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Preclinical Activity of KB-0742, An Oral, Highly Selective, CDK9 Inhibitor, in Cell Lines and in MYC-High Expressing, Patient-Derived Models of
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KB-0742 Is a Potent and Selective CDK9 Inhibitor

Decreased Levels of MYC and pSER2 in Tumors and PBMCs After Treatment
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Figure 5. KB-0742 shows greater activity than SOC compounds in 2 PDO models of TNBC. Two TNBC PDO models with
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