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Research progress on the impact of intermittent fasting on PCOS”
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[Abstract| Polycystic ovary syndrome (PCOS) is the most common endocrine and metabolic disorder in
women of childbearing age. With insulin resistance and hyperandrogenism as the main pathophysiological
characteristics, PCOS may affect the health and stability of the body’s reproductive, endocrine, metabolic and
psychological systems.,increase the risk of endometrial cancer,infertility,type 2 diabetes,obesity,cardiovascu-
lar disease and depression,and seriously affect women’'s physical and mental health. At present,there is no ap-
proved specific drug for polycystic ovary syndrome. Intermittent fasting has been proven to be an effective
method for improving the phenotype of polycystic ovary syndrome, but its mechanism is unclear. This article
will review the current application status, possible mechanisms, prospects, and shortcomings of intermittent
fasting therapy for PCOS.
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