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[Abstract] Acute myeloid leukemia (AML) in children is an important type of hematological malignancy in
children, and its molecular typing is highly correlated with prognosis. In recent years, with the application of
second—generation sequencing technology, the research on the molecular mechanism of AML has been
continuously deepened, promoting the rapid development of targeted therapy and immunotherapy. This article
systematically reviews the epidemiological characteristics, molecular typing and prognostic stratification, new
treatment strategies (including optimization of standard chemotherapy, targeted drugs and CAR—T cell therapy),
and the management progress of relapsed/refractory AML in children. Although individualized and precise
treatment has significantly improved the survival of patients, the drug resistance mechanism, recurrence after
transplantation and therapeutic toxicity remain clinical challenges. In the future, multi—omics technology and new
clinical trial designs need to be combined to further optimize the full—course management of childhood AML.
[Key words] Childhood acute myeloid leukemia (AML); Epidemiological characteristics; Molecular typing;
Treatment strategy; Relapsed/refractory AML
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