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Inhibitory effects of EGCG on telomerase activity of gastric carcinoma cells

YANG Jin-liang, FANG Dian-chun, YANG Shi-ming, LUO Yuan-hui, LU Rong ( Department of Gastroenterology. Southwest Hospital, Third Military Medical
University, Chongging 400038, China)

Abstract: Objective To investigate the effects of ( — )-Epigallocatechin gallate (EGCG) on telomerase activity of gastric carcinoma cells
SGC-7901. Methods The inhibitory rate of proliferation and telomerase activity were determined by MTT and PCR-ELISA methods and the expres-
sion of telomerase subunit hTR, TP1, hEST2/hTRT and c-myc by RT-PCR. Results Concentration of EGCG less than 100 pmol/L had no apparent
inhibitory effect on proliferation of SGC-7901 cell line. but concentration more than 200 ymol/L could significantly inhibit its growth and induce apo-
tosis, the ICs of 24 h and 48 h were 805.4 pmol/L and 463.3 pmol/L respectively. EGCG in non-cytotoxic dose {12.5 pmol/L) could significantly
decrease its telomerase activity, the ICy of 24 h and 48 h were 27.4 pmol/L and 19.5 pmol/L respectively. Further study indicated that EGCG could
down-regulate transcription of hEST2/HTRT and c-mye. but not hTR and TP1 of SGC-7901 in dose-dependent manner. Conclusion EGCG in non-
cytotoxic dose could effectively inhibit telomerase activity of SGC-7901, this may be one of the machenisms of its prevention and treatment of cancer.
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Fig 1 Inhibitory effect of EGCG on telomerase activity of 7901 cells
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Fig2 Effects of EGCG on mRNA expression of hEST2/hTRT, c-myc, TP1 and hTR in 7901 cells (Results of RT-PCR )
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