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Abstract: Objective  To improve the tri-primer allele gene amplification for realizing the single nucleotide polymorphisms
(SNP) genotyping of the peripheral blood sample. Methods Aiming at the peripheral blood samples with the clinical usual antico-
agulation processing by EDTA, heparin and citrate, with the locus rs1165205 as the target site, the buffer solution(YW) suitable for
whole blood was prepared and the PCR amplification system and the amplification condition were optimized for realizing the detec-
tion of SNP genotyping. Results The genotyping results of locus rs1165205 by improved tri-primer allele gene amplification method
were consistent with the results of the Sanger sequencing method,and the peripheral blood samples treated by different anticoagu-
lant were genotyped by the improved tri-primer ASA. Among 80 samples, various genotypes of locus rs1165205 had no statistical
differences in the distribution between the gout population and non-gout population(P=0. 335). Conclusion The improved tri-
primer allele gene amplification method can be adopted to conduct the rapid genotyping research on gout SNP locus of the peripheral

blood samples with the clinical usual anticoagulation processing.
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