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Correlation between rs7700944 SNP of Tim-4 gene and rheumatoid arthritis in Ningxia Hui ethnicity
Xu Jinrui Yang Yi,Zhou Jing .Sun Jingying
(Key Lab of Ministry of Education for Protection and Utilization of Special Biological Resources in Western China ,
Ningzxia University ,Yinchuan , Ningzxia 750021 ,China)
Abstract: Objective To investigate the correlation between rs7700944 SNP of Tim-4 gene and rheumatoid arthritis(RA) in
Ningxia Hui ethnicity to provide theoretic basis for taking early prevention of RA. Methods The polymerase chain reaction and re-
striction fragment length polymorphism(PCR-RFLP) genotyping method was carried out to examine SNP at rs7700944 site in Tim-
4 gene,including 210 Ningxia Hui RA patients and 198 ethnically matched non-arthritis(non-RA) controls. Results The statistical
analysis demonstrated the genotype and allele frequencies at this polymorphic site for RA patients were significantly different from
non-RA cohorts in the Ningxia Hui population(y*=29. 051 and 14. 106, P<0. 01). A allele was more frequent in the non-RA Hui

individuals than that without RA,and OR(95%CI) value was 0. 549(0. 400—0. 752). In contrast.G allele was less common in Hui

non-RA individuals than that in RA patients,and OR(95%CID) value was 1. 823(1. 330—2. 498) (P<C0. 01). Conclusion

rs7700944

polymorphism of Tim-4 gene may be strongly associated with RA susceptibility in Ningxia Hui ethnicity. G allele is the risk factor

of RA and A allele is the protective factor of RA in Ningxia Hui ethnicity.
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