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Introduction Superior target selectivity and longer target retention Superior efficacy in CCNE1-amplified tumors
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Kinome trees are marked with red m:t“:nles |nd|<.:at|ng- top 10% hit. Catalytic inhibition potency  yaratosis, and edema-potentially related to kinase off-target effects such as RAF inhibition- whereas lunresertib resulted in elevated level of neutrophils, monocytes, eosinophils, and inhibition in the CCNE1-amplified CDX models. AUC and safety margin values were reported as
(IC5,) was obtained through HotSpot™ (Reaction Biology), except for PKMYT1, whose were predominantly observed in lunresertib-treated groups and not in VRN16-treated groups.  basophils (4 out of 5 WBC components). relative measures.

catalytic inhibition was measured in-house.
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