Antitumor activity of potent and selective CDK2 inhibitors as monotherapy and in combination with . = N
chemotherapy in models of small cell lung cancer - o]

methods

Navailable for

Nealia House,! Liang Yuan!, Christophe Lemetrel, Maxine Chen?, Philip Ramsden?, Scott Ribich!, Lakshmi Muthuswamy?, Kerrie Faial T B ‘ o
IBlueprint Medicines Corporation, Cambridge, MA, USA .
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* Cyclin-dependent kinase 2 (CDK?2) is a key mediator of cell cycle progression. In cancer, dysregulation of the cell cycle can 299 956
render cells dependent on CDK2 activity, making CDK2 an attractive target for selective inhibition in certain cancers-# A BLU- B BLU-95 BLU-222 +/— cisplatin

* BLU-222 is a potent and highly selective CDK2 inhibitor (Figure 1) that has been evaluated in a phase I/ll clinical trial
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