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Gilteritinib combined with VAA regimen in the treatment of refractory acute

myeloid leukemia with FLT3-ITD mutation and literature review

Summary The clinical and laboratory characteristics of a patient with refractory acute myeloid leukemia com-

bined with FLT3-ITD positive were reported. The patient received gilteritinib combination therapy. After treated

with the combination of gilteritinib and VAA (venetoclax plus azacitidine and low-dose cytarabine) regimen, the

patient achieved complete remission and obtained the time to complete the hematopoietic stem cell transplant. No

serious adverse events were observed during oral gilteritinb or venetoclax, suggesting that gilteritinb combined

with VAA regimen is safe and effective in the treatment of refractory acute myeloid leukemia with FLT3-ITD mu-

tation.
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