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[ Abstract] Klotho is an anti-aging protein, highly expressed in the renal distal convoluted tubules.
Recent studies reveal that plasma Klotho decreases in the early stage of patients with diabetic kidney disease
(DKD) , accompanied by decreased expression of Klotho in kidney. Moreover, protein level of Klotho fur-
ther decreases with the progressoin of DKD. In streptozotocin induced diabetic animal models or high glucose
cultured cell lines in vitro, it has been demonstrated that Klotho prevented renal fibrosis by antioxidation, in-
hibition of transforming growth factor-B and Wnt signaling, anti-inflammation and anti-apoptosis. Therefore,
Klotho is intimately associated with the occurrence and development of DKD.
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