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Abstract Objective To investigate the correlation between the polymorphism of ATP — binding cassette transporter G member 2
(ABCG2) gene locus rs3114018 and the incidence of primary gout in Quanzhou population to provide reference for the early diagnosis and
prevention of gout. Methods Totally 163 cases of gout patients and 187 cases of healthy volunteers were respectively used as the case
group and control group. Their clinical data and laboratory tese results and their venous blood for biochemical testing and genetic testing
were collected. This genotyping method was performed by AS — PCR, and the data results were analyzed by the statistical software SPSS
18.0. Results Genotype carrying frequencies of CC in the gout group and control group were 36.20% and 19.25% . The genotype fre-
quencies distribution of rs3114018 in gout group was significant differently( P <0.001). Logistic regression analysis showed that genotype
CC increased the risk of gout by 4. 619 times (OR =4.619,95% Cl.2.437 —8.869,P <0.001), a nd allele C increased the risk of gout
by 2.099 times (OR =2.099,95% CI. 0.756 —1.587,P <0.001). In addition,the snps of rs3114018 was significantly associated with
the uric acid, urea nitrogen, C - reactive protein, TG and kidney stone. Conclusion The rs3114018 locus of the ABCG2 gene single nu-
cleotide polymorphism may be associated with the incidence of primary gout in Quanzhou,and allele C may be a risk factor of primary gout.
Individuals with CC genotype are more susceptible to gout.
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