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Acute myeloid leukemia (AML) is characterized by mutations in
isocitrate dehydrogenase 1 (mIDHT), which occur in approximately
7%—14% of patients'?

Table 2. Prior Therapies and IDH1 Mutation Type

Figure 3. Kaplan Meier Plot of OS

dLatest line of therapy prior to olutasidenib. *3 patients received venetoclax. cPatients’ overall prior freatment history.
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Table 1. Baseline Demographics and Clinical Characteristics

Primary Refractory Patients (n=46)

°includes 1 patient with molecular CR.

AML, acute myeloid leukemia; CB, clinical benefit; CR, complete remission; CRh, CR with partial hematologic recovery;

CRi, CR with incomplete recovery; IDH1, isocitrate dehydrogenase 1; MLFS, morphologic leukemia-free state;
ND, not determined; NE, not evaluated; ORR, overall response rate; PD, progressive disease; PR, partial remission;

RD, resistant disease; SD, stable disease.

Table 3. Efficacy of Olutasidenib in Patients With Primary Refractory mIDH1 AML
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