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Abstract : Polycystic ovary syndrome (PCOS) ,as a common endocrine disease,has a significant impact on
the reproduction and metabolism of women of childbearing age. Some studies have shown that intestinal flora
may be related to the occurrence and development of PCOS. Fecal transplantation and supplementation of pro-
biotics may become potential therapeutic direction for regulating intestinal flora and preventing and relieving
PCOS. Based on the interaction mechanism between intestinal flora and PCOS, this article focuses on the mul-
tiple ways that the imbalance of intestinal flora may affect PCOS by affecting insulin sensitivity, regulating
testosterone level, triggering chronic inflammatory response of PCOS,and increasing the risk of obesity. And
systematically expounds the possible treatment strategies for PCOS through lifestyle adjustment, microecolog-
ical agents,fecal microbiota transplantation,and natural products such as polyphenols, alkaloids, flavonoids,
artemisinin and its derivatives,in order to provide reference for clinical practice. Although there is a close rela-
tionship between intestinal flora and PCOS,its potential molecular mechanism is still unclear. Future research
should continue to explore its specific mechanism of action and systematically analyze the potential of thera-
peutic targets of intestinal flora,so as to provide a more adequate scientific basis for the prevention and treat-
ment of PCOS.
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