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Figure 1. Proposed mechanism. ABT-199 (ABT) treatment releases Bim from Bcl-2. In sensitive cells, | Figure 3. CDK9 inhibition synergizes with ABT-199 in AML cells. (A, E, and G) MV4-11, U937, THP-1, MOLM-13, and primary AML patient samples were treated with flavopiridol or . T .
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sequestration of Bim by Mcl-1. This, in combination with ABT-199, can free Bim to bind to Bak and/or Jj the indicated antibody to confirm the knockdown. (D) U937 NTC, Bak, and Bax knockdown cells were treated with flavopiridol or voruciclib, and ABT-199, alone or in combination, for
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Funding provided by MEI Pharma



