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Effect of exemestane on the apoptosis of human breast neoplasms MCF-7 cells
PAN Pei-jin!?3, PENG Jian-yu'?3, ZHANG Xiao-hui'**, WANG-Qian'*?, CAO Long-bin'?, YU Shuai-shuai'?,
ZHOU Ke-yuan®?, LI Ji-xia>*, ZENG Jin-cheng'?, LIN Bi-hua® (1. Guangdong Provincial Key Laboratory of Medical

Molecular Diagnostics; 2. Key Laboratory of Medical Bioactive Molecular Research of Department of Education of Guangdong
Province; 3. School of Laboratory Medicine, Guangdong Medical University, Dongguan 523808, China)

Abstract: Objective To investigate the effect of exemestane (EXE) on the apoptosis of human breast neoplasms MCF-7
cells. Methods Proliferative rate of MCF-7 cells was detected by CCK-8 assay and colony forming assay; Cell apoptosis was
detected by flow cytometry (FCM) and Hoechst 33258 staining. The expression of the proteins related to apoptosis (p27, Mcl-
1, Bcl-2 and Caspase-3) was detected by Western blot. Results 40 pmol/L EXE significantly inhibited the proliferation of
MCF-7 cells, and the inhibition ration was 36.7%; 20 umol/L EXE significantly promoted the apoptosis of MCF-7 cells, and
the apoptosis rate was 33.5%; 20 pmol/L EXE effectively promoted p27 expression and inhibited Mcl-1, Bcl-2 and Caspase-3
expression of MCF-7 cells. Conclusion EXE can effectively induce the apoptosis of human breast neoplasms MCF-7 cells.
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