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BACKGROUND DISEASE MAP OF BCL-2 DEPENDENCE AML: DYNAMIC BCL-2 DEPENDENCE AND WHY VENETOCLAX COMBINATIONS WORK
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RESULTS it increases apoptotic priming or reduces compensatory survival pathways,
Venetoclax benefited biologically KEY MESSAGE: BCL-2 expression is not BCL-2 dependence. making venetoclax more effective.
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disease biology, and trial design—not a lack of
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/ MAIN TAKE-HOME MESSAGE: Venetoclax should not be applied broadly across hematologic malignancies. \ Jeas\ =1
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with the right partner(s) and trial architecture.
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