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Effect of Aktl on Inhibition of Cervical Cance Hela Cell’s
Proliferation by Cyclooxygenase-2 Inhibitor

Liu Xiaoye,Zhou Jianbin,Li Ting, Huang Yuliang
( Department of Obstetrics and Gynaecology ,the Second Affiliated Hospital ,
University of South China ,Hengyang ,Hunan 421001, China)

Abstract: Objective Investigate to the effect of Aktl on Inhibition of Cervical Cance Hela Cell Proliferation by Cy-

clooxygenase-2 inhibitor. Methods Hela cells were treated with NS398 and (or) Aktl agonist IGF-1,then the growth
inhibitory rate (IR) of cell was evaluated by MTT assay. The expressions of Aktl were detected by Western Blotting.  Re-
sults NS398 significantly increase the IR of Hela cells and down-regulate the Aktl protein expression( P <0.05). Aktl
agonist IGF-1 decreased the IR of Hela cells compared with only treated with NS398 groups. These effects are dose-depend-

ent manner. Conclusion NS398 inhibits Hela cell growth in a dose-dependent and time-dependent manners, and the
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mechanism may be related to down-regulate the expressions of Aktl.
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