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[Abstract] Objective To investigate the clinical characteristics and prognosis of acute myeloid leukemia
(AML) patients with KMT2A gene rearrangement. Methods A total of seven patients with KMT2A gene re-
arrangement AML in Huai'an First Hospital Affiliated to Nanjing Medical University from December 2018 to
November 2023 were selected. The clinical data and survival after allogeneic hematopoietic stem cell transplan-
tation(allo-HSCT) were analyzed. Results KMT2A gene rearrangement was positive in all seven patients,
with partner genes including AF10, AFlq, AF6, ELL and accompanied by mutations in WT1, FLT3-ITD,
NRAS,U2AF1,EVIl, and other genes. Among them,5 patients received allo-HSCT in complete remission
state,and two patients received intensive chemotherapy followed by allo-HSCT in unresponsive state. Before
transplantation,five patients achieved complete morphological remission,three patients achieved complete mo-
lecular biological remission(CMR) ,and two patients did achieve remission. All the 7 patients achieved com-
plete remission one month after transplantation. The chimeric state of the donor and recipient was complete
donor type,and the chromosome karyotype changed to normal karyotype. The 2-year overall survival rate of 7
patients after allo HSCT was 57.14%(4/7). 4 patients relapsed 12—16 months after transplantation,and the
overall survival time was 20 months. Up to the date of follow-up,3 patients were in survival state, bone mar-
row morphology was in remission state,and minimal residual disease was negative. Conclusion Allo-HSCT is
an effective approach to improve CMR rates and prolong overall survival in AML patients with KMT2A gene

rearrangement. Maintenance therapy after transplantation may help to improve the prognosis.
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