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Effect of piplartine on proliferation and apoptosis in human breast cancer MDA-MB-231 cell line*
Yao Jianxin' ,Yao Zhifeng®® ,Li Zhanfeng' ,Liu Yongbiao®
(1. Department o f Medical Imaging s Nanjing Health School of Jiangsu Union Technical Institute ,Nanjing,
Jiangsu 210038 ,China;2. Department o f Radiation Oncology sthe Second A f filiated Hospital of
Nanjing Medical University , Nanjing,Jiangsu 210011,China; 3. Department of Radiation Oncology »
the First Af filiated Hospital of Nanjing Medical University . Nanjing.Jiangsu 210029 ,China)

Abstract: Objective The aim of the study was to investigate the effect of piplartine on the proliferation and apoptosis in human
breast cancer MDA-MB-231 cells line and the mechanism involved. Methods Human breast cancer MDA-MB-231 cells line was
cultured in vitro. The inhibitory effect of piplartine on the proliferation of MDA-MB-231 cells was measured by CCK-8 assay after
treatment with piplartine at different concentrations. The apoptosis rates were measured by flow cytometry. Western blot was used
The CCK-8 assay showed that

piplartine had an inhibiting effect on the proliferation of MDA-MB-231 cells in a concentration and time dependent manner. Piplar-

to explore the effect of piplartine on MDA-MB-231 cells Bel-2 and Bax protein expression. Results

tine induced apoptosis of MDA-MB-231 cells obviously. The antioxidant N-acetyl-I.-cystein inhibited the apoptosis of cells. By

Western blot analysis, we found the expression of Bax was up-regulated whereas that of Bcl-2 was down-regulated in a concentration

dependent manner. Conclusion

Piplartine possesses a significant function for inhibiting proliferation and inducing apoptosis of

MDA-MB-231 cells,and its mechanism would be associated with the down regulation of Bel-2 and up regulation of Bax.
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