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Abstract Objective: To investigate the relationship between the expression of immunophenotypes in acute

myeloid leukemia(AML) and karyotypic abnormalities. Methods: We selected a total of 131 patients with AML in

our department of Hematology from January 2017 to June 2019. There were 69 males and 62 females with an av-

erage age of 58 years(age distribution 22 to 88 years), including 6 cases of M1, 68 cases of M2, 15 cases of M3,

30 cases of M4, 10 cases of M5, 1 case of M6, and 1 case of acute mixed cell leukemia. Results: Among the 131

patients, 62 cases were associated with mistranslation expressed, which abnormal expression were accompanied
with 31 cases of CD56" , 15 cases of CD7", 10 cases of CD19", 1 case of CD27, 1 case of CD5", and 19 cases

of two or more concomitant lines. In this group 31 patients had no abnormal mitotic phase changes, which were

not included in the statistics. Fifteen patients with M3 were not counted because of their immunophenotyping and

chromosome specificity. Finally, 85 patients were enrolled. Statistical analysis of chi-square test showed that the

patients with chromosomal abnormalities were more likely to be associated with the expression, and the difference

was statistically significant(y* =3.994, P =0.045 7). Conclusion: The abnormal expression of immunopheno-

types in AML mainly includes CD56., CD7, CD19, etc. Patients with abnormal expression are more likely to have

chromosomal abnormalities. CD56 " may be a very important indicator of recurrent chromosomal abnormalities.
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