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The Antiangiogenic Effect of Polyphenol Contained in Red Sweet Potato Leaf
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Inhibition of tumor angiogenesis is an attractive target in cancer therapy. Recently study showed polyphenols like ECGC, resveratrol
were inhibitors of angiogenesis. Sweet potato leaves contain the highest polyphenol compounds in Taiwain. Here, we want to isolate
the polyphenols extraction from sweet potato leaves ? H]SPLE ? H”, and investigate the antiangiogenic effect and the mechanism in



human umbilical endothelial cells ? H{HUVECs ? H”. Exposure of HUVECS to 0.05-0.6mg/mL SPLE significantly blocked
VEGF-mediated cell proliferation at low dose ? H]0.1mg/mL ? H”and inhibited cell migration when SPLE dose was higher then
0.2mg/mL. We also found SPLE decreased HUVECSs tube formation with dose response. Under the same concentrations, SPLE
failed to affect VEGFR?2 tyrosine phosphorylation of VEGF receptor and VEGF-mediated activation of metalloproteinase, but
significantly decreased VEGFR2 protein expression after exposure 24 hrs. Summary, our data suggest that SPLE inhibition of
VEGF-induced angiogenesis was mediated by decrease VEGFR2 protein expression.



