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Research Progress of EGCG on Triple Negative Breast Cancer in Vitro
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Abstract ; Triple negative breast cancer( TNBC) represents a subtype of breast cancer. The expressions of estrogen receptor
(ER) ,progesterone receptor (PR) and human epidermal growth factor receptor 2 ( HER2) were negative. Therefore , hormone
therapy or therapy targeting HER2 protein receptor cannot act on TNBC. In order to overcome this defect,new alternative thera-
pies based on the use of natural substances,such as epigallocatechin 3 — gallate(EGCG) , have been proposed. A large number of
literatures have proved that EGCG, the main component of green tea, can inhibit different types of cancer including breast cancer,

by regulating different signal pathways. Therefore,it can be reasonably assumed that EGCG can be a new option for prevention
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and treatment of TNBC.
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