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Analysis on clinical features of initially treated primary AML patients with high WBC
JIANG Yanhong
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[Abstract] Objective To analyze the clinical features of initially treated primary acute myeloid leukemia
(AML) patients with peripheral blood WBC= 100X 10° /L. Methods The clinical data in 144 cases of initially
treated primary AML in the hematology department of this hospital from January 2015 to December 2016 were
retrospectively analyzed,including 76 males and 68 females,the median age was 41.5 years old, the age inter-
quartile interval was 25. 25—53. 75 years old. With 100X 10° /L as the critical value, the initially treated prima-
ry AML patients were divided into the blood routine WBC <C 100X 10° /L. group (NHL-AML) and the blood
routine WBC =100 X 10° /L. group (HL-AML). According to the types of clinical characteristics data, the
differences of clinical features were compared between different groups by adopting the t test,chi-square test
or rank sum test. Results There were 19 cases in the HL-AML group and 125 cases in the NHL AML group.
The proportion of the patients with good prognosis in the HL-AML group was lower than that in the NHL-
AML group,and the difference was statistically significant (y*=7.098,P<C0. 05). The proportion of AML-
M5 subtype,monosomal karyotype, FLT3-ITD and NPMI1 gene mutations in the HL-AML group was higher
than that in the NHL-AML group, the difference was statistically significant (* =4. 125, 5. 534, 19. 706,
7.058, P<C0.05). Conclusion Compared with initially treated primary AML patients with NHL-AML, the pa-
tients with HL-AML are mainly M5 type in non-specific types of AML by WHO acute myeloid leukemia clas-
sification, monosomal karyotype is common, which is easily accompanied by FLLT3-ITD and NPM1 gene muta-
tions.
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