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[ Abstract ] Several studies have demonstrated that the combination of targeting techniques with
conventional current treatment protocols may improve survival benefits and disease control, without exacerbating
the treatment related toxicities. Inhibiting tumor growth and metastasis by focusing on specific protein or signal
transduction pathways or by targeting the tumor microenvironment or vasculature are some of the new approaches.
Targeted agents for HNSCC expected to improve the effectiveness of current therapy include EGFR inhibitors,
EGFR tyrosine kinase inhibitors, VEGFR inhibitors and others. Identification of predictive biomarkers of
resistance or sensitivity to these therapies remains a fundamental challenge in the optimal selection of patients most

likely to benefit from targeted treatment.
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