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Abstract: On November 28,2018, the Food and Drug Administration of U. S. approved gilteritinib for the treatment of relapsed or refrac-
tory acute myeloid leukemia (AML) with a FLT3 mutation. The FDA approval of gilteritinib was based on an interim analysis of the
ADMIRAL trial (phase II).1In this review,the targets targeted by gilteritinib and the results of preclinical and clinical trials of gilteri-

tinib were reviewed to promote rational use of the drug.
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