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Role of vitamin D in vascular calcification of chronic kidney disease
QIN Xiaohua , TU Weiping”
(Department of Nephrology ,the Second A f filiated Hospital of
Nanchang University , Nanchang ,Jiangxi 330006 ,China)

[ Abstract] Vascular calcification (VC) as a manifestation of perturbed mineral balance,is associated
with aging,diabetes and kidney dysfunction. Due to the current limited understanding of the pathophysiology
of VC,the development of effective preventative and therapeutic strategies remains a significant clinical chal-
lenge. With the effects of calcium,phosphate and vitamin D homeostasis in the pathogenesis of VC are discov-
ered, the mineral balance, vascular remodeling and endocrine reactions are thought to be the main causes of VC
progression. Notably,deregulation of vitamin D metabolism,dietary calcium intake and renal mineral handling
are associated with imbalances in systemic calcium and phosphate levels and endothelial cell dysfunction, they
can modulate tissue calcification, which is considered to be an independent risk factor for VC progression. This

review will focus on the role of vitamin D in the pathophysiological mechanisms of VC,in order to provide new

insights for the treatment of VC.
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