NKG2A immune checkpoint blockade potentiates cetuximab induced ADCC
in head and neck cancer preclinical model
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Background

Monalizumab (IPH2201) is a first-in-class humanized IgG, targeting
NKG2A (Natural Killer Group 2A), which is expressed as a
heterodimer with CD94 on subsets of NK cells, ydo T cells and tumor
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Here, we Investigated ex vivo and In vitro the rationale of
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e SCCHN are infiltrated by NK and CD8* T cells expressing CD94/NKG2A.
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