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Abstract ; Polycystic ovary syndrome (PCOS) ,which often occurs in women of reproductive age,is a com-
plex reproductive endocrine disease that causes pathogenic risks to multiple organs and systems of the human
body. In recent years,the incidence of PCOS has been increasing,and a large number of studies have found that
intestinal flora imbalance may be involved in the occurrence and development of PCOS. Dietary changes,drug
therapy, probiotics, prebiotics or fecal microbiota transplantation therapy to regulate the structure of intestinal
flora may become a new treatment strategy for the prevention and remission of PCOS. This article discusses
the relationship between gut microbiota and the significant clinical features of PCOS,as well as the relevant
measures for the treatment,intervention and management of PCOS. Although there are many studies on P-
COS,its etiology is still unclear and its pathological mechanism is complex. It is hoped that with the deepening
of research,the specific mechanism of the microbiome affecting the pathogenesis, progression and phenotype of
PCOS will be further elucidated.
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