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The Correlation Between Uric Acid and Neurological Diseases
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Abstract: Uric acid is the final oxidation product of adenine and guanine metabolism. 1/3 of human uric acid is obtained from
exogenous food, and 2/3 is formed by apoptosis and death of endogenous cells. In recent years, more and more studies have found
that serum uric acid is not only causing gout attacks and kidney stones, but also associated with the occurrence of neurodegenerative
diseases such as Parkinson’s, dementia, acute stroke and cerebrovascular diseases. This paper reviews the correlation between serum

uric acid and neurological diseases, in order to provide new strategies for the prevention and treatment of related diseases.
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