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Effects of genistein and VEGFR on proliferation of ECV3(4 cells

YU Xiao-ping, MI Man-tian, ZHU Jun-dong (Deparment of Nutiition and Food Hygiene, College of Preventive Medicine, Third Military
Medical University, Chongqing 400038, China)

Abstract: Objective To investigate the mechanisms of genistein in the growth inhibition in the tumor angio-
genesis. Methods The effects of genistein and vascular endothelial growth factor receptor (VEGFR) on the prolifer-
ation of ECV3M4 cells were observed by cell growth curves and flow cytometry. The level of the phosphorylation of
VEGFR and the activity of protein tyrosine kinase (PTK) in ECV304 cells were detected by immunoprecipitation and
kinase activity analysis. Results Vascular endothelial growth factor (VEGF) alone could facilitate the proliferation
of ECV304 cells, up-regulate the phosphorylation and PTK activity of VEGFR, but genistein alone could inhibit the
growth of ECV3M cells, stop the cell cycle mainly at the phase of G, M, induce apoplosis, and down-regulate the
phosphorylation and PTK activity of VEGFR (P<0.01). Treatment with genistein and VEGF together could stop the
cell gycle at the phase of G2 M. decrease the apoptotic rate, and decrease the level of phosphorylation and the activi-
ty of VEGFR, as compared with the group treated with VEGF alone. Conclusion Genistein is able to down-regulate
the phosphorylation and PTK activity of VEGFR, resirain the cascade reaction of exo-cell signal transduction, and in-
hibit the proliferation of vascular endothelial cells, resulting in inhibition of tumor angiogenesis.
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