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Research progress on mechanism of epigallocatechin gallate in breast cancer
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Abstract: Breast cancer is the most common malignant tumor among women, which showed rising trend year by year.
Epigallocatechin gallate (EGCG) is the most abundant and bioactive polyphenol in green tea. It has been demonstrated to have many
biological functions, including anti-oxidant, anti-inflammatory, cardiovascular protection, diabetes prevention, and anti-cancer.
Recently, EGCG has been identified to suppress breast cancer tumorigenesis and progression through inhibition of cell proliferation,
angiogenesis, cancer stem cell and metastasis, and induction of cell apoptosis. The molecular mechanism of EGCG in breast cancer is
summarized in this paper, which provides clues for the prevention and treatment of breast cancer.
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