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Immunophenotypic analysis of acute myeloid leukemia in 71 children by multi-color

flow cytometry

SU Yong-chun, LI Xin, YU Jie, DAl Bi-tao, XU You-hua, XIAO Jian-wen ( Department of Hematology and Oncology, Chil-
dren’s Hospital, Chongqing University of Medical Sciences, Chongqging 400014, China)

Abstract; Objective

To study the characteristics and distribution of childhood acute myeloid leukemia

( AML) antigen expressions. Methods The cell-surface and cytoplasmic antigen expressions in 71 AML chil-

dren were analyzed with multiparameter flow eytometry and CD45/SSC gating. All patients admitted to our hoso-
pital from Nov 2001 to Jun 2005, 50 male and 21 female, aged 2 months to 14 years (average 6.5 years). The
resulls were compared with the French-American-British (FAB) Cooperative Group classification: M, 3 cases,
M, 10 cases, M, 22 cases, M, 4 cases, M, 2 cases, M, 28 cases, M, 2 cases, M, none. Results Among the
71 cases of AML, CD33, CDI3 and HLA-DR were the most commonly expressed antigen (97.2% , 94. 4%
and 69% respectively). The lymphoid antigen was positive in 57. 7% ol cases, with the highest frequency of
CDI19 (36.6% ) followed by CD7 (28.2% ).

patients were confirmed by immunophenotypic analysis. Conclusion The immunophenotype analysis of AML

There was no CD20 expression among these patients. Three M

combined with FAB classification may help in AML diagnosis and typing. Some immunophenotypic features are
correlated with FAB type.
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