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Oral cancer treatment which applied the epidermal growth factor receptor
degradation by catechin

Yoshimura, Hitoshi
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EGCG is a major constituent of green tea. The aim of this study was to
evaluate the therapeutic potential of EGCG for targeting human OSCC in vitro and in vivo. In the in
vitro experiments, EGCG suppressed HSC-3 cell viability in a time- and dose-dependent manner. Cell
cycle analysis showed that EGCG induced G1 phase arrest of the tumor cells. Treatment with EGCG
significantly increased caspase 3 and 7 activities, and the percentage of apoptotic cells as
compared to control cells. In the in vivo xenograft experiment on mice, EGCG treatment resulted in a

45.2% reduction in tumor size as compared with the control group. There were significant
differences in Ki-67 expression between the EGCG treatment group and control group, and the
percentage of apoptotic cells in the EGCG treatment group was significantly greater than that in the

control group. These results indicated that EGCG significantly inhibited cell proliferation by
affecting the cell cycle progression and apoptosis.
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