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CT111 Exhibits Strong Binding Affinity to CT111 Binds Sequentially and CT111 Binds to CHO Human and

Background: Dual PD-1 and CTLA-4 targeting immunotherapy shows enhanced therapeutic

CT111 Demonstrates Superior Anti-Tumor Activity Compared to AK104 and AK112
in the HCC827 NSCLC HSC Humanized Tumor Model

Human and Cynomolgus 10 Targets Maintains Binding to All Three Targets Cyno PD-1 and CTLA-4 Cells
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processes within the cancer-immunity cycle as a single efficacious therapeutic.
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CT111 is Highly Differentiated with:

1. Unique and More Potent Anti-VEGF Blocker CT111 Possesses Excellent Developability Characteristics CT111 Leads Exhibit Favorable PK in BALB/c Mice

Anti-VEGF synergizes with PD-(L)1 inhibition to significantly enhance clinical efficacy. To our

Conclusions
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