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Potent CDK2 degradation leads to robust
biomarker modulation in CCNE12™P cell lines

Selective CDK2 degraders modulate E2F target
genes in global proteomics

Discovery of potent cereblon-based
CDK2 molecular glue degraders
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CDK2 molecular glue exhibits superior selectivity
vs. CDK2 inhibitor in CCNE12™P cell lines

CDK2 degradation correlates with pRB inhibition

Introduction Mechanism of CDK2 molecular glue degraders

and anti-proliferation in CCNE12™P cells
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