SY-5609, an orally available selective CDK7 inhibitor, demonstrates broad anti-tumor activity in vivo
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Biochemical potency of SY-5609 translates into cellular target engagement and robust SY-5609 demonstrates substantial tumor growth inhibition and is
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Fig 1A. SY-5609 is potent against CDK7/Cyclin H/MAT1 and selective over CDK2, CDK9, and CDK12. For each CDK, the clinical development In patlents
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1B. SY-5609 was profiled in the SelectScreen panel of 485 kinases (ThermoFisher). Kinases that were inhibited 70% or and various protein markers were assessed by immunoblotting. 3D. HCC70 cells were treated with SY-5609 with indicated doses for 48hrs and protein lysates were collected at . Disclosures.
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