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Figure 1. Proposed mechanism of action and therapeutic goals for DLL3 TriTCE Co-Stim. Schematic of - - > —@— DLL3 TriTCE Co-Stim w3 Irrelevant mAb displayed as dashed lines (B). Cross-linking of CD3-KO and CD28-KO Jurkat cells. Test articles were incubated with pre-labelled nmol/kg) and irrelevant mAb (33 nmol/kg). Full or partial tumor regression was observed in 4/7 mice
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agonism of Signal 1 (CD3) and Signal 2 (CD28) in a single molecule to increase T cell activation, fitness, Figure 4. DLL3 TriTCE Co-Stim displays superior /n vitro cytoxicity relative to clinical benchmarks across multiple DLL3-positive CellTox™ Green. After 48hs, fluorescence was detected using the Operetta and analysed for median fluorescence intensity (MFI) (purple, MS = 25 days) or an irrelevant mAb (grey, MS = 25 days). Death events represent euthanized

and proliferation. This increased activity may enable treatment of a broader patient population than SCLC tumor cell lines. Test articles were incubated with T cells co-cultured with DLL3-expressing tumor cell lines for 7 days and (D). Cross-link positive control trispecific antibody is a DLL3xCD3xCD28 TriTCE format that binds CD3 and CD28 in ¢rans and animals due to reaching experimental endpoint (TV = 2000 mm3)(C). MS = Median Survival, TV = Tumor
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