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ABSTRACT Objective: To investigate the correlation of single nucleotide polymorphism (SNP) rs1014290 of SLC2A9 gene with
gout in Northern Chinese Han male population. Methods: 404 cases of male patients with primary gout and 412 cases of age-matched
healthy subjects were randomly selected. The serum uric acid (UA), lipid, and renal function were detected. Meanwhile, the DNA in the
peripheral blood was extract, and the genotype and allele frequency of rs1014290site in SLC2A9 gene was analyzed by polymerase chain
reaction-ligase detection reaction (LDR) sequencing method. Results: The fast blood glucose, serum UA, triacylglycerol, cholesterol,
systolic pressure, BMI, and creatinin were all significantly higher than those of control group(P<0.05). Significant differences were found
in the rs1014290 genotype frequencies between gout group (CC: 12.8%; CT: 53.5%; TT: 38.7%) and control group (CC: 16.2%; CT:
50.9%; TT: 32.9%) (X*=3.972, P=0.041). No significant differences were found in rs1014290 allelic frequencies between gout group and
control group (X*=0.314, P=0.496). Conclusion: rs1014290 polymorphism of SLC2A9 gene may be associated with the susceptibility to
gout and play a role in the development of gout in the northern Chinese Han male population, and TT genotype individuals were more
susceptible to gout.
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Table 1 Comparison of the general clinical data and biochemical characteristics between gout group and control group(xz s)

Control group (n=412) Gout group(n=404)
Age(years) 54.03% 15.95 52.53% 13.40
FBG (mmol/L) 5.44+ 1.42 5.62+ 1.08*

UA (mmol/L)
TC(mmol/L)
TG(mmol/L)
HDL-C(mmol/L)
LDL-C(mmol/L)
BMI(kg/m?)
BUN(mmol/L)

Cr (umol/L)

Systolic blood pressure (mmHg)

Diastolic blood pressure (mmHg)

300.18% 64.43

4.64+ 0.08

1.44+ 1.05

1.27+ 0.44

2.37+ 0.48

2434+ 3.43

546+ 1.24

80.70% 12.37

129.03+ 16.73

80.70% 11.29

475.78+ 109.19%*

5.06% 1.03**
2.38+ 1.96%*
131+ 048
2.44+ 0.56
26.05+ 2.98**
5.63+ 2.01
92.70% 29.69%*
134.28+ 16.58*

82.01.+ 10.47

Note: compared with gout group, * P<0.05, **P<0.01.
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Table 2 Comparison of the genotype frequency and association tests of rs1014290 in SLC2A9 between gout group and control group

Genotype frequencies

All elefrequencies

Groups Number of cases CcC TT C T
Gout group 404 52(12.8%) 216(53.5%) 156(38.7%) 320(39.6%) 488(60.4%)
Control group 412 67(16.2%) 210(50.9%) 135(32.9%) 344(41.7%) 480(58.3%)
X? 3.978 0.314
P 0.041 0.496
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