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Abstract:

[ Objective | To study the association between ABCG2 gene polymorphisms and hyperuricemia susceptibility in Xinjiang Uygur

population.

[ Methods | A case-control study was conducted in 1024 Uygur hyperuricemia patients and 1033 healthy controls. Sequenom
Mass ARRAY®SNP technique was used to detect the polymorphisms of ABCG2 gene in the subjects, including rs117104615,
rs1448784, rs2231137, rs2231142, rs2622621, and rs2622626. Single nucleotide polymorphisms (SNPs) associated with the

susceptibility to the disease were identified by genetic model analysis.

[ Results ] When comparing the genotypes and alleles of six loci of ABCG2 gene between the hyperuricemia group and the control
group, the risk of hyperuricemia was higher in the subjects carrying CA (OR=1.586, 95%CI: 1.305-1.929) and AA (OR=1.807, 95%ClI:
1.171-2.788) genotypes of 52231142 locus; the risk was also higher in those carrying A allele (OR=1.505, 95%CI: 1.284-1.763). The G
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allele at 752622626 locus was a protective factor for hyperuricemia, and was associated with a lower risk of hyperuricemia (OR=0.861,
95%CI: 0.759-0.977). In the dominant model of 752231142 adjusted for selected covariances (age, sex, smoking, etc.), CC was a
protective factor in the Uygur population (OR=0.562, 95%ClI: 0.468-0.676, P <0.05). In the recessive model of 752622626, GT and TT
genotypes increased the risk of hyperuricemia (OR=1.312, 95%ClI: 1.026-1.676).

[ Conclusion | SNPs at 752622626 and 152231142 loci of ABCG2 gene may be associated with susceptibility to hyperuricemia in Uygurs.
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SNP BERALAFEER ML (%) ] RIRIRIELL n( %) ] ; - OR(95%CI ) P
rs117104615(n=1990 ) GG 725(71.6) 792(81.0) 433 0.040 — —
GT 273(27.0) 174(17.8) — —
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GG 170( 16.6) 134(13.1) 0.798(0.616, 1.034) 0.088
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At AN 51 408 % S R TR 51 3 TR AH I 1 S5 457 I R A 2%
E 155 PR IR I AE 2H 5 %) BR4H [B) 25 57 T Ge 124 L (P>



www.jeom.org  FREE ST BE2% (] Environ Occup Med ) 2018, 35( 11)

- 1005 -

0.05 )o 45 R HEIR 152231142 | 152622626 55 15 JR IR IfLAE
[ A W REAR DK
2.2 ABCG2 3R % 2t A 3 PR FoJia fp) 2804 Jk R AR
Ao

Fe2 0T I, KPR AL Y TR AR logistic T4 R rh

MY P, AT BRI AL S0, 45 3R R PR i
J5 752231142 78 LR v CC 2 5 PR R ILAE 1Y) PR 3
A& (P<0.05), OR(95%CI )} 0.562( 0.468~0.676 );
152622626 1 [ AR R o GT . T JE PR 7514 i v e 1R If.
FERIRS, OR(95%CI) 1 1.312( 1.026~1.676 ),

®2 ABCG2 EHZEMEXNRAFFHIHNEFEER ST

oA B PR B AR
P OR(95%CI ) P OR(95%CI ) P OR(95%CI ) P
rs1448784( T/C ) TT 1.000 1.261(0.927~1.716) 0.139 2.460( 0.780~7.758 ) 0.125
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