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Background & Introduction

* Immunosuppressive regulatory T-cells (Tregs) are key modulators of tumor immune evasion

Figure 2. PVTX-405 shows selectivity against CRBN neosubstrates of
concern

Figure 5. PVTX-405 inhibits the growth of MC38 tumors in
CRBN'"31V (humanized CRBN) mice in vivo

Figure 7. Combining PVTX-405 with a next-generation ICT, anti-
LAG3, demonstrates synergistic efficacy in vivo
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