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[Abstract] Polycystic ovary syndrome (PCOS) is currently considered to be a multisystem disease asso-
ciated with diabetes, stroke,coronary heart disease and so on. There is a significant increasing risk of develo-
ping diabetes in patients with PCOS,and obesity and insulin resistance are the main risk factors. Currently, the
main interventions for diabetes risk in PCOS patients are drug therapy and lifestyle intervention. Early diabe-
tes screening and regular follow-up are helpful to improve the quality of life. This paper reviews the researches
on diabetes risk intervention with different drugs in PCOS patients,so as to provide the basis for future re-
search and clinical diagnosis and treatment.
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