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Abstract

Green tea is a worldwide popular beverage,
which is found to have a broad anticancer activ-
ity. Polyphenol, one of the major constituents
of green tea, is composed of catechins, mainly
(-)-epigallocatechin-3-gallate (EGCG). It is known
anticancer effects of green tea are associated with
this component. It has been well established
that EGCG has strong anticancer effects. Studies
have shown that the mechanisms through which
EGCG exerts its anticarcinogenesis potential are
very complex, such as cell division, apoptosis
induction, angiogenesis inhibition, and so on.
Recently, many new findings have been reported,
like the action on 67 kDa Laminin receptors and
AKT signaling pathway, which are not well cov-
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ered by the previous researches. The mechanisms
of its anticancer effects are becoming clear. In this
paper we mainly discussed the mechanisms of
anticancer effects of EGCG, based on the latest
findings and proved conclusions, in hope of pro-
viding rationale for future cancer managements
and giving enlightenment to the design of next-
generation chemotherapeutics.
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