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Analysis of sensitivity of oral cancer to Cetuximab and gene modification of KRAS, B
RAF and PIK3CA in OSCC.
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In the present study, we evaluated the combination chemotherapy for oral cancer us
ing anti-cancer agents (5-FU and CDDP) and the molecular target reagent, Cetuximab which is an antagonist
of epidermal growth factor receptor (EGFR). We also analyzed the mechanism how the enzymes, which express
on tumor cells and play as an IFNG degrading enzyme, affect circumvention of tumor immunity. Our results s
uggest that Cetuximab inhibits Akt and autopha?y resulting in the up-regulation of apoptosis induced by 5-
FU. IFNG concentration was decreased in the culture supernatant of each cell line and the difference of mR
NA expression of TACE was observed among cell lines. Mass spectrometry analysis indicated that TACE, other

enzymes and KRAS gene were involved in the degradation of IFNG.
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