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[ Abstract] Hyperuricemia (HUA) is a key risk factor for gout and several chronic conditions, yet long-term
management remains challenging due to drug-related adverse effects and resistance. Probiotics have emerged as a
promising non-pharmacological approach for HUA control, owing to their ability to modulate gut microbiota and
restore intestinal balance. This review highlights recent advances in probiotic applications for HUA prevention and
management, focusing on mechanisms such as remodeling gut microbial communities, promoting uric acid
degradation and excretion, suppressing uric acid production, and mitigating inflammation. Evidence from animal and
human studies demonstrates potential benefits, though efficacy varies across strains. Large-scale, multicenter clinical
trials are still needed to validate safety and therapeutic consistency. We also discuss future opportunities and
challenges in developing probiotic-based interventions. This synthesis aims to guide the design of effective, well-
tolerated strategies for HUA management.

[ Keywords ] Hyperuricemia; Probiotics; Gastrointestinal microbiome; Uric acid metabolism; Clinical

application
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= PRIRIMUAE (Hyperuricemia, HUA) Z2ME AT i, PAMIE KRR (Serum uric acid, SUA) 7K-FH¢4:+
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i A T R PRI IUAE 5 i P B P LR S B ik Fg

BUNRFIE. — M SUA B4 >420 umol/L. >
360 pumol/L & SN HUAM. 479 2% 1 £ {7 , HUA
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i PRTE ST SRR, 51 AR A OGS 42
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JUE 995 RO LA 55 22 P M0 IR A SR TR 2%
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