Phase Il study of monalizumab, a first-in-class NKG2A monoclonal antibody, in combination with cetuximab in previously treated
recurrent or metastatic squamous cell carcinoma of the head and neck (R/IM SCCHN): Preliminary assessment of safety and efficacy
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To assess the safety of monalizumab combined with cetuximab. therapy were observed with the combination of monalizumab and cetuximab.
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