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Research progress on anti-oxidative mechanism of epigallocatechin gallate
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Abstract: Epigallocatechin gallate (EGCQ) is the main catechin in green tea. A large number of researches have revealed that green tea
demonstrates a wide range of positive biological activities against serious chronic diseases, such as cardiovascular disease,
neurodegenerative disorders, cancer, metabolic syndrome, and type 2 diabetes. These protective properties can be traced back to the
potent antioxidant activities of EGCG. Recent studies have suggested that EGCG may exert its anti-oxidant effects by scavenging free
radicals, metal chelation, inhibition of transcription factor activation, and adjusting the oxidation and anti-oxidant enzyme system, etc.
This paper summarizes the research progress on anti-oxidative mechanism of EGCG, in order to provide reference for exploiting drugs
with same or similar mechanism of EGCG for clinical application.
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