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MPO0317 (FAP x CD40 DARPIN) tested in Phase 1 study MPO0317 co-localization with FAP and CD40 in tumors is associated with a significant increase in dendritic cell abundance in the TME

Scientific rationale Tumor microenvironment MP0317 CD40 FAP CD11c Tumor abundance of CD11c positive cells increased across various indications
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the indicated timepoints was calculated by Kruskal-Wallis test. Levels of statistical significance are indicated as ns (p > 0.05), * (p < 0.05), ** (p < 0.01), *** (p < 0.001), or *** (p < 0.0001).
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