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Advance in antitumor of garlic vegetable-derived organosulfur compounds

CHEN Min, LI Zhu-Bo*
(College of Pharmaceutical Sciences, Southwest University, Chongqing 400716, China)

Abstract: Garlic is an antiquity as medicine, it was proved by epidemiological observations and laboratory studies

that garlic and its constituents possessed broad spectrum antitumor effects. But the protective effects of garlic are

related to the presence of organosulfur compounds such as allyl derivatives. The antitumor mechanisms of garlic

vegetable-derived organosulfur compounds mainly included, modulation of carcinogen metabolism, inhibition of

cell cycle progression, induction of apoptosis, free-radical scavenging and oxidation resistance. The advances in the

antitumor mechanism of garlic vegetable-derived organosulfur compounds are described in the following review.
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