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[Abstract] Objective To investigate the mechanism of immunologic escape in the tumor microenvironment,
study the expression of programmed death 1 ligand-1 (PD-L1) in Tca8113 with treatment of inflammatory factors.
Methods The expression of PD-L1 treated with inflammatory factors (IL-18, IL-2, IL-6, TNF-a, IFN-y) was
detected by flow cytometry (FCM). Results The expression of PD-L1 in Tca8113 was up-regulated conspicuously
with treatment of inflammatory factors (P<C0.05), including: IL-18, IL-6, TNF-a, IFN-y. And the factors played
the role in synergistic effects, most significantly in the groups of IL-18+IFN-y, TNF-o+IFN-y and 1L-13+1L-6+
IFN-y+ TNF-q. But the influence of 1L.-2 on the expression of PD-L1 was not significant (P>>0. 05). Conclusion

With the up-regulated expression of PD-I.1, the tumor would be escaped more easily from the immunoreactions,

while there were an abundance of inflammatory factors in the tumor microenvironment.
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co-operation of the inflammatory factors on the PD-L1 expression
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Fig 3 The influence of IL-2 and IFN-y upon the expression of PD-L1
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1A,2A: Overlapped with control cells; 1B, 2B: Diagrams. AP<C0. 01, % P<C0. 05,vs. control; ¥ P<C0. 05, vs. control and IL.-2

group; # P<C0. 05, vs.

asb,c,e,f groups; A P<C0. 05, vs. other groups. Pg: Antigen of P. g.; Unst: The supernatant of PBMC with

untreatment of PHA; PHA-sup: The supernatant in the culture medium of PBMC activated by PHA; Pg-sup: The supernatant in the culture
medium of P. g. ; a: Control; b: IL-13+1L-6; c: IL-13+TNF-a; d: IL-18+1FN-y; e: IL-6 +TNF-q; {: IL-6+IFN-y; g: TNF-+IFN-y; h:

IL-18+1L-6+TNF-o+IFN-y
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