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WFZERC R OMEEE (F30) : In the present study, I examined the mechanism of EGCG (a green
tea catechin)-induced apoptosis in human oral cancer cell lines. After EGCG treatment

PARP and caspases were activated accompanied with MAPK p38 activation in ZA cell. A
non—receptor tyrosine kinase c—Abl is known to activate MAPK p38 specifically. Therefore,
role of ¢—Abl in EGCG-induced cell apoptosis was examined using c—Abl inhibitor imatinib
or c—Abl shRNA. Inhibition of c—Abl signaling effectively suppressed EGCG—induced
apoptosis in ZA cell. In addition, nuclear localization of c—Abl was observed after EGCG
treatment. In HSC4 cell in which apoptosis was not induced by EGCG, apoptosis was provoked
by EGCG after the transfection of c—Abl gene. In conclusion, it was suggested that c—Abl

have important roles in EGCG-induced cell apoptosis
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Fig.1 Western blotting analysis for activations of caspase and
MAPK pathways after treatment with EGCG in ZA cell.
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Fig.2 Effect of Imatinib, a c-Abl selective inhibitor, on EGCG-
induced apoptosis in ZA cell.
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Fig.3 Effect of c-Abl gene knock-down on EGCG-induced
apoptosis in ZA cell.
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Fig.4 Effect of EGCG on the nuclear localization of c-abl in
ZA and HSC4 cells.
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Fig.5 Effect of c-Abl gene transfection on EGCG-induced cell
apoptosis in HSC4 cell.
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Fig.6 Effect of EGCG on ANE-induced mutagenesis in V79
cell.
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