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An investigation into the mechanism by which vitamin D deficiency
promotes vascular calcification in CVD patients

ZHU Xinran, ZHANG Shuang, DUAN Yajun
(School of Food and Biological Engineering, Hefei University of Technology, Hefei 230601, China)

Abstract: In order to investigate the mechanism of vitamin D deficiency on vascular calcification(VC) ,
this paper analyzed the serological indexes of cardiovascular disease(CVD) patients and found that ser-
um vitamin D, fibroblast growth factor 23 (FGF23) and Klotho levels were associated with VC. The
HASMC cells were used to construct a calcification model, and under the condition of removing or sup-
plementing vitamin D, calcification-related molecules were observed at the protein and mRNA levels.
The results showed that vitamin D deficiency caused a decrease in Klotho levels in the circulatory sys-
tem, vascular tissues, and kidney tissues, resulting in disruption of the FGF23-Klotho axis, which led
to FGF23 resistance, inhibiting the metabolic process of phosphate by FGF23, leading to disruption of
phosphate metabolism in vivo and accelerating the development of VC.,
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