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Abstract Approximately 30 % newly diagnosed acute myeloid leukemia( AML) patients carry mutated FMS-
like tyrosine kinase 3(FLLT3). Most FLLT3 mutations are internal duplication(ITD) of the juxtamembrane domain,
and some others are point mutations of the tyrosine kinase domain(TKD). The application of FLLT3 inhibitors has
dramatically improved the management and prognosis of FLT3-mutated AML. In this article, we discussed the
therapeutic landscape and clinical management framework of FLLT3 mutated AML. including the biological charac-
teristics of FLLT3-mutated AML, the detection and diagnosis of FL.T3 mutation, and the application of FLT3 in-
hibitors and allogeneic hematopoietic stem cell transplantation.
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