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Background Anti-PSGL-I| induces inflammatory TME in ex vivo patient-derived tumor cultures Anti-PSGL-| suppresses tumor growth in a humanized mouse model of melanoma

« Tumor associated macrophages (TAMs) are the most prominent non-tumor cell Figure 4. Ex vivo human tumor cultures recapitulate response to checkpoint inhibitors within the tumor Figure 6. PSGL-1 and PD-1 treatment of humanized NSG-SGM3-BLT mice inoculated with a melanoma PDX tumor

microenvironment (TME) and provide pre-clinical support for targeting PSGL-| A Human CD34+ Melanoma cell
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