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dilation to cell membranes using DeepCell. Poorly segmented cells were filtered based on size, nuclear signal sum
and signal CV. Cells were clustered based on biomarker expression similarity across each cell using unbiased

VISTA* and PSGL-1+ immune cell populations in the TME is key to developing patient
selection hypotheses that will inform clinical development strategies for VISTA-targeting drugs. Leiden clustering. Cell clusters were annotated into phenotypes and gating was used to determine biomarker
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samples was used to identify which tumors are
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