Combination of monalizumab and durvalumab as a potent immunotherapy treatment for human solid cancers
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Distribution of NK and CD8* T cells expressing NKG2A and PD-1 in lung cancer patients (A) and in SCCHN patients (B). Cells from . .ays . . . . .
peripheral blood (PB), adjacent tissue (Adj) and tumor were analyzed by flow cytometry. Percentages of NK cells (upper rows) and CD8* T A20 tumor bearing BALB/c mice (n=8-11) were randomized when tumor volume reached around 40 mm* and treated with anti-NKG2A (200 g, iv, days 11, 14
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