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Abstract : Objective To explore the laboratory test results,clinical and prognostic features of childhood a-
cute myeloid leukemia (AML) with MLL-AF10 fusion gene positive. Methods A retrospective analysis was
conducted on the bone marrow cell morphology.immunophenotyping,cytogenetic and molecular biological test
results and clinical data of 5 newly diagnosed children with MLL-AF10 fusion gene positive AML. The labora-
tory test,clinical and prognostic features of this type of leukemia were summarized in combination with the
literature. Results Among the 5 children patients,4 cases had anemia,4 cases had hepatomegaly,and 2 cases
had splenomegaly;2 cases had elevated peripheral white blood cell count,1 case had decreased peripheral white
blood cell count,and 2 cases had normal peripheral white blood cell count. The FAB classification results of
the 5 children patients were AML.-M4 in 1 case, AML-M5 in 3 cases,and AML-M7 in 1 case. Among 5 chil-
dren patients,the immune typing CD33 and HLA-DR were positive in all 5 cases,CD19 and CD34 were posi-
tive in 3 cases, CD7,CD15, CD38,CD56,CD64,CD123,cCD79a and MPO were positive in 2 cases, CD11b,
CD13,CD117,c¢CD41 and CD61 were positive in 1 case. Among 5 children patients, the karyotype analysis

showed that 1 case had the structural abnormality of chromosome 11 insertion,1 case had the structural ab-
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normalities of chromosomes 4 and 12 accompanied with abnormal number of chromosome 4,and 3 cases had
normal karyotype. the MLL-AF10 fusion gene was positive in all 5 children cases;among the 4 children pa-
tients with gene mutation detection,1 case had ASXIL.1 gene mutation,and the AML pathogenic related gene
mutations were not detected in the remaining 3 cases. Except for 1 case who gave up treatment after being def-
initely diagnosed,the complete remission rate after the induction and consolidation chemotherapy in 4 hospi-
talized children patients in this hospital was 100%,1 case was currently in complete remission after chemo-
therapy,the overall survival (OS) was 49 months,and among the 3 cases of allogeneic hematopoietic stem cell
transplantation, 1 case had the intramedullary and extramedullary reccurrence in 2 months after transplanta-
tion and gave up treatment,and the other 2 cases have been in continuous complete remission after transplan-
tation (OS was 54 months and 47 months, respectively). Conclusion Childhood AML with MLL-AF10 fusion
gene positive has unique molecular characteristics, M5 in the FAB classification is the most common,and the
immunophenotype may be accompanied by lymphocyte antigen expression. At the onset, the copy number of
MLL-AF10 is low, and the white blood cell count is often elevated, which may be accompanied by hepato-
splenomegaly. The remission rate to conventional chemotherapy is high, but it is prone to relapse and has a
poor prognosis. Detection of MLLL-AF10 fusion gene is helpful for the diagnosis of this type of disease and is of
great significance for the selection of clinical treatment plans,evaluation of therapeutic effect and prognosis.
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