Spatial interaction mapping of PD-1/PD-L1 in Head and Neck Cancer reveals the role of Macrophage-
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INTRODUCTION RESULTS
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status for B cells (A-C) and macrophages (D-F) across response groups, normalized for comparison. G- proposed cell types. F, G) Cell types were clustered into unsupervised cellular neighbourhoods according to their nearest
Figure 1. A) A cohort of 35 HNSCC patients was selected for analysis. B) Steps 1 and 2 ) comparison of isPLA-positive cell types per region. J-L) Distance to tumor scatter plots against neighbours. The heatmap shows an abundance of cell types in each neighbourhood with and without including isPLA The Passe and Williams Foundation and the Princess Alexandra Research
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sections were stained with a 6-plex panel.
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