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[ Abstract)

tionship with the occurrence of endothelial dysfunction. Uric acid can induce endothelial dysfunction directly

Hyperuricemia is a common disease that is related to metabolic syndrome and has rela-

by increasing the oxidative stress, upregulating Ras-mitogen-activated protein kinase signal transduction
pathway, inducing mitochondrial calcium overload significantly, reducing the production and bio-utilization
of nitric oxide. In addition, by the accompanied diseases of hyperuricemia such as insulin resistance, hypoa-
diponectinaemia and hyperleptinemia, hyperuricemia can also cause endothelial dysfunction indirectly
through affecting many pathways, such as the phosphatidyl inositol 3 kinase/serine-threonine protein kinase
(Akt)/endothelial nitric oxide synthase and AMP activated protein kinase-endothelial nitric oxide synthase
pathways. Whether to receive urate-lowering therapy or not hasn’t reached a consensus for those patients with
asymptomatic hyperuricemia. But after analyzing the relation between hyperuricemia and endothelial dysfunc-
tion, there are evidences supporting giving those asymptomatic hyperuricemic patients urate-lowering therapy
at the right time.
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