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Clinical study of AMLI-ETO positive acute myeloid leukemia”
CHEN Jie ,XUE Yingjun,LIU Weiwei ,LLI Zhen”
Department of Clinical Laboratory ,Longhua Hospital Affiliated to Shanghai University
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Abstract:Objective To investigate the clinical characteristics of AMLI-ETO positive patients of acute
myeloid leukemia (AML) in order to provide reference for clinical diagnosis and treatment of such diseases.
Methods Based on the results of cell morphology,immune typing,gene detection and chromosome karyoty-
ping analysis,the basic clinical data of a case of AML patient with AMLI1-ETO positive was analyzed. “AMIL1-
ETO”*RUNXI-RUNXI1T1”*AML” were used as the keywords to search the literature published in CNKI and
PubMed database from 2018 to 2024. Results The bone marrow cells of the patient proliferated actively,and
the primitive cells accounted for 49. 5%. Immunophenotypic markers detecting showed that CD34 was posi-
tive, part of CD117 was positive, part of CD33 was positive, HLLA-DR was positive,CD38 was positive, part of
CD13 was positive,a small number of CD56 and CD19 were positive. AML-ETO fusion gene was found to be
positive by gene detection. The karyotype analysis results were 45,X, —X,t(2;5) (p21;q35),1t(8;21) (g22;
q22)[11]/46 ,XX[1]. A total of 17 case reports were included in the literature retrieval, Combined with case a-
nalysis and literature review,the diagnosis and prognosis evaluation methods of AML were analyzed and sum-
marized. The prognosis of AMLI-ETO positive AML was heterogeneous. Conclusion The comprehensive di-
agnosis combining cell morphology,immunology,genetic testing and chromosome analysis plays an important
role in the accurate diagnosis,prognostic stratification,and personalized treatment of such diseases.

Key words:acute myeloid leukemia; AMLI-ETO; RUNXI-RUNXITI1; karyotype analysis; fusion
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