Preclinical Characterization of PRT1419, a Potent, Selective and Orally Bioavailable Inhibitor of MCL1 PRT1419 TREATMENT DEMONSTRATES SIGNIFICANT PRT1419 DEMONSTRATES ANTI-TUMOR ACTIVITY
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Figure 3: A. Dose-dependent increase in PRT1419 plasma concentration and levels
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Apoptosis Figure 1: A. Concentration-dependent inhibition of human MCL1-BIM binding by PRT1419 in a of cleaved caspase-3 and cleaved PARP in OPM2 tumor tissue following oral Figure 5: A. Once weekly oral administration of PRT1419 shows potent BRAFi = | .
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mean = SEM. * P < 0.05, *** P < 0.001 vs. vehicle by Mann-Whitney U test. treatment leads to a significant improvement in survival in several PDX Figure 7: A. Profile of anti-proliferative response to PRT1419 in a panel of solid

formation models of lymphoma. *** P < 0.001 by log-rank (Mantel-Cox) test tumor A. cell lines and B. PDX models following 48 hours of treatment. Baseline
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