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Abstract

Polycystic ovary syndrome (PCOS) is a complex heterogeneous endocrine disease characterized by clinical or laboratory
hyperandrogenemia, oligovulation, and metabolic abnormalities, including insulin resistance, overweight or obesity, type 2 diabetes,
dyslipidemia, and increased risk of cardiovascular disease. PCOS most prominent clinical manifestation is hyperandrogenemia.
Notably, PCOS is heterogeneous and hyperandrogenemia is not the only pathogenic factor. Obesity and insulin resistance exacerbate
hyperandrogenemia symptoms and form a vicious circle that promotes PCOS development. furthermore, PCOS have obvious familial
aggregation phenomenon. Genetic studies suggest that the disease is a polygenic disease. Its candidate genes involve hyperandrogen
related genes, insulin action related genes and chronic inflammatory factors. This paper summarizes previous and recent studies on the
pathogenesis of polycystic ovary syndrome and its possible pathogenic genes.
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