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Effect of a-mangostin on proliferation, growth and invasion of
MCF-7 breast cancer and its mechanisms

Lin-wei Ma, Hong-tao Xu,Xiao-li Dai, Zhong-bao Han
(Department of Clinical Medicine, Yancheng Institute of Health Sciences, Yancheng, Jiangsu 224005, China)

Abstract: Objective To explore the effect of a-mangostin on proliferation, growth, and invasion of MCF-7
breast cancer and its mechanisms. Methods MTS was used to study the effect of a-mangostin on in vitro
proliferation of MCF-7 breast cancer cells. MCF-7 breast cancer xenograft model was used to examine the effect of
o-mangostin on in vivo growth of the tumor. The effect of a-mangostin on invasion ability of MCF-7 breast cancer
cells was examined by Transwell experiment. Immunohistochemistry was used to study the effect of a-mangostin on
the expressions of translationally-controlled tumor protein (TCTP), matrix metalloproteinase-2 (MMP-2) and MMP-9
in MCF-7 subcutaneous transplantation tumor tissue. Western blot was used to detect the expressions of Erk, p38,
MMP-2 and MMP-9 proteins. Results The proliferation of MCF-7 breast cancer cells was significant inhibited by
a-mangostin in vitro compared to the control group. a-mangostin significantly inhibited the growth of MCF-7 breast
cancer subcutaneous transplantation tumor in vivo compared to the control group. The invasion ability of MCF-7
breast cancer cells was significantly inhibited by a-mangostin. The expressions of TCTP, MMP-2 and MMP-9 were
significantly inhibited by a-mangostin as shown in immunohistochemistry. The results of Western blot showed

that a-mangostin inhibited the expressions of MMP-2, MMP-9, p-Erk and p-p38. Conclusions o-mangostin has
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anti-proliferation, anti-growth and anti-invasion effect on MCF-7 breast cancer, and such effect can attribute to its

inhibition of growth and invasion-related proteins in MCF-7 breast cancer.
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