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METASTATIC CASTRATION-RESISTANT PROSTATE CANCER (mCRPC) TRIAL SCHEMATIC AND KEY OBJECTIVES BXCL701 ON-TARGET ADVERSE EVENTS CONSISTENT WITH CYTOKINE IFN-y CHANGES POST DOSE
UNMET MEDICAL NEED ACTIVATION SEEN AT THE HIGHEST DOSES

IFN-y produced by activated T cells and NK cells; high levels are associated with effective host defense
and anfitumor immunity

Phase 1b/2 Treatment Cycle: 21 Days each Cycle BXCL701 BID PO Days 1-14
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Composite Response Rate: Target >15% DoR, PFS, changes in circulating cytokines and correlation
Need >2 composite responses to proceed to Stage 2 of outcome with baseline tumor characteristics

KEY INCLUSION AND EXCLUSION CRITERIA
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IL-1B Is a proinflammatory cytokine produced by innate immune cells. [L-1p is associated with safety and is
pro-tumorigenic

been focused on combination therapies

» The BXCL/0T immunomodulatory mechanism may manipulate the tumor micro-environment in such a
way turning a “cold” fumor environment into an inflamed “hot” environment so that prostate cancer
Ccan overcome resistance to iImmunotherapy
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*IL-2, IL-12p40, IL-6; *GM-CSF, G-CSF; *IL-15, IL-7
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