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Research progress on the main factors of the brain-gut axis involved

in the pathogenesis of PCOS and traditional Chinese medicine intervention”
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(1.a. School of Pharmacy, b. School of Public Health, Guilin Medical University, Guilin 541199,
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Abstract Polycystic ovary syndrome (PCOS) is a common heterogeneous endocrine disorder in women of
reproductive age, mostly associated with complications such as hyperandrogenemia, sex hormone
disorders, insulin resistance and obesity, and with an increased prevalence of psychiatric disorders. Studies
have shown that there is a significant positive correlation between the onset of PCOS patients and abnormal
brain-gut axis function. The brain-gut axis is a two-way communication system between bacteria in the
intestine and the brain. By regulating the brain-gut axis imbalance, the symptoms of sex hormone
disorders, metabolic Abnormalities and depression in PCOS patients can be improved. The main factors
affecting the brain-gut axis are brain-gut peptides, intestinal flora, HPA axis and intrinsic genetic factors.
Modern Chinese medicine treatment is remarkably effective in improving the symptoms of PCOS. By

exploring the main influencing factors of the brain-gut axis involved in the pathogenesis of PCOS and the

related research progress of Chinese medicine intervention, this paper mainly provides a reference for
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future experimental and clinical treatment.

Keywords: polycystic ovary syndrome; brain-gut axis; gut microbiota
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