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Roles of P53/CDKI1 pathway of G2/M checkpoint on proliferation

and apoptosis of ovarian cancer cells
Zhang Ruitao Shi Huirong Ren Fang et al
( Dept of Gynecology The First Affiliated Hospital of Zhenzhou University Zhengzhou 450052)

Abstract Objective To explore the role of P53-P21 WAF1-eyclin dependent kinases 1 ( CDK1) pathway of cell
cycle G2/M checkpoint on the proliferation and apoptosis of ovarian cancer cells. Methods The specific short-hair
RNA ( shRNA) plasmids and negative control plasmid of CDKI and p53 genes were transfected into SK-OV-3 and
OVCARS3 cells respectively. Cell proliferation cell apoptosis rate and cell cycle distribution were measured by
MTT TUNEL and FCM assay respectively. Expressions of CDK1 phospho-CDKI1 ( Thr14/Tyrl5) P53 p-P53
(serl5) P21WAF1 CyclinBl Ki-67 Survivin and cleaved-Caspase3 proteins were examined by Western blot.

Results  After silencing the CDK1 and p53 genes by RNAi respectively the proliferation of SK-OV-3 and OVCAR-
3 cells were inhibited the apoptosis increased and the number of G2 phase cells increased expressions of Ki-67
and Survivin protein were downregulated expressions of cleaved-Caspase3 were upregulated. Moreover the levels
of pP53( serl5) and P2I1WAF1 were decreased p-CDKI( Thrl4/Tyrl5) were increased after pS3 gene knock—
down. Conclusion P53/CDKI1 pathway of G2/M checkpoint may be implicated in the proliferation and apoptosis
regulation of ovarian cancer cells.

Key words G2/M checkpoint; cyclin dependent kinases 1; epithelial ovarian cancer; proliferation; apoptosis



