR W AN LVEDD { WMD =-4.15 (-5.18~-3.11) , P<<0.00001; LB M EHF WMD= -
4.09 (-5.68~-2.51) , P<<0.00001) , &45%E/R=IFEM1ZERA BE NG 2EE L.

g5 B IR IR TT el KA R IR T 4R B RS A T VA T RO A T AT A R A T
T, @elkEmmERE, SulolU e LLekas, LIRS LAskE, 7E bR R
BONIEYER T408, B L IRGER LA, 80 Ae AL R O WA R s, A4S R T AR
i/, IR — P g .

PU-002
BI3EEF PRPF31 & F c.544 618del75bp 3235:& 3 PR
MRNA RiZS 5 FEMEMMMEERT M

WA =, B
IR

OV I AR IE TE BN e iR B R R A8 (ADRP) K& RILEIE AT PRPF31
R 7HET EH MK K c.544_618del75bp 545 . AW AN EE T 1% ADRP KX &, JifF
IAE c.544 618del75bp 4%, 4T c.544 618del75bp U RAR MITHEENLHITN L. 2%, A
WAEE T ADRP K&, 0T KEER A 100 44 1@ Bt R DNA A1 cDNA #1T 7 PRPF31
X c.544_618del75bp AN A IR & I0AIE. 45 E R, B N9 4, ATl B A E 5
B, A IEE NSRRI RAE ., AWEEES T4 R E/R, c.544_618del75bp RAL T E 4 Y
PRPF31 & HEl K 25 NEIER. 4k, FATEE RT-PCR £l PRPF31 X1 ADRP [ Ath
FFFE RP9. ROM1. SNRNP200. TOPORS [f] mRNA #iXx, 48R E/R RP ¥ PRPF31 &
RAT RP9 ZEAF) mRNA FRiA/K T EEMMT A (P <0.05) . fa, AN B4 BRI
A PRPF31 R Rk #i R Bk % 4t Hek 293T 4Hfif, 45 B3 588 B YL 20 () mRNA £k
KO BERT B AR YA (P <0.05) . FRATIWFTLE KW, PRPF31 %X c.544_618del75bp
A ADRP HIEURRAE, RS PRPF31 JEE Rk BMEFIEAN L, SNG40 M 2% 1)
e JFHATREELI S U4/U6-US — SRR, #Eimssm RPO HEEMEIZE, HAFE RP 1
K.
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PU-003
The immune promotive effect of bioactive peptides may be
mediated by regulating the expression of SOCS1/ miR-155

MR, 7575 2
WS BERER 2 MY s e

The present study was designed to evaluate the effect of bioactive hepatic peptide (BHP) on the
immune function of mice and to examine the mechanism mediated by the related factors cytokine
suppressor of cytokine signaling 1 (SOCS1) and microRNA (miR)-155. The mice were divided
into eight groups. The proliferative ability of splenic lymphocytes was determined in vitro using a
Cell Counting kit-8 assay. Wright's staining was used to assess the phagocytic function of
macrophages. Histological changes in the spleen were evaluated by hematoxylin-eosin
staining. The relevant factors SOCS1/miR-155 were assessed by immunohistochemistry and
reverse transcription fluorescence-quantitative polymerase chain reaction analysis. The levels of
the cytokines TGF-B1, IL-10 and IL-17A were determined by enzyme-linked immunosorbent
assay.Compared with the control mice, the normal peptide group mice exhibited increased spleen
and thymus indices, percentages of lymphocyte subsets, macrophage phagocytosis percentages,
phagocytic indices, splenic lymphocyte proliferation and expression of miR-155;however, the
expression of SOCS1 was decreased in the normal peptide groups to varying extents.Similar
results were obtained in the immunosuppressive group and its peptide-treated group.In addition
to IL-17A, the secretion of TGF-B1 and IL-10 is also different in the experimental group.

PU-004
FEREMER BRGL B IR R4 -AL AR 4E AR
FURIBE O TLENL

PURTRERTH
A B R

TR RO 42 SECOThREBR R IR BB M O TE . Uk B 1 AT 2 40 o it 2T 4 -1
FET 4 240 W 3 A (FMY T) T 7R O LT A FE Ry i L M . MRl B RAAE AL T brahma-
related gene 1 (BRGL)TE-LLEF4EALIE FE AR IIAEH

THEMEER HATEDE BRG1-Flox (Smaracaf/f) i /N B-5 BAT 4E4H ks 57 () Cre(Colla2-Cre) i
F/N AT 22 28 3R AT BOAT 4E A0 25 A bR BRGL /R . i@ I ) =3 AKUR 4R (transverse
aortic constriction (TAC)) Ki%x S OMFAF4ift. S5FEZERE AER/NRAAL, BAr4Edi s BRGL
F/NRIEAT TAC FARGOMLF4Ei i Rk, BRIV RERKIA T, RIREDIRN Y
AP X IR, R HEAGER B B ORI R & E PR . 5IXEIRbRAERT R 2 TAC FAR
Ji i B SRR T3 A AR VR R T =, DI REAR B . TEEE IR B o AR AR K R T A At 4 4 g
(neonatal rat cardiac fibroblast cells (NRCFs)) , TGF-b 4bF{E it BRG1 454 R LT 4EAb I [ i)
BT, BN RNA i) BRGL 920 T TGF-b 7 SR A 4E4b LR 3R IE . ML ok
¥, BRGLIE S LR T SRF, SMAD3, LK MKLL AHEAEFH R AR LT 4EAL DR ) e 5%

Betty i %% I (Chromatin immunoprecipitation (ChIP)) 23647~ BRGL kil 1 i 4
HE (BT H3K9, =HEALM H3K4A) TEMRLF4EbREF A7 ERRRER, FEFRE (e 74
MR A Can = L H3KO B = HIBEAK ) H3K27) %K.

g A EIEE R BRGL il M 14 77 i f (e £F A0 F (10 5 e ik FMy T M 7E O LT 4
et FE i A . B BRGL A LAP= AR50 33 358 (8 B T 7 SRS

14
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PU-005
FERELHFH BRGL MR REULFERBMYT
MEREIBEH IR

FRABRH AT
P PR R

WE M IAE, SRR, V2O B 0 BRI . B AR L] H A T
FiEHE. UEMRKEIT LPS i SRS 3% 1M P R 4 Bt KRR R PRIz, LR
FAR R RMIBAE N PRI EAEH . ARIFRKRI, LPS HSHE, JtEHEA BRGL ENML
T NF-kB Fzh T &, St =HEAR H3KO #iER It NF-KB [R5 7 ELE . #—F
A5 2o LPS OB AE NF-KB #E3 h 1% H3K9 2 I 3Lk EF IMID2A F1 H3K4 FHILAL HEH4 il
SET1A [M#A%E. JMID2A /- 3H H3K9 L H AL SETIA 5 NF-kB HJ5 3+  Jo vk 264 .
JMJID2A Fl SET1A @i 4EkF NF-kB 454, X LPS i S HE 2 4 fa A 7 1) ) U BE Z2 O0 2L,
FEIEK)SE, BRGL GEMMH IMID2A Al SETIA WIFFEEHEFE LI LA EAEN . &), WEFEEmRG
BRG1 fg /I BRI PRI 1 M5 o AR IR Fi b s — DT RAEAE WL, X LPS 51 M) e
RIE 2R MR A T RHER R .

PU-006
MKL1 B3 RIIBEHE TWISTL 2 FHKR it
A 1B BRAE AL AT A 4E 4L

R RTE
P R R

LEMEN IEMNA4E R NS 0R R F 48T MR AT P B 40 i vl id@ i Rz 18] i % 1k
(EndMT) {32 ILER£F 4 4 M v AL AN 2% B 4R 4k fb o IR AE IR IBRAL LR AN 2. fEIX L, &
I 70 R B EAZA N % 1 (MKLL) , —FhEEsRii 457, AT LU EndMT.

e FATED MKILT /NRE Cdh5-Cre /MR ZRAS R SEIAE N R bR MKLL. @ IHE 4550
(BDL) 7E/NRH AT 4iAb . @ 1ok & R e /N R il SR 4L

GEEL MKLL #IHI s AH] 7 TGF-B 551 EndMT. P 2R MKLL B2 g% 7 /N BRI AT
YT T4l . ML B, MKLL BE54E3] TWISTL )53 71X, HJg EndMT £ 2
AT, HEL STAT3 Mkt 77 =UBE TWISTL #5% . #t— B dr R MKLL B 520 8 1 H
FAHFRE SETL SRAIB TWISTL #3%, LUEm TWISTL Bah TR B m gt . W IZgiie+
SET1 HyBkKFIAEMARSMEDT EndMT BLEEAR NG44k . a5, DNorTFHE% harmine Xf
TWISTL (14 F mT 7E 85 75 4t f e 0] EndMT LA TE/IN B #0127 44k

g BATMEIEE R T EndMT FIZ8E LI — R R Ws AL L], R T 48R STAT3-
MKL1-SET1-TWISTL ] § & F 1 7 4R 4EAb 1 R A=
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PU-007
Acetylshikonin induces apoptosis of human leukemia cell
line K562 by involving the modulation of ROS
accumulation and blocking NF-kB signaling

BB DU, TR M R 2 BRI, PN = ThiE
AR — R

Abstrct Acetylshikonin, a natural naphthoquinone derivative compound, holds anti-bacterial, anti-
inflammatory, and anti-tumor activities. The purpose of the present study was to investigate
whether acetylshikonin could induce K562 cells apoptotic and regulate the NF-kB signaling
pathway. The results showed that K562 cell viability was significantly inhibited by the
acetylshikonin. Acetylshikonin arrested the k562 cell cycle primarily at S phase. The results also
showed that acetylshikonin induced cell apoptosis in a dose-dependent manner. K562 cells
treated with acetylshikonin resulted in profound induction of apoptosis accompanied by rapid
generation of reactive oxygen species (ROS). The levels of the pro-apoptotic proteins Bax,
cleaved PARP and cleaved caspase-3 increased with increasing concentration of acetylshikonin,
while the anti-apoptosis protein Bcl-2 was downregulated. Cyt ¢ and AlF, which are characteristic
proteins of the mitochondria-regulated intrinsic apoptosis pathway, also increased in the cytosol
with increasing concentrations of the acetylshikonin. In addition, acetylshikonin could lead to a
block of NF-kB signaling pathway. These results showed that acetylshikonin significantly induces
cell apoptosis by involving the modulation of ROS accumulation and blocking of NF-kB.

PU-008
/R K B F 524k - B 15558 B 5 T iR M0 /5 1 i B P
That ¥k & B{ERHLBIFARSE

BN LARKESE TRIAFS 1% L RN AR LRI R
LA R ARER
2. A B ARER

B o0 /MR EPEAE KK 7524k PDGFR-B {55 7E M L5 Mk E e (BBB) 1BE K IREKE
HIER

Fii%k FIH Cre-loxp EAE R HINEA G KR 7% R A1 PDGFR-B EH @R/ (Esr-KO)
R EAL =R K R 3 Bkie € (MCAO) Fiwsk i/ AR . 04 MCAO Jai/KIM R 1TH
Thag. BHEHEA (TIs) MRELLK TIs BMEEM ISR . 0N 5 40/ R 40 1k 41 5 A
BBB #Y, F:Hmus A4l PDGFR-B HIkiA, il TGF-B WahFIE sz & HiAEH G “C-1E
WERBIZENE; K PDGF-BB 5 anti-TGF-B1 /EAH G A4 p-Smad2/3 HIkiA. M= MNES TGF-
B1J&, 7t MCAO Ja KM AT NIIREM B ZERE R (TIs) RIEMLAE.

LER KBS, Esr-KO LAk BT Bk (B 1A o METhAsk E RS (B 1B, C) .
TJs EAFERED (F 2) o WEMEREEE . TIs gz (B 3) . TGF-B fHH%X
s> (B 4) o ANEME TGF-B1 Al /22 f# i PDGFR-B siRNA 75 S 3L R AU %1 14C-FE b
BINEEENE (B 5A. D) ; SB431542 (TGF-BR1 FEHi74M4]) Al nEwEX —1EH (& 5A.
D) . #MNEYE PDGF-BB A B B34 N A 4ifurh TGF-B 15 58 Fiif T p-Smad2/3 & HKIA;
MAMNEE TGF-BL FifAk ] #4414 PDGF-BB X} T- Smad2/3 itk (& 5E) . T-HLMLE 6
K, WK TGF-B1 nI 4 Jk4% Esr-KO Ak (K 5F) | fRidtm&Thnetk 2 (K 56)
WHNER M2 X K% iEREH (Claudins. Occludin) #£ix (K 5H) .
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2% PDGFR-B 55 Z2&4rgtiEil TGF-B NS 5ikEki 5 BBB BE kIJRek Eid e, 7 h4
S TR Y05 O 7 T I PR B T8 B AT 7 ATV T

PU-009
AR RNA FER/RZEEREPRFHERRIERINEEMN R

HME,E eI, I, Kb, £
HsEAEE R B A XN R R

FEgmi% RNA (ncRNAD 7E AD KA R IE R ZAER], circRNA J&—M4FFk I ncRNA,
HA microRNA (miRNA)E4R I DIRE, FEIEE IR RNA 5 miRNA FIAH AR A 2 MG S8k .
R RNA FENNIEMETES RNA, BFFTCIAERTRZEHEER (AD) W YER B S L. fEAHT
FiHt, KA circRNA S0 3 45 AD i3 A 4 44 4@ Bt FE Y 40 1 = 4B ) circRNA 34T 2
i 10 22 7RIS KT circRNA; KA microRNA SZH¢ A & [7] 5 (mirSVR) FIEE K AR 1 (GO) /i, 456

CrR# RN R TN ERRNAKEGG)EE 1T, W ZFIERIEN circRNA [ 7E
Rl ARG AE D Dt . BEFURIL, 1 AD B b2 R PERIAN circRNA A 754 />, Hrb Bl 311
A, TN 443 4~ (p <0.05, foldfold change 2 2) . $#kit hsa_circ_0062028 .
hsa _circ_0045808 . hsa_circ_0070162 . hsa circ_0001929 . hsa_circ_0092223 .
hsa_circ_0092270 #17T gRT-PCR i, KIS {EREXMEAAHLL, AD & w20 40 & i E 40
hsa_circ_0062028. hsa_circ_0045808. hsa_circ_0070162. hsa_circ_0001929 ik & T,
hsa_circ_0092223 . hsa_circ_0092270 *iAH & L], 5& g R —8. #—Px
hsa_circ_0045808 . hsa_circ_0070162 . hsa_circ_0092270 [ 4= #1145 1 2 2 #r T 4 2
ccircRNA-miRNA-mMRNA M4 &, i 7R B ZF circRNA 76 AD 3 MR A4 B 7w Rk, #
93 2 R RIE W circRNA A fgidid 35 5+ 2455 7/ RNA 3% AD (IR A K.

PU-010
AZD8055 B &4k HUCCT1 iR
K EMT #HiZRM IR

ET M 122 LR 3 12
LIE K IR I
2 B
3B R T A SR 5

HE "AIEHEMEREEA (MTOR) WEHHI5 AZD8055 7r i NAHAE 4N HUCCTL 1)
R K EMT BEREH 0 1E H & o il .

FiE KR MTT 5T RS20 K6 AZD8055 Mol IH A4 Jas 4H Mo 5 () 2 s RIJR & S od A
Transwel /N2 T F S2I8 k6 AZD8055 % HUCCTL 4 fuf [m FIGN [T FE BE JT e 28 (3 Ede sk
RN EMT frEAHKE A AKUMTOR {5 5@ B & A & DEK EHMEIA; FIH STITCH.
GeneMANIA ¥ %, 74 AZD8055. DEK. Akt 15 SiEIAMH HAER % &; 7 DEK R ITER)E,
K MRS 40 MG T TE . TR RE 11 ) AKUMTOR 13 538 B8 FH G B 1 261k /K P 1284k

GER T SRR O R RS 45 IR R, ANFEREER AZD8055 B HIHI IH A 41l HUCCTL
A RE /1 (P<0.01) 5 RIJEE&SZIGF Transwel NEILF LI RN R, HZHM B S
WP ae I BEFIK (P<0.0D) ; EEEESLEESRER, SXTEAMHL, AZD8055 kb
Akt 155K EE Akt S6. 4EBP1 & A RIS KL /KT K, EMT brEWEA E-
Cadherin 13R1& i, Vimentin, Snail FIRA T, DEK SHAMIFIEHE TR, B ES T4
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7x, AZD8055. DEK. Akt 55 @ = H A EAEH LR JUER DEK A AT B 2 40| JH & e
MM AE ST R RE /1 (P<0.01) , H il Akt. S6. 4EBP1 & A IR IL K.

45 ZD8055 I HUCCTL 4IR iR & EMT #EfE, HALHI S N DEK, if] AKUmTOR {55
EEAE .

PU-011
WEHHF FAREEFEREYSBEEFPRRER
X
K2 B

WE AU S A R G N BCARTE R e, XA R VR ) A AR R AT T 5
B, FEMZEHECE VBTN, X HEARORMN A RGEEEAT MG R Geit . X e 2
i S R S RS A R R o s R A B I SR A AN 4206

PU-012
B SR EFE A RREMNER

WE BRI R EGHESNA KT, KB M S 2 PO TR R L Rl &
oA TTEREE, RIEA4IRAEY) Sty Hil, BT EPAARMEZMRAY S5 BfE 2B AR
FER AR AT + AT S B R e e, Rk, wEMVEEEMN. @M rEBeRm
V=Sl ke /RSP Lok ¢ PP I T K SEn YIRS € € Su s WIIAE -

PU-013
ET ACO SR IEFHEM FRIENL ACO NRRE

ZRIRAN, S 5 KPR SRR TS YAl A R, B i R S R T
o ] 2R 2 e &AL AT B 2 e 25 W T P

HE Tk, WA ZETEEOR (COPD) JF R CAEZ IR K RIE. GINA F1 GOLD 2 i
Mt 15 11k B 2 14 i %975 58  (asthma-COPD overlap, ACO) HE& . Ik REHE L1687 HEN] . SR
MM, %R RAEFNLE AR B, Ho ACO FMshE AL sk, ™ & gmm H I 70 SRy T 2
VIR L, ARWFFEIET ACO 3 BRI g v 1 R A R 8 P AL 20 i VR & JRE FRIREAIE,  F
FREE T — R ACO IMEMAR/NREA, DR ACO RIRHLHITE 7T A G yT 25T R Ae ity
o

Fi%E Balb/C /MR (18~20g) BENL N 4 4, 2 AXTHRAL. BEnG4l. COPD 41fl ACO 41,
BZNG A ACO 41525655 1. 7. 14 RIEETEST OVA+ESALEE B R B, %5 26, 27, 28 K, %ES:
ZRAETETE OVA WWGHIT I, COPD Al ACO 4H/NR S LA & I e 2 Bl (LPS) & v, &
0T HR ZH B s v S R R E AR B AR K . RIRIE: 24 /NS, RREEALSESH P FEECH o /N BRI
OB R REATARE, TR . MIRAES HE SRR U ZH S BE ARk i i 4y
FEUT BRI il v E S VR (BALF) R 1 4B 0 28T H 78 4k Elisa vEKCI BALF H 28 PER 77K~
Ak
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LB ACO /DNRECZ AXTIRA, BEiG AT COPD /)N B S A8 A 4 8 Bl 8 h IR B 1 %2,
BALF A1 4f . WA AL . S dnpfe. rPERIgEp . PERRTERI A M) B E I 2, SRR A
COPD /MR AHEL, ACO 4/ BALF HHY IL-4. IL-6. TNF-a 4Bk 2T 5.

i N OVA+E SRS, WEAIHSETE OVA Al LPS 1J LL5| /N iR 240 2R 28 5 Hi s
NE, RIHE ACO INMEIARIMHIR G SIERFE, AV R ACO IR INEE JOERFE, " H T
ACO KImALH e H 25 ia 7 /E FH 9L

PU-014
A EE R IEIEE T A A AR e M F 1T AR

2 e, 0 AR AR
TR RS — IR BBt

B i N A MR FE IR X R 4l B A=Y AT N

FiE NHE QGY-7703 4177 R0 HA K, 73 A Heph T 15 7R ER 25em2 Bi i . R BEML
B 20 BRI BIBERHL N 2 2 (n=8) : ghAimE (N 41) 1000umol/L; AifLIEiE4 (B
ZH) : 1000umol/L; M ANER &) RPM-1640 55374, 775 TWFF 24. 48 A1 72h if >R cck-8
TR E S H A B TR . T E 48h 5, B U x40 B ARG DU #5220 P o) T 2 R LB HE s SR
FAFIH Transwell /N2t % 2H 40 f i) 12 22 AT R g

g 5 B4, N AR mE T m, EAKE 250 R Rk BE A TR i3 i s, B
U B AT TR) (AR AL, 22 S A Ge it L (P<0.05) . 5 B 4AHEL, N ZH40 T /% M2 2268 /) 1%
%, B AERZGYE IR 3G i PR, BAA KRB, ZR A5 %8 X (P<0.05) . 5 B
HELER, NAAIM GL HIgiuE 2y th3g Tt &, S HAFE M HI4M M 7 43 L3 B A, BLAK BB 25901 Ik
B 3 AR AL, BT IR AR, 2R SR L (P<0.05) .

ZE YA RN A ST AT DA AT QGY-7703 4G 5E, I AT B ATE QGY-7703 4
IR ZERGERE RIS F, AT RS- A BE 40 0 0 T 1o 40 A i K A B A 2% o

PU-015
EFREARMARER N BEACERRRE S L

2400 03, R, B T2, I
R

WA — [TEA T Z BT LU R N MBI BOR o FERT FUAE #e rhoF st it vk it 2K
AR SCIR TR, X0 TR INTRIZ B () BRS843R0 T IR T BT BB o A H ot
FAEW U E AR Y A SR IR T B T A X R R AR B N E: B, AR
tho BATB TP SEIR A 0, AR 5-FU XK Edi il & HCT116 40/ B
i E AR A ARG CD44 7E R & HCT116 PRIk E ol P sie N A AMUAE
URAER 8] EiE 22 A scts, S B AR R A AR R BAR R . 5, BRAEEA
AR A O AN 2 B IR 2R, BATRI T 5 BB A58 OB S RN T
2o BI AR AR A 00t = (0 B0 7 ST B AR B IR SCAR R il A0 4, i RE S SE a6 R L B U
Giot BNV AT R 20 Hr s B IXAE AR o, BRI IR IR R, IR RRACR . &
=, URFERISEHt. e RIIRIHE, HRMAREASR, N5 EHURIE LB, H)a T/
Hitie. B, MEFE. WIEEZ MBI E R (572D MSLIBRIEMRE A, Byl
REZ SR, FOCHPRIS, PR ENLERIE UL REEER e, AMUGRRE T RERARESIT
BAERES), EREFR TR AR R 2 ATRE S, B T AEAE AR SRR AT B2 ST A th R I SR 2258
T3

19



AR A R R AN F 0 B CIREEER RS I 4

PU-016
PRI B F il 2R i i R R 37 R I - B S E 3549 AL U R 53

SU, G, 2
AR ALK

IS MRS M-S (RD A AEFAE WA AR 7 (Augmenter of
liver regeneration, ALR, £:[X[4 Gfer) mJLLGRAP AR IRI, (HALSIMAIGRE . S0, Lhifks)
APHE IRl PORIEEEER . 1E NGRS RMZOEE, 311FMKEND | (Dynamin-related
protein, Drpl) Z 54 FLRRIBEMMIT T, HIGEMEZ 2 ZMEIEEEMH ST . Drpl KA
(S616) =2z %4k (Small ubiquitin-like modifier, SUMO1) f&1filct, Drpl 5 42 i M o 2 47 35 5]
LRRIRANE, RIFLRARDIEER, BIRRiRBEfett, SRAREE o /NRMARET. &
fITEESE (Zhang & An, Hepatology, 2017) , ALR A] LA3I##i| Drp1S66 fi i 4b M i A 47 22 R
B AW ETEHER RIS, Drpl 2547 SUMO 1L&1F? SUMO &1t Drpl Hekifiik
A1 ARG e AR ) B AN 24840 ? X i 22 52 ALR 1452

RS 7 SEIAE A Gfer FdL fER M AN R, Hil# Gfer BREEFRA TR (Gfer' , W
5% Gfer SU X} Drpd A& S X LR AR TE S T RERZ A o

GZiERH 1) Drpl AT R4 SUMO {hiEii. B -E 4 (H-R) AFJE, ik Gfer 48t
SUMO1, E1 j5{kbfE (UBA2) Al E2 454 (Ubc9) [FIA &5 x IEAM tbts B2 T, i ml kb
Gfer 5 iX L35 Hr U B 2 B . SUMO E1fis A 5m Drpl (RIAfE. 2) SUMO &4fffm Drpl £
BAEERL, 78 H-R ACBEJS, Eosk Gfer IJ{E# Drpl 1 SUMO &4, [FIRt<> S:51410 Drpl 48 kiik
A2, SRERER AN, BRRALREC. A SUMO #ifil7] (2D-08) #iti] Drpl (1) SUMO
e, MERAABRE A A KRS, TEELRTFEIR. Mk, B% Gfer WA FREE. 3D
Drpl KIBEER{LIEM S SUMO B4FfH Efbi. @i 5 DrplSeteAgeAnfk, B 1k; % Drpl
] SUMO %48/ (K594R, K597R, K606R, K608R, El 4 KR) , #ifi] SUMO 1k. 455 5K,
| Drpl RS, L SUMO fLBHEIEE; i SUMO )G, HEEILK TS . $em,
Drpl fffRik5 SUMO fhi&ifi, AHEFESL, SLFEIFEmMARAREAL, kMR ik rfass. shse
WEERELH. IR G, Gfer/NRAFHZIH SUMO1. Ubc9 LK E3 EFERF Mull (1314 A0 B A4
RUNRIA R L, 5 H-R BEASZIGERMML. 2 Bk, ALR AUAIIH] Drpl BRIk, R EH
i3 SUMO &M, PIRME A BLAN TS, #E—2B W51k Drpl Sefifqi% fr LA B 2R i ], AT £&
PR T IR 5. AL ALR ARIP R I-FEE S 51 R SV IR 4 L S (= 1K
o

ok

PU-017
PREMFHFAXSERSKK

2R LT AR LR, B R, SR S5 T, E A
IR SN

BEE DA NITERENREULE TG L, FE40. BREEEBON A TTESCE
HIFT RIS . B RETHLE A 2 — P s R T, 2 S 2 AR N5 B &0 . 307
ORI, TSR AERAE R RETHL. WA A el SR R RETHL, M BRAL, (et an e
MR AR SO 1 — MR BTSN R HME A TE .. ASCTR RIS A AR5 &
HiBham A A REE e, B HEIE N HEIER . HEIAWIHLAE, @Nr ey LA IR, R
e R EBIT S N T AREY) AR S, SR AW e . i WG AT
A, AR AR+ SCT A R B R, R AR R R R, IR
JaHEIE I HEIA I WL 32 B it A #E AT )5, 85% M2 AR M RAG R 7T, M
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39.3% M)A AR HAROR WL T, BARRMORET . Je B8R gy, NAZ K T fE A s
HREHINES CoyIRr

PU-018
SFRP4 I EE B

LIt o R A
Iili 7 7 R K

SFRP (secreted frizzled-related protein) J&—R/M R E AZKE, LS &H LA M4
FIEURAE (%45 M TR0 2 i 2 T 5 24K Wint 45 &0 s E AR . SFRP4 &2 SFRP SRR
7, RIEFARMAL LEBE, S5REMMMFET.. HEMSMEE.

A, WEHNGE T sfrpd M Wnt (55 1&1%, MNiMBRZAM . EARSLE , #widf
PEgett, TATKIL SFRP4A 1E AFUVNR M EBZPEARIL, KR EsMEMARE . TR
sfrp4 fEBEAKAM BRI MER, RATBLHREHESDNREHSIRKRKEREEEL, &
sfrpd Fz RS B Rk . FRACKS R LD e 5 R SFRPA $ik T BRI EA, (HERL MR IREE
5E#. 5 PBS XTHRACEIZHAHLL, SFRP4 A3 EREAMFEMAEAFRAEA. AT K
W, SFRP4 fMHEAH I BREMFIAE, NIGIT BRER A RSSO T ERGIT M.

PU-019
ARMMBES XBP1s M SEQEBEAIEIFSHME 5

WY B0 R L B L L LR L S
RIE S P
2. P KA B — MR IR

HE ZkMWiEEEE (Multiple myeloma, MM) & —FP KRR T 2K /LR B Ik B2 L 1) 3% Ik &R
RE o DAV B VRIS RRCE BRSO R AU BB E W (Myeloma bone disease, MBD) &
MM BEEMIFERIESWTRE . LUK (Bortezomib, BTZ) . RiEfK (Carfilzomib,CFZ)

AR R A BRI 7] (Proteasome inhibitor, P1) H AT R&VATT MM KRB 259 . fEIR RIS
JTSEE R, ZRAAM A IR S, [FIN R — e R s R E R, AR T
BLA AN T 4

Fiik ARG DL/ R B 78R T4 (Mesenchymal stem cell, MSCs) /) BB S5 i i
R4y (MC3T3-EL) S A, = &0 A & H B AR 55035 5 im0 AL A 5 2 7 L

(1) R PG G th . BB IR G 2 (A 0IE ST RV BE 2 BRI 77 BTZ. CFZ X T R L1
R, (2) 3T Real-time PCR. Western Blotting #:ill BTZ 4b3 24 h Ji5, _FiRZH M i AH 5448
FREGFEIE . PN RS S B % 1A s (3D 5 e 1 P9 ol P S = il B T 1) MKC 3946
(IREla #il5f) « GSK2606414 (PERK 7)) FHIAH I 5 il B KPR FLH AT Besr 24 152
M (4) @AMt R XBP1s, MERHX THESeifm; (5) FT 5
C57BL/KaLwRij /N, » FIF] microCT W% BTZ LA K BTZ Bt& MKC3946 X /N B B 41412
FHR SRR .

g8 (L WKE BTZ, CFZ e fedbslid i, (20 B ABEARINHIFIE T 2 5 W s
NS SiE % IRE1la-XBP1s DL PERK-ATF4 {55 BMHNEHA IS (3) WG S5 5@
XBP1s X} ATF4 fF/EIERBUATER: (4) iTFIiE XBP1s fE#6iES MSCs KRARE 71L;

(5) microCT 7EARNIUER, BTZ ReS (it & /N LL KB IR G, (HEHNT XBP1s J5mT LIk BTZ
et B L AEH
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S50 HR MR R R E L Y S OR A T R AR L TGRS TR, SR R
55 il XBP1s fiE LRI R b 40 A

PU-020
Correlative analyses of Shh signaling with resveratrol-
induced differentiation and apoptosis of human
medulloblastoma cells

FIRF, AR, SR, 7 LR W e e, i)
KRIEERIKZ

Medulloblastoma (MB) arises from neuronal progenitors with defects in cerebellum development-
related signalings. Sonic hedgehog (Shh) signaling plays important roles in normal cerebellum
development. Thus, altered Shh signaling seems linked with resveratrol-exhibited anti-
medulloblastoma effects. However, the influence of resveratrol on Shh signaling of MB cells has
not been described. In this study, Shh, Glil, N-Myc and cyclinD1 were expressed in normally
cultured UW228-2 and -3 cells (two human medulloblastoma cell lines), which were respectively
down-regulated in both cell lines after resveratrol (100uM) treatment along with differentiation and
apoptosis of MB cells. Treatments with Shh selective inhibitors revealed that GANT61 (a Gli
antagonist), not cyclopamine (an inhibitor of SMO), could effectively suppress the proliferation of
Uw228-2, 3 cells in atime and dose-related fashion. Furthermore, downregulation of Glil
expression by siRNA interference inhibited MB cell growth. These results demonstrated that 1)
activation of Shh signaling was involved in medulloblastoma cell proliferation, 2) Shh pathway
activation occurred in downstream of Smo in UW228-2 and -3 cell lines and 3) the inhibitory effect
of resveratrol on Shh signaling was related with resveratrol-exhibited anti-medulloblastoma effect.

PU-021
MR GLUTL A FES K sEERHERFER

P, XU, T, R DR N, 28 /NS, 5 ST, X AR 8 A R o A
T ERFR SR B MM A0, BOE R AR e =

AR R R AN E R A 2 . AR R E IR G o, TR R
AR AL DX e i LA R 2 W AR KPR T o 70 R i v 116 5] 3 30 3 e 27 P 52 &4 S )
HNER S R AN ST, 3k R I A DA S R e R I . A SRIR I, KA T
DR AT DL S B I A, T i L R 53455 i % S G P A RE AT, T R G P A T T
e, (HHARIERNLE G E . EARFA, ARSI R AT 1 R A 22 5 BOK BRI Rz 5 76 22 4
TR, WA KRR A EY L EEEE (T FEEA ZO0-1 MREN FH; 15k
Ahszigrh, AR ES BRI N R A0 ZO-1 7840 M 0 A AN LR K Rk I T . X tegh iR
KRR AT R R AR EE e S BN B (BBB) 4% A i A A RS . SR Ak, BRATRSEIE KR
B, KM AT R RS SE KR BBB AR A & e AR Ak R b, TR RIS T A K
W MR A P2 E A 1 (GLUTL) MERIE. RAMEIGH R, AT R AL 3 BRI AN B
M GLUTL RiEMIFEMC. DL ES4SREUR, GLUTL 25 7 r KA S BBB fiffifidfe. #t—15
PRI, GLUTL RIAR IR & T R F 5280 BBB 1% LA L8 A MEHe i s hg . FRAT/EER
FAT R FE GLUTL Rk FRMLEIF &I, »TRFE L SIRTL %I, JEH SIRTL BTHLaets s
ARSI GLUTL £IA R, BBB #4% LA KA A RIS . 25 LT, mTRPEE SIRT1
T GLUTL RIA, 3k T2 BBB #5147 LA A & B AT . AT 72 mT-R K S 201 BBB i)
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e A RS 1 Ve FALAI SR AL T BB, . CRWFR 2 H K SRR 24 3 4431701024 FIiL
A RIS 3h 2445 T I H #20170520420 HEE)D

PU-022
ALR B A RR AR LEPC 4 RIMFE AR
i

SRR JE A T4H8 (Liver stem cells, LSCs) G BAEIEAL, 75— EFEE _EBURZ 3
Framp. AIIEER, HEAEREMEKEF (Augmenter of liver regeneration, ALR) wJ @i i 5 /)N i
WERGT4HM (ESC) ZRRiRShA-F1lif, 4i¥F ESC THIMIFFIE. 1H ALR & 755X FF a4 i 2 A
TR DA BOX R R XS TR R S A, MR RIS, AU B EHEFURTT ALR RIAXTF /N R
BT T-40 M (Liver epithelial progenitor cell, LEPCs) £&Ki 1A 5h 2 T %7 5 Th RE 1 52 Wi LA K A2 i3k
LEPCs 5 /- Lt R E A . 455K, Rk ALR, LPECs S45ERE /W Simss, (7] H 480 i
WEVRIE TR MidHRE ALR, LEPCs fERFFHAMEAFER RIS, 358 R 1R 5. R CCla
PR N R R Y, 4 ALR MR (ALR-siRNA) Flid ik (ALR-Tx) ) LEPCs (1
K EHEMEANRD 2 BN S RN EVESI YA . S5 SR AI,  FEREE /IS BT AT Y Gt fA
ekl (Sry) Rik, W] LEPCs fEMAT &) E I IER2 SIS 01k, 51 ALR-siRNA-
LEPCs ah¥ftt, #7# ALR-Tx -LEPCs F248/N i ALT Al AST B3 F& (P=0.0002) . HE %t
PR, $#5% ALR-TX-LEPC A8 /N BRUFFIE 40407 X S B 2 4 /)N, FA/80 JLfaiiE B, 98 14 240 s i ik
o N ERT ALR-TX RATHLE, FA1% LEPCs Zekifk /> 2441 55Hs Drpl (dynamin-related
protein-1) #AIAEALIATHIF . ALR-TX J&, LEPC #Hffirh Drpl Rishahn, Zkifk iR, £
FARIPIR BEDh R A fpdt— 0kl . #EtbHEie, dRiL ALR ) LEPCs X4 th kA S iz 2 1E
. HALE ] Ge 5 e 2R AR a1, RRFAEIRE WA OC. A FC AT A A AR 7 AR
PR TRt 1R B .

PU-023
M SR BEER (ZA)IEE RhoA/YAP S5 EEEHH] TSC2 3RS | K /Y
iR EEFBAELAMBMMELZE

FEEL LROPHT TR RN 3 8 1 2 Al et T ki T e LS, i 2, e 6 R A 21
LRRRY 2.F S ERREME IR KRR 3.5 UL R 4.5 5 R4 B2 2 Bt MY I B I Bt
5./ 5t PR 25 KA MY PG BR 45 5 DR e 6.2 FOKS2 I I rh iR e
7 HEARRER IR A E R E AR =

fiili bk B2 42 P93 UL (lymphangioleiomyomatosis, LAM) & —F 22 %05 T 2o itk (1 45 15 YRt 1 b i
BRI E, KZH TSC2 (tuberous sclerosis complex2) PR ZRASFTE, 3B A& 5 R g
WLFEAR B LE Ml FE R A, B R B < . i AT S B B 45 M s . Bar, HinE
Z (rapamycin, RAPA) LK AR IR i ZRP% VA T7 10 FI 254, 184525 5 £ W1 I
2, BIERS LAM P 257 R BAF I 8ia vl . FATRIHE 70 % I i g Sh——ek 1B iR (zoledronic
acid, ZA) TEMRAMIHIEEFRA LAM /N R SR 3 BE AT 244 TSC2 SR 41 M 3 5 vl i &
HPET. A, BEARINER IR A REES T /N R A R s R, AR TR T 2
i T G J S AR (1 SR o B AR AL R T BRATTR B, MR BERRTE TSC2 874 m Jd ik B¢
IRER A S5 R IR AB e L A A i S B i AR A 1V I 4 GTPase RhoA & AR ELL, B&
REEAEME, MmEmE YAP EAMFEAEL, —HmHMEl TSC2 AMpEM: 57
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I, MORPHREES S AN A, FHYAP RAKHZEM, R&FH TSC2 RAMMIAT .
b, FRATHIRT T4 RO R I T T B N IR o 08 2 452 24 1 B SR A'R 1 ISR 43 1 B e ok

e

PU-024
Rt 13912.12 Frfa MR RE RXMEIFEX

HSSLRE L2 FEREAR B2 0 V2K L2 A L2 i 3 2R 4 HTGAT 30, R 3 TR V2 A L2 Rk 12,60 12
ZEE A ATTOR 4R 50 B 1R R 4, LI B8, AN K 12
LR BERERETLIR A N KD RE D RS R AH 2 B USRI 8 2. B AL KA 4 A W2 &
3 R E R R A A B P 2 [ R L S =
A BWERRFE=WBER (ZrEMEERD MR LR R
5. M R R AR B AT 2 5 AEM ST &R
6. 19 5L EE RS2 R Fh a5 48 88 A b A5 M 7 i B e S S R A B 2 W R 3T

it R OK 22 BOBNVE IR 35 8 T SR i amk, ROWMLEI 2%, BA BRI, BE R RAE
e () A AR AN R e R B EAR A, R S B AR L, A RS e e AR, fe ML
TR AT L BERTEE,  H AT T s A AL R U A TR . Tag-SNP rs753955 (A>G)fii T
13q12.12 FE AR X, 5 b B OHE it XU = BEAH OG . ABFFE L SNP rs753955 (A>G) 9 it &b
it, BONRGHIEN T 13q12.12 KUK YLt 5 X A R AERLE] . FA17E SNP rs753955
SRR BN XIS e T M2 A iy PTG p53 M RLPE R B s . iZIEsR T ou RS = A
B EB IR RiBAEAE R rs17336602 (G>C) , rs4770489 (A>G) Al rs34354770 (A>C)LL K 6
A p53 BB . %3G 007 Rl I e 5 PR S R FE A 4 B UiE4) 180k Ak S [A]
TNFRSF19 {3k, HEmia 8N SUsi%E S 1) DNA GRS fE L, mL i ssm =T &
AL AR 5 AT 38 PR IG5 116 pS3 M PN I i IR AV Ve R A Thee . Maii R ER T E
T VDI 1 5 TR S AR SN BN R . % 117 R AR A SRR A DL K. GTEX Bdi k)
eQTL 73#7, UFSLoRARIEsE 1257 FEPRIAE 4R A % TNFRSF19 #EJE Al 94 20 ; TNFRSF19 [
I KI5 M TNM 2 BAF1 S A AE IR B AR O, 13— P38 TNFRSF19 7R i 20 454
FEDIRE. AT FU N ) IR VR 2 36 A% AR S 7 il A 26 R Hp A SRR T B B FIA . IR LAV TE
(I AR S 77

PU-025
EMERFERG ORI PDLIM2 B—HHIRE
B AR B TS HERR

AR 2 AKA 1 PR 1K 22 LR 2 X R T
1. e b R B
2. 1B 2B

HAET, 4wkl (Esophageal Carcinoma,ESCC) s & N BT de AT 5 i 0 41 fR) 2E 4
FrEW . AREFTIE IS N R 2k % (Gene Expression Omnibus, GEO)H1 g7 3 K] 20 ] i (Cancer
Genome Atlas, TCGA)4r it ESCC HIAHHE S, B 7L 3% AR, DARM HAE ESCC
e TS B S S R SR A R A 23 . ] GDS3838 HH b4 Hid, %7€ T
222 ME ESCC HEMH 4 FARKIEE, Hiss IEWHASMEIL. EiXEILE G, A4 PDLIM2
kg5 2 AR AE A2 3 (OS) RN AEOG . WAREPERIAREL /3 15, PDLIM2 m#RiA4H OS HEE L&
K, HFHHFKIEM OS AW MIAHEEMHR: 0.64, 95%Cl: 0.43-0.95, p=0.03). FHif
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718/9/10 S4ME T FIEN AUC 1H = (0.724)3F H.tb PDLIM2 & 321k HA & 1 (1K 7 1 18 (HR:
0.43, 95%Cl: 0.22-0.83, p=0.01). PDLIM2 FE[X$5 Ul H AR AE &8 SR i vh o W, SRREE
KBRS . PDLIM2 J:[RE 31 X I P 364047 05 (923696886 Hil ©g20449614) ffFFEAL
REGHRREEIERE T EFEFME. B2, RAHEN PDLIM2 EAAERE ESCC HBE NI
JE bR, HAMNET 7/8/9/10 MR BRI HEME. HH, PDLIM2 NREEEREIK-. # Ik
RANE Bh T A R

PU-026
Elimination of pro-leukemic effects by phenotypic
conversion targeting heterogeneous
leukemia-associated macrophages

Xiao Yang,Wenli Feng,Rong Wang,Feifei Yang,Lina Wang,Shayan Chen,Guoguang Zheng
State Key Laboratory of Experimental Hematology

Macrophages exhibit phenotypic heterogeneity under both physiological and pathological
conditions. Applications targeting M2-like tumor-associated macrophages (TAMS) improve
outcome in solid tumors. Considerable differences are detected between leukemia-associated
macrophages (LAMs) and TAMs. However, application to induce M1 characteristics in LAMs has
not been established. Here we studied clinical relevance of macrophage phenotypes in human
acute myeloid leukemia (AML), phenotypic evolution of bone marrow (BM) and spleen (SP) LAMs
in mouse AML and T cell acute lymphoblastic leukemia (T-ALL) models, mechanism leading to
different LAM phenotypes and tried to eliminate pro-leukemic effects by inducing M1
characteristics. The results show that more M2-like LAMs but not total LAMs are correlated with
worse prognosis in AML patients. Heterogeneity of LAM activation in tissue-specific leukemic
microenvironments is observed in both AML and ALL models, i.e. SP LAMs evolve with more M2
characteristics while BM LAMs with more M1 characteristics. Furthermore, IRF7 contributes to
M1 characteristics through the activation of SAPK/INK pathway. Moreover, targeting IRF7-
SAPK/INK pathway to induce M1 characteristics in LAMs contribute to prolonged survival in
leukemia mice. Our study provides the potential target for macrophage based immuno-therapy
strategy against leukemia.

PU-027
IRF7 £ AML I E R RERMR

F 5 XUBRAL, 5K AR T, E ARG, 48
TR AT [X P 51 288 -5 R LR = e v 2 B T2 i

HE THLZWIE T 7 (interferon regulator factors, IRF7) 7EHLAA (1 4 15 i £ b b 8 B4
M, HRwRIEMPUES S =2 . A 7CRA IRF7 @R, K70 AML RS R 54
32 411 it 5 AR Ak B A S LA

FiE KL s C @RI R IA MLL-AF9 ) AML A IR AT EZE WT LLE IRF7 mif it/
B, M 5 R, BR/NEBEL 1x108 > E IR, FBHEEL 10 RENKHR S,
AME L A MR R EE B 7R 1%Ly, BRI A MR 40 b 51 2) 4%-6%, & 88 H I 40 LE 5] 2 6%-
8%; 14 K AR, LA AR I A s g0 B 29y 1%-3%, BT (A 10095 41 L 1 240 R
6%-20%, B i [ ML 40 f LU B 208 8%-28% . ASIUG = F BB AL B, s o BARY,  SEIR R A1 22
FEARRT R, MORSEE T AML TR T, RIS RN EREANAE, kigufe, T 408, B4, DC
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S, NKZ0E 4 b, BE R IRF7 S50 T WA & s 40 i 3o 281k .

LR EATRE T, WT LUK IRF7 Bbk/NRURAE & B 88, NK 400, kigifd, DC 4L, T 41
M. EVEiuE LM EZER, B MR EAME P EHEZER, M IRF7 @iFR4/NR S
o, B HBCRR WT 410 51 hn

PE A MUBEMEA TS, BF L B BEokigii, B 40L& T 4MscE e B384k, NK 4L &
DC 4 &2 R %, EvEan i E i 2 m.

SR5IHE EEIRE T, IRF7 &R T BT DL B B & S 4 RS e /s 8 A IR
SR, HATHURR D B M PRATAE — R R . AW B fEHR/RE AML RAEE R, IRF7
P ok S 0 % S e Al R B AR R R, TR S 4 SR AML YR IT R SR ZR R DL AR HE

PU-028
HRM ST B7-H3 EABREARPAER RIS

I, FA0T M2, o
Iifi 7 7R B K

B A K G R I 2 —, AR E AR R AIGE T R R, (R T 5
B e B A AR R TR I R BRI, (HFAR. BT SR FRAEATC KRR . MR s ia )T & —
PG T FB kK ECEH B7 Fjkd PD-L1. CTLA-4 25 THAHUIAI B M, HEET
IRIFHIRCR, (HIX IS YIE e th )T R . B7-H3 i RIL B7 Kt 1, FEB bR dh i
TERNUEI AR . ASCHERT LR T B7-H3 TE AR IRIE . ThEe R AEFNLE], AR RE
PseE BB RS ME VR T SR AT B i B . R F e A AT QRT-PCR AT JBs Mt ds 2H 2 B7-H3
(MR KF; QRT-PCR. Western blot Al 6 5% Al H: 97 iz =y KA ALK IE B7-H3 A5t
iR FR, @ TIRIAAISFRIE B7-H3 Rl %o 5 e 4 L D) RE 52 s B SR8 B7-H3 X ARt
JEANM T RERIVE FIMLE] . 45K (1) B7-H3 78 N Bt 44 i 3Rk & 00 S8 v 1400 1 1E 5 4
Zl;  (2) B7-H3 XEBLmAnieibsE . o Reisem, mS5R%E. EREIEIEMK; (3D
B7-H3 /&iliid PIBK/AKY STAT3 {5 Sl e gt iz 28, EaE 1. 45 ¥+ B7-
H3 5EEME it W25 1456, B7-H3 J/2ilid PIBK/AKUSTATS {5 SiEMIEiH MMP2/9 )£ ik K5
M) % PO e 400 M P12 2B R FS

PU-029
FEMR RNA RIZERZHXRMR

o DR R R
Pili 7 ZE R K

HESREX R RNA BNt B s K s e 2 RNA, 2 HRrF ARG, &
AENTEGPENYETE RNA 5 miRNA KA HER, TE# 55K Ex) R R a7 7,
W58V, S5 MREASEEEYHIERN . A CHEH A FFEBRI BN RARHNARE
IR RNA RB BAEFEEZ S EY TR ER, #HRR RNA 53R

i SAFER BN AFAAS RS RNA SHTHE, aaldifesk, JEdt— 29 R
RNA: circUSP34. circTCF4. circTCF20. circZFP64. circPWWP2A. circLIN54, F|H 3 A5 ki
HER LUK L AR R DR S 2/ N R A B Z R R AE 0, i LIRPIR RNA 53
ZZ AR R

2R IR RNA TEAFEFER/NR AL B AR ZHENZER RIS, ARALEASFER RNA
FEANFRRIEEMSE, HE5REEFERR. EONHEPER circTCF4, HARRFIFR RNA RKiAE
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BEFER R EENET, B circTCF4 5 circPWWP2A, H AR HFER RHAHK; EIALR
f, HA circUSP3 5 Bk, MAERIE T SEEMKRMRA Lidjs =MIPR RNA, JFHY
RIS, HAREA S HREA R KT BOA AR, BAARERSCE R PRI

gk KR RNA RIS BAEANFEKALA b 5ERZR A BEMRNE, JRMIR RNA ATRE
2S5 TAFKEEEN, ERARNEDEER, HEEZR A b hsE £ 0.

PU-030
FFRI E @R # PINK1-Parkin 15 5@ R H LRk B IE&R
IPERIATHREBVE A AL EIR R

RECR], Al TR, 22
Capital Medical University

LRRLIR R TE PR P ThRE PR AT 52 AR 2R R, X 4 RR AR Th BE RN 21 Fo S 1S 35 21 B4
. BERgREEAI5K 7185 A R 524 (phosphatase and tensin homologue, PTEN) 55 RN 1
(PTEN-induced putative kinase 1, PINK1) Fll E3 iz RiEH:E Parkin 2 511 PINK1/Parkin 55
TSR IR LRI AR B R — 25 EELE S . AT (hepatic stimulator substance, HSS) J&—
ol BB R - PR O U R M G S v R 1, R R AR A K ERV FR2ER (growth factor
ERV1-like gene, Gfer) . HSS XTEKAR RIFIER, (HXF R ER TSRk A WA < H AT
MERIE . AWFFEAT HSS SZRkik B W2 8] 196 R KT RENLH AT IR L. Wik Zekith 5 5 5
PR F S ALY H) & ZE i (carbonyl cyanide m-chlorophenyl hydrazone, CCCP) kb ¥4 5 #% 4y
HSS Fik# A BEL-7402 A4 (HSS-Tx) M H MR 4 k4 (HSS-Ctrl) , Fi Gfer
FF K24 T C57BLI6 /MR (Gfer ' /N FIIEHR %Kik Gfer JEF 4R C57BL/6 /MR (Gfer™/
UNED SRIERIATIEACHIA, T AR [ WA, R 40 B R 2R Th Ak s W BN A 1 K
PR BRI WK JF HHER R AR B RS 5B B O BR 11 PINKL & Parkin 1355 f2 M 2% 28 28
KR PFEALATE . 455 BoR, 76 CCCP b5, HSS-Tx 4iffitt HSS-Ctrl 41 B A 5 =73
RN ATP &8, I H HSS m&iA4M (HSS-Tx 4ifid. Gfer' " /NG IRACZHML) 4L B 4 KT A1
LRRR KT HSS IRRIESA (HSS-Ctrl 4. Gfer /N RACAIN) #8900, 2 5547 &
F; JFH PINKL. Parkin 2 MM BRRARI A R . XL RER, /£ CCCP H¥
i, HSS it (Edbgehifk B, (RIPAIML. JERPERRIRINIRE; X TRk B W i e 2E /B F vl fg A2
IS 23k PINK1-Parkin {5 5@ B SCIL) o 4 T RIA T — B4R5 HSS 75 PINKL —Parkin 155
A E RN, B HSS 7Y PINKL BEERILIINLE] . BARBERRILA 25 LA S 5 IR
10 B T

PU-031
ERERARAZEHEERAYTHORERAR

o DR R R
bifi 2 % R oK

BRSRN BELRA I ERR R — MRS T, ElAE, BEAMEDAERE. B
SRR LS8R . A SCR L 1 75 B 38 A A It Jg rh prisoE EE A G AR AR I R, @i
WEFCH B JE A A 3 A AE BRI RIB L, RS BRAM RO TR IS %, B
PRI DR 4 24 o
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FiE R EEREM. AKWES. AR BAIRE N R, X AT [ E JE
AV R, R R R Tk, R % AR I A [R] AR KB B R S AR AR B K5,
Krt6. Krt10. Krtl4. Krtl5 F1 Krt19 f&iA TS .

R Krtd fEFFIE A AEKI R shRA T B8R L4, AR RIERN—5; K6 Rk T
T i 3 P AR S 40 A AR B A s Krtl0 R0k T AR KT ALR AL R0 B RE R AT N AR 4 i, 7=
B IR IAA—EG Krtld fEAKIAFBMIIRE T B2 L i, /e AR RIEAR—3;
Krtl5 fil Krt1l9 Fik T AT A KM EAE N BRERX N, £4KINEILINE
EA—FL

2w BESTHMMILE WA E AR PR EREREWE N, AEOERNEELSHEE
TTHMAMCIOE H TR e BRI . WS R B2 A E A E AR, O e
TEBIEE W RaA s O, 3 SEUR R AL A M S T SR

PU-032
D3I BT R A B B 18 14 FELZE 14 R e ik
ARARBEIRRALFIA ST

PREELE 1 HIAN LRI 2 PMEAR
LAZE AR ARER 2. N5HERRY

HE SHITDRZERIY (PE) SWRATESNSERLZEME % (COPD) [ 2 HLH] K36 7 /5 FH
FiE FIREGE RIS PE, W HERRA K. il odr/NRIEEY. [TRA%. IR e bs
AAEALIREARIAR L, 4 PE Bk, iR EEE T COPD KRAETY, JEH PE. 2RI
FRIK JEFAIGTT - VRIT 45 KJG, 1CR KBRS FIT NEMAE . R X YeRIFRAKE -2 ge e
X Ml A S AT AU B 2PN o R BRI S 2 W B (ELISA)Y Fil G ie 2H 44k 24 43 S5 4G DN I 35 A
i A= 10 (IL-10) « MRSASER TF-a (TNF-a) FRI4H IR AE7E H A 7 (G-CSF)
ZRIE KT

8] PE PESZMEER, ST /NRLREMERN . WRIIES TS SH COPD KA,
90% K BT Bl IR, 2L, AR Z RAAIBERRIR e e e, RAEEIRE Rk . R, K
A FIFEE R L 7y . R SS. T NS AR N . PE 2, filidH 4003 22 0 B og .
[EI R B, PE GERHEHIN COPD KRIMLIEMMHLF 1IL-10 £L, FEK TNF-a f1 G-CSF [H#
ik, T2 RAPFIES R IR Je A5 e S PE AL

G50 AW TS T8 SR U o WR R BT 50 ) 1 ek L ZE 1 i 4 B SR BT AEVE L, T RE R L
1955 A R BRI 259

PU-033
ET Cell-SELEX iR ZESEEC A TE(IR 51
B AN R & PRI

ZRU ], 3, R B R v, T P
B R

B (gastric cancer, GC) 7E 4 {H Fii [l ] #& = K s AR TR 5« GC R 35 1) JIRd 434k
FERE 5 B AT AR [y T ROR A 2%, KM GC BE TG HEEAL . Kk, HERTEAS R
RS TR GC A T R IEHH LER. N T IHFEAT &S GC i F3Er, &
fiTdEd K GC 4B &2 BGC-823 fE N¥E4HE, 40k GC i /R SGC-7901 1E Xt FEi4m
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i, CAHLIEI 98 Cell-SELEX ARG IERIFHE K1 GC I MZRRGEE K. £it 15 5
ik, MZERIERCA PDGC21 R HR MBS AEE R, X PDGC21 #4745 vl 5 & B 5
MZIREH A PDGC21-T HIZEM AT &, KefHniE 35.2+1.1nM. #ZERIER A PDGC21-T AMU4E
SEPEGE A YN, S5 A HAMK LN GC 4, RIHBRIFHMK L GC Mg &4 7t H5%
gk tBHE T A (QD) B, PDGC21-T-QD R4 A AT LURE 51 1 [X 70 VR & B I 40 o o )
Kt GC 4Hfi, b Aere MM SE MG RH Z bR A K L GC 4Hi/HE. ek, 7E&F 15
BE RS HAE A d, SEEMEFASML, GC HAMBOIMIERE &, JLHAERS
WAL, REESHESET R/ UART R REES, RPUZRERE PDGC-T MHK/5 L
GC AL mEFE ARG /1. Kk, ZERERA PDGC-T HAR KMy, ol F- TR 1L
GC A/ LR 7+ g REr, xR b GC e Wi fig sy A EZ N E L.

PU-034
HBRMHFLRER R BB AR I X AR
YHAREE =4Ik PR R A5
2R, JE R, 7
[ PN

TERRFERE I FE b, S B R IR o A3 28k NI BA 22 8 10 e 0 400 P A Bk A 1 B 8 24
(circulating tumor cells, CTCs) . W5 #%W, CTC HAHMERKE T, HEXT CTC KN
FERIETHEmF SRR, EHAET CTC bR & 7 i LU s 42 325 2 b e stk
WA BRI TR (EMT) M4nifeis, Arlaeist ki B GsWeE E R ik, R0 %
S B T B R FEFEAH AR B LIS R CTC MURCINA &5ctk,  xF56 R M g 1) 1 1332 W f L v
J7 A E R RE R SCRIGRINME . T CTC & B A 5B R i 4n B R 4 DL K AZ IR E e A4 %o $E A5
BA m s M R e R, AT LR e B AL I 4. MDA-MB-231 SH¥E4N i, (REEME
MCF-7 Jyxtfe4uim, DU Cell-SELEX AR FRAG#E b %6 #% 1t 3L ges 1 W% I ic Ak I F T
CTC HIHE 3R . SRy AE B 2 B G f ik M3 B s sE Al ), Kd E Ak
45.6+1.2nM, 5 H A MRS B AL VE IR A1 B 0 B R PR R . R T IR R I, AT K
T—FIET M3 1) CTC EHEMKRS, ARG AR R AREA M MCF-7 R4
MDA-MB-231, Tfi H A& = 1 il g8 I B 2 A A i i) CTC. 5 BT 24 FH 9t-EpCAM
REMMIEL, M3 BREFRERS IR B b R RRIERIA T B i CTC. BLE, FATFR T —FhdE TR A
PRI BERCAR ) CTC iR R4, X2 CTC MEFHHIRAN Cell-SELEX HA M B FHHAE T 8 1) L
it

PU-035
Deneddylation &fE§ NEDP1 H{ER I RHAsHRE
VR IR F 25 08, i
HHREE R R

P RTARIA R B NI E 8(neural precursor cell-expressed developmentally downregulated
8, Nedd8), & —FhkiZz ZmEH, HS5HEAMBMIIEMNGSZ R E AR, Bl 5y e
RRFRIEILN G S, R34 Neddylation 124fi. Neddylation A& ] i 42 % Fh = 2 1) 4 iy
B, QAR A % NS . Nedd8 Z 1 1(Nedd8 protease 1, NEDP1)2 & T/N iz K
&A1 8 A B 2% (small ubiquitin-like modifier specific protease family, Ulp/Senp family) %X
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BRI E R E I, W DU R RS Nedd8 3L 454, #4n, NEDP1 REW52: (4% p53.
B WL 1 4 2 A (murine double minutes 2 protein, Mdm2). smad 32 & {4 i ¥ K ¥ 1(smad
ubiquitylation regulatory factor 1, Smurfl) % £ /> & H i () Neddylation 1% i, ¥ i i 75
Neddylation &5 F AV EDhEE . IRTT TR NEDPL 5 M8 (1) Rk AR R SR B TIAE G, Ao i
e G, RS, A4, NEDPL B 5ME K E RH . MBI, M KIE
LA R . ASCh NEDPL B 454, 4% Neddylation 38 1 FHRE R NEDPL 1EH 4
(3 AT A5, DU M8 S5 A DGR 2 T AR T T 3R 255

PU-036
Bmp6 #1 Wnt10b 7£E EE R AL & FTS

R SPRFEERL
i 2 % 2 KA At s 22 B

TR BEEAAHAMEAKREEN— MRS T, EHERE, BEAWMETAEKE. B HEH
IEHARITEIN . BT 1 A AR K S0 DR AW R I P AT R 1 . Wint {55 75 B ) ) Hh oy v B
M, FHFHRNMAH Wntlob X BRAMRAEKE. FFE, BMP {5 5@ ETREEELE P HiEE
HEMEH, HEEHX IR BMP & A MAE R, EURT BTSSR HEL
R, 4 Wit 1 BMP {55 38 4P 35 HEAEA . A SCRI T iX—#F i, B ms
Bmp6 7E BT IER, SRS X PIFME 58 kg 2 [ 1) PR

Fige R EA 428 R4 58 YA BMP6 (283K o ) FH 2 i 2 57 1) JIms 350 S A A B 7 T
BMP6 i Rk IR N RR . R AERIIEE . H&E YLl BrdU /s Biyksd BEER AT . KA
B4 AZ T 5 9 eI € 7 adbmp6 4bFE AT adwnt10b 4L FE Bz B4 BMP6 FiI Wnt10b 15 5 ) & A A
Ko

R BMP6 {EEREMSEMBREAFE. BWHEENFH BMP6 ik RisH| | BIEH WM. &
RN R G, BMP6 {55 #% Wnt10b 4], Wntl10b {5 5% BMP6 ). Wnt10b 1 BMP6 %} E
T4 (HFSCs) it th B A s 4+ M 355

g AU WntlOb RkiEREE, AT REKH, BMP6 1 Wnt10b 4372 3= 2 (1) 4
FIFIEIER], HeAh, BATEKRIL Wntl0b #i] BMP {5 5%, BMP6 #H] Wnt {5 5%, A1
ST IR T BRI AL PEIRATET AL, FRATIIEHR I AL T DART AR ARE 2 T B R IE I T A
filt, FNBLUR B W AR SR TR R

PU-037
USF2 &l Smurfl 1 Smurf2 B3 REM LURHRLIEE S 4
FLAS 48, 6 5,
T ERR A

Smad EHZ ZALETT R T (Smurfs) & HECT Al & Rely, @i & - EAMRIRRIET
TGF-B (FeAbAEK R T-B) /A EH Smad & H, H Smurfl (Smad EHHZHZLIATEF 1)
Al Smurf2 (Smad & HZ 2T T 2) & TGF-B @k a fiAT K 1. S W Ttk Smurfl Al
Smurf2 fEME KA. 28 E K B ARG AR P S5 3 A 3 FE rh R IR OCEEVE T, B AMERIIE S Kt
SRR T Smurfs X2 R e Rz RIERRE E3 Gz, SR, #IHR L, &F
Smurfs TE#E KT ERATALSI A2 E . 1Ak, 5 Smurfs J5 37 X34, & (10 S8 4 5% R T 98
KA. A, BATRIL USF2 iR+ 2) 5F Smurfl 1 Smurf2 fEsRiE TR L FER .
USF2 HA bHLH L7, @%ER%] E -box Joff, 1ENHERNIT, HHGEIEE USF2 B YLt
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DR, SRR ARIGEE, R AR AR B S A S I N R A . FEAR I R BRATTR I USF2 W] LLEEAA
HNFIR N £54 Smurfs B3F, 580 Smurfs mRNA 7KERAG, 31k USF2 ¥k Smurfs (1% 5
WEPE, JEEAE Smurfs mRNA /KT K, HUILEEH9E TGF-B BT, Bhah, AT HIRE
B8 USF2 RIS P m R R I 5 iEdt A O¢, JUHUZ/E Luminal A MEZY FL RS B35 HH USF2
5 Smurfs 352 FAHY, XERIIER T Smurfs H3EiE MR HLE], RIS USF2 [
TERE T HAR.

PU-038
IL-6 iBid 8 CD29 K EMERERLIEIHRNN 2 &1
EEEMAREIEIT RN S FIHIHR

FYHEE, B, TR, A, RO B
[iESalibNes

HE £ RMEERE (Multiple Myeloma, MM) & —Fh 32 4 i 7 S0 58 0 LR R G0 B . 1N
— P A7 AR B S AR, BRI DU AR AT S B85, AL, S EMRNE SR
S, sk, SERA. MEFMEE L BEWAEESRE. IL-6, fERNE MM gl A K &g it
HITE RN ORI AN 7, 75 MM BV R EE EEER . A, IL-6 JIE MM i B
BRI PRI ATE R . Bk, ABFFELL CD29 NIFAX 4, RA IL-6 Wifardid 74
CD29 1A B F M R A AZ 1 52 MM 41 f 1) 38 58 DL BORG B 45 Th e
I (D fE2tkZ RMERERAm RS, SR AR RERR CD29 K#kik; (2)
FIH Real-time PCR flI Western blotting £l MM 4iiffiH CD29 7E mRNA Fl& FI/KFHIRIE,
Western blotting [A] i 4 H Tl 1L-6 165 /N 740155 Cryptotanshinone 43 5 STAT3 {5518
PR TEAL, iES2 IL-6/STAT3 15 S IB B A I e B M ME VR IBE IE F6 FE G, (3D N AR P AN MR R
BEH AL MM 4B ., 300E MM Ziifiit CD29 L ATFAEFERAL B0 (4) BHERSES
SEZOAS I MM 21 i 3R TH R FR AL IR 2R 2 e L RIA K (B) MEVRERER VAL ALEE S, NA EdU A
SEZI0 RN B B S 56 18 A v FR K MR R N MM 2 384 B RRG B D RE I RZ I s (6) 2T SiRNA /&
1) 3 R (I T 7l CD29 FAH CHER I L L A By, Al Foxh MM 4 RS B Thaesgm; (7)) 2T GEO
H¥m EH GSE2658 Kk (n=559) W/ #r Ll AH R S RAEH MM B TS R R .
GEEL (1) MM U3 T K0k /K T 1) CD29 HARAE N BB A &1 (2) IL-6 fefgid@it
1L STAT3 (5 5l B3 15 CD29 /£ mRNA FIE H/KFIIRIE;  (3) IL-6 S MM iR
a-2,3 fil 0-2,6 BIMERER /KT L iAME T STAT3 5 5@ RIS L;  (4) 76 MM o, 41128 e
FR/KF ) B 5 5 TR B R F2 B8 ST3GALG IR IAf X, ST3GAL6 FERFIAWMITE, 4
MR 0-2,3 BUMER R /K1 B35 A%, (5) 20 36 Tl ven B M VR B4 T LU B S8 9 MM 4H i 5
YHH AR . B HERE T AIM HS-5 R N 4 HUVEC BIRSEY, (AR MM 21 5E .
(6) HLFERET MM ZHfiih CD29 f ST3GAL6 F:[F, MM 4 il 5 4 ff 4h 3 J5 A I P sz 40 e
HUVEC [RS8 PR (7)) 3T GEO HlFEMAME B0 KW, ML IL-6.
CD29 il ST3GALG6 FlHEH A K ilE A%
58 IL-6 A LLEN STAT3 {5 5Bk &3 Fil MM 4iijiurh CD29 135k M Mk i Ak & 1K F,
AT HE5E MM ARG 8 77, i MM 41 PR R
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PU-039
IFIR RNA circ-SMADS &g wnt {5518 EIE
R YRR A AR R

H/NR 1281 REE L HGEIE YRR LR
LA =F AR
2.5 = R IR B B B RSB

B 0 T B IE A M ASE R B AL, 3R A e G T A R R E AR . PR
RNA et iids 2 M miGsh, SZFE5pHE, M circRNA 25 k)& & e 3EE 2>,
H. circRNA R 5 R R AT NS 500 &4 i T . KU B a2 2 500 &
A HIFRR RNA 701, PLRWIEPIRZ circRNA IR H &4 A Re AL AR T —N8r
IR RNA 4> F—CircSmad5, %4 7/ Smad5 55 2. 3. 4 SMNE 77 3483010 1 K o
CircSmad5 7£3 57 241 i Hh (1 3808 5. 3 = T H 2% mRAN(p<0.05). T4t CircSmad5 803 & 41 g

(JB6) FMgAr, H S Wi E 5 %It E, cyclinD1 [ RIA R %L (p<0.05). 5%} ZHAH
te, T4 wnt {55589 1 B-catenin, p-GSK-3B, LEF-1 & H/KFEE 75, 1 p-B-catenin
W E KPR 3 PR (p<0.05) . AUFG R MBS RIEL T4 CircSmad5 {218 wnt /& 5 8E0E . A
Wnt {5 5155 (PNU-74654) J5 KL 411 B-catenin, p-GSK-3B, cyclinD1 &5 1 & iE /K1 i
ZF4iE, p-B-catenin & FAFRIAK P REEL, Wnt 12 5 iE R R4 (p<0.05). FEIL Wnt 15540
HI575 (PNU-74654) ] LLI#E T4 circ-Smad5 S 201 wnt {5 S 0GB %, circ-Smad5 4%
B AR BRAE T wnt (55 . Z% BTk, AW FTIERA circ-Smad5b Al wnt {5 5B IR L
SRR 20 B . AW TN BT A 2 W AE T IR AL TR 1, RIR NI B G T A AL 5
BEERR AR BT HIT ]

PU-040
= M/ RN R S 2= OB AEEAR AT EH
BITTHEY meta S

MR, TN
I PE B AR 25 — PR e

TR O0RETWEEARRTRESEIE BRI PRGN T —, HEEREREZ KEFTTA
WA MBE IR, PRP BERSHOE AE KR PR, R3HLA . AL E R Es, Bird
SN T 2R #ERHEITNT PRP 5 Bh 2R ET P [ 52 6 77 B 2005 3T 97 R A7 AE 4
FIREE

HE @i meta 2081 RGN E MM A 2508 PN [ 5 AR B4l 23 00T P [ 5 AR Va7 I 20
BT IIT 2 AT A

7% FIH Cochrane EI431E. PubMed. 57724 H A0S o 30 1) 4 S8 4 R T I
K & /IR L2 556 A 25 o MR T P [ 5 AR 250 Lo PR ] 5 A Vi i 300 I FR) s AR v B AR 65 )
GECCHR. A0 P A VRN B N T SO AT O I R E VA . BRSO T BARAZ Y, I8
H RevMan 5.3 B AU FIAH S EAHR 12517 meta 7347

ERE5E&W ZuiikItk B T 7 iR IR R EET meta 20 b, FREVEE BT 45 R B R,
W RRIT 7 NEB R 1 A H Harris W4 [MD=4.95, 95%Cl (4.12, 5.77) , P<
0.00001] . 3 MH Harris ¥F4r [MD=19.78, 95%CIl (18.45, 23.20), P<<0.00001] . 6 H
Harris 74> [MD=17.16, 95%CIl (10.39, 23.92) , P<0.00001] . 9 1A Harris 4 [MD=
12.66, 95%CI (10.60, 14.71) , P<<0.00001] . 12 4~H Harris ¥4 [MD=10.17, 95%Cl
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(5.98, 14.36) , P<<0.00001] . H¥#r@&m 1 [MD=—1.86, 95%CI (—2.97, —0.75) ,
P=0.0001] . &% [OR=6.51, 95%Cl (3.36,12.62) , P<<0.00001] . ¥} WF [OR=
0.25, 95%CI (0.15,0.44) , P<<0.00001 ] iX%&7J5 [ (1) 2 F AFE RT3 o & ML/ I K Bk
B O RET PN ] RT3 2 AR T B Al A OB AT N T 8 ARVE T I B AT . BREVRYT AT LU
e, REmEaeR, FERIAEER, ARG IRMKE .

PU-041
CD29 &5 NK MpaThaer{E B HIFF 5

EUiE, EWTAE T A, O, £ Wishka
VU225 2 HR A L A ) 2 5 A 2 R

HE  NK4iffi(Natural killer 40H)/E N E A G A m i, RLAPTIRE . Pk 28 —iERh 28
R 7. NK 4005 FEL0 A O 25 e 51 i 5 SR A ALH Y B AT 3. B (B e fE N 2
(R B 431, 2 4T A/ 356 3R A7 A0 40 it 386 T P A 2 TR AR 45 B () — B A JE6 %" CD29 1EA—Fh B 2L
RS RFERL, HAE NK UM R 5 e 8 15 DhRe MANG 2 . A7 DAMARSME FR 4 I NK
YHA NI, A NK 408 LVAE AR IL-2 (55 @0 T CD29 Fik s, KER%T CD29
5 NK 4147 N 5 DIREZ AR R .

FiE (1) RAMNEFR NK 40 5 KHYG-1 1 NK92, % Western Blotting #6:] EL#% 1L-2 Hill 4R 5
ANEINE A CD29 4> FHIE I #IAE, Realtime PCR i REEKN CD29 £ mRNA 7K (78
th. (2) FIH Western Blotting £l A [F] B[] £ JAK-STAT3 Al ERK {5 ‘5l 5 CD29 ik 2 [A]
MK F. T STAT3 H ERK G 570 T F 3 5 B [ B8k H AR5 @ 2% OCk 7316 T CD29 &
EHEESR R () FETohfeE ARk A CD29. H] siRNA @ik CD29, % CD29 Fikxf
T NK 4 H 3B DA S 54385 77 2

2R (1) NK iRk mKT CD29 40 1. £ IL-2 BB, CD29 HIFEis<x7E mRNA FI&E
KPS (2) IL-2 FFH CD29 FiAREMKE T JAK-STAT3 . ERK {5 Z i B Ik -
(3) EFIEM) CD29 5 NK 4t 1 IEME.  (4) CD29 {EHE NK 41 ff)E: /7 a] Ge ik T H 26
b TR

g IL-2 TLLUE JAK-STAT3 il ERK {55 3% L NK 4ifi ) CD29 3Rk, MIfiEss NK 4
(IZHBRRE J7, i (i a3k X B 40 i 1) 25 A%

PU-042
a6-integrin 7 TGF-B F S HEME THMKREZ L PHER
FT& K2
B Bk

5 g e ) 5 Ak A R 2R T R G A R e R R IR AR AT A M O L, BR
i, REHM IR, WWITNMER, JERZE LTHES . MR TN 2 MR b R 4R B3R
VTSR A A R e LRI 3L 1 B 5 BT FE AL A o T S s P88 T 40 A T o 2
PE, TS S AMLREE — e RE S EB IR An i, RIS I 4 S S (R 1R 28 e A2 g 71, DR M i
PRIGTT 0 B fRRG . BA R ab-integrin {FNEREE AR IR AR, S5 155 E A0 KR
Bf, AR TR SN T T4 B 52 E . SR ab-integrin 5 R T 40 I R 4R E B2
FATRH Western Blot JiiE el A RIS BUEANIL AR T a6 IRIE, RIHRE 5 MR 4 i e
FEIEARSG; MR R 0 B o6 BAVEARIASE e . AR ANER BUS0R RE 0 o, k2
HI TGF-B AbBHES e i, Transwell Al A BLAL A 1R 2 RERE St 0, JF H a6 BURACHIAR
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A, R o6 ATREE(EH B m R BB NN R . N TR HRERSIEE, RAEN T B-
catenin fJ3RI&, KMHFKLZEHRYES a6 —. B RIERIA]T o6 2B 40 i g+ = 2
RFE—, BLEE Wnt/B-catenin {55l K IFMRIEFE S, WK o6 EHMEE S, Al
R RAZ W A6 T B AR 1) e

PU-043
Shibia R R A FER SRR AR A REEURME X R

TR L AR 2 RAH 2 RIGRAE L AR L 2
1 AR B TR
2 REBERR A AW - B =

Z IR T RER 1R (glioblastoma multiform, GBM) &5 WL, T5 A% 22 i JE & 1 i g
1 22 7 I B B R R AR A [R] 10 i o R4 B 3 40 i 38 00 & I 2 U R AP AR B B 22 5, LR TR A
AR o FfIRE SRR (1) A M A AR DA D A2 52 1 e 2 P Ak T 25 U E I IR R 2 —, IR IRATE R T B %8
P AU ) 1 R BRI AR U251 Al 2255 B2 A2 1 LNA28 418, /3 AIfE Wb BERT (N/Exo) Fizh
YAt P S (Res/Exo) R EUE TR M A WA, B E AR IR AE B - BRREECA  Cliquid
chromatography-mass spectrometry, LC-MS) i s BB TJa, BRI AA E 4
KT (GO) MI#H R E R BMERL (KEGG) AWME B4 Hrnk Brill & A 34T £ W% Th g
VRS o [RIAS S JE st e T R £ 5 A A A e 5 SR PR AT AN (R SR U5 140 47 R i 52 I 9 200 oL 245 4 iU e P (1) 2
. 45 IR, U251/N/Exo MidE U251/Res/Exo A] LAHR R 2275 BN 25 LNA28 4 Al ) 24 Y igUss
P£; LN428/N/Exo 5% LN428/Res/Exo HIAREEAAE U251 M X} 122 BE M 239 U . bk g
R BT 45 SRR, U251N/Exo AR m/KFHMEEBRERMEEEEEA, M
U251/Res/Exo & H B ZMAKIEM G RAMEBLAZAk. LN428/N/Exo il LN428/Res/Exo & &
5RMMEAREERE., ETMESSHEBEMECFRITRME S EAR. FiRsREH,
U251/N/Exo 18 id i iE 29 B UE 5 R+, 251 LN428 20Xt B 22 P B ok . AH R 1,
LN428/N/Exo 5% LN428/Res/Exo ¥JAFEXAE U251 41 HE % (A 22 75 [ 1) 25 W U

PU-044
FF A4 158 R il (R SR A4 B R 4R 3P BT AR SR M0 A #5145

FLYE T, 253, L
RSP

HE R Sk I FE R 45147 (hepatic ischemia-reperfusion injury, HIRI) % WL T4 22 i P 5 SR
FARIHE, EHBEGHT I RERGMZEEN EERE. AT ARRE, FHENRET
(Augmenter of liver regeneration, ALR) AJLUEEE HIRI, SRmdchifhTife . il 4apif sy 2
A%, BARLEI AT, BRI KT B R A RS R T A AR A T AR . kiR
Wi SR B S AR LR B E A, 7E HIRI BV 0E, BT RRATRSITER . A 7t 1 B4R
B ALR XF HIRI BR3P E 5 Rk FL MR DG R, R0 HMLRIEAT I 7T

& LaERIA ALR (23kDa) ) HepG2 4 5 AL e s # A on R4 CRaTRRont i) D sga
%, ERAMNHEEE ST (Hypoxia/Reoxygenation) FEIUAPY IR, 6 E WA 2k iA 5 1 DL A%
ALR XU AR R s 32— 24 AMPK FTEAL AN 2 b A il & BR 10 A K95

g2 H/R (6h/6h) AbHE 5418 HMEK T4 E, ALR-HepG2 4l H Wik & X #E (P<0.05) .
F Ad-GFP-LC3 #54e4iiffl, H/R AbHE 5400 WEARH 3, ALR-HepG2 41 g E Wi 4% H 4 fin s
N (P<0.05) ; Confocal 45 B E7r, HIR ALHLG H IR KA AR A IL 2 A7 (9B &, 11 ALR i
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BET Z#FIIE L, R ALR {RHEZ KL A ALR-HepG2 4l H/R JSAAug 38N, T2y,
ATP &3, ROS yk/b (P<0.05) , M ALR FJLLEH: HIR 515 L RiA T RERES . ALR-
HepG2 4fiffil H/R J& p-AMPK /K- P48, A 2Rkl & & H Min2, OPAL RikHEn.

510 ALR Rt R iR B, ORI A0 R SR i P e 0, FOMLAHI AT e S5 i AMPK AL AT 2L
R R G  HRIEA K. ARG S AR REE S O P it T B ia gt .

PU-045
B E R RAELS X P IIHIHER M 57

G, DA VLR, B B, SR, A B, SR %, et
HH R RS R = BE B

BE FRATRGAHRT RIS P W KE (Roseburia intestinalis, R.intestinalis) = FE7E 4 5 M 795
(Inflammatory bowel disease, IBD) &3 H1B&{L, A FAIREMBE M (Oncostatin M,
OSM) FJiE B #FREaE TN 1BD X1 TNF ARG TT B R BESL . 28T, EF OSM &
TAEAE R A ARG . B, RATE D R.intestinalis 7645 % H %) OSM FIA IS, FN
B TEDT TNF AE)HIVETT 1BD S P2 E BBk .

HE EEYIKF, R 3% R FER RS (Dextran sulphate sodium, DSS) i 5 B 4= 7l
(Wide-type, WT) R4 A%, T LA 1x10° CFU/ i R.intestinalis T, 5/ & )57 15 5
f5% (Disease activity index, DA . &K E L AR E -7, FH R H Western blot. RT-
qPCR. ELISA Fl4 % 443402 )7 Ek M OSM. TNF-a. TLR5 LA &% &R EH (ZO-1.
Occludin #1 Claudin-1) 315, E4HE/KTF, LL 20 ng/ml k- EREG RSN 5SS 7 K
() 565 ELVE 40 (Bone marrow derived macrophages, BMDMs) 2152522 W82 LA K i A0 i AR
K NEWEAE, FTLL 1 ug/ml £ BE (Lipopolysaccharide, LPS) #H]i, #4756 E
R.intestinalis %f TLR5 i A H 7] 53 B B B ) BMDMs 433 OSM [R520 o FRAT 13E— AP ek
ANFEHRE OSM X N4l b A 5 Caco-2 "B %5 1 HE 5 F 1 jE 1 o

£ 1. R.intestinalis gl W& 103 3% DSS 5 F45 W 2% /MR I — MBI, F&{K DAL VR, I8/ 4
¥ 4 5 R BE UL R o503 45 i 96 /1 BRI 45 W 4H 200 BE VR 4r (p<0.05) 5 2. TE&5 I & /AN R,
R.intestinalis &% & % [# (X OSM £, FHE WD TNF-a %W L B TLRS £ &
(p<0.05) . £ LPS #3(*) BMDMs #JAEMAH, R.intestinalis RE#&4lIH WT . BMDMs 43
OSM, #Rifi, HiF& TLR5 JAfEi# R.intestinalis %] OSM fIfEH (p<0.05) ; 3. ELE 74 /)N
B, R.intestinalis A& HI'E%EBREAMERL, RATE—DRIEDREBHALH, OSM 5
RKHEREAZ A EAMR (p<0.05) « N TIHEAWT OSM 5451 1 5 41 1) 5 5 E 8 A %
R, BATKIAE Caco-2 A, OSM LLIK BEM R 77 20 F I B % E#E A MRIA (p<0.05) .
5% R.intestinalis 784517 28 W] GEE I HH| ERELTADR) OSM 23k, o5 b 5 b BaTh g M &
M RAER

PU-046
RIRBEWFRT SR

T 1
LR K

KIRHUE (Bidens frondosa L) X448 %L, AMEM /18, SENZG, Hamh Gk, EEE

HIZhR . FEDUME . DUEMANGUAC IS5 T A R AEDEE . AT E YA IR A B3 PR e
JTH I TR o N ARG FRIRAE AT RRAR By, Fe 0 TR RIS S R 25 B G AT 7E A
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KBICHEEF MR, ST B, CEERIIRE, A BEAS NS . R BT 0 T R 2 A v 280
MO SARME 7y, RAZHIIRBAE . T SO ZLANE RS %58 L S RISk . 3t
PEKEE T 35 MALE Y, HrPIEEASE 14 M BERTERIE 5 M. AR 28 KPS 3
DU EMELE 11 F. 6 L& E RN RE SR A B, 18 Mk aWE Mz b &
B2, 3 ML Em e, EY 1. 2,5- “A-5-5 - HlE-2-MRm E IR, (a9 2: 4-0- (3-
O- LI 3E-6"-O-Xf -7 G 3L-B-D-ME G i & %) -xf-#F B, e 3. (k) -7-0- (47, 6”-—4
MEE-B-D-NEGHI 205 -5, 6, 7, 3-DUpRAk-4-FA A /K.

PU-047
miR-1 X 0 a5 43 1L AU SN

Sete ZE AR, TN
I PE B AR 5 — R e

MIiR-1 X 5 40 B 48 5E 734 (A 52 )

MR ER SR ECE WIEME RGeS R e AR, — EZMeswmE AR Ew R E. B4 16
UL LE KB BRI 5 15%-30%, i 1%-2% #5251 R itk 5 11, SEU
A KRS ST, MELLVATT . AR AL miR-1 SR T Rk mRiLs, B4 miR-1 &7
RE VR B I BB AN A, B RTIEARTE2E . #OAR S8 @ FAMETE R miR-1 K FL A 51T 4%
e, Al miR-1 ik FIAFAH ST ER A V5= FLGH 0 20 Pt 384 5 A AL 52

ik (L) B16 HESREAR, B o S8 sE X s i, AT RS 72 90 4%  120nM 34T
miR-1/antimiR-1 & =%t G g ss . (2) il Elisa HARKM, (3) FIH CCK-8 i:Ad il %
Peig, MR A. (4) #id Real time-PCR 3 AK I3 4748 W 43 Hr

GEEL 3 BRI VR M G X 4R, DL 1x105/ml [R5 R EE 6 FLE R A 37°ClIEIE A Th i

I8, fRYUik 70%MIEN S ST miR-LantimiR-1 KX IEFIEGL, (1) BE4REE. O%
HMmERYER:. Real time-PCR #ll: miR-1 %A T AR A Sox9 ZEiEhnEIE KK ik
= M MMP-13 fEEREKF EEETHK (P<0.05) . #M#H mR-1 j5, 4558MHKR (P<
0.05) . Elisa iF#]: miR-1 it #IAFE AL, OARRE & TIMP-1 £& F/KFRIEN S MMP-13
R AKFRLBEIC (P<0.05) . Mm4H mR-1 f5, HIMRER (P<0.05) . QW40
JH: CCK-8 HiARE/R: miR-1 it FikRE LI E 4 fgsE (P <0.05) , M4 miR-1 J5, HE%H
BE IR (P<0.05) o I AREAE: miR-1 iRk (Hi4b T S B, G2 HARI4H B B3 hn, 1M
i miR-1 J5, AT S, G2 M4 E 2~ (P<0.05)

(2) BEHMMsrk: Real time -PCR &ll: miR-1 1d3iA4: IALH . Sox9 fil Ihh 3L H ik 5
2 Es X MIRE RIS ETR (P<0.05) o MmiH miR-1 /5, HIAMXE S, Elisa £l

miR-1 ik, O AR FAE R AKFRIEREE FIH (P<0.05) ; mdlH miR-1 5, 458 K.

258 miR-1 AEESECE 4G A, P L, R E4ERE e 4l R A T — e R

PU-048
ITIH5 BEE7ERE % R PR EER N

AR 12, AR 12 RS 8; 22 5KF0 12,28 55 12 Mk 12, P K 12
LR A BR R AT 548 A ST RE Sk [ 21 27 B 5 SE 6 %
2. M B R AR A AR A M 2 &

I 2 4 R R 56 Bt ey FH B T 26 s vy AR PR R o B A R A5 IR 3 R e A% TR 3 3L (R F 1)
i, TEVFZIti QR 1 astE B R e Ml & g P AN nT sk . il XU tag-SNP rs1663689 fif
T YR IX 5 10p14 5 B NG A KU i FEAR DG, (RIS ThRe Al . T GWAS
RILH) tag-SNP A & JFA— @ HA E SN, H2 T DHE NS EArE, R B RiE—Eiuf
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W AT BEAATE S e K AR R e BAA B REIE RN IEK . ITIHS 47T tag-SNP _LJiF 1.3Mbp, 12
A5PZFE R I ThRE AT /b . TCGA $HEFE A B ITIHS FERE e d b RIE T EE T, H
HFRR A5 ittt e R0, RS kA kR BAIRE R . AF7EH L ITIHS
BN H AR, RGN ARKCSE R GIRE A R PR T H S s I DR &R

BATHE SEAE 186 1 H Bl IR /N B it e 55 AL 2R 43 B T ITIHG JE (R IA 7K B FL il AR %
Betk, UESEfREALZR A ITIHS R A R IA K B 2R T AR s 55 41 2R, T H ITIHS R 3R IA 7K
S 55 bR PRI PR 2 A M ER S5 6 88 AR 55 . Kaplan-Meier 23047, 7R ITIHS i IA/KF 5 B4
AR IEADC, d3— DR A R T R R ThRE Lt Bor, TR Ai i b s KA ITIHS Z A REh%
25 A R R B I B e D, B RO AR K8 ) L BAR B RN RS I e

IXLER S AR, ITIHS A =4 B A 6 e S e R B D e, ITIHS JE PR R (RSl m]
PR3 e o e g e, e — NIBE R LY, E A — P IRAIRT .

PU-049
S R BRHDHI 45 B R i A R R SE RO AL IR 53

DINIDEUIRES X711 o
PN S DR ALK 7 i R B

BE 4EEE B IRIEE LSRR, FARBCE YT AT o] o B 1 FAE RS 2R, I
BEBAR AR AR KT RSPk 2 IR A Va7, BEAERIE AL R I % 1l 2
B W E TR R B PO R A S . S SR T, DURSHIT 2 I R, 4R
IR/ BRI AE AT R B . ASHIE T B 7 19 W A i e O 0 42 5 L B e A R ) TH RE AR 2 LA

F¥E  Incu Cyte S3 KM BB ZAS4H AL AR ASOMERAN R R B 1) A= 03 1 IR HCT 116 441 o 384 5 1
Fis R PO 2 P SRS I A= 4 9 e FR X 42 L o e 200 R SR RM A PR 0 2 F sz ot X R 8 Sz 56 A
Matrigel 1328 S560 W5 A= id M IO 25 B i A i R 1R 28 1052 s A RNA-Seq #4436
ikAbH HCT116 4005 2 ik 2 K BF Western Blot A6 A 43 ik Ak B 45 B e 40 L )5
HMGAZ2 1 WNT J& i A5 ¢ 8 H 1R IR IS4

g8 10, 15. 20 pg/ml AYEPERRSS R IH] HCT116 diMudb s, HEmt i Eacomite; ik
Y1 B ASCRS I AR P 3% M K %P HCT-116. LOVO 40 il B A 40 i JA AT /e . R AE7E G2IM ]
(p<0.05) , FFA[HEFESF HCT-116. LOVO 4 KA T: (p<0.05) ; KIJR 5645 F KW
ACBP #ef BH AN 45 B i A il s, SxdbE BaRi%%E% (p<0.05) ; Matrigel 1%
B st IR ] ACBP Remp il 4 B A i AR BB A, S0 AR AGE R %ER
(p<0.05) ; RNA-Seq ZEHHEMME BT, WAIRTE 29 NEFER, HPEFE HMGA2 il
WNT G825, Western Blot il 2 R 3R IS5 B w40+ i) HMGA2 F1 WNT I8 2
AN IRER R IE KT A W3 P IR S 3R P AR s

50 AWiE M OB I S HMGAZ 87T WINT 38 55310 1) 235 e 40 i 184

PU-050
ACBP #iNT 5 CAF #1ZF/) ESCC 4R
*F cyclopamine BYSURME

Wi UK, F LR, 535, T3 AR A, 75 75 2
WS R RER 2 MY s

B WA, HATERT AR E A R 7N, R e A &

i
3
i
Fm
i
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KENERZ —, SEGIRANE (ESCC) REEMWM., dmTFrliekmaEs, a8mmn
TERIRZE . 2012 SEHE IR, 5 FAEMFFLN 20.9% . IRAFFEEE R EMEREY 5T
RS ST, R HEE R A A TT RS . DU & O 7T B TR A A . AR,
Kl 2 FEE R B, MRS (TME) XA, M4, RZEMGERERKEL., TME H
BIUVME, ARG AT 440, e i, WM, M4on, NEIAMRAIAsr . X
W VW BT 2 4 Mt R g R O AT 4E L (CAF) , Rik a “FIEAIWEIES (SMA) , JEHZ
SAREEERIE N PR R A, MR, MR . AT ESCC I RFE S H 7 B 5 7%
ESCC CAF,{E45r B A 4edn kil 2] E-ES RS (R dipabRicd) , BoRsE R (L
FRicd) Fil SMA (CAF Fric#)) MRIE. RIMREFRSE WIR,5 Tl AT 4E 4 f 3 s FU Rk I
Al SMA, FHAVE A IIN E-45KGE IR, CAFs gtk ESCC 4Hffli KYSE140 [\i6%E, 7£
CAFSs #5751 KYSE140 4Hfd, PTCHL1 1 GLI1 # mRNA /K FFE. FE (cyclopamine)
L T PTCHL Al GLIZ mRNA 7K ] KYSE140 40U bE. 5 CAF JLii3%, KYSE140 4
Mo B AW 2 WS /£ KYSEL40 4f i+ £ ill 2 hedgehog i B s, & 30 B AE H
cyclopamine 4b¥, FLE:FEM) KYSE140 # PTCHL A1 GLI1 mRNA [k & G284k, £ CAF Af
Aeilid IR iR 2R hedgehog B . HUBAMIEIEIK (ACBP) i KYSE140 41 A i 5,
SR, ACBP ANFi hedgehog i&%%. 4/ CAF &/FR:F3EE 9% KYSEL140 41}, ACBP BtA
cyclopamine H A KM KYSEL40 M &%, KU MEXMARFRERER, ACBP AIRedE N
KYSE140 4iffu%} cyclopamine HIHUSYE. IRATFER KYSEL140 4111 hedgehog i 3G 1446
MR, B8 ACBP %A1 KYSEL40 48/ hedgehog i@, {HILR:FM KYSEL140 i,
ACBP 5 cyclopamine 454 7] [£{ik PTCH1 Al GLIL mRNA /K°F, #2757 cyclopamine ¥4 ACBP
%F CAFs JL57 3% ) ESCC 40 i B A Bl dn il 4 H

PU-051
RESR MM ELRASSI 3D BT

RVK L, 5K LA 2 1
1S BRRER 7 it s B e
2. WS RRER

BB A DL BTEAGE S MR, B AT AERIMRSE T R AL T 6 A, FRELE &R S K E
KZ—. HUTBERIGITBRFEFR. RBULIT RGBT . S8 RE %, 2012 fFi 5 547
TEZN 20.9%. HET, HRAWEE ST 2 T EIER AT . X T — 2B y7 e Bt A %
BITHEE, BA M JCARERRTT 7 58, I RS o 0t FU AN DL 7 B N SR REER & B g0 Bl 2
5-FUR BEIE (5-FU) 4T 75 vl VB N B 0 & i IR 40 o ges B8 5 i B . (B F R 2808, A
MEDIARYE B B Rr IR B AR NALIT 259, R BRI VEROR VPl B — AN 7 R &k . TR, 2 RE
SE—/MI R F 2580 MR AR SMEGTT 2900018 ~F 6, K Be A SO X A I8, Ayl R I 25 e %
RS, e AT B0 800, D2 B3 IR o AT A E o R A S0 9 i 1) £ S DR 241 o g 24
BT R AN/ NI, A0 matrigel VA TE 96 FLERHHIEATRE SR . fEER IR 2. 4. 6. 8. 10, 12, 14,
16. 18 KRiFEUHIEE . AEEEE. PIA . H&E Gt Ki-67. P63. P40 FI4ifff & A 5/6 F ikl
2L, HE&E Gt iR, BERpIME AR S5IRHSIEARMA . bR IR R ELK, HIHARSE
N, B E Z4E AR I G . ARSI EE IR [R]85 0, P40 AT P63 Hx I IR IAE R 4
M Fp R AR D . Ki-67 8 1 7E I 20 23 Hb 208 1 i B R LU 2R 0 il A 355 7 B[R] PR B K T i 55« 27
Bk, B SRR M 00— RE e B R AP G 5 I TR KT A A8 Ak, it DU SN 977 R A
FLERGF

38



AR A R R AN F 0 B CIREEER RS I 4

PU-052
NOXA Bzh¥F: AR FINENBIIF

Zrpg Y2 AR L2 REE L2 P L2 AR L2 M L2 AR 2, A 12
AN E DN SIW PN S S g v
2.7 R R A A 2 &

FAZAE P RE R (1) R0 52 BT v 3 2 7 Az v 8 - ) L R %, S s PR e o A A R AE
P2H B (8P C H3KAM3 Al H3K4mel. WA S NSFRHE T AE 2%-3%I1) 8 51t a]
BAWWmEN. RPN TAERDEERE: e S5 AME FHTIER; BA G371
(PO R 2H B B IRRFIE . SR, 5 8 I8 B 7 8 i ot 1175 5 IR 3R DA B AE 2 i SO e R 1T
NOXA 5 BCL2 732 BCL2 JEPH S H BRI T AIPTIR TR 51, A S 5 i B 2 S 30+
NOXA 5 BCL2 K i 2 F a2 (8] LAEMH EAEH, NOXA Ja s+ XA EA Ja sl F 4 E A
&1 H3K4me3, 1 HA £ s FAr 8 MR H3KAmel EABIE, #8 NOXA JE3)F1E—
SEMIZA T RIS T ThRE, BE58 BCL2 JEA IR IEIE M. AR S ER T NOXA BaF2 R
BA B AR T W EIhRE, AT NOXA B3 RIERE FIhEe T BCL2 FEFIE
P

B, BATRIAMRE IR RSES, 2R IR EZ 40 MCF-10A A4 MCF-7
NOXA Ji 27 B A 14 5 735 1 HIG 0 7S PEAE bRl i - JE R 22 0, 17 BCL2 J3 3l A R 4% 1
SR FIEYE . B BATTRI SRS T I 4 T R SR R R TS S5 S N NOXA H5R T
TR ZER, 12 F A ARG DA R R SR S A T RN . RN, IRIRIE SN
Bk (1uMD AR 2T NOXA Bé5s G P fRsms 1 Sk Z W (10uM)  AbBEAH [F] A a],
NOXA Jazh Filthfsm, Bham FimtE KiERES. ChiIP-gPCR FiAR#E—5 B8, NOXA JE3IT XK
JA BRI 5 AR VR O 2 B FB TR SR I A R 0, SR H3K4mel/H3K4me3 [ bk 47l i
PRI FE T R R . XSS RAROR, TR RO BRI T S, NOXA Ja 21 E %
RAIFYEGSRT- D68, 10 44052 2R TE 5 R, NOXA HaFE B AR EE T U5 A8
e, TERAIGAN BRI, 052 B R B S AR AL B, BCL2 JEH 14 Ko F A
FEEE R, g-PCR Zr#riEix, NOXA HGg G MEsR Mm% BCL2 B R/AKF FEERE /N, NOXA
W5 TIE MG BCL2 ML /K FRFEIRREIE N, 54 A1 NOXA 5 BCL2 W5 3 7725 [ 4
% A EAE R BRI 45 5, AT S HE R, NOXA a3 7 HAMEIhRE, HRTHETES R
T, NOXA B3 7l Ntln 7, FHIESHIhReRE P BCL2 BERFE S T, REPUHTIZIRE: 1
LI TRIBONGER, NOXA B3 EERFEH BTG, WIEEREE S MRIE, REHMET.
PATH) TAE AR IR DR 42 O Th R I 2 24 P DL 20 PR 0 12 s o Hp 35 TR f 3R T8 TR s A Ut 1 T i)
JA AN o

PU-053
B BEE) 7E BT 4Rk RRI SN R IEE miR-142-3p
12 12t i 728 40 Bra | 1
P} 2, 2

LHRINEE R
2P EERR A R, E X AR A W) 2 SR 5, R R A A M A ) SR

HRERIEI A R T 40 (BM-MSCs) R Z Mg H4UF S 5 MRS e . ©nf
DI R T4 B TR - B4/ A SR 5 i R e e JHE AR o SR, B 8 10 7 o &4 M e 35 e % 17 e 400
T PEMANTE 2 . FRATT AN [R) 70 03 T4 A 5 75 3 v 43 B AN AR, I P Ik S 47 A Kb 348 45 g 441
(HCT-116. HT-29 fil SW-480) . Hfw T4k iibricy) CD133 Al LGRS 45&ThResss
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WIT 25T 52 . SORETE L. A B . 1R BRI R R S 56D b B A B i T . FRATT A
microRNA & F KA 50 45 W A0 B . 1 il () 78 03 40 B AN AL R5 R 40 e /b A microRNA 3Rk 1) 2
St XTI RIBEAT DhRE A M R 2B . FEIXIUEE AL, FRATKIL BM-MSC 73 1AM IR & A
fRZ microRNA, M miR-142-3p GEME I b 2h fde 40 i o T 40 f i) & &, (2 ik R e 4 P 1) 1
PE o MCE B IR 78 5 T 40 B 20 T () A IR R miR-142-3p RS I R /D S5 T A E . )
H, miR-142-3p il 4T#E numb, i numb [FJZRIAERE notch (55 @B HEL . S, FRATHIHE
FARIL BM-MSC KR AMB AR E T miR-142-3p (e 3t iz 40 g i T4k

PU-054
MORC2 i&id#P4l] NDRG1 {E & B R T iR

K, AR B, o R BT, 7 T AR g, X 28, £ IR 7, 2=
R AR

MORC2 (microrchidia family CW-type zinc finger 2) &gt i m¥EE N, ELZMAEY
SRR EEEH, 1 DNA fifhiE R, BRI a4 o B kL. NDRG1 &7
7, R8s BB b E9). B2 MORC2 #1 NDRG1 #3455 % LL &% MORC2 &
SiEEP R ERNAEE. AN EREHELSEEMEY, MORC2 i NDRGL [
MRNA. & HKVFFES)FistH. MORC2 fefE4 &%) NDRGL JA 311 —446 F|—213bp XK.
ENLH L, AEA L OBACE sirtuinl (SIRT1) 25 NDRG1 M %1#%. MORC2 5 SIRT1 #H
HAEMIHE SIRTL LLE R 7 RILE 04 NDRG1 831 ik . MORC2 it %1k 5% NDRG1 &
T RHEA H3 BB LK HA 1 2B RRE. R, RATMSE BEW,
NDRG1 7£ MORC2 4\ '3[ 45 B s A (1A ST # Fif2 28 LA AR N i e i R B BRI
bh, G EEAEA T MORC2 13145 NDRG1 [ iA k. MORC2 [/ %Kik 54 B
PIMRELE AL . TNM 23 RS R AU B350, AT R I N — 2158 MORC2 % NDRG1 ()
BRI 2EE TR, $28 MORC2 J& 45 B e 1697 T AE 50 A5 .

PU-055
EWEMEREE miR-520 ] AT 5 4 A ESE AR 22 B 5 F AL

TR, S5 N, M e 5, 9575 24
PO 5 i DR RO 27 B IR R el R = 0T e

BHE AR IO AR R R A I8 0 2 S 15 5 5 A28 23 B SR S B ) — PP o FiE e T
A B EFRFA . BTHAET 745 SRR 0 AR W is v AR RE I B A A A i AR 22 . AR
TEFRUT A 035 1 FR 1) B S 200 L 34 5 42 28 040 40 T B

s R MicroRNA ik 0 R I e e 55 1E 8 21 22 R 1A/ RNA,  KIL mir520 % 57
FKIEWIE, N B Yk Yy NC, miR-520 mimics & miR-520Inhibitor & MHCC97H i
SMMC7721 4ifi, #:4%)a AW IR AL P LA . R P 3% 40 o T4 b O 2 4 e e A v, 42
AR M2 MHABRYRSEIER Transwell y2A I & H 40 e B AR 22 52 m ;N  =R4m i
6 4 R 7 0 o

GER R I O S AL AN f R R A A EIE . (H A2 G miR-520 mimics Al miR-520Inhibitor 41
BNC HIMHHERE NEZ, ZREASE N (p<0.05) ; Lt AEWiE IR G 05 3 Je il
MR ARZERE ), B NC IR R, ZRHEABRASI5E L (p<0.05) 5 &4 40 & itk
FHAFZE G2/M #, miR-520 mimics il miR-520Inhibitor 41 2 8 & % 424k, .

SEW AEWTE R K AE % B SRR R 4T M I A AT RS, R REPHME LM B, WA A R A
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P PERIE R miR-520 AN FH A B G S AR ZR VR, ZRSEIR AW FE miR-520 1E 4L
BETAL, e AR TR 2 WL SR N B LTI FE3R R 2 B

PU-056
p16 TREST S 2R AARE L INERF AL TR

BT, E
RPN

FFEF4EAb 2 BT 2 B3 G B TS B i — AN AR B AR, ARSI O RO . £
PRI PE R AR PR ME AR T MR 28 . R MEITF REW & FEUN A4k, HFEF4iunT e SRR g R
JFREAL EL e . AR (hepatic stellar cells, HSC) fEF£F 4tk b R IFE R BN, (£ 5254
WIS BER TG AL T WA I A S SR DUARAE I, (R 2T 44 . 40 B30 HI R 7 16 (pl6) J&—
FhAmE IR, BERS 5 20 i & 3 2 I M 4/6(CDKA/6) 454, ] Rb HImERR{L, BHEH 40 e E
HHIERR . ASHFFOE R AR AP SEIR R B, FEFF B ARG RIE 1 DL FF AR 4Efb /N B R, ple Rkt
T B PU SRR S pl6 FiRR /N RS AT AR AR A, SRR, SXTIRA/NRAREL, pl6
BN R 4Eb R A E, EAFERGILER LX-2 TE0R ple Aetg{st LX-2 40y, i
HSC JGEthrEY) Col-l. a-SMA. LA EZE R UL, pl6 T iAaens st (e gk F 2R 40 B i AL in AT 41
i AA

PU-057
ET R E MR E S BUK R AR AR TIE
AT PREENA

B8 RIS

P S B RER - MY s

25 IR IR B 2 ZRAT 28 b 1 1 P R ol 5 PR T e 40 A= A BRI 78 H i S AT U R 5T

HE X 23R R LML 2 BROKEEROIT Rt 78, FF IR A A A R -
MRS IR A FRIEA DSR2 AR, R RIS T A ds . R, BRI E F Ak
FRIEES. W25 S EY miEE 1,4- 7 28 4K Hmmkse T e 2e g e, B3] 1 Yhgs
FAS [ 1) 22 FROKBE R o X6 DU 22 FRZKIBERGEAT 1 2B~ A IR REAR I, B =4S (a) 4. kR, &R
TS M. AMEETE. NMAENE. LA A A B UL AT R 4
126 P LR R B0 IE 22 JOR /K BB J X A e 240 ML P el 4 1

SR ©ELLIMCIE DT R 2 POKEE R — M M mr T REW), 1R 2 IRNNE W TR 2 [A)TE AR
B BEAZ B (-CONH),  1,4- T 1 25 /K H il I A 0T 34 B . 5 328 W Jo 1R 110 2 6 AR HE T2 BROHT 1D 2R 15
Yo. @UUFPZ IKEERL I F LR RN — 2 ALE5H, RSN SR | RS REFEE R T @
iHE CCK-8 SEIIESE 13X PURh 22 k7K EEIR R W% (23t L929 4H IG5 1fE /1. @¥ DU 2 kK el i
SRR THL, il H&E. GG B FIH LB S I gE, SRR R eSS
IR A T 2 B R 3 ) AU S AE 1A 9 AT L R AN LA R e . 4 ZE Wi 1 22 KK B A 3 4 31
MKNA45 R R B (IR 5544, 4o 16 KGRy s e 2R 2 R oz 2R s 1 2 ik
B B ZRBEIEZ T R 40 D R IS A WA, AR AN SR, SRORERAT /K BRIE mT 0381) vk e 4 i
A,

590 PATRBTTTHR B 1 — Mol A2 IOKBERE, A TECE PR30 8 4 e 18 58 K% B JEk 2H 078 4 8
FItHE -
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PU-058
FEAE KRR AT HEARRE iR Shilbis A (Rt B Al REEBHHER

WREE & PhmRaE *, B
LAl B RS2 5 —BR B
2 ERORE N ER B

B PR TR OC AT 2 4 R SRR WA T B PRI R 28 I 5 RS P

FiE R REAMbE Saos-2 4 B 55 IR AH O AT 4E AR i, B2 EDOIE AF G 5 2T 2 240 SRR A h
o BTN EINIMATEZS, Westernblot A& #M A AR S EFRICE 1 CD63 RIAT L. KAL)
IR AR Z2 SIS SR NIRRT Saos-2 AT AR 2868 I sz o I AR SR N B AR RS 1 RS AEL R
B, 6 J& e HUMRs 20 23FR Eo) L A Rl L 2 S, BT U R HE o000 5% 3 4 4R U
RGO,

2R HBEWERINMMERE 70~100nm (572 B E P B PE SRR S5 R, Western blot 455 B s H
CD63 ZE &Kk (T=9.49, P<0.01) . WPRSEE B/~ Exo HAMMITHFEEE = T Control 4
(1=6.2088,p<<0.01) . RELI LR E /R, Exo HF ik /N4 % &£ T Control 4
(t=3.8558,p<<0.05) . MHALLEE I, Exo 44 MR IARF N & # & T Control 411K
(t=2.7061,p<<0.05) . H Exo HMEEEEF ST Control 4 (1=2.9293,p<<0.01) . fliZHZ1))
A HE Yetast BIEoR, WA R R AEMER, Exo 448 RIS N E %2 T Control
M E (W=36, p<0.01) .

G5 A D% AT A A M SRR I A AR T B DB R 4 Ak Saos-2 TR KR 28R T, TRt
B PR 1 AR RN 2 TR T o

PU-059
miR-134 iBid F#E MMP1 1 MMP3 Ri& B ABERENER
HER R EEXIHIRAR

WREE, FhBEds, B
L P ARL RS 5 R B

HEJ 850 miR-134 768 W22 AR Hh (/R Bl S AR A FH AL o

J¥%E (1) gRT-PCR K ELE N B AR & Saos-2. MG-63 & #E 41l &2 CHON-001 *F miR-
134 il MMP1 f& MMP3 RIEZE R . A4kl & g, IEH & AT MMP1 il MMP3 [
RIEEF. () 1BREFHEINE AR Saos-2 41HE, AMAERIESLIGAN miR-134 X PR 4i i iE
FheJ1fscm, Transwell SZIGASI miR-134 S5 PIJRAIMIZ BERE RIS .  (3) MWENE AR
RS R, A miR-134 7EAK X PR AR K s il 2027 HE G € 0 52 HO0 B BR 4
B RE IR AL s, FIH gRT-PCR. Ay 2H . ELISA J Western blot £l 4% 5T miR-134
XTHARN MMPL A1 MMP3 A EH . (4) XS brid SEER IR IE miR-134 X} MMP1 il MMP3
(BB EH .

8 (1) miR-134 7E5 PRI & Saos-2 (p<<0.001) . MG-63 (p<<0.01) 4 f T Fik A%,

M MMP1 7E£ MG-63 (p<<0.05) #ll Saos-2 (p<<0.01) &k, MMP3fE MG-63 (p<<0.01)

Fl Saos-2 (p<<0.001) HEEFKIL, REHMER TR, MMPL 1 MMP3 £\ & R FEA R RIA
W (p<<0.001) . (2) miR-134 H4Hfu%: Control 41 fliEF fE 7155 (p<<0.001) ; [FINY
Transwell 52563 B miR-134 ZH%% Control 2141 {22868 /1955 (p<<0.001) . (3) miR-134 nJ{E
PRI MMP1 F1 MMP3 ) mRNA %1% (p<<0.001) ; [AHf, ELISA (p<<0.05, p<<0.001) .
JE4H4k (p<<0.001) . Western blot (p<<0.001) K FMT (p<<0.05) % %457 8] miR-134 w4
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MMP1 il MMP3 & A #ik. HET Saos-2 4Hffl, MMPL1 1 MMP3 7E& PR 5h A5 0 fit Jg 20 27
R ERIA (p<0.001) , 1l miR-134 7E1 WA fg L2 (1) 3R IA % Saos-2 4il g 1%
(p<0.001) . (4) HEIHHL HE Yt gt RIEIR, miR-134 4 i F2 %5 Control 2H B &2 [£1IK
(p<<0.001) .

Z#% (1) miR-134 5 MMPL fl MMP3 7E& RIJR4HL R Saos-2. MG-63 [ N\ # R4 4 =ik
EHAMK.  (2) miR-134 mEARSMNHIE R4 IER K ZFERE 1. (3) mIiR-134 ] {E4A 4T
R AEK . RN, R MMPL 1 MMP3 EiA/K . (4) miR-134 FE/A N4k
THE R 2R, FHRE MMPL At MMP3 RIAFI{ER, 5 MMPL fil MMP3 /& miR-134
B S YA R

PU-060
FFFRIE Fi8id CD36 MFIREREREE SR /MR
e ENE 1 BE RHAE FE RREO RA 5T

SRR, 1 A, 2
HAER R

BEMER BB TERED YRR (NAFLD) 248 T &8 s, DARFIE B0 & g 15 & A AT

Y B AE A R IE B — R AR 8 A A . SERTHRIE, JFRIBA 7 (HSS) , SRR A3 5m A 1
(ALR) T2 Mg Wi B ot P (452075, AEPLH MG oR B T o ANBSEHR T HSS ik #iii B i iR ¥4 12
HH (CD36) KIAHTENE, PHILAEWIER W F40M N FEiE, M NAFLD 1A REfE: .

JiE DL PAE S faE RIA HSS 1) HepG2 4liffkk (HSS-Tx) Al e 844 1) HepG2 4 itk
(HSS-v) JIEZZ, K RNA-Seq H A ML mRNA Al IncRNA ()% 7%ik, B HSS R A&
MR/ (HSS™) HEFAERUNR (HSS*) , Fl MCD i CDE LUK ek & =5 ik iang,
& NAFLD 8L AGWlifyE ALT, AST LUAFRE/INE hH o =E8(TG). W#E IR (FFA) FIfH
L (CHO) /K°F; L HE Jetafiiliar O Yeta MR HF 415 UL g i HE AR ;. WB AT IE CD36 Al
p-AKT £iX; Q-PCR fuill CD36, MUt AH I LA A 28 4E K mRNA ik .

GEEL SR LG, HSS-Tx 4 CD36-mRNA /KT & E A%, [FFE, NAFLD B3/ & IF
CD36 il p-AKT FisBEWIN. S84 /NRME, HSSY/NiH, CD36 5 p-AKT MBI AN
i, IMiE ALT, AST, TG, CHO Z/K-FHAHRN & ALV AR, AT, e
FRUA N RGBT IR N . BB R Bos, 5 HSS-v 4iifiA L, HSS-Tx 4l CD36 [ ik 4% {7 i
S FR, p-AKT RIEHAHRN EE, CD36 Mk (41 PPARa. PGC-1) /K7t
e MR, R HSS i, N CD36 AN, PPARa 5 PGC-1 ZiAF i, NEACUETAH Gl
FIFAER FH mRNA KT E. 55, HSS Rl REIEE %] CD36 fIFRIE M sEfr, Mg iR e:
i M RIERE R, TR T4, J82% NAFLD FIBERE .

PU-061
HER X CELES 4 B HHIRE AR RS
BXTRERPAR

e MR, ek, T
PR — B

BB #WEdHE KRBT LT & (Osteoarthritis, OA) #iM, IRITAHEHEZWALEE 4 (Histone
deacetylase 4, HDAC4) &5 i] LLd ik i F e 4 AR,  ZEZ% K E OA X1 BCE B4R
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Fi% K@ Ad-HDAC4 K Ad-GFP xR d8 i K KRR s 4l o w2, 4303k Ad-GFP
JEYLZH Ad-HDACS JERYH . JRYL 48 /MR, A IL-1B (10ng / mD , A 24 /M5, il
it real-time gPCR &l # & IE K#Edr (Runx-2, MMP-13, Collagen X) M & BACHE bx
(Collagen Il, Aggrecan) HJFRIEME M. I KA ST AT 22 X )4 VI Canterior cruciate
ligament transection, ACLT) #J# OA #7A, 45 H KR/ N=4, 4% N: 1) ACLT + 1x109
PFU Ad-GFP, 2) ACLT+1x109PFU Ad-HDAC4, 3) Sham+1x109PFU Ad-GFP. T ARJ5 48 /N vE
SN R, BRIk, RJF 8 Bz, BUNEIET, 1T X 28, FMT, HZ%, OARSI i}
oy, HEHLULSE, ELISA K real-time qPCR K2, 1T T HCE 0515 0 o

ZR RT-qPCR 4iREW], £RXRPEMEHIEXIE HDACS 7] LAFEAS IL-1B ¥ 21 Runx-2,
MMP-13,Collagen X ik, [FIN40 Collagen Il #1 Aggrecan f{#Ei%k. 76 K, OA BRI, 4
%+ Ad-GFP #4, Ad-HDAC4 4l Runx-2, MMP-13,Collagen X HIZRIEEAL, ZRB YR,
[FIf, £ Ad-HDAC4 4, #E & itfass Collagen Il #1 Aggrecan & & T Ad-GFP 4, #
FINE GLit22 2 o

it 7ERH OA #ifdth, HDAC4 it #if] Runx-2, MMP-13,Collagen X fJ&ik, [FIMf {2k
Collagen Il fil Aggrecan {581k, #2EIIELE OA KT BN MIA/ER

PU-062
SIRTL iEid Y CHK2 Z Btk - BEER 1L BT YRR A HAHIE

LT 123, R 223 SR 123, Wi 123
LB R
2. TP ARG AR 2 A S 5
3L ALLE b

MO N AR T SIRTL FIZH 0 & SRS 56 i il CHK2 AR id ik 1 15 41 B e 25 RN g o S R 2 e 2
PRV AR 35 28 FRE HH R R E . 2RI, IE R & R B T 7E o TALRM R AR B I 2 K
Hlo AT FE R SIRTL-CHK2 18 % 75 40 o Jo B4 vp R 2L DR . WFALR I, SIRT1 &
CHK2 Z [BfFfEAHEAER, tt4h, SIRT1 gegdd 2 BB CHK2, MimHif CHK2 iR
b, =Bk, L&, SIRTL B2k S350 CHK2 i G40/ 5 0 20 i S0 42 ot 0 o 5 PRI 40 i AE
T BRGNP TR I, CHK2 JEFMELA R IER T SIRTL JE [F i /) 5™ & 1 7 5 UL
W%, X5 SIRTL 7ETBH CHK2 G IMEH —. B2, BAIMEFERI CHK2 7E SIRT1
VAN A AR B S T B R . SUER, AT TR T i R S A 4 R SR R 4 52
B DL 5 2 A RE SR (i 1 0 1) LA o

PU-063
SR RANKL SR E AR RIS X 9L a =i

FE R RO, WA 4 R R
I PEBE AR 225 — PR e

BE E BB H A TAHL (WHO) PFNER K NSRRI, A BB AE iR
S H AT S E . EREMIIG S WHO HEFE R KIRZG, J730s e HRlER . ILEm R R E
AMER T Wnt. NF-kB. Notch f STAT-3 &2 Fhgufimig, THRanfuiQul, itk 2
SYIMSET: . LIRSS T a0 A AR, DR AT T B SRS A AT R 2 ik A 4
AR, BRSO B I BRA RE (I PRI T S A B ) 7 ), aR B E 2 I H .

T PEHUNRCE BERAZ/EVE AN, £ RANKL 1 M-CSF i S R 55 7805 4, &R T8 1A
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A S TFS, TRAP %44, RT-PCR A Western-blot K WAk 48 o 23 44 ik 75 v gt
s WA R PULL KCF RS TR F DC-STAMP K ATPaseVod, [R5 .

g SRR, T4l TRAP Jea i e B g Som ik b, AR/, S99 E 257 &
iR R, HEMAM B (0-2 X) FHEEb R NHE (p<0.05) o Bbak, 7R E 40 A R 54
WrEt, T4l PU.1 REEIZFRIAKT K DC-STAMP & RIAK B EIK, ZRESIHHFEN
(p<0.05) , [l ATPaseVod: R IEKF-LHEZR (p>0.05) .

£ ST ReE TR RANKL 2 M-CSF % Sl 4 i /0 4k B AR B St 1 PULL 1Y
MRNA A K % Bk BV 20 P o i & 54 X DC-STAMP 25 1 3530 T BB 4n i 24k, T
P0G B AR AR G, R R A BRI RIS IPE F 28 ARSR B TR S (1) V6 I $ BB IR %

PU-064
NF1 ZRZESH Met HMEIFIH AU EI R EHFR
M R AVER R

Bt i
P R R

HE RIS NFL R4S S EUMR AT Met #0551 i 25 L DL S i de i S PR XS NFL 28728 i 8 1
[EREE

7 ¥ R CRISPR-Cas9 i KR 7k 9E /N 41 g Jiti &8 4 fg & PC9O Ml H1299 L @l B NF1
(Neurofibromatosis Type 1 Protein, NF1), #J% NF1-WT 1 NF1-KO [FJE40MIkk: % NF1-WT i
NF1-KO [FIVR4HMEEAT /N30 [ 259 SCRE T, THE R 2590%F NFL-WT F1 NF1-KO 4114
KAMHE (Fc=NF-WT/NF1-KO). T3 NF1 HtJ 8 24 (1) 25 ¥ #E 55 (Log2(Fc)<-0.3, P<0.05)F1
NF1 $ 2 BB ) 2548 /5 (Loga(Fe) >0.3, P<0.05); il NF1-WT Al NF1-KO [FIJE4HAEXT NF1
i 2525 Crizotinib (c-Met #71)) 1) 1IC50 ff; LA NF1-WT F1 NF1-KO [FJFE 40T NFL 6k
[ 259 Go 6983(PKC 7)) 1C50 & PKC-a. p-Akt (Thr308)M & ik /K F; Ehig NF1-
WT F1 NF1-KO [F]JE 4 M2 745 T 2287, Crizotinib. Go 6983 (Pan PKC ##il7)). MIE& 24
Ja 4TS 77

R ks R E R, NFL SR SR Z 28958 k4, PC9-NF1-KO 4ifgx} Crizotinib ) 1Cso {E
SEET PCO-NF1-WT 4ifg(P<0.05); M NF1 BARBURZYIFESH, Go 6983 X PC9-NF1-KO
YH ICso fH B FH{LT PCO-NF1-WT 4l (P<0.05); Western blot 455 %, PKC-a 1 p-Akt
(Thr308) &5 H I RIATE NF1-KO Hy4ufiurh Bl 70745 T Vehical. Crizotinib. Go 6983. AJk
A HZ A S, Go 6983 417, NF1-KO 4RI NFL-WT Zii0 5B 20 B8 5E A oo b 2
iR IR, 5 Crizotinib #.ZG54HLk, Crizotinib Al Go 6983 Ht#& I Z5 A LLd Ik NF1-KO 4H ff %
Crizotinib 11t 25 .

£ NFL1 sl G PKC-a fil PISK/AKt /15 Met #II5IFI 25; Go 6983 @it BT L i
PKC-a {55 K E NFL SRR XS Met #5157 il BUsE ;s A FLUER PKC #5715 S PISK
PR T BE A2 AR NFL S 32 Met $IHI 55 25 35 07697 SR B .

PU-065
Shisa3 BT FGFR/AKt/mTOR & B =2 M if AR f& 4a pa % F
EGFR #HI57 s 25498 =14

NP THERZ)Y) (EGFR-TKD 2 il va )7 s2 b BUARRR S, (H IO T a6t G i B A P AN 4 A
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P 225 5 (v JBE 4D R LA B80S 1) ¥ 7 T i () ks, TR I 1 W PR YA T i O B2 . L TS DL I i 24
H A2 1. BUZ55A, W T790M 248, 2. S2ERM0E, 1 c-MET ¥4, 3. RMeAr, i
i /NI AL, EMT; 4. FUHE S @EBREGE, 10 BIM B2 &M T8 EGFR-TKI 5 A it 2.
HARE 40%LL B E TN 25 HLHIAS IR, Rk, 3P EGFR-TKI i 245 FIiEEALH], LA
FERIMPRIGITIT R e B iR T S A HEE

52 EGFR-TKI J897 [ il e 28 5 s 2H 2 il e 45 S i, Shisa3 £ EGFR-TKI U &
HMEALR R EEREL, HEEETHHUG EMK. TR = EGFR-TKI S i fiti I7-JE 40 i
PC9, #1571 H 2540 itk PCI/ER. fEMIZi4uffirh, 1% IA Shisa3 #i5% | EGFR-TKI HHUR M
Ko 8 T 20 AR AE . B Sa oI N Shisa3 [ FRIA T DL Mg 4o Xt T EGFR-TKI &K
PEo MTEBURA M, K Shisa3 (12 IA T LAR I i 40 B 5 8 ) 259 (0 ORR Y ,  JieJRg - 44m A
PECL I 1 /N MR i A . A IR HLEIATE 7L B s, Shisa3 @it 5 FGFRL/3 FHZS & i
AKt/mTOR {55, #iMmifAEXT EGFR-TKI Z548Us . IR 78 A B0 TKI it 25452 BB i 18
P, IRV IT SRR VR TR L, B EE IR IR E L.

PU-066
B X ARRE (REAHE

. D8, KU BE 0, O LA B
RS

2R RS R T CLERSHE. Fah-/-/N RO OS2 AR TP, T 7 88 JE v F) B AL AR A B 1 2
FEIRITAEAKRI IR L o FRATHIBEFC R IL,  Fah-1-7N B HH i P U5 40 i 7 P 208 I AR
WA 3R XS E AT A R AR S R B 0 R0E 3 BN AN 5 o) 1) B g DL R 4
JRRG R R RE RE U855 o PSR el LR D R AR IR A R 250, DA% R 1A A AT 4 R AN AT
sRERGL A E], IR A I IR ERAS T — E R AL S . AWt TiE R 7 Fah-1-/ BRI SE
ARV AEN LS, RV A A2 3 2 DU b A AR PR FEF S RO AT IR AL SR 44 T R B I AR %
i, s ARIRTT TERT AR B 1R AT S

PU-067
AE BRI CDA4 HIHIFLAREE
‘MRRRHETE, REMTIE

Tl 123,30 124, 250 123, 25 123
L IR K
2. P AV P 5 52
3.4 0 42 =2
4B S

REABEKEE (DNPEP) REW K ZMiEiEdfE, BEEARE R IR M B, &
AT I DNPEP #E A4 3 R . DNPEP i BE 6 ik0R 59 7 FLIRm A i 3 E . i
FeFIZ 226871, 1 DNPEP SR EA MR IRCER . IGREHE R, FLEEA S DNPEP /KR
P55 CD44 /KPTtm B A, 3 DWFtiEsE, DNPEP Z54 Jfeit CD44 2 & -& Al AIE
WAPERE MR, PR AR RO T DNPEP /KRS . (ERERMNZ, I3RIA) DNPEP #ifi] 1
FUIRE R A T . X EegE AR T DNPEP 78 4% FL IR 3t 8 640 78 77
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PU-068
PAK5-DNPEP-USP4 {5 SiBiAIE A IR ERNE KFERE

Wl 123 49 128, g 123, JflEg 123 45 123
LA [RBERIK Y 2, 30 F MO 0 S
BN E Y H %

p21 VLS 5 (PAKS) R IR b2 Fioht ik ARG, (H7E LIS A= 2= Thae
REEEZ R . ROV RE R T PAKS-RAZ B A KEE (DNPEP) -Z R¥FRtEE AN 4
(USP4) 558K 5 MR A . BAI1KH PAKS 5 DNPEP #HHAE M IF#RR1t, DNPEP
(K142 0% 119 £ . 4 SCB0IE 92t 7615 DNPEP #5301k S 40 f (R 3 A2 28 . fEAR S
WEBHIE KA DNPEP #ifil| FLIR e A M AR K AL . teAh, FRATUESE T USP4 2 PAK5-DNPEP %
T UFHAR, DNPEP /5 USP4 [T HEME, FATKIL DNPEP 75 LA 44 2R
ik, HH'5 PAKS il USP4 [f)3RiA £ Fiko%. PAKS iz K-E AMARZ %M DNPEP &EH. 5
BERTSE B35, At I R LA FR A (1K) 20 Hr 45 5 7R PAKS Al USP4 /KR8 hn, 7 H PAKS Al
USP4 & RIA S LM B A R IR 2 AR ORI, XL R IR BT PAKS $5 il (145 5 10 B 75 LR
Je ERE R R AR FH

PU-069
PI3K HIHIFRIEE S MTHL I35 i 1E5E b E]
HHI1E R RALRIEASR

WL, A 4 0 PR
P R R

B B0 BRI . s S R TR B R R UL 3-BAEE (PIBK) Sk S H B, A IR 4
B AR, AR PISK FIF G124 Mok Eon A AT R IR PR R . AT H JE ik 8 17 254
SCEE TS T R S 5 PISK pan #15 BKM120 724 i [F 208 /Ny TAL S, N PI3K 411
)R JER A M TR 24 4D ek v 97 B LB L

ik EWR R BRI 254 2 U251 _Ff8i ] BKM120 1uM FIEE Selleck /NyT-4R 17 254 10uM
RhFR 720 #EATORE, ] Alamar Blue. JafETEAL. 3D £578. EHE 9. U G0 M AR M g5 EZH

FLZG A RTBES N AS B SRS R 0 T 1 . IE A DNA 518 B 10521,  CompuSyn 501 [F %k
M Ig%r (Confidence interval, Cl) , Western Blot 73 #1 PISBK/AKT/MTOR i#E#% . DNA #fitHx &
H R IE L.

Z8  Alamar Blue. TIfEER. 3D #5778 BKM120 1 TH588 AR EEH AT, BEAHmM A
KR BT BRI A2 4 oo R AL ] s/ (P<<0.01). £ 2 52i6 BoR 4 i B K
B A MK B B R IR 4H (3.50+0.15) %, BKM120 4H (3.94+0.77 ) %, TH588 #H
(5.47+1.19) %, BCAH (9.52+1.10) %, ¥4 RN y-H2AX BH 14 41 i 2 %f [ 44
(31.2+1.56) %, BKM120 4 (41+0.72) %, TH588 4 (42.13+1.79) %, Bt & 4
(56.2+0.61) %, L&A ERLH KATHRA Y =(P<0.01). CompuSyn Zr#TilEsZ, pan-PI3K
17 BKM120. GDCO0941 B4 MTHL 171 TH588. TH287 X fisi IR B /R 4 il U251, LN229,

il 40 HA60. PCO i 4n b sa G F/ER, thIR$EEUMT 1. Western Blot /¥R, &
BKM120 4bFEjE, U251, LN229 4Hffur] W, MTH1 & A &R IAKFE EiE, NIER I E 2400 2B 41
f bR A

g5 BKML120 Bk Hib g0 o si . #4540 0 DNA K% S MTHL B, M-S BKM120 5 MTH1
57 TH588 JE il 7 DNA 45473, Mt FEF0HI i gn i A& . B g RoNIRR1ER PISK 5
MTHL $H1 5707697 1o 5 S5 g 4 S e eg S 4t 17 Ak i
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PU-070
FOSL1 & 54 E1EE RS TR MR

A AR R IR R BLL, B0, 34 [
WSk R BR 2

&8 Rapge st 5 B N v RS R 22—, ) B R 9 1R 23— AL e B AR 8 e o A PR DR DR LA
I . ORI UL YRR W50 2 5 400 24k LR SO AR RE 1) R R FE R . E H R AR AL
FIAS 05, IR B 45 i TS 5, T 70 B0 ] b DR 23 3 2 g 80 5 i SRR 5 38 v
2 5 e 4 B P R IR PR A 5

RN, 58 LA % 3] &% ChromHMM %} ENCODE ' 14 f HCT116 [ ChlP-
seq BTN, ZEIEE SREARK GG FURERI N 22 B, JF HLRERS B H0ER: 45 e
X, HAP AR ZA ORI S 7w B om 1 DX, R FUH8 5 1 3 45 i i R 41 i P B [ 2R 0
FIREETER, BRATFIF PIQ Sydont 45 iz dem it S st St N i A7 7, 7EB6A ChromHMM 45 35 %
AGHIEH 19 MRIFEE A TR T XIRI B R 1, eI ThEES 45 e i o B L R 4 5 25 A
Ko E—BH, WITHEIE T X motif 23047 ELA ChromHMM-PIQ B & Hri$en AP-1 #55[A T
RN R YEEERNME. TCGA JRHI M HEFHER SR, £
FOSL1 /& AP-1 FikhiE—IRIEEH LEZ TR, 245 5o 55 e 40 B B A b [F] BEAS 2156
iE. B4, FOSL1 MI&s& A8 51sa TG B it AR E & T C/EBPB. Mit, ATTESS e
Uik HCT116 F{# ] CRISPR-Cas9 i AR FOSLL &K, 45 % kIR 4y H3K4mel
Al H3K27ac HEMAKTFES %, H HAEX MBI IE FOSLL 254 (3G 50 A7y BT N PR FE 5
L A R 2 S AR T E A N

gE LT, AR R, S50RE R R RiE S5 PR AR UM OS, AP-1 (mif4s
AT T, RN, BATEVGEHET FOSL1 5166 7RSI AN G, FERm 45 e i iR

ap
%Hb o

PU-071
PR AT SE AR AN PR E RIEEm 4

SR BN, V[ e
B ERE I JE <l BE B

S R AL T AT RGNS = AL, (AR EARIE Bt R R . BTN EE IR
T35 R MR R A A VSR S R AT, (B RRAN 2. FATRIWE T B 12 F R T 5E 1 24
P A LB 30 T 245 () A BRI p, FRER T L 24 R A A AL o I FH R DR 3R i o8 RN 2 2
Xt OVCAR-3 CERIZEHEUR) Ml OV3R-PTX CEEEEMZ)) MR, BATRIME ML GEA
7 OV3R-PTX Wik, WP E MG, AL OVIR-PTX 4 14 58 g /198
59, ANEBIAkA: GL WIFHM, WA CyclinD1 #1 CyclinEl Fik %, 4iMTBAIREREN T
B, ARBEIRT RGN, AU R I SR i 2 4 XSS B () SR M 38 n s 40 Rk ST 3 B B
SUI5 40 B RE 20 B 1 Bk e 77 2 B0, BT PEbr 4 CD44,CD133 ALDH1al 5%IA . A4
YiE BT &KL has-miR-142-5p $EAliAfE a2 SR A, DR MRS SLIIEH miR-
142-5p BHIEAAEMHEEAEAR 3-UTR., #F—2 i kI miR-142-5p 7L 240+ 2K%R
ik, UESEM 2540 3G 5 . IERAR 2B A 25 R A o Rl TR IR S LS EA N T, N
Jaspar s FERATHME Pre-miR-142 a7 FAAEIBIE I sk BT ZEBL M &0, HEAK
PRI ZEBL EM 25 AT, @ik ZEBL 5 Pri-miR-142 KR IAT &, RS EEEAR
FIE TR T miR-142-5p #HrRIE i EEES G A EAMNRE . A AERER T ZEBL/mIR-
142-5p/ vl S 45 A 8 VS 5 7R ON S SRAZ BN 24 R AR VB, Dl 4 B 508 i 24 it R
AR S B E o
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PU-072
AL MEMREE Hedgehog FSiBEg HH Az 20AaE5E 0
B RATHIER RS
FAREL AR 55 2
A R R B2

B Hithus sk (Anticancer biological activity peptide, ACBP) % A i NCI-H226.
NCI-H460. NCI-H1299. A549 Fl A549/DDP 4l hedgehog 15 ‘Z @ 152m1, #F— i ACBP
(PP R ML -

i AN R IR TR AR 4E A, A MTT LG ks ACBP i i 4 i A= K B 5 i34
s M7 Rk -4 (HE) %t . Annexin-V/PI 4ih . 4T #-RIE s 56 . i g8 e R
(FCM) ZEHARRIANMRIEAS . A0 ast . ARuid o 4 BRIT e e /1 AN i i I g ol s v A
Western-Blot 777A#&0 Gli2 Al Gli3 FIEARIE, RotwE®E PCR ikt Gli2. Gli3 1 miR-
132/212 FERFIFRIEEA

iR OMTT TR, ACBP X il 4n i Ak K385 A Bam s E R, I 2R -8 AR R
@41l HE 4ft 8 x: ACBP Al ACBP/5-Fu ZACHEZAD 24h J5, ZHAOTEA H I B AP T FE .
QUMIE R -RIR LI AT W, SRR LR, SHZGYEF 20h o, 350 5 BI040 ) At e 4 B 3 E % e
FIVEF . @FCM R, 4 ACBP Al ACBP/5-Fu AbFE4HAE 24h 5, Annexin-V/PI XL Gk 5 5
TN R A TR T R IR 41 %2 (P<0.01) . FCM 2041 &% 2L 4 B i 1284k B, 1EF 24h J&, %
HIB SR PRI BT Go/Gr M4 1k . GWestern-Blot £ il & B, Sxf A4 HLE:, ACBP #
ACBP/5-Fu 440 ffl 24h J5, M40 Gli2 & [ R I %K (P<0.01), Gli3 & [ &AW N
(P<0.01). 5-Fu #AbFEZNAE 24h J5, SXTERAIELE:, Gli2 fil Gli3 EAREEEZML. @KLEE
PCR il % ¥l, ACBP F1 ACBP/5-Fu 4 Gli2 % [ ik %1% (P<0.01), GIi3 & [K ik
(P<0.01), miR-132 Al miR-212 % [AFR A £ (P<0.01). 5-Fu A4 24h 5, SXTREALL
i, Gli2. Gli3 fl miR-132/212 F: K FE LA L/,

28 (1) ACBP XM ASFEIFI A NCI-H226. NCI-H460. NCI-H1299. A549 #il A549/DDP
YA B AR KT INE R, ML T REdE I ] A iE 40 i hedgehog 15 518 B 1M 175 5 LA
T2, BH¥4NAEE;  ACBP B A 3SR miR-132/212 FEHIZRIE, 84E4EH T i 4n
Ml hedgehog 15 5@, HIEMREER: ACBP 5 5-Fu BESFZ R0 5-Fu X 40 AS [E Y
Nl NCI-H226. NCI-H460. NCI-H1299. A549 F1 A549/DDP 4 3 se 4l /e H, 5 NE
SR ALTT 259 5-Fu BCA A= P 5500 S B A AL 8

PU-073
Roles of RBP-JK in the endothelial-mesenchymal transition
and neointimal hyperplasiain AVFs

Mg LA LK E 2 EE LRAESU L XIS AR 2, 8
1. 75 5 [ K 2 R B 2 e
2. F R ARF RS 5 — P B2 e 11 1

Patients with chronic kidney disease (CKD) usually establish hemodialysis access through
arteriovenous fistula (AVF) surgery, but AVF often fails due to neointimal hyperplasia and
subsequent thrombosis. Endothelial cells (EC) injury and dysfunction play a key role in the
process of neointimal hyperplasia. Our studies found that CKD aggravates neointimal hyperplasia
through promoting the endothelial-mesenchymal transition (EndMT). We also found that CKD
activates the Notch signals, a conservative signaling pathway which is involved in multiple
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aspects of vascular development. RBP-Jk is an important transcription factor in Notch signaling
pathway. We analyzed the promoter region of human FSP-1 and found that there has RBP-Jk
binding sites located at the promoter of FSP-1. These data suggested that activated Notch
signaling may promote EndMT by inducing the expression of FSP-1 in ECs. We conclude that
Notch activation is a critical step to enhance EndMT and result in the failure of AVFs, which
suggest us that inhibiting Notch signaling will yield strategies to patency of AVFs in CKD. (This
work was supported by the Student’'s Platform for Innovation and Entrepreneurship Training
Program [Grant No. 201990031038], the National Natural Science Foundation Project of China
[Grant No. 201990031038]).

PU-074
HEHEMERGEE LncRNA I B E5E. EBaEIHR

PH 5 R AR R 2 B s o e PR =~ BF T

HE BREess LrEhEEe —, BAmREAEIie R, B, Bmrar ke is
R, NFIREA RS R 259 T B IRAN BRI T ARSI K I F0 N L 2 A S ) —
FhEr BB (ACBP) , BEAERFFE R E] ACBP B 40 MR s, 7% S4uiE -2 ks.

A5 T EITE ACBP it if#5 LncRNA #1 B Jw 41 M Th g S WL 5% .

Fiik NS ENT 28T ACBP AP B E4HE MKN-45 JE IR Z 2% LncRNAs, MNHA] RT-
qPCR J7iA6 ACBP AbFE EJEAM)E MIR22HG ()R iA284k; CCK8 K Edu A [FlHk FE i
ACBP 5l Joad ik MIR22HG 1] 5 3w A 38 5E /R H . 83 Matrigel 1228 ) transwell if#%
SZIG TR 8 ACBP Kb Jeid 1A MIR22HG X} B e LT A AR 28 i ;388 3k v Qo A i 4
Kl ACBP J MIR22HG il [ Jo ot 2Rk 0 B Je A M 03 T K B R sl % o 25 i 2 25 (R S 3R B0 IE
MIR22HG 5 miR-9-3p & &4 &: B it S Bm MR Ay, ACBP Ab3i 5 UL ge e 3 58 ST 1
o

ER E ARG EYE RIS — % B2 R R M LncRNA MIR22HG;ACBP A2
BB 24h. 36h. 48h j5iEid RT-gPCR fllgi R HATE 36h I EA ERM. SXTIRAIAH
tt,15. 20. 25ug/ml BADIEPERK REOE B A0 B % MKN45. MGCB803 4Hu 5, 555Kk
P£(p<0.05); transwell ITH 5256 45 % 8] 20ug/ml ACBP B &304 B i MKN45. MGC803 4l i ff)
iE# (p<0.05) . Matrigel 12728525645 515 B 20ug/ml ACBP B 244 H & MKN45. MGC803 4H
M2 2868 71 (p<0.05) , it 40 B AL A A M) 20ug/ml ACBP w] LLBH & X B J& MKN45 .

MGC803 il A AWM EA, %S B MKN45. MGC803 4 T: (p<0.05) ;%%
Wil 5 L PR S 06 22 B MIR22HG 7] PL3E 41454 miR-9-3p; LA 0.1ug/ml ACBP 5 & 37 Bt oy 1 i
PR R B ACBP B S H01151] 15 98 PRI 38 R F2

5 ACBP @il MIR22HG 3541454 miR-9-3p i CAPZAL ik HE i) 55 Jes 24 Ao 1
W TR

PU-075
PAK4-CEBPB-CLDN4 {5 S55#i{Zi#t I iR A R EMITE
q:éﬁ;

HH HEIERZEH CLDNA 7L Iuw HLAMA I 7 =k, JF2 5B R LR
O PAKA RS S S MRS R T, S 5aA K. R, s aRdE.
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PAK4 Rt LR AL 1 FHLH], WA#. WF5 PAK4 5 CLDN4 Z [RIMAHEAERH, AFIT
WL AL R AL, I 9 LRI IR YR T SR A B A A

Fik RS S Y kR 135 7L E M 2 PAK4 Fil CLDN4 [ 3Rk . Pearson
A REEE T TCGA $dis FEAT 135 AL IRIE 2% PAK4 A1 CLDN4 fRiEAHIME . shRNA FE
[RIUTER . Western Blot fil Real-time PCR Ak MIFL R4 i+ PAK4 X} CLDN4 [HJFRIEFIE.
Transwell SZI6AS I FLRRE 40 B IR B RUERE A8 11 98 M6 2 B4R 1 226 8] S 6 RN % €20 )5 4 2 FL v S
kel CEBPB £ CLDN4 JH3FRI4E & Gt e FLyTie Sl PAK4 X CEBPB 5 CLDN4
BT EE ARSI . B A A% SRyl E S IR I U AR S 4E it PAK4 5 CEBPB 454 -
Western Blot #l] PAK4 X} CEBPB Bk /K- 1% o

2R AMEHL T PAK4 RIALE CLDN4 Rk IEMX. EFLMEM RSP ITE PAKS J5,
CLDN4 X B3 T, Mm@ B ae 1R . mitRiA CLDNA REas 40| i PAK4
5] 4 MR BT RS RE 1) R . #53¢[RF CEBPB H#:45 475 CLDN4 J5 3l 55-1093 -
991 Xk I E#:H 4% CLDN4 #5t. PAK4 B {iEilk CEBPB X} CLDN4 W% . FLIm4H i
PAK4 5 CLDN4 fAENIEMESE S, H PAK4 Refigtfisn CEBPB 25 235 AL/ & IR IR 1L -

L5 PAK4 @ISR CEBPB e ib /5 CLDN4 Fik b, k2l B 40 i (4= 22 AT 7% .
PAK4-CEBPB-CLDN4 {555 5l nl 5 FL AR 12 Wik E 0 AIIE 7 38 A

PU-076
EWEMR TS miR-1915-3p I B 4EA
KBRS

B, I
P S R R MY s

HE R AEDE RGBT miRNAs #0465 T A0 A K 1R FALE, 2R3 1 IR B e e
FARAE S IR

F¥E mIRNAs O RIA RS Giide A M0id VKA F S B e 4l 22 7 %04 B 3E 11 miR-1915-3p A 7 xf
%, qRT-PCR 2} miRNAs 414 5E miR-1915-3p 7E B & 4 2 4L R b il ik 55 b, If
TR BmAZF mRNA-1915-3p [RE S5 BAFAE R A DS 04 SR A SRAH M AR 43 1 4 e 2= 1f
FRicd) CDA4 FricBHTET MKNAS A0t FE 0T 52, FIFVEAH M TR, . 40 B R A R 4 T A il 711
&N o BT AR TE P IO B e T PR A M AR S A T R RIS s U G 2R R 5 R SE RS BIE AR S R
SOTEN miR-1915-3p HHEEER Bel-2 4561500 AEVIETEIRX miR-1915-3p i I/ -
L JL ki miR-1915-3p/pCMV3-OFPSpark-Bcel-2 J5 $E 3£ K] Bel-2 K Bel-2 2 A KRR IA K .
8 miR-1915-3p 7& FiEH LR LA R /LI B a0 RA K, HE TNM 2081, bk
GEEERS CWUE ARG AR VRIS B T A e . (R T FHA AR T S G2/M .
AEW S PE KT TS A0 4 4 miR-1915-3p mimics 5 miR-1915-3p inhibitor 2140 A4 5, (k4 A
T2, BHWTAHAE BT G2/M B AW M IR B 4 miR-1915-3p B & T V41 Bel-2. Bcel-xI
K Mcl-1 ik, et Bax & Bak ik;

g0 AEIEVERKIN S BT A A A . (REE T, P AR T S G2/IM ARIYERT, T RE
5 Fif miR-1915-3p 38k, M FRPUMT-EE Bel-2. Bel-xl. Mcl-1 1%k, FiARETER
Bax. Bak [k %,
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PU-077
MORC?2 j&iZ Sumoylation 8% C/EBPa 1+ SaI4APE S 1L

KU, TR, B IR, R, A T AR D 5T 22 A, AR
R R

CCAATHER T45 48 1 o (C/EBPa) /& CIEBP & AZIGINRLIR, 515 i B PR IR 5 St &5
WAL AR B4 4k, Forh Sumoylation £z (K161) A7 THEFEOR 4RI (TE-ID H.
W7t W C/EBPa ff] Sumoylation f&1fix} C/EBPa 45 (K40 M i /3 R [F) B FEDIR A5 15648 & 56 5
o, AR, HAERNHIMATER. MORC2 & BRI MORC & A K IEHIK
Rz —, FEEMAEMMZ. PTREY MORC2 HA S SULiREH. FEsiifl &g & A i ol
AE. FATWIF K MORC2 fiE5 C/EBPa HI#: skiffifisk (TE-ID AHEAEH, JfH MORC2 i 3ik
fiesdk 7 B AE R A R RAR A (C/EBPaK161R) 1 Sumoylation (&1 K Ff#E. [FIR &3 MORC2
it ki 7 C/EBPa /-3 C2C12 AMfuri, (Eurdnffuslsg. 72475 R B mA L
o, RIS SRR, C/EBPa RIABE /D, 1 MORC2 RikZWiE%: H H MORC2
I Ik 5 I R B e 8 B BV R BN W 4 R A oG . 45 B IR, IRAT R T a5 AR W
MORC?2 [l i Sumoylation 75 C/EBPa /T I/ WAEFA NI TG, semi & A fa e 5 84
L T A ) 18 T S0 A 2 A AR i i A

PU-07/8
SuperPATH ABEEE G RMIABRITEHEET
ERARTTHERM Meta 7747

ol AR
I PHEEARL RS 5 R B

HE) @il Meta 73 #7 HLEL SuperPATH 5% 1S B% T ARG 7 #5015 B AR IIE RIT 24

HE BREFEENINT 2016 F£F 2018 4 Uk K MR X B 70 . AT A 2% 00 5088 L 46
Embase. Pubmed. Central. Cinahl. PQDT. Cochrane Library. HEZIMN. 4i. JiJ77. CBM
SERRPE . FEIRECERE S, i Review Manager 5.3 #FHEATEIE /4T, LAELE: SuperPATH J5
5 G G B T IEE AT AR T T 2 57

R KB FR RSN, LRI 3158, HRANAN 16 FSCHk. @ R, 1EAT
ST BRI,  SuperPATH A& A S Harris #5611/ [95% CI (3.34, 5.90) , P<0.001]
K BRI FEIEI[95% Cl (3.30, 20.26) , P = 0.007#id LG HGAMINES, R BEFGiT¥E
o 1M SuperPATH NBEA G 85 TG 5 B [95% CI (1.28, -1.40) , P<0.001], ARJ5 VAS 4>
[95% CI (-2.99, -1.49) , P<0.001], FAYIOKE[95% CI (-7.00, -4.70) , P<0.001], F
AR E[95% Cl (-131.97, -92.87) , P<<0.001]} A J5 & ¥k #E I [ [95% CI (-93.94, -
64.55) , P<<0.001)/MTHHEIMUNEEH, 27 HAG g o

10 SuperPATH NB&EL 405 AU BRAT A1 0017 B iR B H 4 1367 R, Ju2 Harris
BRIV, VAS VRS, FARVIOKE, FARKME KA G B K 5 E K 55751 .
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PU-079
MTHFR C677T EE &AM 5RE it FER K a0t RIS 1 in
7 R 4 B RE FR RO & TR XL RS

X1 vk, X BH
MR 27 R 2 22 e

TR FEREREE (Hey) (M ThAE LEmrEmizs AS) R mEHLEI b kK155 = EEH .
MTHFR %[5 2 & YERTEIE 520 Hey ARSI WIS 1S (R KK« AXHIF 5 K 993 451 - o) B
FORAVEAL B LR MTHFR C677T M. M Hey /K5 1S G EEZ A5 &

vk JLHEZE 300 44 1S A 261 ZIEH IR, SRR E M2E Hey WRE. f#] PCR-
RFLP [77:% MTHFR C677T 2 AT H R 08,

g SR, 1S BE MK Hey KPFEEFE (P <0.05) . £idGIEE, 1S 40 MTHFR
CO77T 1 T G HEREMIZR (54%) BEE XA (38.3%) (P <0.05; OR = 1.890,95%Cl:
1.489-2.399) . b4k, TT ZERAKIMYE Hey /K FEBEET CC A CT 2K (P <0.05) .

g mRIBERERRMAE (HHcy) « MTHFR C677T AW 5 IS fFEMKE. 3FH MTHFR
CO77T K 2 51 5 [F] 7Y - e G B2 /K T 101 ) RE S 386 0 S af P i 2+ 1 8 XU

PU-080
FERITIREIZHF ILC2s RIBER INRER U R EFAKIER N

SR, M D, 4 TR, e BRI o, 307 BRI 2B R B
RPN R 27 Bt P 2

HE Hirttigaislz CGloprost) @it #i] 2 R AA#ME4HH (Group 2 innate lymphoid cells,
ILC2s) MIMFEFNThAE G, MIMIRER ILC2s 783l 40 B R A5 AL 4 208

Purpose: To investigate iloprost reduced the inflammatory responses by inhibits the proliferation
and functional activication of group 2 innate lymphoid cells(Group 2 innate lymphoid cells, ILC2s).
FiE LA C57BL/6I B AR ME R, SR FH % BEBR B BSOS A AR A 1 R o B RO R P
(Lineage-) #kE4fu; R4 A > EH Lineage-KLRG-1+Sca-1+40/f1, B ILC2s. #4r1kfT
3 ILC2s 7324 vehicle 2. IL-33 4H. IL-33+FH&HTHI R AL AR BHE AT HI R4, H53% 72h. 20
BOAGIMAFIH M, P G @R/ 45595 72h J5 ILC2s N Ki-67 ZEH . ¥kH T GATA3 £
RGOS AE i Sk 5 (STATS) BEERAL/KF; ELISA talll4ufuss s Bigd IL-5. IL-13
Iy ihEr; SEN O E B PCR AN ILC2s 1 IL-5. 1L-13. GATA3. PPARY ) mRNA Fikf.

g8 S50, 1L-33 4 ILC2s 43 H B £ (p<0.05) , IL-33+FH&HIT 41 Z 4141
HHWHEHD (p<0.05) ; IL-33+FHE AT R AR IL-33 4, ILC2s N Ki-67. GATA3 RiL &
SIE/> (p<0.05) , STATS BRI /KFRAK (p<0.05) ; IL-33+4H& B 41 2 ALK 41 fu 1% 9% L3
o IL-5. IL-13 KT8 IL-33 A BRI (p<<0.05) , H.Szif st g BRI & B IL-33+FHERT 51 &
4 ILC2s ¥ IL-5. IL-13. GATA3 ) mRNA ik &5 IL-33 41 ILC2s B B f#K (p<<0.05) , T IL-
33+HEATFIZH A ILC2s Iy PPARY ) mRNA KA T4 IL-33 4 ILC2s B &t & (p<0.05) .

g% IL-33 ] B BAEHE ILC2s [IEE 5 DhRe g4, 1B 1T 41 3 Rets B B i 1L-33 I S 81
ILC2s FI4nisg, F EAERS I B4 ILC2s 20t 2 BYLNAE IR T, J4% ILC2s 76 i fihE e i
AR R R R RAIER .
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PU-081
DNA BREAF miRNAs xR RZEFIMNE I ALOXSAP EH
37N OF. -3 I3 L-d -l kA

SRS L& Ek L AN L EE R L2 2, /MRS LRI 3, Ak 4R L LR Lk B L LR L,
FERLL L B L
1M R 2 R B 2 o = 2ot A% 5 4 il AR 2 &
2N T R — N REEBE & W B}
3 NRER, & REHER
4.4, R R 2R F A — M BB, AR

ALOXSAP 3[R O IE Sz B M i 25 (Ischemic stroke |, 1S) BIASr KUK FER, (HiZ3E R
(I FIR AL AN . ABF7 B AERTT DNA B EALAT miRNAs X%} ALOXSAP FE K %k (1) % W
WA EEAH . E5k, BRAITRAZO6E R PCR (Real-time quantitative PCR, Real-time PCR) X
IS ZH AT B ZH 2 [3] ALOXSAP &K (1314 2 it AT TR S5 04, 458878 IS 41 ALOXS5AP
R R IA B BT IR ZH B 538 = (P<<0.05). Ffif5, A1 MethylTarget H X3k B L4000 7
FI 5 1ERG I ALOXBAP K JH 31 X 17 4> CpG A7 & i I EALIRES, (H45 R B R ZHE N R 8 7 X 1)
B LAk KT 78 2 2 8] FE AR TEAE B 25 1k 25 7 (P>0.05) . A — D4R %t ALOXSAP i [H # ik i FH1
Hl, FRATIE I HH R TRINAS 3] miR-335 1 miR-495 F] ffEF T- ALOX5AP mRNA 1 3-UTR X,
FEH$E ALOXSAP FERIfFRIL . R 2t & PCR 4R IR IS éﬂﬂlﬂ miR-335 Il miR-495 ik &
WE TR IR (P <0.05). Hfa, XU 2B & 28 A 5256 R L4 % miRNA mimic FlTEFAE
R A BRI R SEIG 4, 9L R PE B K T Hofh 5256 4H (P<O. 05) zzi%ﬁ)% miR-335 1 miR-495
AT LAZE S ALOXBAP JEA ) 3-UTR [X, M5 i3k K 1%k

PU-082
APC £ A BT 2 40 R 3 Be B A S 32 Fh 3 e F RO R I

K AR R
AR AR S A PR 2 e

HE) WS NSRBI RS RET, IRl S WEEE (adenomatous polyposis coli
APC) X4t i 2 kLA R 520

F 4 N4 (BEL-7402) #4« APC %Iﬁﬁﬁbﬁ*‘z, FHHER Coleic acid, OA) Hl %41
YA, fELEM b A R B . ML O eyl % A 4u i h iR BUHERR IS oL R ATP &
TR R SR I A A ) ATP & & A G IR B A i vE e D 25 AL 40 i N AR
(reactive oxygen species , ROS) & &

G BUIML Y APC BURTRLS, APC ZEH 1) mRNA RIAE[#K (P<0.05) , HEFRIAWFEL
(P<0.05) ; SxfHEZHAMMAHLL, APC 3 PR g oak 2H 40 7 m yoh 98 o1 A= 400 0 oA g Joid 3 A o 2>
(P<0.05) , ATP #&iim (P<0.05) , 40P H fEEER#% (P<0.05) .

g ENEAE RS T, APC AT LA 40 th BORi iR I A= 3T e, i APC &K
Jeis RN 20 B AR R AR It i mp ok 2k A (1) A= 2 Dy e A R TR

KA ARWIFANRL: BRREAE S B R Rk
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PU-083
CYBA EREE LI FHRRZALAPRNFIERIMERNBIFAZR
%%ﬁﬁi%@ﬁ

HE ASC B AEPR I G b R R M IR MR 08 A% T R B R S AL S p22phox L[ CYBA FERITE L JE R
ARG A ERIA R nT RERIAE AL, D9 2e 80 0 AOm AL AR AT IR E R AR A

HiE E ML E R PCR M Western-blot Ky il 25 I 7 Awt B 4L G 45 b CYBA H: ]
MRNA FIEE i RIA T O, HR A R AE SAGE AT TNF-a 3130% HTR-8 / Svneo 4fifig
CYBA %[ mRNA [FE &SN 5, N Graphpad Prism #4385 04, P<0.05 Fon%
FERIEE

GRS TIRIG ST CYBA £ mRNA il AFRIABH B30, 27 & ALE A TNF-o fl# HTR-
8/ Svneo 4ifiy 24 /it f5 CYBA 2[5 mRNA At fn (P<0.05)

25 CYBA B:[A ] BEAEJe IR T A SO ML AR A, HAE A vTRE S TNF-o £ 2C 1) 280
A K

PU-084
PR PRI T I B R 3 B A AR se B RIS R E SIS

FINIIA, 75
WS B A Bk PR 27 e

TR VIR 73 48 B3 £ 40 1) 78 T B 77 B A fl It A0 7 1 R o Stk 170 20 4 B e S A
YRR AN AR TR R I R BRI 2 2 —, BRI 2 I PRATE T2 AR JR o3 o 0L 753 3% KB 3 41 41 i
AU R A AR, EHILHLH] AN B

T BRSSP 96 ol I 595 A8 S5 3 41 4 i R A 5 5 W PR IR UL 0 A2 2 [T R R R

FvE IEEL 80 4 & /DA It BN AR (R PR R 20 AR R IE RN, e Har 4n i iy
ATP &8, COFHEEE (HK) yEtE. WEREREESE (PKO 3. WA S E LI ET R, KM
SEREAR tAS S, IR ZR T ZE o A R O RS S A T 4 R AR L AR

R PRI E A R E AN ATP & (8422+4105.7) W& & T 1E#H A4
(6719+191) , ZEFHEAFG T X ( P<<0.0001); BRI UL E 48 B A4l il HK v e
(15.32+0.7664) HI1E#H A4l (15.34+1.958) Z [M¥ A HEZH, EZREHITFE X (P>
0.05) ; K JR 5 T Ui 5 5 A8 B AL I 40 40 i PK 35 E (201.8+15.16) W & & T IEH A4
(91.73+11.42) , ZRAFG 2 L (P<0.0001); 7ML E A B EHALHPAN ROS
S (4799 +328.2) HIEE T IEH A4l (2406+244.3) , 5 HAS 2% X ( P<0.0001);
BRI RN 5 A FR I 4T 3E T2 % (5.551+0.356) HH AL T-1E % A4 (8.355+0.513) , ZER
AA S5 L (P<0.0001).

SE W PRI AR R R N LA N E AR S, BRI IE R, iR Tk, AT RE
L B L 40 M JE AR AR = Ok
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PU-085
miR-200 $BEMERT cMyc & REAmRIEEH A AT

ke, INBELA, B R
I PE R AR5 R B

HE &R (osteosarcoma, OS) & F /b5 WA g &k M i g, BMERE R vy 1R 2B
0. HRAEREE. AR cMyc SR EEEVIR, cMyc [f55 RIA R0 4 F 41
MR PE . miR-200 AT JH iR 40 v 1 K RS VE T, {HAE OS HyEH MR A BT
PR miR-200 TEARANKFXF OS 5 S5 T /E 1 I sEm LW 6 R IAE T o

FiE OXKE OS ARG MRAL L IEH B HL A, gRT-PCR Kl miR-200 F: KA /KT
G ALK cMyc 7 OS ik fl o0 fiis #54: miR-200 ff Hm ik, #5142 anti-miR-200 ##i] H3&
ik 4L cMyc siRNA @41+ cMyce; 445 qRT-PCR 1 Western Blot 43 &Il miR-200 %
cMyc FIAIEIEH & OS A6 FERE /1. @RIMFE R A CEEN MMPs [3RIA; Luciferase SE3S
MR miR-200 5 cMyc K45 &A1 ALK cMyc FIFmHI7ER ;s 4HARThEE -6 (e seit
1222356 AR A2 5250 A miR-200/cMyc 11| P 988 4 i (1) 26 KSR VR F

ZR  DgRT-PCR 45 E78 miR-200 £ OS HA iRk /KT BAK T 1IE % B A 404, 3 H
cMyc 7 OS HEAH FIRIEK T IER HHL: s REoR cMyc 75 OS HEE A h Rk
IE% X IR AL W 1955, miR-200 i Rik4] OS 4 s it J i oAt ZH 5 W] %55, gRT-PCR Al
Western Blot 45434278 miR-200 nJ 4| cMyc [fJ3R1A. @Western Blot 25578 miR-200 it 3£
EAH MMPs [IRIEEMTHMAL; POt REERE RS 250 45 4271, miR-200 1) i n] LABH &
FEARECH cMyc ZEF 3-UTR M2 B 750 E ;s o b st i ffR 28 i ie 45 R B R id R iA
miR-200 ]| OS MG AZ 28AE ;IR ALH M A 45 427~ miR-200 Al{2#t OS 4
T2,

54 miR-200 ] LU [RIYEH F cMyc ZE[H,  Emi#id] OS difss e iR & e 71, IRt T,

PU-086
FLRF- BRI A R R B B ET AR AR E

B RUR 538, T, X IR, VE  Ha  ARHARE, 2, X1 P R (T 25300
g T 2R R B [R5 K B AR T s e

A4 oy LAl 0 2R R AR Il PR 705 N oA o8 EDRR AT S 2RI, H ATX T4 iR e ik
WE RIS T (B A ISR BT 2 . IRR TARERE AN G i
VAR A A R R AE RO ML SO B S A Ia T ORI L . |, BANEE &AL g S
JERAR AR, RS T XURER SIS RS AL R W TR . P62 G Rl I K RO R
BEAAR T 1 N RS R PRI 2RI o 5 RS 00 2% P R L 1003 240 A 3 5 /NS D AR AR — 4k R R 4
WIZOEAE SR S . SRR, JATRMA Cherenkov =4ERff 2 4t vl LTI 2 5
SV A A2 A 1) A ) B AR AR A, SRR T R 0 M U R A A PN D3 I ) A 0 L 4 R
o TN AR A NG A 5 22 A MR PRAS TT4H R A Im R N H  oC BB . Tl 25 S it 5
PLBTZ 345K 5 Cherenkov =4EER MR SImPRFAR AT, SEEL T A2 AR PAY FRO 200 0 FROA 1
fir, FEAEJE T RIAE R P B Amis e VA R An fr g AT AR AE R . 8 I ORI R 016 252 AR SR ] DA o
TCHF T A0 LA RS AL AR A 5 FO S B A28 4 . lan: N2 FH AR RS AR VR 97 HF s om /N B . BB A
ANTFII TR 5, 3 3 A ST A AR SRS AT W ) S8 L 5 2 B b, S TR A A I RS A A
EE Kooy A U o
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PU-087
RITA RN MERERETF XBP1S BB A X5 NK A%
BRBENREIsE R XS FIE

g gk —18 1 B 2,8 088 2, Nalin AP2, 5k 2 95 2 R IE 2, 55748 2,Benson DM2,Mundy-Bosse BL2,Freud
AG2,Caligiuri MA2, 4> g4k 2
LEMKEE — &R
2 AR Z AN ST K 2

H AR A (NK)ZH M — P e R e R, 2 HUAZO B gL A isd R AR B 56— BB 2. NK 4
W B LALCR B RO JE 1 D e 1 72 0 F AT DUR I S B fE TS R85 . T-BET. EOMES.
SMAD4 S5 [HF1E R NK 4K & T4 18+ & AH 4695 ) T (Gordon et al., Immunity,
2012; Cortez et al., Nature Immunology, 2017; Wang et al., JCI, 2019). %A1, NK 40k
B G, A D) RE T 1 S8 4 SO AL AR M OR A T FRATT B B I N T A
XBP1S 1E4 IL-15 {55 FliF B Z R K+, 85 AN NK 4 s A idE e . DhRe R R
KR AT IL-15 B BOE FiF AKT (55, 512 XBP1S fRH Xz &k, SFEHAMMEAER,
S NK g0/, 75— 7, ATKRI XBP1S HEZZ A T NK 41 Th B8 14 & I8 F ki g
B(Granzyme B, GZMB)H3+ Xk, FFHEAMMMHE/EHSESE T-BET, HFEHE GZMB 1)
BRI, FATMIEIEPRE XBPLS 1+ NK Am)FHLH], e HAER NK 4HHbt i 6y 8
RIAEYZEThRE, S NK 5 CAR-NK 41 T8 o e v TEFR A3t 1 3 i) Shemss .

PU-088
RUSHHERBRFFOMALLRRFIER

TRABIE 100542 1 ke atte 2
1. BiARE B
2. E N R F R

I AFYefb e — P E LR m R T, REREITA 4B FHEi2 5 P R 3-5 .
14 Rk, AT RIS A R it A1 AR A s KB W AR AR AN AR S ot B I 245 SR T T Bidk
224k NO fil CO Ja KILEE =Fh WIEMES M 55 . B4R, ZOFFIER HoS A%, Bt
ARG S S A B R .

ARSI WS A BLM, HoS, BLM+HLS HISFR 5L ab 5 L2 KRB 11 B b Rz 40 p) 4H )
24 /B, JEAEXTHRAD BLM 4140 77 2k S o R R AL, HoS 2 20 i 5 46 ps A () PRI i 7
%, BLM+H2S HANMEH AN S HoS WlEFREE, 72 /N JEWsE EIB AR A sk 772k 40 i ab 22
NIH3T3 CNERAREZ4EATAE) 41 48 /Nt o

SIS AR BER, SXHIRALAE L, BLM ACFERLY) L2 4 P53 Al P21 (8 AR IA BEM S, 1M
HoS AT LABH S FEAIC P53 Al P21 MUIKREESRIE, HMEH HoS AAPEHI4Ni P53 F1 P21 [RIA 5 XTI
HEBEMZER. MEH BLM 4 EiE1E N K575 77 19 NIH3T3 4ii/iid Fibronectin 1) H Rk
BRI, HoS BEUSHH R NH| BLM T-iid i/t Fibronectin MK ETHE . M ES M — RV
ZMRDWRET (SASP) , Ho @G RWRE T HAHEBEAM K EKRETS%. RT-PCR 4
FEIR, BLM 4FEA) L2 40, MCP-1. Pail. MMP10 & TGF-B S &&E T, 1 HS K
TP A] DL 2 R IR TRk . BLM 4 BiEACFR ) NIH3T3 4i/ff Foxm1l. Ccnbl.
Cdc25b 1 Aurkb JEK &2 E T &, M HS v AREWS IH B s il AP & . Uil H.S #E
54 R Se s P T 20 S 3 R P AT A T B

CREUL ESIRgE R, W LU AR R B R 15 R I A 4Rk AR e b S A o2 2 5 S AT 4 2
O 38 B, T A AT DA e 0 ) 40 2 R R AT AR AR B I B, T S I AT 4R A
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PU-089
BN FENFABIESRESTITHNEES

i RH B 1450 LS 2, 2R 1
LalpqEE AR5 —BEfe (P 2+ B2 fe)
2.liPE A KA TR AN REERE

HE Bk Meta 73 ELEALES N4 Bh 5B 51 A S AR B AT 7 3 2= 5+ .

JiiE KR AHE 2008 4 12 A % 2018 4F 12 A TEE N AR R IR BT . BTk 2% I 20 e AL dE
Embase. Pubmed. Central. FHEZIM. 453, 755 CBM 2580k . R K8 NHLEs N
B G S . RasET MESIRIRET, AR OME S iRIRET I BALES N BhBUE I S| S 8t &
FETF. BREBEYEE, KM Review Manager 5.3 (34T 55 2047 -

2R KR AR, KRS 1515 BAHKSCER, H R4 6 RICRAIAN . EE x4 R S
TE AT RI, Hlas NHBhA M BET RS HERE L TIE 5] F4[95%CI (1.55, 4.06) , p=0.0002], &
LG SR rh g S B /b T 88 N Bh41[95%CI (0.42, 0.82) , p<<0.001], W& %= RIA Gt
Mo E AL RS NG B A ) 3F RO R AE B [95%CI (0.23, 4.65) , p=0.96] % #1515 %7 [95%CI
(0.03, 3.17) , p=0.33|5EM 5| FAHILE, HERLSIIFE L, AFIER E P ZHAH 24 [95%CI
(-38.55, 78.26 ) , p=0.51], WA G KL HIZIH[95%CI (-0.58, 0.38) , p=0.68]. BRI VT
43[95%CI (-0.20,0.19) , p=0.94] K 41 F AR} [A][95%CI (-6.33, 53.02) , p=0.12t0 Y, HZ=
S TG I 2EE

G0 MBS NGB SEM 5] S RME S HIEET AR LR, A A B BT R uE R, oA
LR o ATk G HOR R RS R R R IE A E £ .

PU-090
SIH B R & R T ERT 4R AL E
MEERAASR

IR LA 25K 2, X055 2
LR EFE R — BB (PUrgEEf)
2.l ZE B DR K v SR R o A AR B =

SURAI G — i o A A B b s S AL B R AT sl R PR e A, YR YT o A ) R A 245711
U JLAERIRF TSR, VR 2R3 32 SURS A A2 Y 7 1 v AR 7)o A i oA R L AE B B 3R PR I
WocikiE. FA1ieH CCK-8 ¥k Transwell 7%, i sCANMIE T2/ BT scie WA il ss . 1228, JET:
SR FEAESE | SRS B8 (L3 R AR A E F o [ L-DOPA KL s S 56 A0 e [ T2 B S5
PO FURSMNE °T REJ 5 B (2R AN T, (REEILZR . TEANIRAE Y =M sSL iR 2 at B, 3
TEAA PRI B A7 I8 S 60 Y /s SURS DK e 2] BB e 3R FE AR BRI N 2R K . DA B & AR R SR A i
TEA FRANZN P 7K T35 e DL I AR 22 4 7R R AR FR B 3R E R . G REESRE R, T 20
SRR SRR R 2 WA R R . TR ARE RAMEK S Wnt-Frz-B-catenin-
TCF/LEF1- MITF-Tyr {55 8B HaE BAA DG . R824 PRI, A8 Guassia %
TR MRS FE N R SR Western Blot & AR R IIFFIESE T Wnt-Frz-B-catenin-TCF/LEF1- MITF-Tyr
G BRI AR [, JRATRIA IC1 (BRI i A 28 R e R I, SRS AINIE A H
Ji, NBEZFAMMRA R R TR FRATHED SUR I ) 30R AL AT A 2 a8 i BRI 2R bk re AR
A, B A FR T AR TR RE, R FEE M ZOR . AT AR B A . 25 BAT
R, FUHMMERIH RAFmHH N B EZREEAR, BRI RS st B TR E 6. K
Wi BT ) W b s e AR5 R T4l PR 4R 2 I 16 &R, VARG IR SR (B B ik . Rl
A BT B SRS i FE 16 77 8 €8 38 P S A8 1) BH 3 7 L
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PU-091
CDK4/6 HPHI57iE S mpaREE 8K
B8 & & R RO /E R Fn#L$)

RSO, R (T 4 35, AR, I, 5K e, T 3500
it T AR T R B [R5 RS B AR T R e

2018 4, @ RN A BRI LA B S K BOE 1 RE . 75%-85% 11 JH i 5 151 A I 4 B
(hepatocellular carcinoma, HCC) . %1% & 15 2 15 367 & M a7 ol a il =17 %,
MAHE 215 S HAne A TRRM B 1R AR A R R HR it A A f i 4« FF40 B 352 % s 4
M LS, TR G A B . ATAT I e R, F SR R RS
Fah' /NS0 S8 HCC Ik 4:, 1 Fah' /N i BF5 405 I i 5 175 5 0 40 i 22 e )
HCC Mk, #—Bats ki, %5 CDK4/6 #ifi5] PD-0332991 fF N4 &S5, 1&
HCC KAFTEINRENIH] HCC KA4; 1E HCC KA GAIMEN RIM{Ed T HCC Ryt fg. ¥tk
B, FT4H A 52 AT 3 S e 2 WAL FH B0 P e A8, i B4 P 5 2 P A I S A D b R 7
MRt CF HCC Mt fE. 18 M T g & A =2 2l A A ML P2 A AT T JE 45 5 IR IR
A S A U, AT R — DR . AW TR ARG s PR (Fah-/)s
B, A% S50 PD-0332991, £ HCC KIEMIARIN BOA ST, Hitdiins
BAE HCC RAFR B IR AL, AT HCC AR 1) 25 WA Fe AR () 3 S itk

PU-092
HDAC4 i@t 5 PCNA BHEE/ER BT B HintEEEER NS

AR
I PE R AR 25 — PR e

B T HDACA 45 A M L BE AL 4(Histone deacetylase 4, HDACA4) iBid 5 PCNA (¥4 H.AE H
A7 B A 8 LR F LA

J5i%  western-blot yEA M hdacd & PCNA TE 5 3K & AU 52 75 e 3 175 0 50 28 FLUTTe 1A N e A e
Ja 4 uA% HDAC4 5 PCNA A E.45-& 1500, 1R A

Z3  Western blot } gqRT-PCR |45 5 % /R, HDAC4 ft5 PCNA 4543 EAEH, @il
PCNA #3358t 72, fff PCNA 2 A & & my, Jb et 5es g i 3 5 .

458 HDAC4 it 5 PCNA (A AR, Bl PCNA & [ & S 1 m e i 4B g i B

PU-093
BT ERRSRERAZEZEXTR
RENPSSHES

AT, S 2, TN
I PE RS 5 R B

BB BRI AT 2 X B R e e A AR 46 2 (M 25 615 8. (Osteoarthritis, OA) LAYy
BT H D A I AHERAE .

Tk 18 AR @ EMEME R DN 4 L, A5 (Right Hind Limb, RH) Sl 28 X )45 5 2 1k

B BTS2 10 S T R, NSEIGAl. ARG (Left Hind Limb, LH) Rffab®e, A
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SRR, B S R MUY O, DABRE AN 2em T OIS TEYI ., K4 8 em, ZEEVIIF
FER ST AMIN S RF iy AR 40 L DY KL, DIFF RT3, ) A I i i A Ly JBEAr, Sl R R DR T AT A8 X
Wit B0 AC SOy B T 1 ay B R s i b p i SRR 45°, JEANFEEE . SO0 (WA
0.8cm) LA A 5 0o DS # M BN TS 173 P90 A 52 X0 & A, BRIERT (RZ) 1.8cm) {521k
05, BRI L AL TERE (EAR Amm) EEFLESNEAW TS, IR E S
AIAS X W) e B oy 85, N HEH IR B U B R s X & m e e R R, 2 M KE (R
1.5mm) A2 X [EEE Y. MR 0, B ALK N a2 G AMUSCT R, TR R
WS H B s R AR E A T IE g EE W, RN RINZZEEEEG . RE1T X &N,
BRI R 5 Tl o DB RS N T HERIM MEATE . SRR MM ZESR . BT SL5sh?
RET 10 RFFESENGR, SRAM. EFDEELEEMTAGER 1K, 8 H e R shic s
5 WCNiE, ELENG 10 K. ARET, ARJE 7 K. 15 K. 30 K. 45 K. 60 K. 75 K. 90 KFKEZH)
YDA, BB SO 5 IR RED S AMEEE, o LH f1 RH (A 230210
PSS

LR ARWRET LH M RH E3AHI MR A, L4242 (U=8), N 0.4s. &7 K. 15
K RH EZAHE RIS, LH SR M EARREEAA, ZHEA g0 %E L (U<0.05) . &
Bif5 30 K. 45 K. 60 K. 75 K. 90 K RH SCHAHN AIZHTIK R 2] H 2R /KF, F1 LH Hei e
Z5, ERARASERE Y (U>0.05) » BARIREST LH il RH MR R AM S, LHil2#
#Z5(U=8), N 0.55s, )5 7 K. 15 K. 30 K RH ZIEAHRI ] B46%5, LH SCEAAR A Bt
W, ZRHEASER N (U<0.05) . AJ5 45 K. 60 K. 75 K. 90 K RH SCHEAH N R 1% i
BRI BRAKF, M LHWRTEREZES, ZNAREgHERE L (U>0.05) .

G0 A X RS AR AT LA 4% 2 [ = OA %Y,

OA BRI (125 25 I AHTE R A2 A O AN 6 35

PU-094
EMEMRFTAMIER BEMAREESR IncCRNAS RITFE

BROCHE 1, P 3 2, 5KA% 0 2 R A 1 2Rt 1 A At
1 ASEH BRI R e
2. A RRER

HE Rt bus stk (ACBP) 547 24 Byb R84 (ASLB) XJ B4 IncRNAs Kk
S2M, VRN BB ACBP X 5 J 40 B /E FH R L

ik RN IR TR B A MKN-45, 5 B8 5 A2 M0 7 5 ACBP A1 ASLB b3, #2HU RNA J5
BEATIRE, S B0 2 7285 IncRNAs, A gRT-PCR HARHEATIAIE

R @ E BT, RS 17897 4~ IncRNAs, HH$E 2074 4N#iH IncRNAs.
ACBP fl ASLB fEH/GH 1386 /> IncCRNAs fF{EZRKE (St RAM LS 1.5 %, g-
value<0.05) . 3% 914 A EifF 472 AT lincRNAs. it KEGG JEM i Bon, ZREILM
INCRNAs 5 335 B AR B A B (A 45 A i FEA G . 13— 2D R H 20 J2 SR 2800 B Bl 1 25 SR B 7
ACBP HlifE e # 5164 ASLB BAS1ER MKN-45 5, SEHH DNA 86, 1mHREY
M) AMP 3305 18 3 (AMPKD {5518 2%

458 ACBP il ASLB 1EH B4 e x# s B — e MiAEER, X RN BATE 5
W5t ACBP i1 ASLB 1EH IncRNAS FIETHLIHE AL H B IES o
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PU-095
XPRBNEMNE

T T
PR RS B Qg+ BRfe)

P 3 S UV O B A I O A AR O A A A R AR A AR B SR A R AR R
7T, FNB AN, SEEEWENSIRIEEIIRES IS8T, X RATHE B )1
FEVERT SO BT 7 RSSO LA AT T 524709, R BT R IR AR S AR M 2 8] 1) 22
5t DDA RECE SO0 ia T IR AU AR . HATUE R B S M, R4E s =R, o
BB 1A IR TTREE R BEAT 2, B DML SRR A ) ) 2 SR AT It ASORE R R S5, )
PR AT SRR

PU-096
A RREXHMERLS | RIA RGO RIFER

IR E ok
A K A I S Y SR A R

PUBMGE A — R SCRF AN ERF T B, T B TR o (B AME 4 RO UG URr 32 R0 <
A R AR EINE  5,  ROHUROE U 5. BT FUREE, KRR ] SR
ISR IE BB AR R o (RIS, HUBCRIS AT SR JORE R 5 ORI, 51 R A=W 405 3 S5if  F 2
REAIERAB A o

HEGL R R TP B SR B BUEA . PUE SRR DR, 2T TR LR R

A 25 il it g5 0 4 B A5 WUAMOE s 0 b R4 ORI P, (B BARHLEBIS AN B, 5 23— DR
o

FRELE 15-20 g Z Al ICR /N, $EEUI LA P 7 R A4l (MLVECS) , F & 10%J6 4 1fi.
JHY DMEM R:aR 55535, AR R MR T ARk, Ko A, i, fhma
SORFH, K 20%%, 30 KI-Eh iR giiy, 4h FVCEEAE, SRR . AR
4R EAB-9 (Matrix metalloproteinase-9, MMP9) /N4 RNA (siRNA)  FTiJEAC4HM, 5
24h JaAR A, B A, EfA, FERNTA, ah FUEE, RIRERES. K
FH western blot J7 A6 Mt 41243 MMP-9. VE-cadherin. ZO-1 & A HAEXT Rk & .

SEIGLE RN, SRR, AhiZH MLVECS ) MMP-9 B 1 %35 i, JEAERE I 434
KEEH VE-cadherin il ZO-1 & F I, M ZRRon 20 SR H M ] LAl 84 51 21 MMP-9 & H
f)_FiE, #4940 VE-cadherin il ZO-1 A MEL; WIAEW, MMP-9 VE 3L 48 & H 5 ) &
B0, nfRUKMIiRERER, SEMNOEE -2, KXH MMP-9 siRNA T4 MLVECs &4
i, MMP-9 siRNA 7E301 41 il MMP-9 & H 352 i [F] I ] DAk 2= 51 &2/ VE-cadherin #1 ZO-1
e Tio] 2 (i

BRI, BAIFH S50 5 R o] g WLk 5z 51 2 1) MLVECS 1) MMP-9 & H iy, 3
Bn VE-cadherin fll ZO-1 EAMRIE, HIZNATREZEL MG MMP-9 /K EHE A VE-
cadherin i1 ZO-1 [FjF LM E/EH -
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PU-097
IHERRIFSHRHERN o-SRAMZE R E RS
HEP R ER TR

AR IR R B, B AL
PN R 2 Bt P 22

HE AT IRT MR SNSRI AR e bR EX, WIEPRST T ISR R E T o- Rl
# A (a-synuclein , a-syn) il Ser29 ik a- S filii% B H (p-a-syn) 7E A4 Ak A5 2 2R T R
B I 2R AN R R R IE KPR 22 A L

T o3 BICEE IR 4 AR 05 B RN R RIS AE AR 25 36 51, {8 FH AN A PR YL V2 0 5 s i 2 Hh f b i
i, RiF Western Blot FA G & 43 Bk e 4 s i3 2H AN (g ko HE 4L it 2% /iR - a-syn Al
p-a-syn FKIAKF, [FIRS 454 B AR 208 7 MR R AR e I A R AR e i 2 R
IEAH DL .

GER e R AR ANBMA T a-syn IR (26~42 KDa) 5 a-syn IEEZE (a-syn H Rk
I a-syn)  p-a-syn HFEALE L p-a-syn I (p-a-syn FHRAE [ & p-a-syn) 3515 25 Hi s T
FEXTRRZE (P < 0.05) , JFH A& TAERHE L ROC AT RESS N, $2oR AT F T4 8h PD
12 Wi o

g MRIMNBAET a-F iR A RS a- MR A BRI o- 5% A RS BRI
a-Z A% B (KT B I v] RSS2 A& AR T CE A b i, N T IR & AR 05 12 W 2L e R AT T
56, NIHEARIE AR SV TR T BRI .

PU-098
PD-1 ZEFf4mRaRE S EINEAM T HEBHABEHNRIEREFREN

TR, AR, X0 THEAE, 2 08, 0 B
8RR BB

B EFMEMRETEA 1 (pd-1) @ d] T Gt 5% kMo, A7 E 5
PD-1 £iAME X, 2041 PD-1. WAEH (AFP) fEFF4IIE (HCC) hELIK R,

FiE WP GON 46 6 1. SIS B . 2 A i acR A E I T kA e pd-1 1)
ik, HALZEEI AFP, JFH R LG BT H S UG AR R K

LB PD-1 %1k 5 AFP £k kK. PD-1 FHMEL 1) A 1 R W] BT,

g R EET, PD-1RIASTEARMIKE, 5 AFP Rk K.

PU-099
“HSF1-miR-449b- XPC” i B {23 B5 Bk bR 25 L B 7%
ZE. RRHIERRHBIWS

POEE A 51, £, EXOR, 2
Wil 7 75 = K 2 R B 2

DNA i1 N R G0 o vl P EUM R L R A = AR 2, SIERAL . RIEEDIMG. &
AT AR B XPC 12 DNA i B2 A2 5 S R sh o 7, w2 P53 JE s
AN T DNA BREERYIEE A aiGah, XPC RIAGRIE SFMUE AL KIEHEVIM
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Ko N PRGTEEMREH XPC FIAGRFEIINLE], 7EAEYE S22 Sl F, AR E SR H
Luciferace % 1 JE R A 2545 RIFSZ T XPC 42 miR-449b (R BISEEL R, ARG H S8 FRE 248
M ChIP ZER R —FSE 74 HSF1 XF miR-449b B A5 i s e R, MIMESE 7 “HSF1-
MiR-449b-XPC "M@ A7-1E. #t—PHIEIEE F 7R B, HSFL. miR-449b 1R IALLK XPC %
IR IR 5 15 e I AR B 22 7 AH OG o NIR AT FL“HSF 1-miR449b-XPC” il B2 E 5 Mt Jig A2 K
JEIRL], BATT AL 3K miR-449b DL 3 HSFL (MBSt an i l, k47 747 259
UK E. DNA 18RS, MR EHER .. FNARE TS E SEh2A 7. TR IE miR-449b
FEfCZuMe) DNA e Eae /s, SEMAufuxt 2 # DNA #5456 I BUSME OB, AN R &
), Hhn DNA #55 S R, i £k miR-449b 681 EMT, 42 =40 &4 A
#OgIRe f1: SNESNEIRN XPC J5A] LTS Rk miR-449b F= AR () IR 3R, 5687 miR-449Db [
T XPC RIAKIE FRIEA . T HSF1 53] 513 FRiA miR-449b H 45 R, (HIFR %R
15 MiR-449b NI e e AW T4 HSFL U208, UiB HSFL i {22t miR-449b ik K& 5 1i4% DNA
a0 RE IR HE EMT [WIhRE. 28 BATR, ABFAHER T HSFL. miR-449b & DNA {5 B2 5 fif
P RIEE L, ALl XPC ZERIR M AL UTBAE s s RS W s i . 75 i b 10
FPRAL T E B SL IR A

PU-100
RS R R AR EER

Ml T, 95 75 2%
P S BRRER 7 i I B e

HE PRI N PO G i/ B G 1 AP A e

T MR N R AL, B NRBENL N 4 4, BN AR IR . TR . AEEEERG A,
JRIK+IR BB L. NRLLEB M RE T By RFIESIREZ IS, 407000 5 55 41 R 5 %
JHF U6 50 DL R s 5 e 20 i 2 W XS T 4 BB g . s o B LA (CAT) « A & (MDA) A
B H IR E A (GSH-Px) /KF, it 24 B AR I 4 J i vbk EL 24 B+ S . N 40 B R A 7
P

28] SUBEAMLL, ERZ KRG R ER E/ D RITMIEE, $Em CAT. GSH-Px /KFIH FEIK
MDA & &gl £, SRR M b, BeaAreestm R4, &5 CAT. GSH-
Px 7KFHFE{& MDA & & .

2w EINZIKEEA SEE U BEEL I /N R ThRE AN SIE A, $2 s S B P/ R b L Rg
s

PU-101
ET TCCA WiEEBEMERBHXERNEMEREI

Liushat, f1 i 43005 L £ 04 2, T4 230
1. 28 B R K S B R 2 e
2. [ ZE B K2 B — N R BE e WA IR A

B B2 2R+ R WLRiE, TG 549,000 131 & 761 F1 200,000 LT 51 .
HdENZREMER R (NMIBC) 29 GRrA B S 2Win 70%, HIFEAFRER 90%. HUZ
RIFTEREBE (MIBC) £ 20%~40% . MIBC 55568 &3 bk g e oAb AR 2%, 5% & HAE
HERRERL 6% . HT MR SR SIET IR, FILIRE MIBC ¥ HIHLH] 4 K H
B, fEARREFCH, AT TCGA Hda T #b5 Ht Je 75 51 3% 2000 73 B8 ANl RO HEAS B, 48 MIBC
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R MEE RS S (ERBH. #%B4H=133:131) . ZFKIAERFHT (R package,

EdgR #1 DeSeq2) #33] 385 HA E#FHKIAZFIHK (Deferential expressed genes, DEGS)
(Fold Change=2, p<<0.001) . B, FA17%I%I DEGs #1T 7 GO fil KEGG #&12E &£ 71T

EFFSH FIAE) 209 4~ DEGs FEZH5REAMML. REKE M. HFUE AN 10

/MR 2% GO AW2eid, H+F % 44E ECM Receptor Interaction, Focal adhesion %5 KEGG
W, ERBAETIHM 176 4> DEGs FEHZ 5EWBALH T GO AW ¥, HFEFEEAE
Neuroactive ligand-receptor interaction, Pancreatic secretion, Nicotine addiction % KEGG i

X DEGs #ATE A - EEAFAHEAER (PPD 40, KT R AHE BRI 254, 25—
AW G gE R B S HE A FKEFEK: HISTIH2BB, HIST1H3B, HISTIHIE %; 2 . /MM%%
SiRh T EASAEAZEIENRE: KRT6C, KRT24, KRT27 %, Xt hub FERBEATATESHT
(KM %387, ffiikHt HISTIH3F (P=0.02) K KRT38 (P=0.001) FI¥ii/aMloc. £k, ATHIHF
7t BRI MR E R 3 i AR HISTAH3F 5 KRT38 1] g K %545 BB 1I1E

PU-102
CK5 5 CK20 ZEfERtfa P rRIE R ISR E X

HKiE LRSS L Eh 2
LR ZEF R — R EERE (PUrgEEfe)
2.5 75 B B K 2 Bt P 2 g A A 2 O =

2 e gt AL B B LK IR DL R, R AR R SR B DL IR, RIS SR VAT B
i IR 2 —, RIBR IR . R R 2L AT IR AL B A 0oE ). H AT T4
DRI 21 22 F 70 R H T LRI B I 10 2> F 028 R 40, Hib UNC 43200 JR IS b Rz g 43 A 38 e R A s
P LI 2 TR s RO T TR b B2 A AN RI B B, s P 2R 3Rk v 20 A T <p bR 4 B 1) A=
i, Bl CK20; 1 28 i B SRR A (P 28 IR AN R A= b, 91 CKS f CD44 %% . HiliZmn s
RYGAAFA S, AW T8 I 38 A B Sk U5 0 4L 23 RE A 56 31E 12 20 2% 28 G 1 16 e e 1 48 9 38
CK5 5 CK20 7EF Mt o FIRIE KR IR & . FATE el 7S 149 FIBsHE 2 & 62 #i%m 5
HAMMELUE R, ARG RS A 7380 7 HE Fh CK5 5 CK20 HRIAHIL. 4558 8N
149 L2 g 85 #1(57.0%)CKS5 FHE:, 82 1(55.0%)CK20 B, J 5240430 25 56 15
(90.3%)FHTHEFN 32 171(51.6%)PH 1, - 5JEs5 T CKS RIEZRA Giil =& L (P<0.001), i CK20
Tguit 2t 2 7(P=0.650); CK5 5 CK20 HIRIEZEMAMK, MK AEN-0.294(P<<0.001); Kaplan-
Meier 455 %8 CK5CK20* [ # 5% CK5*CK20*. CK5'CK20. CK5CK20 [ H# %, £ K
E Cox & REHFI . WMELYE. CKSCK20 2 5 Hl )5 M G N & . 4 E T
B, AEFFER CKS 5 CK20 A AT LAE AT B Bt Je 53 TS M AEIRRIS, 1% 2N B e 1
AMESTT AL T 3T K

PU-103
ETHREMARzEFNTEERE TN BERESEN D AFER

EE A H A 2 RS R 2
LR TR — BB (PUrgBRfe) W RSN
2. 72 B PR KA R S 2 e 4 AR P S O =

WE Bt R E W IR KRG LB ENE, SREFEAREE = HRHREE, HEKREH

AT Tt 3 A AT 155 I e 10 ey e i 7 AR e &R RO IE 22— o DNA FHIEAG R R ML A% 22 R 42 1
U], A AR AT O EE . O 7T TTRS DR TS ARG DNA kAL DK 5l A
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R, FRATIN TCGA Bl PE T T By 0 B 24 30 dis . RS Bl AN R 2l , BEFH Rk
MethylMix 373 #7175 2] 167 NHEALIRSNIER . BTk, TATRH LASSO-Cox [A1) LA 4E 2 -
i3 398 T00 i AH DS ) F AL IK B BE R, Mg T — N N3ER (ARHGDIB. LURAPL. IDH2. ARL14.
GSTM2 #1 LINC00526) K PR . A A7 AT 2B, TGRS ZH 28 5 1) Ao A0 A7 S B S P01 v PR
M, 2L BAE RSN \AW AR T P HESE, BoR ViSRS TS 5 i A .
TSR TR, AT T 3T KU VE2 F AN IR PR F8 bR G, ] LTI /s R e 2B A7
Wlo MG EAEA N EART IDH2 Fm A ARL14 KL B3 BRI 3
5%, ARHGDIB (15 #RiA B B WRES SIS R AL H LB 7R LURAPL
A GSTM2 H 5 ANz i = R 5 4P Tl /5 AH¢, ARHGDIB. LINC00526 1 ARL14 H 9 4>
P RS TR RAR . AR T 75/ R IRSIEE R M e 7 s TR, A
BT AL U VAT I T, DNA  FEA /KF BRI ] B A2 s e J 3 12 Wi fl 7 5 1 B2 22 7
B, B RNPUMIRE 2T R IR T HE A

PU-104
AFERE R THRTEZIETR DNA R NEFFERR
T SO 5, TR )
MR

T2 A K 22 R A A 2R A R 2 2R S (P A B SRR o AT T AR, K A A AR T At
AR R E 20 DNA #5445, M5l REFRAATE . FEMEE. R, fEMETaREE, K
DNA #5455 N2 e 172 A BURIEANE R . FRATHEN . T4 2 i FE DNA $ 4% RiZr e /) T~ 5 mT e
I T4 2 - A ThRE N %, RN AR T bl , (2 & T ANt 84t . fEARMTF 7
H, DONCEBERIERI T 78 T 40H0 (MSCs) WAL, FRATELIR THBEMIELEZM AN MSCs (y-MSCs,
s-MSCs) X4 Ak N S DNA H5 F0 DNA XUBE W 24545 f B 25450 15 58K MSCs (y-MSCs) £
KHAARAM TR 5 40 RN ST LTI (s-MSCs) , S5 EIR s-MSCs EEAMK B LI BH
B O P 4R R B 22, HMGEAE /IR RRE, P53 A1 P16 RiAEE B, iEHEZRE. X
F 0. 5 S0 ARV E AL N, AR5 R DCRH #8458 Y hric i 00 £ 40 ffa vh 8040 B30 W is
PR MR R IE DL, oPCR Al DNA 4545 N7 3RSk A MSCs WAL NI R i . 25 R B
N, 5 y-MSCs Mtk, EAbHGE 240 ROS IR REFEHEIN, DNA #5458 Z 45> F 0GGl, XRCCI
(175 FARIA IR B A AW S (el SRR 2R 75 S DNA XUREMI 2, SR K 54 i i
LUK A e A I DNA s 150, oPCR A&l DSB i M & F N RIAKTF. 4R ER, 5
y-MSCs AHEE, o-MSCs *F DNA XUEE5{51& 52 8 52 B ek 48, &5 BEA XRCC4, Ku70, BRCAL, BRCA2
AR RIE KRS S RIEKFHERK. 28 EFTR, TRATESEE ZE 7 T4 DNA 151473 B
ZREJI TR, NFEZ TN DNA AN R 51 R EF AT E ) 2B IX — Ui At 7 3 SRR IE
o

PU-105
XPC R RiA (R I H T HOBE AL AR R P14 B IS

T LR R ESC 2
1 28 B R K2 At I 2 e 4 L A 0 2 Ot =
2SRRI R EE —BRBE (PURIERRE) WIRAME

B EIRE A2 S BRUA PR 28 H LB 22— HAT, DU SR A AT 75 AT J65 I Jee Wi PR AL T FE) o
e, AHSERMEBGRAF LN 24 ™ EE R 1 B B8 TS 07, XPC /2 DNA & HRVIEREE g1
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IR 2 —, "E S DNABE Juedifdria. FATHAH 7SR XPC 18 Bt 4l
R ZARERIE, Hrd XPC Rk BRAR B Dt e 40 B o e A RsUsket: o A A — b i R 1 2E iy
W8, RO FE R R EBENER, HEAWRTSS T XPC (RFRIA T B i 4 i
TUBPERRACIE AN TE 2. EARWT T, FRATHEN XPC AR 218 A 12 15 Il e 4 B AR 3 1 1 g i 1 e
RS IRER P U . FRATIAF TR I fERSEIR A T24 FEdk XPC JE (2 3E e 75 5 1) F

FKIA LCIN/LC3I e, SQSTML FikF#K, GFP-LC3 puncta FEHM L, HRIHESTH
W R B A R R . OB, FERIK XPC 1 T24 20 A SO (B e ml 0 0 2 H
NERRURYE . 28 ERTR, XPC B RS RI T A NEN-TF T S T24 24 i i IR i 24 .

PU-106
BERE AR XPC {RFRARM ORI HLBIRR SR

FXR, TS A KA 2D
Il 7 75 = K o A R 2

XPC (Xeroderma pigmentosum group C){E> DNA i N & 2 i 5 5 R sh a1, &
5% % DNA e g . FATATI TAE RILB Bt XPC Fimfk3Rik, I+ H XPC {RFR&E
o0 JId 74 40 B ) e R R AR S DA 2, 378 XPC IR 1A AT B A2 M e e G oo P Wy A5 R 7 S5 o ke ) 2
LA . Rk, AN XPC (RFREA vl feil ik 2 s S8 52 m s e b Sl . i
PRGBS gLt R AR ) & AR BETT 2 5 BB R B R BB Z R . AW 7018 567 3R G2 5 6 e
o B ER 02 . Xpe mibR R BRI RS2 2 MIESE XPC KRB SR FE Ok
B> ZUMGAS o IS A0 B AR B BRI S DNA 345 8 25 0k XPC £ S35 ol dr 1
oy amsAs . HE— P I RARR T XPCIRKIAEMNIE % S DNA #5145 5614 N S8 oG 18 18
SRS B, XPCRFRIA FEM LAY AR AL TR VIR 3815 Ik, XPC k%
% R RE T Pit-l ik, M/EEIEN BRCAL HEFHHF K BRCAL MEik: BE,
BRCAL ik T PO LIEIEH B S, Mgl RAIFRREEEGE ATM-Chk1/Chk2 15
S, SHM5IR G2/M K AR B A S EUR AT . g8 LRTIR, AT TR
H XPC KA OARY B 1 — /ML, R R XPC 72 DNA 547 BLE5 5 56 3 158 M
oy, NS ASTH A XPC 7E DNA $5 B2 S s e 2k« TS 2 Wit 7 3iME B

PU-107
BAEEHEERENNMRAENERT AR

EFERE,D/NR R
Pili 7 2 PR K o A R 2

G BRI E I A KA T B T4 Chair follicle stem cell, HFSC) R S #0% . 1R4MIF
T HFSC HiLiZE MR, &5 HFSC 4ifigtk. 78 UL A ERERE B, FRATN BT H X 57
B HFSC, FESMm SVA0 K T HulEi i b, i e fgimie, 3715 17— Mok 240 itk
iHFSC2, H CD34 XiAFfm, HaAMEFI HFSC (pHFSC)MH L. RNA Wl 7 45 R BoR,
IHFSC2 1 pHFSC TR 3% /K FRIABEAAL. FOLBTEAIAL /1% . western blot F 428 7 LG
KW, SR HFSC AMcWITE R AR ALz 4. MBI RIENE, IHFSC2 AT LLE A
B, HAEERKRFET HFSC2, BEAWTE, WHXHE HFSC. HULAB LI T /N
HFSC 41 itk .
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PU-108
NK ZHRER FT2LRREE IR TT RITA STt R

AR 12 7R 2
1. SR BRI A R T A4 2 B
PACE Sl PN (Y EPNEN /S

LR = P A SRR R R R AL, HARGURYT Tk CBEEETFAR. BUT. AT Wik
HITE) MREWEREAEE AR 2. RN GA M (Natural killer cell, NK cell) & —FxJ /e R
T g% RS E R E BN AR A, NK gUiR 0T MHC PRI, GBS IR 3R 5% S8 ik Rs 40
Ha, [E) B OR BE R AR AR, e AT O RIR R T, TE G I A AN L ek e 28 ok A b EE A
o ACFBEREET NK 40377 TP A E A BE M, 6 NK 20 B 5200 (3 91VA TT 721
AT T ok, BRI TR PR, RN LRI T . BARSCTALIE T NK ZHff
#r T ARG B A R AR B P, R CH Z SR NK 4 e )7 ke
LS A PRI PR S T 5%

PU-109
HMGB1 EEEP I RIER ImRE X

KRG 2

PN S DR ALK 7 i R B e

BE Wi ANEMmbsA b it . . BE. SEpE. 88 aEE T HMGBL MEEE N L&
X, TRIF HMGBL TR 5 N B H 1R 30 15 100 B A e N S5 A6 3 A LU 22 57

FE EEN B E R R B BT R A iRE 100 4, b B 20 4, Fm. A aiE
e B, SSEMES 20 6, fEREAEE 20 1. REUMTE R RNA IR g-PCR 312 HMGB1
TE FOFPE T P R B O, 3R S R R T LT A FL = S

g8 A HMGBL X HRZL R IA A 1.249+0.760. 7EmL 2k E AN 3.191+1.907,
2 RIA RN 1.05420.743, Z5EWRANRIATE N 3.19911.824, BE RIEHNRIAEN
5.523+3.344, ZR¥H % E L (P<0.05). HMGB1 7E{gFExt B4 b &k & BB TR gl
kg, HAEME G

ZEU HMGBL 78 M08 B (1 I 35 2 i ik . HMGBL X A SR VA7 I8 7 T 7] R 23 S — AN T )
bR, HTRHEARER, AL RS DEfEARM 77, &8EA UG R Py KA R —
EANHIWFTE . BB EA B1L (HMGBL) 1844 T H 78 B A o Ml Bt i R vk o EA e R AT A i
FRAEN—FHEHEAE AR OSSR, TEAE T EZAEDABRIZEN . BEETFTIARRN,
RILHMGBL AMUEN RIEN AN F AR, 1 S RIE SRR AR R R85 LT
JE&ES R AR KR SO IRGE T HMGB1 5 A\ 88 1 & A RSB AE S . SRRl s it i &
FH (HMGBL1) fEZFEIET S EEIE. 75 HMGBL S PR i 2 i sy — N i K 1.

PU-110
PAK1 /N3 FHNHIFH AK963 $iI A B 4R
HESEIT S RALFIR ST

A, i,
B R
HE BT E e WS, R RAE T R RS 2R e, R, S48 B EE
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7 HE AT R RAT T AR HOs . PAKL VBN | 28 PAK FIRHIMRER, b EARSF I 4177 2 R
AW, EMREMRE SR SRR RERXAER, R C O E R R v T RS . H H AT
XoF 12 0 R PRI TR A 7 IR AL e 2B B B

AR BB E B E e, RERBERE T PAKL /Ny THIHI7] . 3k — S 8IE% /N T &Y
O3 PR SRR A, A DU T B e 4 M A 4 2 D) B 2 M R AR AE L], 9 PAKL BE [ i)
FURITE R Je B I8 TT SE BB TR g .

MRBE Bk, RN P A AK963, SKH MTT FIEETETE B SL IR kG 1% 4k
E DN B T AH MG BE R s I A B AR X B e BGC823 i A AR ;s Transwell 5256
ML /NoF- X B S ML 72 S A2 28 A8 i nasgimn s HAEROE R BB HR W E AK963 X 4 i 42
K ECM Mt fsma; F64 AK963 5 PAKL BRJHMNHIF IPA-3 B LM kAT Lha:, RIFHAR
#. Western blot £l AK963 Xf PAKL iEME M PAKL R ii#AH 515 530 & ) s ke s s 51 2 Fik A4
YR IR . TEENERL N TS5 PAKL B A0 T HIRHERS ML, 7~ AK963 5 PAKL 1
TER 7.

g 1. TERINAL, AK963 Y RENS DI EAH K 7 i PAKL IRBBEE M. 2. 2B /ML
YT, RKIL AK963 (&I A A EmM KA, EAENE S G T — B Mgt
BIHAZGIE R . 3 AK963 HlII A\ UFP B 4l o B 5 515 S BGC823 4if/a i G2/M HiBH# .

4, AK963 #Miffil] PAKL #&1E, JEidk NF-kB #8720 F i cyclinB1 381k, M5l G2/M 4
JEAIAHA . 5. AK963 il 54Nl BGC823 4 it K 1R78HE /1. 6. AK963 REME 51 L H 4
fil BGC823 ZHMu i 2= HE, BAEHIM] 2ROy R A B B SR B, 1Y 98 B e 40 A
BGC823 X} ECM [k 7. AK963 ftis k| PAK1-LIMKI-Coffilin 55 @M 1751, 8. AK963
W HE] PAKL BAESIEPENIE R PAKL- ERK-FAK {554, 9. L&Y AK963 RetisfEFH T
PAK1 {1, mIRRES, BHS PAKL AEmMSEM I, WK EHEMERVER .

g5 1. AK963 TEAR RSN RERS ] PAKL (g1, HAERHBEAE — e tt. 2. AK963
I NF-kB k#7720 N cyclinBL BIRIE, M5 G2/M 408 SR A, $0H] 5 e 40 i ) 3
JE.3. AK963 it PAKL-LIMKI-Coffilin fI PAK1- ERK-FAK P55, 400 40 i 22008 04 /2 T
B, ARBERGE PR ARG, M B A e FE 1R 2208 71, 4. (LAY AK963 5 PAKL 5%
SRRy, FERTAE B U0 0 P L R AR R F

PU-111
Circle RNA as a potential prognosis biomarker
for breast cancer

30 A, D5, K, T
FHERARSE B

Non-coding RNA(ncRNA) was a special RNA which was by—products of aberrant RNA splicing.
Circle RNA have a continous closed loop. Most circRNAs are stable and conserved, and often
expressed in different tissues. CircRNA have been reported to be dysregulated in many different
human malignacy cancer, and served as new diagnostic biomarkers and targets for cancer
therapy. Here we aimed to investigate whether circRNA could influence the breast cancer
metastasis.

The cancer and adjacent normal tissue samples of patients with breast cancer were collected and
the circRNAs expression profile microarray being applied. With the bioinformational analysis
combined with gPCR, we find 4 circRNAs which may correlated with breast cancer. Among them,
2 were high-expressed(circ-COL1A1-Al, circ-COL1A1-A2) and 2 were low-expressed (circ-
NTRK3-Al, circ-NTRK3-A2). Based on statistic analysis, we identified the 4 circRNAs were
correlated with breast cancer patient’s survival, tumor size and metastasis.

The findings together implied that the 4 circRNAs could be considered as a potential breast
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cancer prognosis biomarker. Further research would illustrate the involvement of 4 circRNA in
breast cancer tumorigenesis and metastasis.

PU-112
SRR ASME ST O AR e B M BN HIRT R

ZF BT, 5
(ES NI

BE R S RER XS 2040 i e = AR B s 77 208 H AL 2

FiE R 6 LN EETEN, B0XRBRAgAmg, H PBS &% RBCs, R/FHREIRY
6 44 RBCs Jar N 4 4H, /rHlmHE AN D-#%#E (Sigma 47829) , fii H 2K JE 7 5l K
Ommol/L. 6mmol/L. 20mmol/L 1 30mmol/L. 37°C F¥:3%, TH:35H] 0. 24. 48 /Nit, HUEB4
WA ATP &, CHEEE (HK &M, WEIRRBES (PKD J&ME. SRS B A MM T
B K B Z T 22 A A R B 4T 4 A AR R P

GER mRERG TR 24 A A8 /NI R, BHAE AR LRI, AN HK 3EE. PK . ATP &
=N (P<0.05) , ROS & &EAMMMIET RYEME (P<0.05) ; BEERHIEK, SAFHK
JEE e B IR 2 2T A0 B I I B R B VS 1 . ROS S B ML 4l i TR 38 (P<0.05) , 1 HK 3
PEREFEK (P<0.05) , ZI4HMN ATP & &EAE 24 /NI BEhN, TH7E 48 /NP ATP & & [ R %,
ZEFEARENE (P<0.05) , 1fi Ommol/L HZLgn i il T3 A /MRS RE = AL N, BN KT ATP
AW HAE, LR T REER (P<0.05) .

g5 i) EE AT RS R LD AN I RE AR . ARSI A g T, LR A AR B
TG NRD 855 2% B TR] ) ZE K6 2040 P N TR 1 . ATP 5 8. ROS &8 M TR 2 A A
o

PU-113
L rh R = SRR B BT 4 AR o L i R EOE L S ThRE R4t

T B, 2 02, B L O, S
ik

AR ZHYT (Neuromesodermal progenitors, NMP) 5 o7 T J5 45 - J5i 4532 5 A0 2 il 4R iR
2, BAMEMBRERZ R aEe ], v EBOVERE L e, REARHASE, 72
7~ NMP AT REZ R T4ifs (MSC) MR BRE2—, HEATRLKE. BT NMP 77 TG A
HHEI, TEEBEMNEHERKSE NMP TR . AZReTaRas AETamblENiESE
Re T4, PR HIREHMZ m o RetE, Bei e 1m0 =R 2RI RS M ariu sy, Bkl
R E R B IR MSC [WE ARSI . [RIE, AR E SRR A Z R T4l v
NMP SEJE MSC [ 5. @R LSRR R, Mo aiigdiis MSC RIbsEY) . RS
F1+ BRI TR F L Re St T % e, ESRR IR 152 NMP SRJEF) MSC (NMP-
MSC) . #FAMFLERER, NMP-MSC HA 5 & fifi KI5 8 T 40 B AU R Rk R 4E, HA
AL SKIR ) NMP-MSC 2 [AI3 iR S . 54h, FRATTIEXT NMP-MSC 44 P #h G 28 1 15 Rg
AT TR, 5585 R, 5§ BMSC #Htk, NMP-MSC R H B ot s i 6e /7, a5 LU Z 0]
T 4H SRR FE AN JORE R T4 i, I 35 35 PR A e fob P B A S AR R 1k S S i, LA B PR
R DL EWFFEEE RN 7E NMP-MSC & B HLESR AL 7 BRI ARSI, thaf LA MSC )
I PRGN SR = B P35 — B R Ak, NHES MSC B RS A it B B B2 4k
o
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PU-114
BRI AR £ - B AR B (L iR
HRFIMRE R ERRETS

ik LB 2RI T 2 2
1 BERR R B e 5 — = e
2 P EEERR

RUFEVE BB RN ESAE (PVR) A2 BRER N AR5 3800 773 2R 1 85 ™ B ) 4R A 1 I R
H R G ROEIT 7k E WS 4 R4 23 S 40 i N PR B A e 1 B A0 M AR 04T, FEHRPTBE - £F
Pefb R OREEEER . AR, BV ] DHRPUIR 9 4 4R 2R IE PVR BN . 1E
AW, FATRKIEFR ATG7 FEH /N, MEF 2 o rb fa) - bp S e 28k, (e E 40 it 1 s m)
DL S Twist 5 P62 454, 2t Twist FIFEAR, FHFRARMIPEE AR . J8 i AR/ M G40 i ¢
H R4 (RPE) EMT &8, KRILEWA RPE 40 EMT MR #sas . I H 78 38 i pil ek
ATG7 F2 HWEELE RPE Ff - oWlsR 3 - bR &8 claudin-1 IR ERIE K A Hpr B0 LR, £
b5 AU MR S e v s . EEL A2, ER et RPE 00 H W] LAYERE RPE L 4etE, I
R TGF-B2 fTifs S RPE £F 4. XSl g2 45 AR /R A R 4EFF RPE 2R e yier4efui) &
PR, (it AW RECATRIT PVR A ROk

PU-115
A B4R S R B AR BE [ BE R [B) FE R A R E M F s M AV LRI 32

SRITES 22, A 2,
1L PR AT ER RS B
2 R EEERR

EHE R 78 5T 40 — Rk T B IR T A, N EEEE, ST AaENH,
PR G BEHE S IRl AL, R PR T 200 M S P 1 3 (R 4 . IR S P I 1 10 7 o T 2 — Ry
TR ARG IR TR . IR EHR R IR R EORIE T rh a2 RN, R RIE AR
HEE J&3 g 177 18] 78 Joi 200 2 75 73 AT T 78 B T A B ZE 0 SR, SR ) 240 T 4 I s P 2 P 11 2 2 [
Fo M0 H AT A AN OG T RO HR B A A 0 180 78 ot T4 AR A R e s /0, BRI Fe b A 1
AN )7 1% IR HE J) O 0 1) 7 o T A M RO ZE 0 S i v, S L 55 20 Wb T REXT S b e A i 452 47 12 B2 0 52
M, DT A9l PR 1) 78 J5 T 4 B PRI T RS FH B 1 g St A

Tith AT U AN [R5 I SR O IR IE ) i 77 180 76 B2, R 7 % R 3 0 1) 78 o 40 J ) 3
V. SEREIEREEST . MRAEE . ZRIMLAES . BT REIRHGUE R BT HIRC .

SR CRASMERREIRE D BETR T A RIS SRR A MR M J& Ji s 18] 7 BT A, o 0 A LA i PR 3R
SO T A ISR RE T R A RE AN SR A RE ST, LS5 203 DhRE X L Bz 2 i 453
BRI,

G50 AR IR 3K 0 35 S M R OE A i 0 1) 78 T T AR M ) AR ARG B R 0, R MU B e RE T OF
LR SR I (81, MR i s 18] 78 B T A B PR 55 00 DR 1 RE D 38 T R IR T I, SRR 2
S HRHE Ji] g 0 1) 78 o2 T4 B 2R P B B R B 2 —, DRI PR |8 g A ) 7 it T B v 7
N2 78 737 RE LR IR e SERE M A 3R
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PU-116
BN X ERE Atg7 H1E = AR AL BRE TR

AR, X2 2,
o A

2 B 1 A L A A R e P R B ] — B R AR ] FEBERITTT A, JRAIE L 4 e R A
BHEHL PRI T Ag7 EETIRE. 5 RIEFLIRAZMEL, JATHEH] Atg7 &£ =B R A e
HAEAEE BRI, M HARFLEE 2 R P22 5. AN, A7 miaRik i) =B R AL 3 R
A7 S PR R SRR A W PR BE 2 B S K TS AR A I T AE =B R SLBE A . BRATA BRI
Atg7 357K AT LA 20 B 334 55 AT RS JF (R AR T, X SRR S R A R —
Blo fe)m, Ag7 AR =FA R FLARE A M Zohn iR A AR, O HLE A SO B g A2 R 4%
ERE s . LA B IRAE S AR R A R SRR T Atg7 R % = B T LR 2 (1 R
5, RRAGRAWT SR T BB LA

PU-117
M EFEE 1 EERFESH HPV R
‘MR RIE R AL BIRRSE

PaFR 12, %A ORI 2 2
1.op BB R 2 I 2 — = B
2.7 B R ARL R S A f A HE =

BR B0 WHEEEME, R AFLRER®E (HPV) B B i kA s
SERRIER . AR YT RN E S0 A B SN TR PR, SR T B G651 40 B R 1% 2R
HIMZLRA AN 1 (HO-1) FRikHghn, ™ Em 7RG 7 KT 20 H U] HLEE A E s

){/":E:o

HE R HO-1 78 5 3w iR AG6 Y7 o e B IR L]

JiiE KA RT-PCR K Western J7E MR IAHT G HO-1 RIEAM, SIRNA #5YsJ5ikmi H hn sk [
HO-1, ZEFMHZHTHCE AL, MTS Jri i an i e, i =Nan i AR 7 b e o Fn & 3,
RT-PCR il 545 VI G FE R .

GEE R AT S e AU L 2N R AR R A HO-1 A in & HPV 3k #42 DLBURAK . #ifR HO-
1 JE4IHE AWK, FETEER A R, AR B E SR g A A . [, HO-1 3
55 IR FF5 5 I 40 B 1 A A 1 TR B R

58 Wbk HO-1 mIIE k40 i B W AR 1 AR G IR T A BT sE RN, A R BRI 20 T A i
Pk, RN FR HO-1 % Tl PR B S a7 B BRI /7.

PU-118
M EREEXER Atg7 #El PKM2 #B8L85 Warburg ¥
B 4HRE_E R B REEL
TS L XA L AR 1,628 L ARAT LR R B L RGO AE LXIVT Lk 0 L # AR LLongyue L. Cao?,Brian P.
O’Rourke?, & 1
LA EERIRS: 2. AR R R i = 2 B
JirtJe8 2411 B A 1 EE g R A AR A R R R B — AN BB R E . AN B EAT N2 AR R A R
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R N ORAI AR B RIEAL R R, W e IE I 1 T 40 A P AR S R AR A M A . bR 4m
MR FE AR AR R OL T, AR I B R AR T A = 68, X — IR 4E A 1 B AR 2
WeFRZ N Warburg 208 . & EVEAT Warburg 2508 1512 5 ik 40 i i R A R s B, (HEAT
Z DT REZHFATIERE . BATIWE I A WA G [ Atg7 @it 256 Warburg 2508 S8 1
T PKM2, FHASHE L EEEE FGFRL M4 A4 PKM2 (B ER 105 17 Aiikiit, M
0| Warburg 2N . Atg7 SCE1HEE PKM2 SRR 1 BEWS (e St gm i i - R o) i1k . AR, Atg7
LRI RENEAMH] PKM2 BEERIL AT Warburg RS2, A T 40005 e 40 B Fl L 1 ) S 4k . FRATTRCIATF
FE7~ T Atg7 Fil Warburg Z82 (B FHBER,  BAEE MR B 6 $2 (8T B A4 Aya T S ms .

PU-119
Chronic psychological stress promotes lung metastatic
colonization of circulating breast cancer cells by
decorating a pre-metastatic microenvironment through
activating B-adrenergic signaling

RUFF LR 2,0t
LARINEERF R
2 TR B R B

Numerous studies have indicated that primary tumors induce a pre-metastatic niche formation at
distant organs by secreting tumor-derived factors. The present study shows that pre-exposure to
chronic stress enhanced lung colonization efficiency by circulating tumor cells, suggesting that
chronic stress critically influences pre-metastatic lungs before arrival of disseminated tumor cells.
Ablation of the sympathetic nerve function by 6-OHDA or blockage of the B-adrenergic signaling
by propranolol remarkably suppressed stress-induced lung metastasis. Depletion of circulating
monocytes or lung macrophages strongly abolished stress-induced lung seeding by tumor cells,
whereas treatment of mice with B-adrenergic agonist isoproterenol (ISO) in pre-metastatic phase
promoted the infiltration of macrophages to the lung. Meanwhile, the monocytes in peripheral
blood, spleen, and bone marrow were remarkably increased in response to ISO stimulation.
These data indicate that the B-adrenergic signaling induces mobilization and release of bone
marrow-derived monocytes in the pre-metastatic phase and that the recruitment and infiltration of
monocytes/macrophages in the pre-metastatic lung promote lung metastatic colonization by
tumor cells. Our data demonstrate that the disturbance of host macroenvironmental homeostasis
influences on future metastatic organs.

PU-120
SATB1 promotes human esophageal cancer partially by
direct regulating mTOR genes
15 4,358 2, A5 2,322 2 TR0 2, WG 2,00 2, e 23
1)1 EE % B

2.0 YA R T AR ER A e 2 IR PR e, m e T Lo BR e LR T RE S T4 i 7L P
3. E P R e T )AL R 2 Be AL # = 4. )11 B BR AR 17 P8+

SATBL(— M4SN E & AT A AEA 1) CHEHE & h RIESUE/ER . 2R SATB1

VER—Fhie s N, wf{E gt 8w IIANE R A CBEILRE e T N E RNt SATBL
BHEEEERE. FRl2, NextBio fHX/rHriE7r, SATBL ChiP-Seq HHTiRAIS SATB1 45
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AR N B 2w KR, Wil SATB1 45455 SATBL R E SR L E
SATB1 U ELFERESEE R . @I AT (IPA)KIIEIXEE SATBL HEHIEE R, mTOR(FHH
BHREN)BEARFEENEE. qPCR HHTELT SATBL XX R RIARHIEIEM. ChiP-
Seq Zr#friEsn, SATB1 Hix4t mTOR £R )53 ¥ X4 & . FIH ChIP-gPCR %k | SATB1 7£
RHOB L14i#. 4ok, RHOB M N MEE AR BE MMM AK. BEHREFESME, 5
SATB1 #Htt, RHOB mRNA [k 5 NREE B MWAMFR LMK, &5 LAk, SATBL @it
EEHEIXE mTOR £ K (1 RHOB) K% mTOR M, MM E et AR & mr k4.

PU-121
PD-L1 EE 7 B R LRI PN BN D RER R BRI
%%kiﬁﬁ@ﬁ

HHE M i R (Pichia pastoris, P. pastoris) #6507 Hk LT, KA\ PD-L1 33T %%
To-FA4k, 7€ P. pastoris 14k PD-L1, Fxf #4085 [T A m e VRN

Fi% %W P. pastoris ik RGN FIRLF, AERTH], N TARGEEER; 4 pPICk-
PD-L1 S FARL, HHZFLi%kE%4k P. pastoris GS115, 7f MD “FAR ik B ke, F G418
PUE IR L m P A7, MR RS SRIAE, B9 LG+ e i RN - 58 174 I 19k g Bt
JiE L Yk (SDS-PAGE), ik 1% 5 3% 5 4 %8 LU i ik (PETIA) % 5 « B4R A S R 2 Western
blot A4 56 % 7 o

GER RNy TR 19KD, AL PD-L1 2 F7E P. pastoris #ALE MR E] 1wk ik,
FikE W EEA 80%LL L, FEYIKE N 750~894mg / L. Western blot FIzh#) sz & s s 41
B 1 G g SR A

g% Ei TG PD-L1 7E P. pastoris 13k @A b 3RIE, AT T &Pl iE Fis Wik s An vk

HH o

PU-122
CK5/6. P63, P40, CK7. TTF-1. N&pSlnA\ CD56. Syn&

CoA TERNESEE . FhiBRHE A/ AR R R A FRIRIER BN

PUBZREN 77/ T ITEv < W | 7 R e iy
OE el

HE ¥l CK5/6. P63. P40. CK7. TTF-1. NapsinA. CD56. Syn K CgA it . i i
SN PRI S S AL AR A TR R R IE R LR T e . il e A /N 4T g 1 S 02 i S
Fik 314 Pl BEAT A A E % E A SP ik, I CK5/6. P63. P40. CK7. TTF-1.
NapsinA. CD56. Syn J CgA [F3R1E, 456 AH R I PR B 25 S AT 40 #7

SR il 61 1, MR 114 1, /NdiiEfitiE 139 . CK5/6. P63 T fififfs i) 72 B Flks 5
FE5r 5N 77.05%F1 96.44%. 83.61%F1 88.93%, 5 firses Al /N i fitidess Lb 4 2 A G i
(P<0.05) , P40 7Efififies b R mik 100%, FFRfE N 98.81%. CK7. TTF-1. NapsinA 7£
Jit g P % AR A S FE 0 )N 85.09% 411 78.69%. 79.82%F1 93.44%. 56.14%7F1 95.08%, 5
JI ke e R /N 0T B it e U 2 S 422 L (P<0.05) . TTF-1. Syn. CgA. CD56 £/ /il
9o T 1) 3R 0 AN S B 43 791 9 86.33% 41 93.44% . 89.21%711 98.36%. 74.10%7#11 100%. 96.40%
H196.72%.
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459 CK5/6. P63 A1 P40 Ik £ 6 Il vl 11 0y 12 W il 6% Jeet 1) 5 7t % R B4R AR - CKT7 . TTF-1 AW
NapsinA £ isnill il 17 12 Wil 45 5 PE G e FR bR . CD56. TTF-1. Syn Ji CgA HAr il vl
E S WINPT ) R S BE R AR -

PU-123
LR 1L-18 SHUEISRELEL R IEHREY
%%ﬁ%éﬁ%%%@ﬁ

BE %00 (CHD) i NG AN %-18 (IL-18) A iiEnd (Npt) W AR K il AR AME -
FiF K ELISA £k 60 B AS[AI 267 CHD S i IL-18 F1 Npt iR, [FIRS L 20 451 7] g
FRAAS A AEXT I o

g8 CHD A& Ml IL-18 A Npt IR & TR (t=2.273, 5.344; P<<0.05) . AMI 41
H IL-18 IRE . E m T UAP 4. SAP HAIX R4 (F=8.507, t=3.308~4.535; P<<0.01) .
AMI A1 UAP ZH I35 Npt WREBIHE T SAP x4 (F=7.161, t=2.023~4.165, P<
0.05) . HEEHAHME IL-18 Fl Npt WK & & T R AR RERLH (F=11.720,
15.098, t=2.598~5.442, P<<0.05) , HJEIAH 3 & T REMAH (1=2.239, 2.062, P<
0.05) . CHD &I IL-18 5 Npt HikE 2 IEFHK (r=0.615; P<<0.01) . AMI #E# IfiF IL-18
A Npt #KER ROC HiZk FTHAL (AUCROC) 4y 0.870 F1 0.739; UAP 3 IMLiE 1L-18 Fil Npt f)
AUCROC %5 0.471 F11 0.683.

5% MG 1IL-18 A1 Npt iR A2k x) CHD BB 2 B a, FHH Npt & il etk sh ke st e
PER) RIFFRFR . & FIBE A AN T PPt CHD Fr 95 A8 R 5 AN 391 4 e EL A o 27 S

PU-124
BREG4HEA 4y 3 & miR-27a ShibkiEiE#P%I PPARY iS5 B ANLBE
BERRIBIERNFITHR

TR ARPRIR  ORZE AR, £ 5L L, 2T, R B 5, R
i E ERER AR B, A M e B SR

RIS RIS GRS RIPU L 2 BRI EEGTE. IR AR RYUARE R MG F A

WIS, AR TR SE G 5 2 IEBETE 3R 240 mIRNA [ ERIE. miR-27a =ik THEIT4
2, HARIRPRAERE B v s 5 s I R . JR 8 2 HKPTAR AL 2 1EAHOC. PPARY /2 miR-27a (1) i
TR A, R B R B UE AE EUE 5 B B OS5 5 0 T IRS-1 il GLUTA A% H 7. (A
LEHEDN AR 7 40 B 23 W & miR-27a A RiE i ] PPARY 5 S5 BEUUEE & =K BT
Frig AHEFF B UL 2Rk miR-27a BRI A R ) g i 40 B K% i I 4 B miR-27a YT
PR E L0 A 0 B LA P AR Y e B ERES R, BRI TE S miR-27a AN MRS T E BRI S
FIBTHIE ML .
GERL WO BRI INE miR-27a 454 7E PPARY mRNA 3'UTR . C2C12 ‘4% UL4H i #ik
miR-27a 5, PPARy iAW T, & 8V & TR IUE 518 0% C8E 5401 IRS-1 Al GLUT4 &
IR IR, MRS RE. PEBIEE ) B TR, RIS PPARY USRS M BB BT o KRAHE
PR A T A IR T 40 P TS VRO B S B R4 Y FABP4 A1 miR-27a S & B E T, EESILANAR
PEEFE. PEEREUAE /)35 %, PPARy RIXEZF ML, HAAPERIUE 5B ) 7 IRS-1 M
GLUT4 BERK, M4a TN miR-27a B )G, LiRFebrE ks .
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g JRIIEYES miR-27a SMARREE A A IO 75 3 B B U B 2480,  FOBAENLHI T e 2
L miR-27a #1] PPARY.

PU-125
RERHB| INK/INFB FSEEAIFOAL
HREE SRGHLHITAR

RSN B, 5, B o, B P AR LA, ORI T AL, T
HhE B R

FIERWIESLRE 2 5 0N R R EA, 1 HALH A Rt — D 8. Janus B (INK)
TEA T 0 JORE 7 2 5 00 LB I P B 05 I B B TN . A UM R B 0% R B i H A= F)
FAFE, FEAEAH MO TR 36 55 A= PR FH R 1R 525 36 02 2R 05 1 3% INKY/NFKB {5 538 B R4 O UL
A S AR AR F LA o
Frid AW SR IS 2 B O VAR S O RO RUITE . MTT A5 38 0 2 1 i X B 2 A
HOC2 iRy 1EA, SHERMBERS INK BGH. MASIEE 7 3iE 2B JNK/INFKB {5
5 I B OR A O LA R R S ST A A A AL
G R 1000mg/kg B EIERMEB AR 7R, Bl KR EHMG. KSR M it
H HOC2 41 i At i 25 G B A 8h H 4 12h ZAAFIE, 45T INK BUE 77 AE 52 B R A 404735
R, BT INK IR 25 s B SRR 2%, INK S FBEA 45 T2 3505 2 M3 R 11
% INK 512 RO WA R, ] INK BG5S ) NFRB #5505, S NFkB #3145 1) i TNF-
o BT
G510 TOERIE R INKINFKB {5538 B AR 40 L1 B B8 5 8 451455

PU-126
EAESIHIFIES SH-SYSY HptRInE R
HERENERRAFHR

SR, 1T, 50 56, A 4 0, B SR 2R, R e T R,
I E B RER AR IR 22 BE, A A 2 SRR

A4 AR 2 o WA RGBT IR 2 — . SR, RPN E 2 . ASCRIHEA
AN FI(PS) % S SH-SYSY 4o g PD AR, H3047 8 AL 22T 75 Mo
Tk ¥ SH-SYSY 4l An B FIAb B2, HoA AbHRA1 25T 2.5uM PSI. SR MTT &4 ig
710 WYBERSHRAIL Z5E, a-synuclein 3% 5 e F 5 AR - YL B I0AE PD A, kA 25101
FAER A B, H 4iB kA DIGE De Cyder #443E47 041, SRJ5H MALDI-TOF Jii it fl %y
PR AT S
G MTT SLURZE R, 16 PSIAREEE, IS A7 7R [ RIS R A i T FE. 2.5uM PSI R
FFUIMRE T, H&E Jta Al a-synuclein i SIaiE PSI AbHE2H 241 fg H IR g R 1 IRk . ATk,
K 2.5uM PSI kb3 SH-SY5Y il 24h 150 G SEiE A 4645 . A _E P ANN Bk AT 28 1 R 4L 2230
Wk ERFRIEED 18 M, Ho FiAER 7 M, TRES 11 F. HPEERIM 5 MEASS
57 REAMAIERE S PD 2.
g2 AR 5 N EFFREEASBRRER AR T EE 75 (MTHSP75). BEIR H il iR 25 bt S
(PHGDH). EHiEE AL A EA(LBP). BEER 3 /AR S5-ARPHEFMIE E [ (14-3-3e)f1 YWHAZ
F(14-3-30), HINGES HLRARTHRERSIS . ZRRA M. WEMFER FERR. dE TR fh 2 A
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MR, XEERILAT AR IA TR PD AR L ARG B 2R

PU-127
HERIET AMPK/MTOR &R B BRKHFFHL
S H RS MR GREIFR

TR 1,30 2, 0 220 2 B 2 SRR 2 W 2, T
L. e [R5 35— 2t
2. EEEFL K

BE OHEIRPE LI AL ARRE B AR S A E . A8 v IR RN o5 A L 5 3502 bl PR 07
HRAEMIRAE, WIEEUL. OlF. . BS5E 203 5MET:, MREERALSNIIRE. HER
SRR A EE PN, IR R B A B PR R E Y, 2 AMPKat TEEER
SRER . AL, FRATHEM 0% 2@ AMPK A5 (1 E WS 5 18 B R0S (R 3 =i S 1 220
JE A LR CO LA BRI T o

FHiE @SS S SH-SY5Y. PODO. HIC2 T A, 4% 5uM EIERKBES 3-MA.
Compound C Al AICAR, MTT iZ:llE 40 /), 181 Hoechst 33258 Al MDC %t oA Il 4 i 7 T
M OH BE IR A, Western Blot & Wl W 10 M 9% A (bel-2/bax) Al B WE AH < FH A
(AMPK/mTOR/ULK/Beclin-1/LC3I)[j#ik. ] Caspase-3 iGTHRFI &K %4 Caspase-3 ik
P

L5 30mM R B AL ER A 20 O AF IS R Ot IR LK) 60%~70%, 1% 7 Z4RILH AR T34 0, MDC 4t
JEIREREC, TSR ARAR M, AWM REORARIE, HERABKEARAAESE, B
H WS S, ST, AR E R 858 3-MA A1 Compound C BHWr .

G FEIERAEIET AMPK A1 V(S S8 BEGE MA m A S0 Z Tt LAy UL
T,

PU-128
ETFEFEGRERITH Galectin-3 EE#RMFAR
FEOHFEPRIEKE A

E3H
GBS

B0 77 35 v I PRGBS I, ST T IR T R T R I S BT A A O 2 B R e AR U 4R
2k, SPLMIET Galectin-3 [IPLIs e EATIN . ZASMIRACS R XU IR I 0, BT N-F2REEBEH
Bt (NHS) Al 1-2.%-3- (3-THEREFI) kKSR (EDC) LM EEE, BETHSE
Galectin-3 By FEPUAMEEL, Hl&PUIARZOEhRIcY), R AR ZA T B EP RS & 7 S i
AR, I Galectin-3 76 Sl AT AL G, it @ &S9O E S Galectin-3 A i
WEZ AR EERR, WS AKMTE T Galectin-3 HIE BRI FERHZA I LM K%
FE. Btk BCE., REth. SETEHEEIRRIERRET Y. 45 KW, Galectin-3 filliX4t
S mAGMZE MEVERI A 0-160.0ng/ml, KRN 0.47ng/mL FIH WASKEZE N 9.74%, HIEAKEZ
N 8.92%. W N 3.75ng/mL [ H N AKEE N 5.08%, HIEAMHZEE N 6.60%. WKEN
30.00ng/mL (1) H N AKE#FE N 3.18%, HIEIAKEE BN 4.66%., F£MIE T ANHE 95% B A5 X A I
PR 19.18 ng/mL. I RFEAM XS R W /R E ELISA ik HA RFH — M (r=0.998,
P<0.01) . ZWF5H Galectin-3 7£:Co /1 32 v [ PRGEAT I, J2 5% G 3 E T RS AR AR 4% PO AT e 4
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BT BRI

PU-129
DKK-1 43 B P /)N X B 4 R Th e {12 it e s B A6 T 5

AT JNT B 2
o

fitiges F A e et HARHLEIA BT . i TR R B, M ’s i 2 4iie (HBMECs) AJLLIA
HRIET IR sh A (exosomes) , Hif S HITEIE wnt 5 554 F DKK-1. C57 /M
i P VEST DKK-1 S0 (Al 2> C57BL/G 2241 /N i o 2 o i i 4l JLim Ak, 9 570N Ui iR
e 24 JHO L 06 PN T R S B TR RS A 56 . BT AARA HBMEC [A)/NI R 40 M 3% 94 22, Wie 48 it 4 i
PEAMIAA, AbFE HBMEC T o] 0] 455 % 4 22 H /8 e o 40 B R0 s Ak, ELIB 2D /0N B I 248 i - s 8 3 PR
T FIH RNAI A T HBMEC #iiffirh DKK-1 F£ik/KF, RTRILEZR0H], XL Hg 7 i 41
HO YR s A vT i I 1A 4% HBMEC 43 DKK-1 i$ i P /N iR 4l SR 0 vd A K Thig . 3 —2 1 Real-
time PCR F1 Western blot SZi& 45 1, DKK-1 548 [ o /NI R 0 i iE Ak . R SR E A7
ASCEE ST/ BR M 9 o PN RS ARLRE AL, A Ak B R I P R R R (1) = Fe SR R 4E L, Real-time
PCR FI Western blot 2547w, it fa FIE AT DKK-1 3RIEZK P [F) H B2 2 51/
%, BI DKK-1 ZRiK 7K P i fitee 4 i 2L A o8 R e 3R 8 o SR i P s A 7)ot e 4 B 5 /0N I ol
AHRIERT IR, 45K DKK-1 Pl 40 i vl 5 S/ MR A ML il ML B85350 M2 B, 150 A i
BRI RN DKK-1 1A K or b 2 240, ]2k /N e o 20 P [ A v /N e R 4 e (M2
R AR, g b, AR 40 R A A A A 45 0 L P R AN DKK-1 38 Fe oy, 4]/
Ji2 o 40 B v A DA R L EOIRAS, s A i g N i N e A AE AR JE . L H 4 DKK-1 9820,
T BRI P /RS SR A ek VR (kL) M2 BN R AN AR, R 8 PR e 5 DR T e
41 B o 9 A2 A7

PU-130
BIZPEIE resistin iRIER /BN DEEHARH
5m/RFERBHIXR

oA, AR 2, 200, B S, X, 5 I R, T R AR IRAR, 3 I, 2 /N, 5 ST B AR e A
T E ERFR SR BT R, BOE R AR e S

N EmFEE E (amyloid-beta, AR) JIFUEFT/RAXHEERP (Alzheimer's disease, AD) 1]
HIEDRHERHIE. L 90%[ AD FEE R AF ARG IS o B Ui A 2 SCisb . R R,
I P i 52 453 % o T B /25 . AD FB 3 b AR I 5 9 B 02 L) NS 48 . FRATTTEBIF 7T BAZ 4
ML T AD RAE TR I R B AD R SME M40 (monocyte, CD14+CD16-) it &ik
resistin. A 7 R FPAZ AN KX resistin FPRELE X, AT CD68 Juah 7l 1 Bk 4 iy =
PERRIEN resistin [UFEIER/NR (CD68-RSN /NRD , Ff5m3RiE APP/PS1 [ AD FERL/N R 4%
T, 3513 CD68-RSN/APP/PSL /M. X 12, 16 N H B &2 R as R EoR: 5HEER
APP/PS1 /N AHLEL, CD68-RSN/APP/PSL /NN AR YT i 25 38 N 3 s 58 ™ = )i {2 fe
. N THE—DHA resistin (IVERHLE], FRATAE I 7RG s i s 4n i B BB SN AR ARiHAH
K3z LRP1. Pgp. RAGE LK Megalin, qPCR 453 SR UL B2 AR R RANE. (HF
MR, BTG RER. SR APP/PSL /MR, CD68-RSN/ APP/PS1 /)N R4k
UL 4> S0 . R TR (16 A MRS 2 B EET 12 MAR) o DBt iR
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7~n: CD68-RSN/APP/PSL /NG AB JTARIHE I, W REVR T resistin /-5 (1) fixi i & B A4 T 8
TR R SEAERUNEA, CD68-RSN /NN LA P B2 41 i i) 5 Z A K HE A beta-
galactosidase. pl6. FOXO3 ik Fiff. Z45 R 4e7R: resistin 41 1 ok I e 5544 1t A2 mT e H i
I N B AR A S o AT H K R I S AR 20 /A A M I ressistin 76 AD &9
(PIHLALAE AL, $2H AD 3 it KA B HAZ YR resistin /& AD A3 (1938 75 XU R 37 i
=, N AD HIiZWiRNEIT IR TR BRI A, (R E R H AR ¥R 4 #31571057 %
B

PU-131
The role of RUNX1 in tumor growth and metastasis of
human head and neck squamous cell carcinoma

HiGe 2, £35, 180 R
T B R BE 2 B e B2 e

Runt-related transcription factors are essential regulators of a diverse range of developmental
processes and have roles in proliferation, differentiation, apoptosis and cell lineage specification.
The present study was designed to investigate the expression and function of the runt-related
transcription factor 1 (RUNX1) in head and neck squamous cell carcinoma (HNSCC). In clinical
analyses, mRNA and protein expression of RUNX1 were increased in tissues of HNSCC patients.
This increased expression of RUNX1 was significantly correlated with the tumor size (P=0.019),
N stage (P=0.036) and American Joint Committee on Cancer (AJCC) stage (P=0.021). Cox
proportional hazard models showed that RUNX1 expression was an independent prognostic
indicator for overall survival in HNSCC patients (HR 5.572; 95% CI 1.860-9.963; P<0.001).
Moreover, suppression of RUNX1 inhibited HNSCC cells proliferation, migration and invasion.
Further investigation indicated that expressions of N-cadherin and vimentin in HNSCC cells were
decreased, while E-cadherin expression was increased after RUNX1 knockdown. Our data
suggest that the increased expression of RUNX1 in HNSCC was associated with tumor growth
and metastasis. RUNX1 may be considered as a sensitive biomarker for tumor recurrence risk
and prognosis in patients with HNSCC.

PU-132
CEBPB @33 8F ZEB 1 #P#i 57 - 18] Fadt 25 b AT 4R e A 4R B Y
I#. RESEAEBEEN

T I Mite I, 5 BT
TR

b - 18] L AR TE AT A0 B A L ()RS . REB ST AFEE RS R EE EEER . BATHT
IR LR 0] CEBPB AV AT H il -0 i e 40 0 ) A 2k e, [ 1 400 1) P 200 e 40 D ) Ak b
TR ERZERR ), EEAERPHIA A A H AR CEBPB i il -4 o Jes 240 g 11 |
J5Z - 8] J5id 2 A0 el T 4 o e ) P R0 AR A R 5547 28 88 71, A4 . Real-Time PCR LA Wester
Blot 453k CEBPB it&Rik)a, F@aipun) b4tz £4 (E-Cadherin, ZO-1 %)
(IR IABH S FE, mERAEIAREY (N-Cadherin, vimtin 28) (K134 Y 552 20304, FIRHE
HE bRz -18) AL AR R BT (SNAIL, ZEB1. TWIST 258) fyRis sz 2030e . itk — 5 i o
CEBPB fEH LI, FATiEIT Chip-Seq #1 Chip-PCR #7775 K3 CEBPB Al 4541 ZEBL HIE 5
FXIIETE ZEBL 3RIA, F/5iE Luciferase Yt R MR & RSl I CEBPB 7] [#{%k ZEB1 1
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ek, AT IR 55 TR A0 M P b B2 -1 S e A, b T s s e A B AT A% . AR ZRAE ). Al B4 i
B IR R 1 SRR AL Se 45 R oRilid shRNA BEIE CEBPB 1A Ji5 2 35 12 e JH 240 Mt Jie 40 £t
FRIZAL RS, T CEBPB i f R34 i Py JUJ W X2 BAAU 17 A48 T 240 0 6 A 7 PS8 Ak e 7% o ASF 7 1)
H]7 CEBPB Il AHEAIRINITER . RIS I RIAE A, AR IR TR 4L 7 e
o

PU-133
PERERFEANEEFARENFTEHFPHEA

TR, T
Hh R R

TEAR G SR IG IR =, BUT AR AR A GE I Ak, AN a2 2R N g, &
SECEIMRAEME, MR ER ARG HATR, B WG KA MRS B TRt A
ERATHHA TS, WMERE L, #BO0E 2R SHAEERE TS e, = HiiEs, |
VBRI BT 2B 3T B8 ) R SIRE . AW ARSI R, IR FIFG IR 2
R TE 5 2 40 M A= 4 2 S 56 2 v 1) S FH 25O

B K 2 R R B 2 MU AR AR BEAT 5 2 A 2R 2 S 6 UR O R B TR s iR . T
O I X 2% 2027 6 ) 2 AR R AR 2 ST 45 RSB AR A 52 ST B, 22 AEAR S B B (] e k2% >
TRARAT, FETERATSERAELR MR U, 2A2E DN AT, SERREREG M R RN, BUmxt %4
HEAT AVE. SRR R B RIHE . RS  SE . WS, B R SRR R BOR A R,
X R EAT VAR

100% 2228 SE R T A : 21« B AT S G T2 06 o 27 A X B U 1 S A R
FI| 88.46%, 80.77%[M %A R B IR A B, 84.62%F1 96.15%[) % A N NEH R 2L
SR B TR A VO E R SO0 sl 5 . AR MR R IR A, HUME S R E R I R S
] BE NP B A Bl R A R SR I B R 5K

BRI UR o B TR R A M A ) 5 SIS 2 TR RS TR MR, AR — 22 X
PRATT R s, IR T H2 TR, NE BRI R Rt 725,

PU-134
miR-3120-5p BT 3740 Axin2 {8 BAHE 4R 14
R IREE NI HR

P} 2, 2
LAMEEFLK
2o EEER KA Ry W5 B RN A%, B A A Sl 5

ARFITJE 0, Ty A e ) 1 AR 22 R R 4 e R AR 1 1 B R . microRNAs 12K 1
SRS S IE R R A AR R, RBUMR R AT EETE . 2B WITAYIN 2%, 1
AWEFE, AT 740 2 HCT-116 Al SW-480 KARE miR-3120-5p i i fe 4 T 1t F = 28
BEFTIREN . BRATTR DR & i T4l bR B4 CD133+LGRS5 7E miR-3120-5p 134 B Wi fh i
R R 2 T B4, F H, ¥ miR-3120-5p #NX AR T, SR,
qRT-PCR Fl o BEERFE A SEIRAG I, s F4i i i bl B o iF—2P 48 transwell SE5G, B RIS 52
IO A EE S50 2 B miR-3120-5p Aefs (e 2k i 4n 42 2868 71, H TargetScan #E3& K Tl ,
PTATRIL AXin2 & miR-3120-5p HI—ANETEMIHE S, DG ER B S 2 41 7k miR-3120-5p fE
55 AXIin2 54 . N T IRAESEIEDY, FRATE A R #54 Axin2 ) siRNA, i Axin2 3Rk,
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SER I Axin2 HIFRIA BRI s A P T AR 28R 0. AManitk, Axin2 idRIKILRERS
HB o miR-3120-5p 51 e 40 i T AR 2808 ) Bl Mz, AT R T miR-3120-
Sp I ITHE Axin2 R i a0 i T AR 2868 77, F antago-miR-3120-5p 1] miR-3120-5p
RIE VT REAE R AL R 7 7 T R A5 S BEAE R

PU-135
Phosphorylation of SMC1A promotes hepatocellular
carcinoma cell proliferation and migration

kA 12, 9E 2, E 2
1. AP R R I I 26— R e
2. R E BRI

Structural maintenance of chromosomes protein 1A (SMC1A) has been implicated in the
development of a variety of cancer types. However, its role in hepatocellular carcinoma remains
unknown. In this study, we found that phosphorylated SMC1A was highly expressed in HepG2
and Bel7402 cells when compared with other cancer cell lines. Furthermore, SMC1A knockdown
dramatically reduced HepG2 and Bel7402 cell proliferation and migration. Re-expressing
phosphomimetic mutants S957DS966D significantly enhanced the proliferation and migration of
SMC1A knockdown HepG2 and Bel7402 cells. In addition, phosphorylated SMC1A promotes
hepatocellular carcinoma cells growth in vivo. Importantly, the expression of phosphorylated
SMC1A was significantly higher in human hepatocellular carcinomacells when compared to peri-
tumor benign hepatocytes, and its overexpression was significantly associated with worse
prognostic outcomes. These observations suggest that phosphorylation of SMC1A is a vital event
in tumorigenesis and disease progression in hepatocellular carcinoma thus necessitating further
investigation.

PU-136
£F TCGA SR FE SR BEAUS BN SR T
T, B A 2
oo PR K

J R SRR B R A, 22 b G e AN B R B R A R i, TR BB AR I AR, kT RN T 2
SR R ORYE T EHEER . S 2N AR 5 40 TR R P 35 T B A8 5 e 2N 200 R P A P A
VA B VAR A DG o e 1) R0 28 AU T 2RI AR 3G T, HG vl s 2 e o i DAL ) R S M g B S
AL, DRI AR TP K5 A T R, I s S S TR A5 v -4k R A% R e i e A R B T A A
SRR, O B RIS W R UG ) B EEMIRIRE L. TCGA H¥ g i T HAdH i ok
AEARAS B BT Z RN R BT b BIF 5 b 6 R HOHE 2R AT B SO IR B A o FRATTR A
ESTIMATE HiE1EAl TCGA il 2 5% 551 il B A A I e s AR AR F 4558, & Fse i
B FE R A B R ESTIMATE SRV AR 70 IR A, 10— a7 RIS 7 2H 3k 47
R 22 S 3R B0 i, L3815 379 AN 5 MR IR BEAR G 22 S L (R o XX e R4 I 22 S B DR AT PR (R 3
IZHZE COX [EIHHT, @ EE NS (AUC=0.704) . BtAZEFERE PPl AN H
PESYHT, 133] COX iR 5 B E st 2 74K BLK. XHZIER K logistic [F1)343 4 B BLK 5
BEIEA TMN 231, stage 73 H(stagelll VS stage I, p-value=0.007)2 B B E 1. % BLK
) LRI 2RI Z R 3K COX BEA 43 HT(2 [ % COX HR=0.73, Hi[KZ COX p-value=0.007) 7 %k K ]
PIAE R — AL TG R 7. SEREE LS (GSEA) HRITFRIE BLK FIREA  H 5% AR Thfig il

80



AR A R R AN F 0 B CIREEER RS I 4

PR R T AR, B T E S S5, E MR RIS BLK ATREAE N — MRS A
KPR AR &7 1, FL AT e I 2 i e 20 2 O R R A R AL D 15 5 i 2 5 i R 1) e A e R i

o

PU-137
B NFIHAEGK HIF S YAP S 5AT pRAY 4 FEThAE

INPHT LA T LI NE Y2, R B L, B A L TR L SRS 4 BT [ 220k
L F R
2. [ R e b i e ST A B
3. B R R B
AR5 N Ve

2 AR PR AT AT AT A8 0 32 BN MR A . ThREVERT A0 e 29 I FF R S0P« FF AR 37 1) 401
RIS B BN AN (ESE, QA AR ARSI RR SR A ) Th e — B DR ER A — A B
AR RSB ) 25 (1) FFE A M 28 0 T (R AR M 97 Ja 2 R A 2504k IR 2R R A (R A% 0
hRe. HAT, XFREFAR 2 i 4 FALEI AR FRR N . TEARBFFER, BATR DMK
71155 YAP (yes-associated protein)iid il & 1 G A A RO 25 704k, BRARAR /M55 72 0858
AU K 7 2 CAIR R AT 40 ) 25 a0 Ak e RE L Th A . FE T 20U BRI, FRATE L 22Tk % e
T AN PRI A AT DO I VR ST 0 UK I 4E R T A B A BETh RS o AN TR N T G4
ZAAE IR, FREEST T AR AR AR T A I A B T RE A T B

PU-138
FEE ARSI SELE VT As 3 BE AN BT 18) 7E B T 4RAE
xf e & & RS
T L2 A 12, S0 12 KA AR 12, 12 Kbk 12, 12,5 8K L2 B 12 REEE 1,86 L2 L 12 B
12 {5 12

1. R AE 2 R B
2. 75 T AR TR e R B i B R SR

BE HErARZFA T4 (hMSCs) SR T ZFGI7 7. B2, MSCs 788 it J&  if1E
TIANERE. —iFFAERH, MSCs AlfeiiRi LK, A ANG KL R, BT MSC X4
PRI 5 Bk = BARUEYE ,  [RITAT REAS T HodE—P R

HiE EHBPE T, AVMEHERE (hAMSCs) FIfH (hUCMSCs) [I7E 4 N A 40 %) it 98
R R RIS AT VRS o TEARNSESG R, BRATEESL T B2 T SRR A g 40 A ) R BB R R/ R
(MR . Ak, FRATEIE S A PR 88 o A R 4E L SPC-A-1 5 MSC L8553 Eig i 4H
JiNES R

8 WAL REH, hUCMSCs AMUA SR A 5E, oMbl T . Wik, &
AT #R bk B2 4. (HUVEC) FETERG. BEIR hAMSCs s i 4 iz 3 i fi 4
F, AR 40 0 G FEAE A S . R B R, hUCMSCs AN i it fili i s 70 B o S5
B KRE. 281, hAMSCs nf DU E]. /N REFEF IR AL I 45 R AR R 7iX— sl hUCMSCs Al
hAMSCs A4 B E Rl . MpE TSR &R ER, R BEILHA 11 MEERT, 8
FiAE KPR 11 Bt fb IR 1 5 A i R ey AR
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g ARSMIE AT IR RS, 5 hAMSCs FISZFAHEL, hUCMSCs 1357 HIVR IT SRS AR v
Zoe AW, MH, X2 IXKEP UCMSC-FI AMSC-a fifi] s e 2 K REE R 1 vl BE 1) 7 1
Bl

PU-139
et BT 4Rt R RS A R AARE AT

RITE 14, F 8 12 5k 14 W D4 M 18 LA R i LA R LA, TS LA R GEAS 1A R e 8 R L ISR
1,4

1. BT RE %2 BE e
2. EE W T S 22 R e TR B
3. LTI AE % B [5e & A A
4. = FA I A 5 i R AL T A
5. [ B2 A R e AL P TR

Z RMEARE (MS) J&—Fp7E et FERI N T 250 J3 55 AW BEEREER . SOl ks
R, THIMABAEGYT & — MR DT, Mok i A RAEE L EBRME MS BH AT
JREE. EARTFFH, RATMIHIE & @R @ rseiott 5 S i aEiE % (EAE) MY, X2
W L E B MS RFRIIAR RS . R T PR AR IR 78 0 T4 (UCMSCs) X MS AT &R, il
I FE K I K UCMSCs AR 2 & 8 EAE #A . WS KN, UCMSC BB ZENE T
MS HIIEAREIR . REFEIRSE NG AR L B, UCMSCs Y477 Ja it B kB s b o ks, At
FRIEFN, RIEX MS AT ER, FERIIE UCMSCs B 7 T This, i@ MS 1
TR 2 PR -2 h,  0F AN T D RENE T 40 Ak = 2 52

PU-140
AD BRI SAEM SRR #4144 R EE

B, 9 52, XU, MRV IR, 3K B R
A2

BT /R K HEFER (Alzheimer's disease, AD) & —Ffg i WHIROR MY, H Hl M A R0697 T
Bro MHET AN ARAE T AR Y A B A F e FEAE DU RE RO A0, {ELBE A SR W 1 K i P A 2214 it
BRI RPEERVER MG RZ AD KRR EENLH], $KE] AD i P JOEIA ST w22 T4 i
Wi ML 0T T i R 22 A, TR B G2 A i) H A B BB S AT B DA AR IE SOk P
AD FHRFIRCE R PR, A IO A 22 T4 MG FE A 0 AL A . CXCLL 5 — i S ZE AL Al
T CXCLL Jhdf HAh 2 I A 2 Wi Bl R S i B bR 2 — . T resistin 5 R PERT 701
5 EWERENE RAEA K, A BT FUARIE SRR B A MR TR R B KT Sk A IR BE BB A DG . AT
DLARSL AB REAEVE AL B WA i & B 5 /il BE 2 (1) CXCLL, ¥ CXCLL iS5 NBF A AU RN =, 11
HEAEST BrdU Fric B A 40, ROV EE R T Z BrdU 5 Nestin XUPH P20 it 4 ] 20
ins CXCLL Ml IR T4 o e ov B IR AL, JFsid % in NOX2/gp9lphox ik fie it
TEEA IR SR AN A R 2L B RE RS RHINT CXCLL et i 22120 UG BE A T o i 0
G resistin I, JATA IS N A E T XA 22 T 20 BRI RS A PR Ao 221 200 L 1) 2 R BT A
MR B D ARANSESG R, AR ML SRR AE S, resistin fEBERR A TR MG TE: BEAE
IREETHE, resistin 2 S EUR R AR ANIL AL AR 2 T AR 2 iR IC-1 Gt h B & T ) R A A%
A2, K resistin 38 AR LR A LA I L AL . RIREERSER, R AD N KA T, i
B JOE R 5 T e SN R it S RN SR A T A G T o S KA AR WA 22 T 20 L A i
PE SRR IR A T 8 22 9 Stk P 4 I 38 B8 2 i 2636 R 48T A B 5 283 — 2D AT 7
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PU-141
GRP78 i) siRNA B RBYIB) 75 B T 40 53 # B S i
$0HI FF 422 2 R 3 B BT E e RO 25

KPR I )5 R O .U
LARINBE R
2 M T L R B

R AR e —ME IR IR 20, Bete A A GE FHEm AT . 2R, HI&w kA
RAFVEM 245, R, VIR R a7 B AR R IR B R AR R Mt 2 MR RE68 7 HL - i &P
9, AL RIETIRIT Y. GRP78 L2 3E JE i 24 11 iy 4 g o 208 B 6t - & 4 3 e Uk
FIgif. fEATFRH, TATH GRP78 ) siRNA B K T E41fl BM-MSCs, i 543 Wh i A ik v 2
4+ GRP78 1) siRNA. 453 % Fl GRP78 ] siRNA £ B J& Ak 5 &4 35 JE BR ErVR T Re s A 3ot
TERHEANIL T 5 GRP78, fERAMIEEA M A KFIRZE. 5, fEARNERER G, A
KIL GRP78 [ siRNA i [ J5 FI4MB A S R P36 R B A 1R 7 RS BE I IR I AR KRE6 2 . 2,
GRP78 (1) sIRNA 5 K Ji ()4 A BE % 18 e 20 i R v JEJE U, 1 R 362 25 .

PU-142
BEMpas HSF1 454 MORC?2 1@ PRC2 Tif ArgBP2

s A B, 4 AR BRI b 2
B R

ArgBP2 (Arg kinase-binding protein 2) & —#lZ 28 H (scaffold protein) , & 4HHuR Y
ALBNEE 40 i B 2R S 2 A O I 2 255 5 I8 G . MENTE TR IR 0], ArgBP2 7EHNHI R AE % 7
HHREEZEEN . (22, ArgBP2 1 B 4l # h i9/E 2 oL B AT mANE 2. A4S
5E T ArgBP2 (118581, JFIERH HSF1 (heat shock factorl) 5 MORC2 (microrchidia, CW-type
zinc finger 2) E#EME/EM H HSF1 4543 ArgBP2 [35aT . AL REH HSFL 1)
MRNA & BREIRREA T ERIL, H HSF1 MERE 5 /N B IEA DG . R Ahsin 48 SR B
HSF1 3 B4 a5 . T 228 . HSF1 fil/s MORC2 fiE# PRC2 (polycomb repressive
complex 2) E&4), ¥rilfe EZH2 (enhancer of zeste homolog 2) 3£ %] ArgBP2 {1551 I,
EZH2 fif H3K27 [ =H 4k, ‘3 ArgBP2 (4%l b4, HSF1 Al MORC2 #5511 15 e 4
NLFRIIT R AR 2O T ArgBP2 B EZH2. IR & 73 T £ B ArgBP2 5 MORC2. HSF1 #1 EZH2
AR RATHLE R NS0t HSFL Fif ArgBP2 RIMLHIZEE 7 A, ATt 5w
HSF1&MORC2-PRC2-ArgBP2 15 ‘5 il % & 7 B it B T Rg .

PU-143
ET RS FSBEEC A SCR E B RT-PCR
TR R H AN A E B AT B0 R A

et 7y 8
B R R 2

it 8 A B3 I b S AR T R A e, SR IR A R R VIR R . AR, BT AN
R AR SR R AR R AN . R RSO0, CIZHs i 34T IR it B2 AN TS P
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{EL AT R ABRE ST B R S PR AN A AT SR A2 — A Bk

WA ATIE Cell-SELEX HARTfIEIR1G R hs 4 S H e VE K Lovo 4% IRIE
Fotk W3, B TR B R 21 T LOE I AN R B s, B W3 ] LS 3RIEH W3 #2714
WAARE VRS 6 A TE R et R A ARG MR Ry e PR A s R S A T B Al R P YRR % 47 S
WERE RT-PCR R4, WIS Both 0Ot MBdERER S . Bield Uy
SRR 1 CD63 FUAFRIRR FE 51 Fr i R4 IR 22 b i AN, R W3 & AR 58 F
FARBIRISNBARRT VLS &, B W3 RGN RS 721, i RT-PCR BN HtAT
I, MRAER R TR RO E TR W3 BRI R R S R, B A AN R BRSNS AR AT
Rt e . T BIRTE, SCBL T R b Ko N L ok A A A R R E AR
N RIS AN ASR T Ak, A 22 T P8 S 9002 oA i

PU-144
UKBEHE IbeA ERERRESHENESHNELS
MG EN GRS EE

TRIRAE, %5 R 4
Hh R R

TR ) LA T M 6 A ) LS P R e e e 2 — I PR RV A R A B (T A R A SR 5
Forid, (B0 5%-40%1) ) LAET: . KB E KL FE (E. coli K1) & 5134 ) LA M v 155 4 e
WL A IR EUR T . IR, 5l KT B M 8 () 7 B2k 8 AT B K AT B
0T 32 B AL P R 0 P (BMECS) 2L R I v e B, L SCB 3R & E.coli Bt 311228
H#E\ BMECs. FEZSHEHGRBE IRIEAN (In vivo) %5E H Casprl N KWk #E 1T IbeA 7E
BMECs L ff52fk. IbeA @il 229-343 R EM v B4 & T Casprl Mi4bB 203-355aa 4% (1)
Laminin 5 [ 57 % 45 ¥ e Sz LA B 28 3 I G P . JERH DA R e s 5, JRAT o i@t 1 S LA B R
PR 7 T Casprl(203-355aa) /2 IbeA(229-343aa) it =425 (Al 454), FEF 7 — 2 2 Ja]
4 a1 e TAEA &, @id MM/IGBSA K RMSD #iiE T —F kg s & . BT A, k41
KIL IbeA(229-343aa) 1t if & — MaE MR m /Ny F4i& 1A%, IX—iEER Y], IbeA(229-343aa)
[X 358 ] REAE R AR 18 N AR 5 TR R B E A . M BRAT TR ff = SPECS A R AL 2451/ 7
At Bk oy TR RS AT R SR e, A 213279 i €4k & Wb SHRIBAE AN 7). KA
ReHEPAERTHY 50 Fh/hrFERsNE IS RIS 73R (SPR) {5 IbeA (229-343aa)4fifh i
HME G R E, 9 MAYRIH BEG AR, dhmis Ao 23210 2 20 0 1R 28 52 56 UF 5K
4 Fh oy AT AE AR 20 PR 2 e v ) P S Ok B BEL L 4 R 42 N hBMECs. AN 7 485 SR m] R BELIT A
)L 1 o 55 28 1R/ o0 TAL B D 2 W 3R AE P SE I S5 R AR 02 T oy FHEARBORE, R AL e 2R 21
NG TR

PU-145
Generation of insulin-secreting cells from mouse
gallbladder stem cells by small molecules in vitro

Mok, F R

NSRS NE
Background: Stem cell derived pancreatic B-like cells hold great promise for treating diabetes.
Gallbladder belongs to the extrahepatic bile duct system and possess stem-like cells. These stem
cells could be expanded in vitro and have the potential of differentiating into hepatocytes,
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cholangiocytes or pancreatic cells. In this study, we aimed to investigate an approach for the
generation of pancreatic B-like cells from gallbladder stem cells (GSCs) without genetic
modification. We first isolated CK19 and EpCAM positive cells from the gallbladder of
CK19CreERT; Rosa26R-GFP mouse. The Gallbladder stem cells could be expanded for more
than 15 passages. They expressed typical hepatic stem cell markers including CK19, EpCAM,
Sox9, Albumin etc. By screening method, we found that adding Noggin, FR180204 and
Cyclopamine could efficiently induce gallbladder stem cells differentiating into insulin-secreting
cells. These cells expressed Pdx1, Nkx6.1 and Insulin, but were negative for Gcg. After
transplantation with cellulosic sponge, they could ameliorate hyperglycemia in the diabetic mice.
This study provides a new approach which can generate insulin-secreting cells from gallbladder
without genetic modification. This offering an option for 3 cell therapy in treating type 1 diabetes.

PU-146
FERRE R IE Paget's BRI B A F AR

5K [E 2T L A L2 55 L, Youwen Zhou?
Lk R B 22 B
2.University of British Columbia

Paget's Wi e lif &K T 7R BHZESE AL B2 R WGt e, I IR R I B SR e . BRIk 4
i &5 B R PR R L ZH U 3 2R R AR 2 R R IR b R 9 IR BRI, B RO AL AN B .
Paget's i 1% M8 &R a7 NI Paget's % (MPD) 5 FLIR4M Paget's 5 (EMPD). A 1HFH &ik i
O FPL RNA-seq fifiik H 1128 Paget's 97 iR 41 21 e % 3 K1 FOXAL HI R sk, #t—F
TEf 2 Paget's Ji H 2R A FE R ab b, FIH AL E RO REAR MPD(N=86) 5
EMPD(n=59) iy 40 2 b 7 LABGIE ;. 45 KRB, FOXAL 7E Paget's ¥ it 83 4143 b B B Rk N
88%, MTEIEH MR R AKIE. e, FIHAHLEMIIEIEA D AN 55, /4 40
X Paget's Jp iR ZH 2 PRI R AR s 45 R38R, AR EAMHICERF KMT2C(39%). ARID2 (22%)
KA EBRAS ;s T H Paget 4HfRAR KA IR HAT & K KA 5% A SR IR R AE . KMT2C 5
FOXALl HHEAEHZ 5 REMMES R SHEAMME B, PGSRk ER m iR bR it A . 25
HULERI, FAFIHZ A s, 3k Paget's FRI kA 73Eat, ik — SR s B H K
AL BE 5 i

PU-147
FRMARFREFARSEHRESZEFETEMRIHTIEE

KRR, B 2%, ERCR
WK

FPHE R NR DI RERON R IR G B, R PRBT HE R4 i 8 2 i 3 SO A A AR DI REAR R
AMUERLRE M EE NG R, B 5 51 SO SRR . I, A R i s & 48
FEIED)BE 7 0 SR BB, LBl 2L, KIS BRI & et A B et . AT
o, ATE SRR AZ AN AR AE R SCHLI R B . S BRATA AR 3 M
MBRAERTS, 25N RATERI IR R R A0, RIUDTEZMK B PR H RS MRS, 41
A ] B A R R LA S i A PRI LU AR S . i, BRI R R AT R AT =20 2 — AT
Ja T AR I AT AR AT CLPREE A R B, BT e R R R AT AR, I 58 R T 45 05 U 4
Ao BEONEEESE, LR THE DR A BRI A A AR 7 P 5 DA RO L fi A E 0t DA S T
MIPEFII AL T, B MEHM =6, RS E bR ER. BIt, SR mme st 4n i
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REWEEI RN $2 i 7R SR TIRE, ViR BB AR SCPIRIBIIA SOE | H 2.

PU-148
mERERER (ADA) FEHSELHEHXHR: —HTET 9929
B8 5& o Bl Bt 5134 B #t 53

ZH L I T T L 2 B L e R Y
1.5 B R BR 2 B I s B2 Bt
2 M X BRI, Bk, SRE

HE FREERIGA — i A R R i 2 R A, AR,  BEAN R 585 5 0 A 0 1 K
EREVIRZ. FBERERR . JRER. AEXRR Z HR &R S vl DU BN B D Re s, &0 gy
WAL fER R R . L-RERR . IR, MRS T DURIT N R DhRER O S KA IR ER R . IR
Wi i (Adenosine Deaminase, ADA) Z 5 AH, H5u 000 R R H a4t T B 51
BBt AHIEFT B AE I8 I KRR A [m J 975 151 - 5o B 98 R 2% 11375 ADA 35 576 o IR R &R

JriE BT B i [ 45 X IR A 4T (2012 4F 12 F-2018 4F 7 H ) g N\ Je Coips i 5212 4l Al
FEWS . PRSI UCIC ) 3% A T O IR 6 IR B 4717 ). IiE ADA SE R BN 2 SR i AL Y i
o

R SxIEAME (11.7124.20U/L) , jeORALIME ADA &M R K (10.08+3.57U/L,
unpaired t-test, P<0.001) . CMUUEEZEALIME ADA i1 (9.77+3.80U/L, n=1873) HfawEthOs
Ji (10.26x3.70U/L, n=1332) FAIAFEMOL A (10.25+3.22U/L, n=2007) #H Lk & & FEAIK
(one-way ANOVA, P<0.001) . &Z K HEKIE)G, M5 ADA J& A5 0 2 535 U v
(OR = 0.852, 95%CI: 0.839-0.865, P < 0.001) . lt4h, IfiF ADA &S MpH /KT 2 IEA >
(r=0.237, P<0.001) , FH7EMEIRpEEFEEF S (11.27+4.04U/L, P<0.001) .

S AW E UGIE T o B R R O I URE Y AR T3 ADA W& R TR . X AT eSO
RZS I LA g 435 IR KSR AP T/ ik 9 R HRE ARG L RS 5. ADA IEMEIIE &) 2 B T Ik
REEIGE, Gt S5 ORI 9 &R TR« BEHIANATEH — €& Lo

PU-149
HIV-1 89587 SRR A3

NI
BRI R EL B

HIV-1/AIDS J&77 & H BT R IL R B AR, HIV-1 MUK 52 3 SRR 250k 42, HEEEA
RSB AE T G AR T AR RS, R IT 29 ARINIAR o R G R 2 MR A, 33 HIV-1 &
JeNUAR 5 1R 4 400 SR B SE IR IE 8o 40 = PR S BRI 5 (Highly active antiretrovira
therapy, HAART) & HIV-1 {8I7 I EETBL, w0k A s 3 &4 eI R T~ 5 24 68 7 BH
HIV-1 KPR AL IR AT . SRR TS RS HIV-1 340, SEBVA & 80 B AR =R B R
Mo TN HIV- ARG T bl Z R N > A3 2] 7 2R e b 1% sh fpi ik, A0 0 R BB shiiiE i
PRAT A BERS BRI HIV-1 76 AN 1 cell to cell LK cell-free f&4%i01%, Btk TikhE@EEH Fe
SERIIEA T 10 G 3% RN T BRI 25 0 B UKL - P78 B T AR S B0 HAART 2 G e B8 . Tl
THAAN T HIV-1 3SR FRE HIV-1 BF RN KIRE RIS, OB HIV-1 167 # i 7T
. AR HIV-LAIDS 1697 FI R . Bt e il — 25k
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PU-150
ETMEGEFRRBTRBMILREEHNESREXERAR

2ty 12 AR MR 3, T RLBEL
138 SRR RS B B2 Bt Rg 5 e g i 70 2, 38 U1 IX K% 149 5, 563000
2 EFEER LA ED BT E, LT X L 800 5, 200433
3. i KIBER E AR, LXK KRR 128 5, 200433

BT MCF-7 &L A I 3h 5 . (R AR LA R ER . 28, e
R AN Bf o 2% 24 B 2 2 Y - Ik DAL - - 247 P B A FE X g B Aty DA T B 9 SR
R EEAR T2 PR RS o AT I s T A D 4% 24 B 19 40 B AR T T R R AL e R
HF I A B A AR DG . FRATIEI R A - E A EAE S STITCH #dafE . T T
GERIH 4N = Z4EAEUME Swiss Target Prediction 3 & DL &2 TCMPTD $dis FE A6 2 75 e D /E FH i1
AHRHE R, o HIA33) 38, 16, 10 MHECHE R, B = ANEURE R R 45 RAOHE 5 R4k 19 2] 58
AN ERRAE F (A5 8 55 . BEJS, S Funrich 3.1.3 #0618 (OEE S 4T GO B4EM KEGG il
PR HT R T BRI ZG W) o - R - B R N R, AR BN E MRS EEEET ERK.
TLRs. NF-kB. ERBB =Z{&LL K MAPK % 10 M5 Sl . FIH Real-Time PCR X fiiit 8 s dt AT
RNA /KFf)E—B 04, 4558 58 MYD88. MAPK14. OPRM1 % 13 /MR:HI7EF BEmAEH 5 &
ARFERZ, P RES B AT BRI A B B R E AT TLRs. MAPK DLK
ERBB 2RSS Sk . AT 7Tt N4 2538 2248 7n 1 B AE UL AR 7 F b B 7E R 2, AL
I IR TT 1R 22 B A5 25 W 0 I e AL F L4 it S B4R H

PU-151
Calmodulin 5% =B ieBs B {EiFIE#ZFEE RNA B4 K
B B
oo A

P52 H Calmodulin (CaM) 1 148 MREIEMRALE, 4> F &N 16.7kDa, ZfE F4ESEH,
FAETILTIA N EZ4 Mt . CaM ARG MAS Ca2+45is,, FAEMnT g & —4
Ca2+ , —/> CaM fJLI&Ei& 4 4 Ca2+ JHES Ca2+&45i &R, mikKEFRE. Wi CaM
TS NFEZ PR A EAER, FHRBE S TR E AT T RE .

WA Rl 2 B AR SRR . i SCERIRTE, A ERES RNA polymerase 1(POL
1)\ KM RPAL194 B4+, Ml POL I (1% s 42
LR, CaM f LT RNA REHE I OB, H CaM 251+ rRNA AR A
DL

AW E SEHE CaM e 24 (nacent) rRNA 4. 7E Neuro-2a 4iffuirf, i 4 LR
BEREFRIC 30min AR AE RNA,FHFI B 5 0 f S WABR S OB 2E. RNA, R i FF 33047 SEI 28k
EEHAT M. S5 E R, 78 CaM REMFEIL T, 45S nacent RNA /KFHHETHE; £ CaM
Knockdown B¢ CaM #iI5I4b BE 441, 45S nacent RNA 7K-F B F&A%. BRI H 505 & i
et ZE RSB0 IE B AE rDNA /K- Lt 3Rk CaM R i 3t 45S promoter 14 3% .

NI F)E CaM fEH I rRNA I#EE A, FRATFIAH GST pull down SEI& 45 A 8 A G 40T
KIL CaM ] 52 A- M elgss & . i e yiie KL iR e 5 CaM 456, 4G ie e kI
TEAEMEZ RS E AL, AR RIE CaM B, Gl TR R A AR ERE 5 RPA194 1Y
45/ #£ CaM Knockdown B¢ CaM il 2641, #A- el S RPAL94 Z5-&18m. Hit
WK, CaM S5z f# e F V455 RPAL194 MM AT rRNA BB
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AW RAE S PS5 CaM 45 & msi g, FFaEMmLhxt caM
rRNA A= B AE #ETh AT R .

PU-152
AZEA LTRSS E KR aERRAE LS

ATy, 1, W 0 2 2 S & SR A, B R
AR R

VER A G RGN LAY, G20 Pt ) 40 B 1) A W A i R T 2 A R AR NAR A 58— T Bl 2k
AR, SRR R 2B, A T MAMP 30 WIBhE A4l JeE %,
GUEMAITERS. FRSBIZ AN —225, lag%, Pz aaamER S L E PR EE
IEFRA AL . A AR P A B A SRS, WO R R A BB R ER, XA FE BN & AR
156k 24 e e 200 o o 2 o )4 R EA T A

R (PMA) BSAEA T, AN SAZA IRk THP-1 400 704k iR B 750 RE 7 1 1 W4
AT BV BN KR (E. coli K1 ¥k RS218) MIBEMIRL:, Jxt F-actin MIZNE AT % 7%
St s, FIFSEREARBMBEIEE, K I EVEAN AR 7 W A B o RE A AT B R B0 SR R
5, RINBZHRHURSEH), H beta-fil gamma-VRWLEh & A H I B RERE M, #—5
FIFH AR D (CD) FIZLIEHEZEE B (Latrunculin B)HHIVLENE A ERE,  RIVIHIVENE E 1)
AT LUE s BN KA i e . 325, FIFH RNAI HiR 2515 beta-fil gamma-
TRIWLEN R A HEAT B RNA TP LA B S RNA T8, SR 53547 I 10 40 o I 4 1 2 565

SER BN, THEWAM T beta-Ffl gamma-VBIE)E G, 370 U855 02 i 1) £ 05 4
WRES); BB, X4 beta-Fl gamma- T AIWLE)E (RN R, W20 A IR 6 e 41 B B ) Ut
— N, Ui beta-f1 gamma-E R VLZ) & I 7E RGN AR O R R EEEA, A
beta-Fl gamma- WA I3 & H I/E AR BT, ASEE EARAEE .

PU-153
MERZ LR B B IEE L NK ZARaRYHE WIS

R A
BB R

HE ET i s, AT TP RBA0REEE (reovirus) BT DLE I T Ji 326 52 20 A 4 i 14 i
FHEPEE NK " B, Bzt 7, A2 RIG IR 45 B R 16 T $e s Lk

FiiE  L.Ficoll % FERA L &0 57 B (g B B B H AN E A4 e (PBMC) , & FiEik. ¥4
NK 2, =4l CD3 & CD56 3Rk LS & NK 4HiHI2lifE . 2. reovirus & dsRNA 24l
) Poly- (1:C) 5 NK 0B L% & J5 1940 5> 5128 Reo-NK. Poly-NK, CCK-8 ik =F# NK 4f
fuxt DLD-1 A% . 3. TBK-1/IKKe K] Bx795 4b ¥ Reo-NK. Poly-NK J&, CCK-8 kil
HARR . 437N _EiR 3 FPASE AL HE) NK 41 CD69 [ iA TS, 4 ELISA F&
ANFEACHE NK U7 A FLER . IFN-y 258 2 172810,

R 1LNK i35 14 RIFEEIS 10000 L, fAEFik (96.47+2.66) %, K EaifEik
(89.03+£3.9) %. 2. %M%M : Poly-NK 20 /% Reo-NK 41 5.2 & T NK 4041 (P<0.01). 3. Poly-
NK % Reo-NK £ Bx795 4b# f5, X DLD-1 2 (1) 15 %0835 B S5 BRI (P<0.01) o 4.3 =4 B A
M2 E IR Poly-NK J2 Reo-NK ZHAHEL NK 2] CD69. ZFFLZ . IFN-y [ZIA T 5k NK 4
MuAbBELH (P<0.05) .

5 TBK-1/IKKe FH W71 Bx795 ] AR dsRNA X NK i i B 2654k, PRI T NK 405t
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DLD-1 4Hff it /453, 1687 dsRNA BG4 NK 40 L] 5 TBK-1/IKKe {5 Sl %A 5% .

PU-154
WS BB AR 4 B R R RIPVER

g A5AL, K T
LR E SR

MFEER @ EEE RSN LA 4L, SRR ST Il L A 4 4L DA K R i AR R
ORI AE FH o

RS HRRM ERARER (L2) , HE 10%E4- MK F-12HAM' S(1X) 13- 51555, J%Fb
FRNFLAR, 24h JERIIIATERE R AT, KA N4 (Control)  HSEHERA
(BLM). fifbE4l (HS) . HEFE R+MALE 4 (BLM+HS) . F&E: 1# 3% % (10ug/ml),
NaHS(10 umol/L).

ELZTRN, S THSEHEE+RLEY (BLM+H2S) , TN HaS, 5 HI50dE B N 5
4 HoS WG BN BLM+H,.S. 48h J5#:2y, XHEZH (Control) . fSE&EZAL(BLM)AH S 10%/6
A MER) F-12HAM' S(IX)1E 95365595, MLEH (HS) .« MSEHER+MLE4 (BLM+HS) 4
HoS MG FREER TR, 72h JER#f—ikZj. 96h J5, WM, MR Er, @il A e
R P53y P21 B AN RIA & — 0T B-gal et ISR AR

MREER 3.1 & nT AokE M4t 4

E AR R EoR: 5 Control 4UAHEL, BLM ML 4L A 5 kR P53, P21 [()3ik 3% 1
;5 BLM 4AHEEL, BLM+H,S 4HA1¢) P53, P21 FiA & %,

3.2 FMETERNTE HoS S5y a7 LAl b 57 i 32

B-gal #efbsi W iE x: 5 Control 4UMHEL, BLM 41 L2 40 # M EME, 5 BLM 4AHtL,
BLM+HS ZH 2 i 32 2 72 B BH B e

ARG W ST SR R SR R A £ 44k B GRYER,  FEx H 5] E it b i 40 i 5
ZHAMSEEEH.

PU-155
Ny FHLAT LC-0882 iBiZ¥BIm] PAKA HEE(S S 1B
B R ARIBESRE

FRELHE 1ok fi b fe 2R A& Mg 2 RR 0N E 2 2 1
1. E B AR
2.0 [E 2R 2 2 TR 2 e

B E N WIHALTE MR, RN AEEREEA CIE T (I = KE R . R IF A8 A 2
BRI T 25 fE JERE. P21 JEALIEEE (P21-activated kinase,PAK) A—2kidtfb _FARSF 2 &R/
HEIRE WA, Harsol N2 M g i3 5 & sl IR 1. 124 ik, PAK KigILE
W6 AR, MR AR, KBNS, | REHE PAKL-3,1I KT PAK4-6.
PAK4 2 HATHE AR BRI 1 28 PAK J 51, fEAMMIAER. 417, W KITRERIERE K
HEEEN, HidERIEA, BEYG., BERRZAETZ2MMES . BT PAK4 S5 RIRAE
RIEZYIMSE, ORI AL RT3 . BRATR AW 7T R Bk &%) LC-0882 fitisil
it F il phospho-PAK4/cyclinD1 1 CDK4/6 [ 3% 15 7K 7 3 ] B Je 40 Ho it 48 58 . @ i fH &
PAK4/LIMK1/cofilin 155 i@ % B4l it AR 28, [FIR, LC-0882 it REME I H i 4l iy 22
RS EHITE . 25 ERTIR, VR NRENEINH] B 4n b 5 12 B 3 2N 30157, LC-0882 K i ¥
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TR ORI SR AL 18 KT o

PU-156
R R X5 988 F 50 M 2 MR A Ra X A S R (8 78 BT 40 B
EARFHE R SAE R F 53 MBI RN

U AR T, T8k, AR, 56 S, M TR A, XUAELAR, Y R
QPN UV

PRE A ACRIER 78T —FE, AL 78 T400 (human amniotic mesenchymal stem
cell, hAMSCs) b n] il id G 15 Al Wb D e, X2 RGEMERTT % (rheumatoid arthritis, RA)
PR ERIT R o ARFAN R ERTT RA B ME MR L A0 X hAMSCs 73k 98 i R (15
. BAEARZE 5 1 hAMSCs 5G9 GIBRARERT RA R340 MBS A% A M 5 3l 3547 50
MEFFEAILREE 7 R, WG ARKE N hAMSCs 72 %R, CCK-8 iLKiill hAMSCs 155/ 11, IF
%S hAMSCs FlE - BARS S S ib, CBA VERIIANRE; 7% LIEWR 7 MasiER &
&, ELLISA 6l PGE2 &&. 45 E/R, 5 hAMSCs HliFR4 s, 954 hAMSCs 1
CD105 BHEZR K % 0 B[4 (P<0.05), i CD90. CD73. CD44 [H:FKiLM CD34. CD45.
CD11b. CD19 1 HLA-DR MIPERIAH 73 LR ZF; hAMSCs H45HRE /) S A s 4 g
R 5 22 B 204k T 0 R B T W IR 22 5 (P>0.05); LI IR 4 Al % 9% EiE P IL-4 A1 1L-10 1)
TERAEM R (P<0.05) , PGE2 & & EH & (P<0.05), i IL-2. IL-6. TNF-a. IFN-y il IL-
17A KRR Z R (P>0.05) .

FeaokE: M ERETERAEDH EBRHES G 7 (2014) 7015 5 A1IE S RHY R H K T
(AT RS (2016) 6 5]

PU-157
Inhibition of SIRT1 suppresses the Self-Renewal and
Tumorigenicity of Cancer Stem Cells by inducing cell
senescence in Hepatocellular Carcinoma

Wit E80E
TEEER RS

Cancer stem cells have been considered to be involved in the tumorigenesis, tumor recurrence,
and therapeutic resistance in hepatocellular carcinoma (HCC). Therefore, to search for new and
effective methods for targeting liver CSCs is essential for the long-term stability and cure of liver
cancer. In this study, we found that SIRT1 was highly expressed in liver CSCs of HCC cell lines
and human HCC tissues. In vitro study revealed that decreased SIRT1 level significantly
downregulated the stemness-associated genes of liver CSCs and reduced the CSC stemness
properties. Downregulated SIRT1 suppressed liver CSCs proliferation by decreasing the self-
renewal abilities including colony and sphere formation. Furthermore, knockdown of SIRT1 in
CSCs inhibited tumorigenicity and produced the smaller HCC tumor in vivo. Mechanistically,
SIRT1 silencing by shRNA induced CSC senescence in the p53-p21 and p16 pathway. Our data
further illustrated that the formed tumor from SIRT1 silencing CSCs expressed higher SA-B-Gal
activity but lower proliferative capacity. Taken together, our findings pointed that induction of
senescence in liver CSCs is an effective tumor suppression method for HCC, and SIRT1 may be
served as a promising new approach to target at CSCs in HCC treatment.
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PU-158
PR IR YT SR B BRI 5248 41 R & 1B 3R I B 4E 4R A
DIRENRMEEER

R
ZR BT AR — R

H ) SRR 0 B 6 A E2 A4 Bt (bone marrow endothelial progenitor , BM-EPC) S51E R 4 JZ 4
4Hf C(circulating EPC) TR (5 e i f5 A7 AE 2 5

Jrvk VUM g i IE S R PRI, 8 B S M IR S 20 T U BE B AN A I 5 T AR A 7R e
EPC KAE¥ EPC, #EAT 4 M % & 54l e P Fh A B () SE v 2. 3558 7. i Thise. Rl & gé
710 FERRIERBENL > N EEE EPC 4 (n=6) . {3 EPC 4 (n=6) KFE/RpEXTHA (n=6) , ik
2O R S, 2RL0NLN BRI ESE EPC. 153 EPC M. 4 F )5 % o 6l
A PAETS . Masson e il g O VIR FETHAR . o AR 52 ML 56 B L AT = O s B 4 B0
DIRerI A4l . serl e PCR yRIE M W R AEK KT (VEGF) KB al 4F 4 40 i 28 K I 7 1
MRNA £k,

R S5ER AL, BERREE TR EPC MSETE R, BAE 1. BN 1. RUMLASRE Sy AR
E T HEE EPC [RINERE 1, BAEEEE EPC MIEVEE. M /I FEM /1. &8 EPC. 18
EPC K iR % I8 = 40 bk &, & & EPC # # 7T Ly 2> 8% JR 9% % 0 WL 3R ZE 1 A
( 6.98+0.94%,13.03+2.97%,15.84+4.74%,P<0.05 ) . 1 fi ifl & % & ( 792.24+87.43 ,
527.65+70.72, 372.35+76.7 %</mm?, P<0.05) . #£& VEGF (6.25+2.33, 2.19+1.01, 1.55+0.52
RQ, P<0.05) K bFGF (6.38+2.65, 1.24+0.76, 1.18+0.82 RQ, P<0.05) [ mRNA £ik. Mi# /e
EHF M3 (61.37+4.26, 46.95+5.49, 50.26+9.55 %, P<0.05) . i F{AfEH EPC & AH & 1 b
T, EANREIRBE PR O VIRSE AR . RS VEGF & bFGF ) mRNA £ik. AfE
HEEOIIRE. G5 PEIRWINE TIE3 EPC MRS, 5. FM. B shag L EH#E EPC &
AN IE Thie, HEA W EEE EPC FIEREL. BEE. fEIThAE: MR TiE 88 EPC B {RFEiE ]
DL R L5 3T 2B % 55 40 WA AR P92 O TLIR B8 3 5038 SR L Co UL 0 B BE

PU-159
AFREFERTHEERENER miRNA
# MRNA ZRRIESH

AR, K, 5% Tk, 777, 0 AL
L ERRHR B 2

HE WHERE 7 T400 (hAMSCs) AR4M 1 #2322 2ol K 3 miRNA 5 mRNA 2% 7
ik, NERNFT hAMSCs T2 195> FAHLHI R A B 77 0k 7 B8 e St

T B FWE hAMSCs 22, BUR e 4R mAR, MTT A iois /1, 24 Kb
2 B-PALMEHEEY G, HOUTEBHMERR A A (1I0D) 5 JaAn ARSI . 24 40 3% 81
PrE SN 2 mE SR R, P RLANRA YA E I hAMSCs b e -
O A AASKGEI . AEYE B 2E 5B hAMSCs miRNA Fil miRNA F ik i Ax1k, .

R 5 10%5 4 M5 K L-DMEM 57235853511 hAMSCs, £ P7 FFIR4HIRIEAIZWIAS N2 10,
KHAAWHIE A, P3. P5 AN[E, P7. POhAMSCs A K A 1S, f5Mmt A H 21.4. 24.2 LK E
59.1 11 99.8 /Mif;  H hAMSCs HuZk A B-=F-FL 0% H il 4 (0 14 1 W5 Qe A i B B3 =, 10D B35
H5; hAMSCs RUE A LR T F%, Ui b2 . 5 P3. P5. P7 hAMSCs A A, P9
£ hAMSCs GO/G1 HIZHHu /17> F % 80.95%, 1fi S WM/ A 11.52%, £ KIEHEE

91



AR A R R AN F 0 B CIREEER RS I 4

19.05. 5 P3 hAMSCs [t#:, P7 hAMSCs %553k i) miRNA 62 4>, TiH miRNA 103
Ay ZRFIL FFK mRNA 909 4>, T 329 4. ¥ HrEiE 7 32 miRNA 5 80 2 ]
MRNA Fk ) — 3.

2w IRAMEREFRILFEF, P7 2 P9 hAMSCs 2 H B B I 2 A4S . UM 3. 15
IRE SIS, FRAEEKE mIRNA F1 mRNA i1 i oAs .

PU-160
Vimentin acetylation is involved in SIRT5-mediated
hepatocellular carcinoma migration

LIRS
I N

Sirtuin 5 (SIRT5) belongs to the sirtuin family of protein deacetylases and contributes to
tumorigenesis and migration. However, the underlying molecular mechanism of SIRT5 in
hepatocellular carcinoma (HCC) migration is not fully understood. Here we report that SIRT5 was
significantly downregulated in HCC, based on analysis of RNA-seq data from the liver HCC
dataset of The Cancer Genome Atlas (TCGA). In addition, as compared to adjacent non-tumor
tissues, SIRT5 was also significantly downregulated in HCC tissues. In vitro, gain and loss-of-
function studies were performed to evaluate the role of SIRTS in epithelial-mesenchymal
transition (EMT). Knockdown of SIRT5 promoted EMT, as indicated by the upregulation of Snalil
and downregulation of E-cadherin, whereas overexpression of SIRT5 decreased Snail and
upregulated E-cadherin. Mechanistically, SIRT5 was found to bind to and deacetylate vimentin at
lysine 120. Cell migration was enhanced by overexpression of either wild-type vimentin or
acetylation mimetic vimentin (K120Q), whereas cell migration was inhibited by overexpression of
the non-acetylation vimentin (K120R). Taken together, these findings indicated that
downregulated SIRT5-mediated vimentin acetylation may be involved in the EMT in HCC. Better
understanding of SIRT5 may lead to its clinical application as a biomarker for prognosis of
prediction of prognosis, as well as a novel therapeutic target.
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