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Abstract:Objective To obtain the mutation spectrum characteristics of the patients with acute myeloid
leukemia (AML) and myelodysplastic syndrome (MDS) in southwest area,to analyze their differences,and to
investigate the differential indicators of AML and MDS. Methods The clinical data of 71 patients with AML
and 34 patients with MDS admitted and treated in this hospital from September 2019 to December 2022 were
analyzed retrospectively. The patients with AML and MDS were grouped according to their ages,those aged =
60 years old were included in the elderly group and those aged <{60 year old were included in the young and
middle-age group. The high-throughput sequencing technique was used to detect the gene mutation profiles in
the patients during the hospitalization period and the flow cytometry was used to detect the differentiation an-
tigens. By analyzing and comparing the characteristics of gene mutation spectrum,and combining with the cell
surface differentiation antigen,the difference of gene mutation spectrum between the patients with AML and
patients with MDS in southwest area was obtained. Results The median age of AML and MDS patients had
the statistical difference between the elderly group and young and middle-age group (P <C0. 05). The propor-
tion of male in the elderly group was 76. 2% ,which was significantly higher than that of the young and mid-
dle-aged group of AML patients (P<C0. 05). The mutation frequency of DNMT3A in the patients with AML
was correlated with the age (P<C0.05). The mutation frequencies of CEBPA,FLT3 and RUNXI genes were
23.9%,32.4% and 9. 9% in AML,2.9%,11. 8% and 26.5% in MDS respectively,and the differences were
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statistically significant (P<Z0. 05). Conclusion The frequency of gene mutation in the patients with myeloid

leukemia has certain relation with the age and gender of the patients,and AML and MDS have the specific mu-

tation sites and genes,and the above gene mutations could be used as the effective indicators for clinically as-

sisted differential diagnosis.
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