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The search of factor which regulate sensitivity to cetuximab focused on
immunological alteration
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Cetuximab is the chimeric (mouse/human) monoclonal antibody which targetted
epidermal growth factor receptor (EGFR). Despite its undeniable therapeutic value, we still do not
fully understand the mechanisms of action responsible for cetuximab®s anti-tumor effects in the head

and neck squamous cancer (HNSCC). In this study, alterations in EGFR and its downstream genes in
seven SCC cell lines (B-88, HSC-2, HSC-3, HSC-4, KOSC-2, SAS and A431) were assessed through next
generation sequencing. The effect of cetuximab and HDACi, alone and in combination, on the viability
of these cells were evaluated. As a result, the cells which indicated cetuximab resistance got
susceptibility by treatment with HDACi.Morphologically cellular adhesion is decreased. The mRNA
level of EGFR was elevated after treatment with HDACi. Our data suggested that combinations of
cetuximab with HDAC inhibitor could be potential novel treatment strategies for HNSCC.
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