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Figure 1. A. Schematic demonstrating the RNA processing role of YTHDC1 elicited through m®A-RNA binding. B. YTHDC1 dependency correlates with ssGSEA enrichment of Compound B as compared to vehicle-treated animals. C. GSEA analysis demonstrating enrichment of MYC target gene sets from tumors treated with Compound B
MYC target gene expression across a panel of AML cell lines. Data downloaded from Depmap.org (Data release 24Q2). C. Knockdown of YTHDC1 in small cell lung cancer (SCLC)
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tolerated. F. Unbound plasma PK levels of Compound D demonstrate coverage over unbound MOLM13 IC,, (dotted line). G. Tumor samples were collected, and Western
blot was performed. Dose-dependent cMYC suppression correlated with unbound compound exposure in plasma, demonstrating PK/PD correlation. A B
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