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The progress study on the relationship between vitamin D and human reproductive function
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O Abstract® Previous studies have suggested that the physiological functions of vitamin D are participating in
bone metabolic regulation and promoting bone growth. Currently, a growing number of researches indicates
that vitamin D receptors (VDR) mainly exist in bone, liver and kidney. Besides, they can also be found in some
reproductive organs, tissues and cells, such as testis, sperm of male, and ovary, uterus of female. Deficiency
of vitamin D will not only increase the incidence of reproductive related diseases, but also a ect the quality
of sperm and follicles, which can lead to infertility. In order to further explore the new idea that applying
vitamin D to the prevention and adjuvant therapy of sterility infertility, this paper reviews researches on the
relationship between vitamin D and human reproductive function.
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