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ABSTRACT Objective: To investigate the association between leukemia fusion gene eukaryotic fusion site 1 (EVI1) polymorphism
and risk of leukemia. Methods: Ninety children children with spurs admitted to our hospital from February 2017 to February 2019 were
selected as study groups, and eighty- three healthy people were selected as control group. The 2 mL of peripheral venous blood of the two
group in the morning were collected, the polymorphism of EVII in the two groups were detected by PCR. The general data were
investigated and were given correlation analysis. Results: The EVI1 rs17561 gene has three genotypes of CC, CA and AA, and the EVI1
rs17561 gene distribution of the two groups were consistent with the Hardy-Weinberg equilibrium law that so the subjects were
representative. The difference of EVII rs17561 genotype distribution compared between the two groups were statistically significant
(P<0.05), and the EVII rs17561 gene CC genotype in the study group was significantly higher than that in the control group (90.0% vs.
75.9 %, P<0.05), and the frequency of allele C in the study group was significantly higher than that in the control group (96.7% vs.
80.7 %, P<0.05). Among the ninety children with bone spurs, 6 patients were diagnosed with leukemia, and the detection rate was 6.7 %,
all of which were CC genotypes. In the leukemia group. The CC genotype of EVII rs17561 gene in the study group was significantly
correlated with platelet count, risk stratification, and diagnostic typing (P<0.05). Multivariate logistic regression analysis showed that
platelet count, risk stratification and diagnostic typing were the main factors affected the EVIl rs17561CC genotype (P<0.05).
Conclusion: The fusion gene EVII polymorphism in children with leukemia is more common, and it is mostly represented by the
rs17561CC allele. This allele may be significantly related to platelet count, risk stratification, and diagnosis typing in patients with
leukemia. Stratification and diagnosis are the main factors affecting the genotype of EVI1 rs17561CC.
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Table 1 Comparison of the EVI1 rs17561 genotype and allele distribution between the two groups [n(%)]

Genotype Allel
Groups
CcC CA AA C A
Study group(n=90) 81(90.0)* 9(10.0) 0(0.00) 87(96.7)* 3(3.33)
Control group (n=83) 63(75.9) 12(14.5) 8(9.6) 67(80.7) 16(19.3)
Note: Compared with the control group, *P<0.05.
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Table 2 Correlation between EVI1 rs17561 gene polymorphism and clinical indicators inthe study group (n=90)

Index Platelet count Risk stratification Diagnostic classification
r 0.562 0.633 0.598
P 0.003 0.000 0.001
R 3IFMA MR EVIL 1s17561CC EF B & 5T Logistic B YF43#7 (n=90)
Table 3 Multivariate logistic regression analysis of genotypes affecting leukemia EVII rs17561CC (n=90)
Index B OR 95.0%CI

Platelet count 2.893 0.024 16.836 2.071~104.28
Risk stratification 3.126 0.017 19.374 1.848~302.16
Diagnostic classification 1.190 0.461 3.742 0.183~32.683
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