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Research progress on the role of vitamin D in diabetic peripheral neuropathy
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Abstract: Vitamin D( Vit D) is a fat-soluble steroid hormone, whose classical effects include regulating calcium and

phosphorus metabolism, promoting bone growth, regulating cell proliferation, growth and differentiation, and regulating immune

function. Vii D deficiency is common among patients with diabetic peripheral neuropathy (DPN). Adequate supplementation of

Vit D can delay the process of DPN,and the mechanism may be related to the effects of regulating glucose and lipid metabolism,

protecting the function of pancreatic B cells,reducing oxidative stress, anti-inflammatory and protecting the function of vascular

endothelial cells of Vit D. This paper reviews the role of Vit D in DPN in order to provide a new way for the treatment of DPN.
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