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PD-1xVEGF-A BISPECIFIC ANTIBODY
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CONCLUSIONS

3. Soluble VEGF-A drives CTX-10726—specific loss of surface PD-1 and its release as soluble PD-1 fragment
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5. CTX-10726 strips surface PD-1 in vivo, and the effect is driven by both recombinant and tumor-derived VEGF-A
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should scale in potency with VEGF-A abundance and matrix retention (Fig. 2B). B. In s.c. co-implants of Jurkat™®? with VEGF-A—secreting HCC827 (tumor-derived rather than recombinant human VEGF-A as in A, same readout), CTX-10726 again lowers surface PD-1, whereas

pembrolizumab and IC do not.
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