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Research progress on pharmacological effects of quercetin in preventing and
treating hyperuricemia

TANG Fang, HE Shan, OU Qin
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Abstract: Hyperuricemia is an independent risk factor for gouty arthritis. The main clinical treatment for hyperuricemia is acid
lowering agents, but long-term use has some serious adverse reactions. Quercetin belongs to flavonol compounds and has various
pharmacological effects. Quercetin can prevent and treat hyperuricemia by reducing uric acid production, promoting urate excretion,
alleviating inflammatory reactions, reducing oxidative stress reactions, regulating gut microbiota, and reducing kidney damage. This
article summarizes the research progress on pharmacological effects of quercetin in preventing and treating hyperuricemia, providing
support for the clinical application of quercetin.
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