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Association Between Polymorphisms of miR-15 Family

and the Risk of Esophageal Squamous Cell Carcinoma
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Abstract: [Purpose ] To evaluate the association between single nucleotide polymorphisms(SNPs)
of miR-15 family and the risk of esophageal squamous cell carcinoma(ESCC). [Methods ] Forty three
ESCC patients admitted in Linzhou Cancer Hospital and 59 healthy subjects were recruited from
October 2017 to June 2018. Genotypes were determined by MassArray based on allele-specific
MALDI-TOF mass spectrometry. The expression level of miR-16-5p was detected by quantitative
real-time PCR(qRT-PCR). The distribution of genotypes of each SNP was analyzed by )* test;
Mann-Whitney U test was used to compare the expression change of miR-16-5p;the variables with
statistical differences in univariate analysis were adjusted by multivariate logistic regression. [ Results ]
After removing the unqualified SNPs, the genotype distribution of 6 SNPs included in the analysis
was not associated with ESCC susceptibility (P>0.05). However,the expression level of the serum
miR-16-5p in ESCC patients was significantly higher than that in healthy controls(P<0.001). [ Con-
clusion] The polymorphisms in miR-15 family may be not associated with the risk of ESCC,but
the expression of serum miR-16 is significantly upregulated in ESCC patients.

Key words:esophageal squamous cell carcinoma;microRNA;miR-15 family;single nucleotide
polymorphism
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Note : MAF :minor allele frequency : HWE : Hardy-Weinberg equilibrium.
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Table 3 Frequency distribution of genotypes of miR-15 family SNPs in case 21 1% P miR-16-5p ik & & T X
and control groups
groap ME2H (Figure 1) % miR-16 %X SNPs
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Table 4 Distribution of miR-16-5p expression level
between genotypes and pathological of each SNPs

Genotypes and miR-16-5
pathol}(,)i;ical expression ( l‘EC ) 0 P
rs1022960
Cic 42 1.00
CT 51 1.10 0.10 0.95
TT 8 0.71
rs10936201
AA 2 1.00
AC 24 2.10 1.15 0.56
Cic 74 1.90
152066557
Cic 17 1.00
CT 53 0.65 2.24 0.33
TT 32 1.49
rs2740545
CC 13 1.00
CT 52 0.70 0.59 0.74
TT 37 1.22
Differentiation
Low 5 1.00
Medium 29 2.19 0.46 0.79
High 9 112
TNM
I~1 20 1.00
M~V 23 15 0.29 0.77

Note : FC:fold change.
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