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DPP inhibition alters the CXCR3 axis and enhances NK and CD8+ T cell infiltration to improve anti-PD1
efficacy in murine models of pancreatic ductal adenocarcinoma
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In Brief: Dipeptidyl peptidase inhibitor (BXCL701) remodels the PDAC tumor microenvironment by enhancing Th1 response and
the CXCL9/10-CXCR3 axis to enhance naturally occuring anti-tumor immunity and immunotherapy efficacy.
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