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Early pharmacodynamic changes measured by RNA sequencing in peripheral blood from patients in a phase 1
study with mitazalimab, a potent CD40 agonistic IgG1 monoclonal antibody
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Mitazalimab - a CD40 agonist with best-in-class profile Mitazalimab-induced transcriptional activity Mitazalimab-induced effects on the peripheral inmunome

* Gene signatures related to activated DCs were upregulated post treatment, confirming the CD40
agonistic activity of mitazalimab.

* Changes in frequencies of immune cell populations observed using Cibersort analysis reflects
expected activation-induced migration, which also was observed by flow cytometry [3].

* Activation of B cells, as determined by upregulation of CD80 and CD86, was observed post-
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