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Apoptosis of MCF-7 cells induced by gypensapogenin
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Abstract: Objective To investigate the cell apoptosis of human breast cancer MCF-7 cells induced by gypensapogenin H in vitro.
Methods After human breast cancer MCF-7 cells were treatment with GH of 5, 10, 20, 40, 60 and 80 pumol/L for 48 h, the effect of
GH on cell proliferation was measured by MTT assay. After cells were treated by GH for 24 h, the morphological changes were
observed under Phase contrast microscope, and apoptotic bodys were observed under fluorescence microscope with DAPI staining.
Additionally, flow cytometry was used to evaluate the apoptosis rate, Western blotting was used to detect the effect of GH treating
for 6, 12, and 24 h on the expression of Bcl-2, Bax, Cytochrome ¢, Caspase 3 and other proteins. Results GH inhibited cell
proliferation in a concentration-dependent manner, and the half inhibitory concentration (IC,)) was (8.67+1.22) umol/L. Compared
with control group, the cell morphology of GH group changed significantly, mainly in cell shrinkage, chromatin concentration and
nuclear deformation. After cells were stained with DAPI, the formation of apoptotic cells could be observed under the fluorescence
microscope. With the extension of GH, the apoptosis rate of cells increased significantly, compared with control group, the early
apoptotic rate of GH group increased significantly at 12 and 24 hours (P < 0.05 and 0.01). Western Blotting showed that compared
with control group, the levels of Bax, Cleaved Caspase 3 and Cytochrome C protein increased significantly (P < 0.05 and 0.01) and

the levels of Bcl-2 and Caspase 3 protein decreased significantly (P < 0.05, 0.01). Conclusion GH induces apoptosis of breast cancer
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MCEF-7 cells through mitochondrial pathway
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Fig. 1 MCF-7 cells were incubated with GH for 24 h, and
cellular morphological changes were observed by phase-
contrast microscopy (A), and apoptotic bodys were ob-
served by fluorescence microscopy with DAPI staining (B)
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Cell apoptosis rate was measured by flow cytometry (i+s, n=3)
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Fig. 3 Influence of GH on expression of related proteins detected by Western blotting (x+s, n =3)
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