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Integrated tumor histoculture and same-cell spatial multiomics link biosignatures (S) Eﬁf;ﬁﬂiﬁ LS

to immune checkpoint blockade responses Iin head and neck cancer

Immune cell accessibility to tumor cell is the
key factor to predict ICB therapy responses
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Tissue microenvironment shapes regional
immune functions and can be shifted by ICB
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