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Abstract: Objective  To study the influence of Zuojinwan alcohol extracts on proliferation and apoptosis of human gastric canc-
er cells MKN45 infected by Helicobacter pyloriCH. pylori) and to investigate their mechanism. Methods The different concentra-
tions of Zuojinwan alcohol extracts (7. 81,15.63,31.25,62.5,125,250,500 pg/mL) acted on human gastric cancer cells MKN45
infected by H. pylori respectively. After 24,48,72 h, the cell proliferation activity and apoptosis were detected by MTT and FCM
respectively,and the expression of Bax and PARP was detected by Western blot. Results FCM results showed that the percentage
of apoptotic cells of MKN45 cells infected by H. pylori, Zuojinwan alcohol extracts low dose (40 pg/mL) and Zuojinwan alcohol ex-
tracts high dose(180 pug/mL) were (0.2840.105) % ,(3.2740.702) % and (7. 740. 721) %, with statistical difference between
any two groups(P<C0. 05). The apoptosis rate was dose-dependent. Western blot results showed that after 24 h action of high and
low doses of Zuojinwan alcohol extracts on MKN45 cells, the expression of PARP(89 KD) and Bax protein was significantly in-
creased in a dose-dependent manner. Conclusion  Zuojinwan alcohol extracts can inhibit the proliferation of human gastric cancer
cells MKN45 infected by H. pylori and induce apoptosis. Regulation of apoptosis-related genes Bax and PARP expression may be
one of the molecular mechanisms for inducing apoptosis of human gastric cancer cell MKN45 infected by H. pylori.
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