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Abstract Objective: To study the clinical characteristics and prognosis of acute myeloid leukemia ( AML) with abnor-
mal megakaryus and investigate the risk factors of AML. Methods: A total of 81 initial AML patients with small megakarycle
enzyme label staining were collected, including 43 patients with abnormal megakaryus development in the observation group
and 38 patients with normal megakaryus development in the control group. Clinical characteristics, bone marrow cell mor-
phology, fusion gene, gene mutation and chromosome karyotype of the two groups before treatment were retrospectively com-
pared, as well as the efficacy and overall survival of the two groups after initial induction chemotherapy. Results: The clini-
cal characteristics of two groups showed no statistically significant difference (P >0.05). Morphology of bone marrow cells in
two groups revealed the predominant AML-M2 of FAB typing. The proportion of bone marrow primitive cells in the observa-
tion group was significantly lower than in the control group [ (43.21 + 20.64)% vs (57.30 vs22.49)% , P <0.05]. The
probability of multiple gene mutations ( =3 genes) was higher in the observation group (37.3% wvs 13.3% , P <0.001) and
the percentage of the normal karyotype was higher (54.1% vs 39.4% , P =0.02) than in the control group. After the initial
induction of standard chemotherapy regimen for one course of treatment, the rates of complete remission ( CR) , partial remis-
sion (PR) and unremission (NR) were 8% , 44% and 48% in the observation group, and 12% , 64% and 24% in the
control group, respectively, with the difference being significant (P <0.05). The median survival was 11 and 23 months in
the observation group and in the control group, respectively. The overall survival in the observation group was significantly
shorter than that in the control group (P <0.05). Conclusion: AML patients with megakaryocyte dysplasia have a higher
probability of multiple gene mutations, lower CR rate, shorter survival and poorer prognosis, and megakaryocyte dysplasia is
one of the risk factors for poor prognosis of AML.
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