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Supplementary Figure Legends

Supplementary Figure 1: The quantification of BCL2, MCL1 and BCL-xL proteins in parental and venR (MOLM-13, Kasumi-1 and MV4-11) cells normalized to β-actin. The data is mean +/- s.d from 2-3 independent experiments.

Supplementary Figure 2: (a-b) Percentage cell viability in venR-MOLM-13 cells in response to (a) olaparib plus DMSO and olaparib plus 100 nM venetoclax; and (b) Rucaparib plus DMSO and rucaparib plus 100 nM venetoclax , measured after 72 h of drug treatment using the CellTiter-Glo assay. The corresponding IC50 values are illustrated on the graphs. The data is mean +/- s.d from three independent experiments. (c) Quantification of total number of live cells (in millions) at indicated timepoints. The venR cells were treated with DMSO, 100 nM venetoclax, 100 nM azacitidine, and 1 µM olaparib as single agents and in combination. The 28-day treatment cycle included daily treatment with all drugs for the first 7 days, after which azacitidine was discontinued while venetoclax and PARPi were added daily for 5-days a week.

Supplementary Figure 3: The total number of CD34+ cells at indicated timepoints in bone marrow cells obtained from healthy donors. The bone marrow cells were treated with DMSO, 100 nM venetoclax, 100 nM azacitidine, and 20 nM talazoparib as single agents and in combination. The cells were treated with venetoclax and talzoparib every other day, while azacitidine was added daily for the first 5 days, after which azacitidine was discontinued.
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