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ABSTRACT: Klotho is a recently discovered anti-aging protein and is primarily expressed in kidneys distal convoluted tubules and
choroid plexus in the brain. Overexpression of Klotho increases resistance to oxidative stress. A previous study suggested a decrease in
klotho protein in kidneys of patients and animals with diabetic nephropathy. Through adjustment of phosphate metabolism, inhibition of
oxidative stress, anti renal fibrosis, restrain to kidney hypertrophy, inhibit apoptosis and anti-inflammatory to protect renal function. The

aim of this article is to discuss the progress of research on the relationship between klotho protein and diabetic nephropathy, exploring the

pathogenesis that klotho protein play in diabetic nephropathy.
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