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Abstract: Vitamin D, was a naturally fat-soluble vitamin, belong to steroid hormone. Vitamin D receptor ( VDR) was expressed in

a variety of human organizations and cells. Vitamin D, played an important physiological role in the human body and participated in

physiological and pathological processes such as immune response, cell growth, differentiation and apoptosis. Its role was mainly on

the bone, was an important regulatory bone metabolism hormone. had an important role on the skin tissue, skeletal muscle, immune

system, nerve tissue, cardiovascular, reproductive organs, and so on. It had an important and far-reaching significance in-depth

study of vitamin D, and the mechanism of human disease, and the study of osteoporosis caused by vitamin D, deficiency, and the

prevention, treatment of vitamin D, metabolism-related diseases. This article reviewed the physiological effects of vitamin D,

epidemiological studies, the relationship between vitamin D, and osteoporosis and clinical research prospects.
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