CLN-617 is a first-in-class fusion protein that retains IL-2 and IL-12 in the injected tumor and
potently triggers systemic anti-tumor immunity
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CLN-617 Rathnale (A) Collagen binding was evaluated by ELISA on collagen I-coated plates using an anti-IL12 detection antibody. (B-D) Following overnight CD3 stimulation, PBMCs were >10x greater C,,,, in tumor than in serum
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Figure 4: mCLN-617 is effective in checkpoint refractory syngeneic models Figure 5: Local administration triggers systemic immunity and shows synergy in combination with anti-PD1 therapy
 CLN-617 was designed by integrating three primary principles:
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Figure 1: Schematic of CLN-617 design .
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