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INDICATIONS AND USAGE
Acute Myeloid Leukemia
IDHIFA is indicated for the treatment of adult
patients with relapsed or refractory acute
myeloid leukemia (AML) with an isocitrate
dehydrogenase-2 (IDH2) mutation as detected by
an FDA-approved test.
Patient Selection
Select patients for the treatment of AML with
IDHIFA based on the presence of IDH2
mutations in the blood or bone marrow [see
Indications and Usage (1.1) and Clinical Studies
(14.1)]. Information on FDA-approved tests for
the detection of IDH2 mutations in AML is
available at
http://www.fda.gov/CompanionDiagnostics.
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