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The expression and the relativity of PMS2 and P-Akt S473 in different human ovarian cancer cell lines
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[Abstract] Objective To evaluate the expression and the relativity of PMS2, Aktl and P-Akt S473 protein in A2780,Caov3,
The expression of PMS2, Aktl and P-Akt S473 protein in A2780,Caov3,C13"
and ES2 ovarian cancer cells was detected by Western Blot. After treated with IGF-1 (Aktl activator) and API-2 (specific Akt] in-
hibitor) ,Caov3,ES2 and A2780 cells were collected and the level of PMS2 was detected by Western Blot. Results PMS2, Aktl and

C13" and ES2 ovarian cancer cell lines. Methods

P-Akt S473 proteins were detected in all of the four ovarian cancer cell lines with varied expression levels,and the activity of Aktl
was inversely related to PMS2 expression in ovarian cancer cells. Exposed to Akt kinase stimulator IGF-1,ES2 and Caov3 cells were
detected with a dramatically PMS2 decreasing. Meanwhile, the decreasing of PMS2 protein was time-dependent on IGF-1. Treated
with API-2, Akt kinase specific inhibitor, A2780 was detected with PMS2 dramatically increasing,and the increasing of PMS2 pro-
tein was time-dependent on API-2. Conclusion In ovarian cancer cells, PMS2 expression could be directly regulated by activated
Aktl.
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