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Analysis on clinical features of initially treated primary AML with neural cell adhesion molecule positive
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[Abstract] Objective To analyze the clinical features in the patients with initially treated primary acute
myeloid leukemia(AML) with neural cell adhesion molecule (CD56) positive. Methods The clinical data in
144 cases of initially treated primary AML in the hematological department of this hospital from January 2015
to December 2016 were retrospectively analyzed,including 76 male cases and 68 female cases,and divided into
the CD56 " group (n=48) and CD56 group (n=296) according to whether the immune type complicating
CD56 expression. The differences of clinical features were compared between the two groups by adopting the t
test,rank—sum test and chi square test. Results The proportion of appearing fever symptom, AML-M2b sub-
type,complicating AML-ETO fusion gene and IKZF1 gene mutation in the CD56" group was higher than that
in the CD56 group (y°=4.064,11.359,11.359,4. 781, P<C0. 05). The proportion of appearing fatigue, bleed-
ing, AML M3 subtype, complicating PML-RARA fusion gene and DNMT3A gene mutation in the CD56"
group was lower than that in the CD56 group (y*=4.704,5.262,6.272,4.013,4. 442, P<0. 05). Conclusion

The majority of the patients with CD56" are the complicating reproducible genetic abnormalities of type
M2b, the fever symptom is common,is easily accompanied with gene mutation; whereas complicating reproduc-
ible genetic abnormalities of type M3 in the classification of acute myelogenous leukemia by WHO, fatigue and
bleeding symptoms are rare, which is rarely accompanied with DNMT3 gene mutation.
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