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Abstract

During carcinogensis, cellular growth is altered by over-signals and insensitivity to
the antigrowth signals and evasion of apoptosis. Finally, cells will limitless replication
and metastasis. Regulation of the cell cycle by a chemical compound would be a new
therapy strategy. Resveratrol also is a polyphenol compound and describes
antioxidant and anti-carcinogenic effects. Variety of cancer cells can inhibit growth
by resveratrol and a lot research indicate that resveratrol could inhibit the
proliferation, stop cancer cells at the S phase of the cell cycle, arrest the cell cycle at
the S-phase as well as at the G2/M-phase inhibiting Cdk7 and p34Cdc2 kinases,
arrest cancer cells at the S/G2 phase of the cell cycle, induces apoptosis, inhibit
angiogenesis, metastasis and tissue invasion. This review outlined cell cycle
regulators available for resveratrol and reason for new possible anti-cancer targets

and the anti-proliferative of resveratrol.
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