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Inhibitory effect of genistein on HER-2/neu-overexpressing breast cancer xenograft tu-

mors and its relationship with uPA expression
YU Xiao-ping, MI Man-tian, ZHU Jun-dong (Depariment of Nutrition and Food Hygiene, College of Preventive Medicine, Third Military

Medical University, Chongging 400038, China)

Abstract: Objective

To explore the inhibitory effect of genistein on oncogene HER-2/neu-overexpressing

breast cancer xenograft tumors and its relationship with urokinase type plasminogen activator (uPA) expression.
Methods  HER-2/neu-overexpressing MCF-7 human breast cancer cells (MCF-7/HER-2) were generated by trans-
fecting the HER-2/neu negative MCF-7 cells with HER-2/neu ¢DNA. MCF-7/HER-2 and MCF-7 xenograft models
were established in BALB/c nude mice, and the nude mice with MCF-7/HER-2 xenograft were randomly divided into

three groups: control group, genistein-treated group, and HER-2/neu antibody-treated group. The growth ability of

xenograft tumors was analyzed by immunohistochemical staining with Ki-67 antibody, and uPA expression of xenograft

tumors was analyzed by Western blotting. Results

The growth ability and uPA expression were significantly higher

in MCF-7/HER-2 xenograft tumors than those in MCF-7 xenograft tumors. MCF-7/HER-2 xenograft tumors treated by
genistein or HER-2/neu antibody showed lower growth ability and uPA expression as compared with MCF-7/HER-2

xenograft tumors. Conclusion

Genistein can inhibit the growth ability of HER-2/neu-overexpressing breast cancer

xenograft tumors, which is associated with the uPA expression.
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Fig I Restrictive endonuclease map of pCMV/ERBB2 plasmid
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Up: MCF-7/HER-2 cell xenograft tumor; Down: MCF-7/HER-2 cell
xenograft tumor treated with genistein
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Fig 2 MCF-7/HER-2 cell xenograft tumor in BALB/c nude mice
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Fig 3 Western blotting results of uPA
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