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Inhibitory effect of resveratrol on proliferation of ovarian cancer cells by

down-regulating ILK/B—catenin signaling pathway
Ma Zhi ,Hu Jun,Deng Yu,Xing Guibang,Wang Lianlian
(Center for Reproductive Medicine ,The First Affiliated Hospital of Chongqing Medical University)

[ Abstract]Objective . To investigate the effect of resveratrol on the proliferation of ovarian cancer A2780 cells,and to explore its
possible mechanism. Methods : Human ovarian adenocarcinoma A2780 cells were cultured in vitro and treated with different concen—
trations of resveratrol (50,100,200,400 wmol/L) for 24,48 and 72 h. MTT assay was used to detect cell proliferation and cell cycle
changes was determined by flow cytometry. Western blot was used to detect the expression of integrin—linked kinase (ILK) , B—catenin
and Cyclin D1 in cells. Results; At 200 pmol/L for 24 h,resveratrol effectively inhibited the proliferation of A2780 cells,and the cells
were blocked in G¢/G, phase,and they were in a significant dose—time dependence(P<0.05). Western blot results showed that resver—
atrol significantly lowered the expression of ILK, B-catenin and Cyclin D1 at protein levels in A2780 cells(P<0.05),with a concentra—
tion—time dependence (P<0.05). Conclusion : Resvertrol could inhibit the proliferation of ovarian cancer cells by inhibiting TLK/B-
catenin signaling pathway and reducing the expression of downstream target protein Cyclin D1 in A2780 cells.
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