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Research progress on hyperuricemia and gout susceptibility genes
WANG Guoqing,ZOU Yanfeng
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Abstract ; Gout is a common metabolic disease and hyperuricemia is an important biochemical basis for gout. The development of hype-
ruricemia is due to the formation and excretion of uric acid in the body,which ultimately results in above the average uric acid levels in
the body. Scholars around the world show great interest in genes of gout and hyperuricemia, which have a genetic predisposition, and
many valuable discoveries. The metabolic process of uric acid is complex in the body,and the corresponding genes are also extensive,
which can be divided into uric acid synthesis related genes and excretion process related genes. The former process is relatively simple.

The genes involved include the nucleic acid ribose pyrophosphate synthase 1 ( PRPS1) and hypoxanthine guanine phosphoribosyl trans-
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ferase 1 (HPRT1). The latter process is more complex and involves a wide range of genes. The article will review the susceptibility

genes for hyperuricemia and gout according to this classification.

Key words:Gout; Hyperuricemia; Susceptibility gene
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