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Platycodin D induced apoptosis of breast cancer MDA-MB-231 cell

KONG Ya, WANG Jiajia, LU Zongliang, ZHOU Rui, SONG Wei, WANG He, XU Hongxia( Department of Nutrition,
Research Institute of Surgery, Daping Hospital Third Military Medical University, Chongqing 400042, China )

[ Abstract ] Objective:This study was designed to estimate the role of platycodin D ( PD ), a natural monomeric compound
derived from platycodin grandiflorum, in apoptosis of highly metastatic breast cancer cell line MDA-MB-231 and to primarily
explore the possible mechanisms. Methods: MDA-MB-231 cells were treated with different concentrations of PD (0, 2.5,
5, 10 wmol/L ), cell proliferation rate was detected by MTT and ICj, value was calculated; cell apoptosis was evaluated by
Flow cytometry, and the expressions of apoptosis-related proteins were assessed by Western blotting. Results: PD signifi-
cantly inhibited MDA-MB-231 cell proliferation ( P <0.01 ) in a dose-dependent manner with a IC, value of ( 7.30 +2.67 )
pmol/L at 72 h. Compared with control group, 10 wmol/L PD could significantly promote the apoptosis of MDA-MB-231
cells ( P <0.05). PD increased the caspase protein activity by up-regulating active cleaved caspase-3, -8 and 9 and down-
regulating inactive caspase-8 and -9. PD also decreased the expression level of Bel-2 and increased Bax expression, resulting
in the decrease of Bcl-2/Bax ratio in MDA-MB-231 cells. The protein expression of mutant P53 was down-regulated after
treated with PD; otherwise, the expression of E2F1 was up-regulated. Conclusion:PD had an obvious anticancer effect by
inhibiting breast cancer cell proliferation, and inducing apoptosis might be a potential mechanism of anti-cancer effects.
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