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The state of immune checkpoint inhibitors in head and neck cancer
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Head and neck squamous cell carcinoma (HNSCC) is considered a good target for immune checkpoint inhibitors (IPIs) because of the
presence of immunosuppression within the tumor microenvironment. Nivolumab improves overall survival (OS) in the treatment of
platinum-refractory recurrent or metastatic HNSCC (RM-HNSCC) as seen in the CheckMate 141 phase I clinical trial. Based on the
results of this study, nivolumab was approved for RM-HNSCC in Japan. To further improve treatment outcomes for HNSCC, several
clinical trials investigating novel combinations of IPIs are ongoing. IPIs exhibit durable responses; however, sustained effected that lead

to long-term survival are still only limited to RM-HNSCC patients. Therefore, clinical studies to find predictive biomarkers to narrow
down the target treatment population for IPIs are warranted.
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