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Cumulative effect of genetic polymorphisms was investigated using weighted genotype risk
score (WGRS) based on the number of risk alleles on polymorphisms in the ten genes, that
have been indicated to be associated with SUA. A model to discriminate gout from controls
by incorporating wGRS and clinical factors was constructed. C statistics was applied to
evaluate the capability of the model to discriminate gout from controls.
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Table 1. Genotye and allele distribution
of SNPs in patients with gout and controls.

Risk Risk Allele Frequecy, %

SNPs Genes
Allele
Gout controls
1512129861 PDZK1 G 85.9 85.1
15780094 GCKR A 63.4 55.6
152231142 ABCG2 A 454 28.1
1572552713 ABCG2 T 5.2 2.0
1742132 LRRC16A T 74.5 69.2
152544390 LRP2 T 57.5 49.9
11165196 SLC17A1 T 89.5 82.8
151014290 SLC2A9 T 71.9 59.0
152242206 SLC16A9 T 59.2 58.4
1517300741 SLC22A11 G 4.2 33
15121907892  SLC22A12 G 100.0 98.4
ORs of gout for Weights
SNPs minor allele (95% P value for genotye
Cl) risk scores
1512129861 0.91 (0.63 - 1.30) 0.66 0
rs780094 1.48(1.15 - 1.91) 1.74x10% 1
rs2231142 2.16 (1.68 - 2.78) 7.40 x 10™° 2
1s72552713 0.40(0.20 - 0.82) 9.49x 10 2
1s742132 0.73 (0.55 - 0.97) 0.028 1



152544390 0.76 (0.59 - 0.97) 0.025 1
rs1165196 0.54 (0.36 - 0.79) 1.03x 10° 1
rs1014290 0.60 (0.46 - 0.79) 1.18x 10 1
152242206 0.90 (0.70 - 1.16) 0.426 0
rs17300741 0.85 (0.45 - 1.71) 0.622 0

rs121907892  0.02 (0.01 - 0.03) 534 x 104 3

Table 2. C statistic of each model to
discriminate gout
C statistic

(95%Cl)
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Figure 1. Distribution of wGRS of patients
with gout and controls.
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model 1; wGRS without adjusted 0.72 (0.68 - 0.76)

model 2; age+BMI 0.69 (0.35-0.74)
model 3; age+BMI+TG 0.73(0.68 - 0.77)
model 4; age+BMI+TG+eGFR 0.73(0.69 - 0.78)

model 5; age+BMI+TG+eGFR+WGRS 0.81(0.78 - 0.85)
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