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Research progress on the relationship between vitamin D and atherosclerosis
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Abstract: Recent studies found that vitamin D have multiple biological effects. Besides regulation of calcium-phosphorus
metabolism and bone calcification, it has also been associated with non-bone metabolic diseases. An increasingly number of basic
researches and clinical trials have shown that vitamin D could affect and involve in many pathways on the formation of
atherosclerosis, including inflammatory reaction, renin-angiotensin system, and insulin secretion and resistance. Therefore, we

could learn from these researches that vitamin D deficiency is linked to a higher risk of atherosclerosis. This article reviewed on the

research progress on the relationship between the vitamin D and atherosclerosis.
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