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Research progress of urate transporter proteins in primary gout
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Abstract : Gout, a hereditary disease associated with genes,is an inflammatory arthritis caused by long-term abnormal metabolism of pu-

rine. Functional deficiency caused by gene mutation may lead to primary hyperuricemia and gout. The transport system of urate in kidney

is a research emphasis about genes associated with primary gout. The balance of absorption and secretion of urate in kidney is a major

factor determining the serum concentration of uric acid. This article briefly outlines the urate transporter proteins related to the occur-

rence and development of primary gout. Research offers the reference for further rational diagnosis and treatment of primary gout.
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