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Research progress on anticancer mechanism of (—)-epigallocatechin gallate
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Abstract: The active ingredients in green tea have been proved to have anticancer effects, and (—)-epigallocatechin gallate (EGCG)
had the highest anticancer activity. EGCG could achieve anticancer effects by regulating oxidative stress, blocking tumor cell cycle,
inhibiting tumor angiogenesis, and inducing cancer cell apoptosis. This article reviews the mechanism of anticancer action of EGCG

in order to provide reference for its clinical application.
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