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Research Advances in Cell Autophagy and Polycystic Ovary Syndrome

YANG Shuo
(Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Polycystic ovary syndrome (PCOS) is the main cause of irregular menstruation and ovulatory dysfunctional
infertility in women, and its pathogenesis remains unclear. Autophagy can occur at all stages of follicular development, and
autophagy of follicular granulosa cells is relatively active, which has gonadotropin dependence and cell specificity. Homeostasis of
follicular granulosa cell autophagy plays an important role in maintaining ovarian function and regulating follicular development
and can affect embryo quality and pregnancy outcome. High activity of follicular granulosa cells and high expression of autophagy—
related genes are observed in patients with PCOS and are closely associated with follicular dysplasia, endocrine and metabolic disorders,
a high rate of spontaneous abortion in clinical practice, and an increased risk of ovarian hyperstimulation syndrome during assisted
reproduction, which may be an important pathogenesis of PCOS. Kidney—tonifying traditional Chinese herbs can improve ovarian
function and maintain Yin —Yang balance by downregulating excessive autophagy of follicular granulosa cells, but the
specific mechanism needs to be further clarified, in order to provide new ideas for clinical diagnosis and treatment of difficult
gynecological diseases such as PCOS and infertility.
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