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RAS(ON) RAS(ON) Inhibitory Tri-Complexes Assessment of pERK in eCMT93 tumors at 24 hours post 4 days of treatment with vehicle, daraxonrasib at 25 mg/kg PO QD, zoldonrasib at 100 mg/kg PO QD, or daraxonrasib eCMT93 implanted subcutaneously in C57BL/6 mice, treated for 72 days with vehicle, daraxonrasib at 25 mg/kg PO QD +/- anti-PD-1 10 mg/kg IP BIW, zoldonrasib at 100 mg/kg PO QD +/- anti-PD-1 10
Qs 25mg/kg PO QD and zoldonrasib at 100 mg/kg PO QD. Quantification of pERK staining is defined by Al identified tumor regions. Unpaired T test (**p<0.01). mg/kg IP BIW, or daraxonrasib 25 mg/kg PO QD and zoldonrasib at 100 mg/kg PO QD +/- anti-PD-1 10 mg/kg IP IEIW. Progression defined as tumor doubling from baseline. Horizontal dotted line indicates
Inhibitor tumor size at which randomization and dosing started (100mm3). Vertical dotted line indicates treatment stop. CR = Complete regression.
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