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Comparison of immunophenotype between patients with acute promyelocytic leukemia(APL) and non-APL
CAI Li ,ZHENG Ping”
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Abstract: Objective  To analyze the immunophenotype in patients with acute promyelocytic leukemia
(APL) and other types of acute myeloid leukemia(non-APL),and to discuss their characteristics and signifi-
cance. Methods Immunophenotyping was performed in 30 patients with APL (APL group) and 97 patients
with non-APL (non-APL group) using 4-color flow cytometry. Results The SSC of patients in APL group
was higher, the positive rates of CD34 and HLA-DR were 16. 7% and 13. 3%, while the positive rates of
CD117 and CD38 were 96. 7%. The positive rates of pan-myeloid antigens CD13 and CD33 were 100. 0% and
93. 3% ,and the positive rates of myeloid mature antigens CD64 and CD15 were 96. 7% and 43. 3%, respective-
ly. None of the 30 patients in APL group expressed mature antigen CD11b. The positive rate of CD9 in APL
group was 96. 7%. In non-APL group, the positive expression rates of naive antigen and pan-myeloid antigen
were higher,97. 9% of patients expressed CD38,88. 7% expressed CD117 and HLA-DR,and 66. 0% expressed
CD34. Ninety-three cases (95. 9%) and 85 cases(87. 6%) expressed pancreatic myeloid antigens CD33 and
CD13,respectively. Sixty-cight cases(70.1%),66 cases(68.0%) and 27 cases(27.8%) expressed myeloid ma-
ture antigens CD15,CD64 and CD11b. Only 45 cases(46. 4% ) and 35 cases(36.1%) expressed CD56 and CD9.
Conclusion APL has a unique immunophenotypic characteristic with high SSC,CD13" CD9" CD38" CD33" CD117"
CD64 " CDI11b CD34 HLA-DR ™ . Multi-parameter flow cytometry can assist in the rapid diagnosis of APL and pro-
vide a reliable basis for early treatment of patients.
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