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Advances in Synergistic Mechanism of Tea Catechins
on Cancer Chemoprevention

QIAO Xiaoyan“*® ~CHEN Dong"“**  LIU Zhonghua™?
(1. Key Laboratory of Tea Science of Ministry of Education, Hunan Agricultural University, Changsha 410128,
China; 2. National Research Center of Engineering Technologies for Utilization of Functional Ingredients from
Botanicals, Hunan Agricultural University, Changsha 410128, China; 3. Tea Research Institute, Guangdong
Academy of Agricultural Science, Guangzhou 510640, China)

Abstract: Experiments have confirmed that tea is effective in preventing cancer, and catechins play
the important role, among which EGCG has strong anti-oxidation to inhibit cancer cell proliferation
and induce cancer cell apoptosis. EGCG is also one of the most potential natural products for cancer
chemoprevention. In this paper, the biological activities of catechins were reviewed. Synergistic
mechanism of EGCG with natural anticancer products and clinical reagents was summarized, to

provide a reference for further research on cancer chemoprevention mechanism.

Keywords: EGCG, chemopreventive, synergistic effect
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Fig. 1 Chemical structures of catechins
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Table 1 Synergistic effect of epigallocatechin—3—gallate combined with natural products
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