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The epigallocatechin—-3 gallate (EGCG) in green tea suppresses tumor growth, but it is not

known whether it specifically inhibits tumor angiogenesis. We examined the anti—angiogenic
effect of EGCG on tumor—associated endothelial cells (TECs), EPCs, and normal endothelial
cells (NECs). TECs were isolated and cultured from human tumor xenografts in nude mice.
EGCG suppressed the migration of TECs and EPCs. EGCG also inhibited the phosphorylation
of Akt in EPCs. MMP-9 in the bone marrow is involved in mobilizing bone marrow—derived
VEGFR-2 positive cells into peripheral circulation. Expression of MMP-9 mRNA was

suppressed in bone marrow stromal cells by EGCG. In vivo model, EGCG reduced melanoma growth.
Our study showed that EGCG has anti—angiogenic effects. EGCG is a promising angiogenesis

inhibitor for cancer therapy.
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