Intratumoral CD40 Agonist (APX005M) in Combination with Pembrolizumab Induces Broad Innate and
Adaptive Immune Activation in Local and Distant Tumors in CPI Treatment Naive Metastatic Melanoma
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*PD-L1 positivity with immunohistochemistry defined by > 5% of tumor cells C ONC LUSION
Safety

e APX005M in combination with Pembrolizumab is well tolerated.

* The combination of APX005M with pembrolizumab did not induce  APXO005M in combination with Pembrolizumab showed encouraging anti-tumor activity.
dose limiting toxicity at any dose level of APX005M. * Preliminary biomarker analysis demonstrates that combination of Pembrolizumab with APX005M can induce broad innate
* No study discontinuation due to TRAEs. and adaptive immune activation in both local and distant lesions.
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