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Research status of the correlation between hyperuricemia and cardiovascular diseases
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Abstract: Hyperuricemia ( HUA ) is a metabolic disorder characterized
by abnormally elevated serum uric acid levels, with a rising prevalence
worldwide. The potential hazards of HUA and its precise intervention
strategies have emerged as a central focus in clinical medicine research.
Current research indicates that HUA is closely associated with various
systemic diseases, such as cardiovascular and renal diseases. lts
pathogenic mechanisms involve multiple pathways, such as oxidative
stress, inflammatory factor activation, and urate crystal deposition.
However, the treatment of HUA patients with comorbid cardiovascular or
renal diseases—particularly those with asymptomatic hyperuricemia
(AH)—remains highly controversial. Existing clinical guidelines show
significant regional variations, Furopean and American guidelines favor a
conservative monitoring approach, while Asian guidelines advocate for
earlier intervention. Therefore, to establish the long — term clinical
benefits for HUA patients, there is an urgent need for evidence — based
medical support through large — scale prospective cohort studies and
randomized controlled trials (RCTs). These studies will provide a more
reliable foundation for standardized clinical management.
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(P <0.001) ", sk, H ik = KHLEL K ] RCT
UEHE SR ULT e A ol e 0 b s 1y it g o
3.6 R

HUA J2& Hr AR bR 28 3 Sk IR 2 v i 2 ST S 6
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