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CDKO9 inhibition by KB- 074%"2"|s selective for transcrlptlonally addlcted tumors harboring MYC genomic amplifications
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KB-0742 inhibits MYC expression profile in vivo
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Whitney Wilcoxon test with alpha= 0.05 was performed between amplified and non-amplified categories. KOSC-022X , and an increase in cleaved caspase 3. with relapsed or refractory solid tumors or non-Hodgkin lymphoma



