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Elucidation of drug sensitivity control mechanism to enhance the therapeutic
effect of cetuximab on oral cancer
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The present study aimed to examine the association of PI3Kp110a pathway
expression with cetuximab resistance and the anti-tumor effects of alpelisib (PI3K inhibitor) and
cetuximab in oral squamous cell carcinoma (0SCC) cells.

PI13Kp110a expression was significantly associated with the tumor response to cetuximab (p < 0.05)
and one-year PFS and 0S. Combined treatment with alpelisib and cetuximab resulted in enhanced
anti-tumor effects in vitro compared to either agent treated individually. In particular, expression
of EMT-related proteins decreased, suggesting that the invasion potential of cetuximab-resistant
cells decreased. Furthermore, treatment of mice bearing OSCC xenografts with alpelisib and cetuximab
decreased PI3K pathway expression.
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