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BACKGROUND FIGURE 1. NMBS-2 is a Highly Potent and Exquisitely Selective HPK1 FIGURE 2. HPK1 Inhibition Enhances IL-2 and IFNy Production FIGURE 3. NMBS-2 /n Vivo Dosing <30mpk Results in
HPK1, a member of the MAP4K family of protein Inhibitor From Stimulated Human T Cells Complete HPK1 Target Engagement
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FIGURE 4. NMBS-2 Induces Robust Tumor Growth Inhibition FIGURE 5. Increased Serum Cytokines and Circulating Antibodies FIGURE 6. NMBS-2 Induces Robust Tumor Growth Inhibition CONCLUSIONS AND FUTURE STEPS
as a Single Agent and in Combination with anti-PD1 in the (Pharmacodynamic Responses) in NMBS-2 Treated CT-26 Animals as a Single Agent in the B16-F10 Syngeneic Model An oral, potent, highly selective small molecule HPK1
CT-26 Syngeneic Model inhibitor demonstrates /n vivo tumor growth inhibition as
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