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Latest Research Progress and Application: Single Nucleotide Polymorphisms
in Susceptible Genes of Primary Hyperuricemia and Gout

XIONG An', YAO Qi%, YU Jing-bo**
( 1.Medical School, Ningbo University, Ningbo 315211, China;
2.Geriatric Department, Ningbo First Hospital, Ningbo 315010, China )

Abstract: In this paper the latest research progress and application are reviewed on the single-nucleotide
polymorphisms in genetic studies of primary hyperuricemia and gout at home and abroad. The aim is to provide
useful reference for clinical and experimental personnel. Urate transporter genes which are locked by the recent
genome-wide scan manifest susceptibility genes related to hyperuricemia and gout, such as SLC22A12.SLC2A9
and ABCG2, etc. These genes code related proteins are involved in renal urate transport system and participate in
the secretion and reabsorption of uric acid in kidney. Currently locked urate transporter genes can explain about
7% of the serum uric acid level variation. More influential locations are expected to be discovered. Existing
studies have applied these susceptibility genes to pharmacogenomics and Mendelian randomization research
field, which represents the new R&D direction in the future.

Key words: hyperuricemia; gout; single nucleotide polymorphisms; susceptible genes; urate transporters;
Mendelian randomization



