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Pathogenesy and phar macother apy of hyperuricemia: research advances
LIU Jia, LI Ling

(Yunnan Key Laboratory of Pharmacology for Natural Products, Kunming Medical College, Kunming
650031, China)

Abstract

Hyperuricemiais a kind of metabolic disease caused by the disorder of purine metabolism, which leads to the increase of
uric acid production and(or) the decrease of uric acid excretion. It not only is the important biochemical basis of gout, but
a so has close relationship with hypertension, hyperlipidemia, atherosclerosis, obesity and insulin resistance. So studies on
the pathogenesis and pharmacotherapy of hyperuricemia have become the focus of attention. This review summariesthe
pathogenesis of hyperuricemia and the research progress in pharmacotherapy from two aspects: inhihition to the generation
and promotion to the excretion of uric acid.
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