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[ Abstract)

childbearing age, but its etiology is complex and the pathogenesis is not completely clear. The gut microbio-

Polycystic ovary syndrome (PCOS) is the most common endocrine disease in women of

ta, as a large symbioticmicrobial community in human body, has been shown to be closely related to a variety
of metabolic diseases. At present, many studies found that the gut microbiota may be closely related to the
clinical manifestations of patients with PCOS, such as hyperandrogenism, insulin resistance, obesity, and
chronic inflammation, by injuring the intestinal mucosal barrier, changing the microbial composition and the
gut-brain axis. It is believed that further study may provide new ideas for clinical treatment of patients with
PCOS.
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