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[Abstract]Polycystic ovary syndrome (PCOS) is a disease related to female endocrine metabolism. Its main clinical manifestations
are menstrual disorder, hyperandrogenemia,insulin resistance and polycystic ovarian changes. In recent years,relevant scholars have
conducted in—depth studies on the relationship between vitamin D and the development of PCOS,and found that the vitamin D con—
tent in the body can affect the metabolic disorder, reproductive dysfunction,and other symptoms of PCOS. Vitamin D supplementation
is beneficial to improve the symptoms of PCOS. In this paper, the relationship between vitamin D and PCOS is reviewed.
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