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were defined by High expression of CD45 and Low expression of CD11B. CD8+ lymphocytes were sorted by CD3+CD8+
expression. Results show treatment with emavusertib significantly decreases expression of TAMs in the TME and overcomes
the reflexive increase in this population triggered by anti-PD-1 therapy. Further reduction is seen in both PD-L1 expression on
resident microglia and TAMs in the TME of MBM samples analyzed. The combination of this effect results in a significant
increase in CD8+ T cell infiltration with in the TME.

and TAMs in MBM and corrects for the reflexive increase in PD-L1 seen with anti-PD-1 ab therapy.
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