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Research progress on mechanism of epigallocatechin gallate against lung cancer
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Abstract: Lung cancer is one of the malignant tumors with the highest incidence rate and mortality rate worldwide, posing a serious
threat to human health. Epigallocatechin gallate (EGCG), the most abundant and bioactive component in tea polyphenols, exhibits
various pharmacological activities. EGCG can inhibit tumor cell proliferation, induce cell apoptosis, suppress cell migration and
invasion, regulate lung cancer epigenetics, inhibit tumor angiogenesis, induce autophagy, delay or reverse tumor drug resistance, and
modulate immune function. This article summarizes the research progress on the mechanisms of EGCG against lung cancer, aiming to
provide references for comprehensive lung cancer treatment and new drug development.
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