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Curcumin inhibits the proliferation, migration and invasion of Cal-27 tumor cells by down regulating PD-L1

and inducing autophagy

Xuan Deng, Hao Li
The Second Alffiliated Hospital of Nanhua University, Hengyang, Hunan

[ Abstract] Objective the inhibitory effect of curcumin on the proliferation and migration of tumor cells has attracted
extensive attention; However, its specific targets and potential mechanisms are still unclear. Methods Western blot analysis
and cellular immunofluorescence staining were used to evaluate the protein expression. Cell proliferation, migration and
invasion were evaluated by CCK-8 assay, wound healing assay and Transwell assay. In addition, Western blot analysis was
used to detect the changes of proteins related to cell proliferation and migration. Results Curcumin could inhibit the
proliferation and migration of Cal-27 cells, and increase the level of autophagy. In addition, curcumin reduced the protein
expression of PD-L1 in these cells. SIRNA targeting PD-L1 (sipd-11) also upregulated the expression of autophagy related
proteins. It is worth noting that curcumin combined with sipd-11 has more obvious effect than single treatment. Conclusion
curcumin may inhibit the proliferation and migration of Cal-27 cells by reducing the expression of PD-L1, thereby
promoting autophagy.
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4 +tig

iR 4 B 1) 3% 5 5 I A% BE ) B EERSI OSCC 1)
HERRANTIE , PR B 3L o T R AL A B 3L
LW F R —PNZ BRI R MG, BA 2
ZEVETE, IR DR A ) P E ST (¥ R A K AT
Ferige i) iz e, SR, 22 E 0 R 4

T4 TE AT € 7 9 ELAASE s ABLHIAT A 15 78 70 T B

97 22 38 R AE AN [F IR R R D) E AL, 456 I
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