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both Tempus xT (DNA-seq) and xR (RNA-seq) data, excluding acute promyelocytic leukemia. For patients where multiple samples were sequenced, one sample closest to Results of technical triplicates. Plate images in A and colony counts in B. (C-E) Differentiation

the primary diagnosis was chosen for analysis. (B) Patient samples were classified as ARID1A-low and ARID1A-high based on top and bottom quartiles of gene mark analysis by flow cytometry. C-D show MFI (geometric mean fluorescent intensity) plots
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ARID1A-low vs. ARID1A-high cases. *p-value 0.019 p-value <0.001. Not shown is KMT2A, mutations in which are also enriched in ARID1A-high cases (p=0.014). (D) of cell cycle analysis and flow cytometry representative plots following BrdU staining. Results effect score indicates reduces fitness upon knockout of the gene (DOT1L and SGF29 as examples) and positive score indicates increased fitness upon gene
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model cells from wildtype and Arid71a” mouse cells. Upon

CRE-induced deletion, BrdU incorporation was used to Deletion of ARID1A in murine retroviral model of MLL-AF9 AML leads to decreased proliferation,

assess proliferation, and .color_my forming cell assays were increased cell differentiation/death, and impaired clonogenic ability, suggesting that ARID1A is
used to assess clonogenic ability. Levels of maturation essential for AML cell survival.
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