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Application progress in hypoglycemic medications in the treatment of polycystic ovary syndrome
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[Abstract] Polycystic ovary syndrome (PCOS) is one of the most common endocrine diseases in women. It is character-
ized by excessive androgen secretion and ovulation disorders, causing infertility in women of childbearing age. In recent
years, studies have showed that the health risks of PCOS have expanded beyond to cardio—metabolic long—term complica-
tions. Although its etiology is unknown and treatment is based on symptoms and experience, hypoglycemic medications can
improve symptoms and prevent risks at present, which have been proven in numerous clinical studies. This paper discussed
the characteristics of hypoglycemic medications, especially on Metformin in comprehensive treatment of PCOS.
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