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The T-Cell is like a contract killer

| Thymic school | Attack

Fig. 1. T cells as contract killers. T cells undergo extensive education in the thymus where T cells that potentially recognize self (normal citizens) are eliminated through negative selection.
During periods of inflammation (conflict) the T cell receptor (TCR) goes through rearrangement in order to become exquisitely specific to a single target. Recognition of targets must be

done through presentation on self-MHC (e.g., a photo in official documents such as a passport). Through this high degree of specificity, T cells are able to pick targets out of a crowd of
normal cells.

Please cite this article as: Kannan GS, et al, Natural killer cells in malignant hematology: A primer for the non-immunologist, Blood Rev (2016), |

Blood Reviews,2016
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The NK Cell is like a border patrol agent

Cell has correct MHC and no
danger signs: easy pass

Inhibitory
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Cell has no MHC and
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balances toward lysis

- 8. 48

Cell has correct MHC but looks
very dangerous: NK balances
towards lysis
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Fig. 2. NK cells as border patrol. NK cells use inhibitory receptors to recognize MHC (proper identification documents such as passports) as evidence of self and receive negative signals
preventing self-attack. They also have a wide range of surface activating receptors to identify activating ligands which are elements associated with danger on target cells (weapons).
Recognition is determined by the balance between the severity or number of danger signals and the number of documents supporting self. Through broad assessment of danger and

self on every cell, NK cells pick out potentially dangerous cells independent of knowing their specific identity.
Blood Reviews,2016

Cell has no MHC but doesn’t look
dangerous: NK cell ignores target
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