Sonrotoclax (BGB-11417), a selective BCL-2 inhibitor, demonstrates better efficacy than venetoclax
and lisaftoclax (APG-2575) in hematological cancer cells, xenografts, and human bloods T PASPAS
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better efficacy than Ven ~ address unmet needs in hematologic malignancies, including improved efficacy with better
and Lisain xenografts.  tharapeutic outcomes and overcome resistance mechanisms.
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