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[ Abstract] The incidence of hyperuricemia (HUA) has been rising year by year. And its relation-
ship with chronic kidney disease (CKD) has received more and more attention. Many studies have detect-
ed an independent correlation between HUA and CKD. However, the exact mechanism remains elusive.
This review summarizes the latest researches on the mechanism of HUA-associated renal injury through
elucidating the pathophysiology of uric acid and the pathogenesis of HUA. Besides, the effects of uric acid-
lowering therapy on kidney and the relationship between uric acid levels and renal injury are also dis-
cussed. Furthermore, the mechanism of HUA-associated renal injury and the timing of treatment are elabo-
rated.
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