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ABSTRACT Phlorizin is a major active component of Lithocarpus polystachyus Rehd ,which is a kind of Chinese folkloric
medicine. Accumulating evidence demonstrate that phlorizin exhibits multiple pharmacological effects including anti-oxidative
effect, hypoglycemic effect, anti-inflammation, anti-tumor effect and anti-ischemia stroke.Based on domestic and foreign research
reports , the pharmacological effects and its underlying molecular mechanisms of phlorizin were reviewed in this article.lt will pro-
vide clue and evidence for research and development of phlorizin.
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