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Detection of minimal residual disease in acute myeloid leukemia by aberrant immunophenotype”
MU Can ,YE Yuanxin ,YING Binwu”
(Department of Laboratory Medicine ,West China Hospital of
Sichuan University Chengdu ,Sichuan 610041,China)

Abstract: Objective The immunophenotypes of acute myeloid leukemia cells and normal bone marrow
primordial cells were distinguished by multiparameter flow cytometry. The abnormal immunophenotype pat-
tern of acute myeloid leukemia cells was established and the flow cytometry was used to detect minimal resid-
ual disease of acute leukemia. Methods The immunophenotypic characteristics of myeloid primordial cells
were analyzed by flow cytometry. In order to find out the abnormal immunophenotype pattern of acute mye-
loid leukemia cells and to determine the antibody combination for detection of minimal residual disease,we al-
so used the marker antigen to analyze the immunophenotype of primary leukemia cells. The results of flow cy-
tometry, morphology of bone marrow cells and PCR fusion gene were compared. Results The immunopheno-
type of myeloid primordial cells in bone marrow of 20 patients with non hematologic malignancies was ana-
lyzed. CD117 positive myeloid cells accounted for 2. 51% £0. 84% ,CD34 positive myeloid cells accounted for
1.21% + 0. 83%, all of which had specific immunophenotypic characteristics. Aberrant immunophenotype
were found in 314 of 346 AML(90. 80%) ,acute promyelocytic leukemia excluded). Main immunophenotypes
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of lineage cross-expressing included CD7 (31. 21%),CD56 (23. 70%) and CD19 (13. 87%). Cross-stage ex-
pressing antigen included CD34/CD64(2. 89%),CD14/CD117(1.16%). Antigen intensity change or deficiency
mainly included HLA-DR (4. 62%), CD13 (7. 51%), CD33 (12. 14%) and CDI14 on monocytic leukemia
(5.20%).1In 31 cases of promyelocytic leukemia, only 16. 7% had abnormal immunophenotype, which was
lower than that of non promyelocytic leukemia. According to the abnormal immunophenotypic pattern of leu-
kemia,it is highly consistent with PCR results, which can well indicate the progression of leukemia. Conclusion

Acute myeloid leukemia cells have abnormal immunophenotypic characteristics which are different from

those of normal primordial cells. It is suitable to detect minimal residual disease by flow cytometry,and it can

reflect the load of leukemia cells and the change of disease condition in vivo.
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