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[ Abstract ]

Chronic kidney disease( CKD) has a high incidence rate and great harm to human health, and early

detection and intervention of its risk factors are crucial for its treatment. Hyperuricemia is a common complication and
comorbidity of CKD. Hyperuricemia is not only the result of renal function decline, but also a risk factor for the dete-
rioration and progression of renal function. In this paper, we review the effect of hyperuricemia on the development and

progression of CKD, the pathogenic mechanisms, and the effect of uric acid-lowering therapy on the occurrence of CKD.
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