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[Abstract] Objective To analyze the clinical characteristics and prognosis of 34 cases of acute
myeloid leukemia (AML) with FLT3 internal tandem duplication (FLT3- ITD) and MLL gene
rearrangement. Methods  The clinical data of 34 AML patients with FLT3- ITD and MLL gene
rearrangement was compared and analyzed for the therapeutic efficacy, prognostic factors when treated
with chemotherapy, chemotherapy combined with targeted therapy or allogenic hematopoietic stem cell
transplantation (allo-HSCT). Results Of the thirty-four cases with median age 41 (4-71) years old, 63.6%
presented with white blood cells (WBC) greater than 30x10°/L , 39.4% greater than 50 x 10°/L respectively
on admission. Ms (35.3%) made up the highest proportion. The cytogenetic abnormality reached 61.8%, of
which the complex cytogenetic abnormality accounted for 11.8%. Eleven patients (32.35%) had both FLT3-
ITD and MLL gene abnormalities. In addition to FLT3 and MLL abnormalities, 23 patients (67.6%) had
one or more other gene abnormalities (multiple gene abnormalities). Of the 34 cases, 29.4% patients went
into complete remission (CR) after two courses of chemotherapy. 20.6% (7 patients) went into CR after 3 or
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more courses of chemotherapy. The rate of early relapse in the CR group was 52.9%. Patients with WBC >
50> 10”/L or multiple gene abnormalities had a lower remission rate (7.7%, 5.4%) after two courses of
chemotherapy. CR rate for the patients with more than three gene abnormalities was 0. The total 2-year
overall survival (OS) in the 34 patients was 28.8% (95% CI 13.5%-46.0%) and the disease-free survival
(DFS) was 27.1% (95% CI 12.5%-44.0% ). Of the 18 patients treated with chemotherapy alone or
chemotherapy combined with targeted therapy, 17 cases died within 2 years and 1 lost follow-up after
giving up treatment. For the 16 patients received allo-HSCT, the 3-year OS was 43.4% (95% CI 13.7%-
70.4%) and DFS 42.7% (95% CI 13.4%-69.7%). Conclusion ~AML patients with FLT3-ITD and MLL
gene rearrangement often presented with M, accompanied by hyperleukocytosis, cytogenetic or multiple
gene abnormalities. Those patients were observed to have low response rate and high early relapse when
treated with chemotherapy without allo- HSCT. Patients had multiple gene abnormalities may be an
important poor prognostic factor. Allo-HSCT is an effective treatment which could significantly improve

the prognosis and survival of AML patients with FLT3-ITD and MLL gene abnormalities.
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