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[Abstract] With the improvement of living standards, high purine and high protein diets increase people's uric
acid levels, and the incidence of hyperuricemia and gout also tends to be younger. Gene abnormalities in purine metabo-
lism cause increased uric acid production. Hyperuricemia and gout in children and adolescents are often associated with
genetic abnormalities. Secondary hyperuricemia is more common in young children. Compared with adults, children, ad-
olescents with hyperuricemia and gout patients have a higher positive family history, and are more prone to comorbidi-
ties and renal insufficiency. Therefore, care should be taken to protect renal function and prevent or delay renal failure.
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