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AE, adverse event; AUC, area under the curve; C__, concentration maximum; CR, complete remission; CRh, complete remission
with partial hematological recovery; CRi, complete remission with incomplete hematological recovery; DLT, dose limiting toxicity;
ECG, electrocardiogram; MRD, measurable residual disease; PK, pharmacokinetic; RDE, recommended dose for expansion;
SAE, serious adverse event; T, time to reach maximum concentration.

factors, ruxolitinib, and supportive care)

a0ther eligibility criteria apply.

AML, acute myeloid leukemia; APL, acute promyelocytic leukemia; AST, aspartate aminotransferase; ALT, alanine transaminase; CR, complete remission; CRh, complete remission with partial hematological
recovery; CRi, complete remission with incomplete hematological recovery; DLCO, diffusing capacity for carbon monoxide; ECOG, Easter Cooperative Oncology Group; eGFR, estimated glomerular filtration rate;
FEV., forced expiratory volume in 1 second; HMA, hypomethylating agent; MDS, myelodysplastic syndrome; MLFS, morphologic leukemia-free state; PML-RARA, promyelocytic leukemia/retinoic acid receptor
alpha; ULN, upper limit of normal; WBC, white blood cell.
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