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[ Abstract |

Resveratrol, a phytoalexin found in grapes and other food products, has been demon-

strated to be a green anticancer drug. Recently, resveratrol was shown to have cancer chemopreventive

activity in vivo and in vitro, and its cancer chemopreventive mechanism involves prevention, delay, or

reversal of the process of tumor initiation, promotion and progression, three major stages of carcinogene-

sis. Its anticancer effects may be mediated by antioxidization, blocking the cell cycles, promoting apopto-

sis, inducing the differentiation of tumor cells, inhibiting cyclooxygenase and cytochrome P450 enzymes,

interfering signal transduction and inhibiting angiogenesis.
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