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[ Abstract] Serum uric acid is an end product from purine derivatives. Large observational cohort
studies in recent years have demonstrated serum uric acid was correlated with the occurrence and develop-
ment of diabetic nephropathy. The main mechanism mainly includes endothelial dysfunction, increased activ-
ity of renin-angiotensin-aldosterone system ( RAAS) and induction of inflammatory cascades. Interventions of

diabetic nephropathy along with high uric acid, such as allopurinol, febuxostat and some lipid-lowering and
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antihypentensive drugs, can complement traditional treatment of diabetic nephropathy.
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