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Abstract: Polycystic ovary syndrome (PCOS) is one of the most common reproductive endocrine diseases affecting women’s health. Tt
is also an important indication of assisted reproduction and pregnancy. A large number of studies have confirmed that PCOS patients have a
significantly increased risk of insulin resistance (IR) , type 2 diabetes mellitus, non-alcoholic fatty liver disease and cardiovascular disease ,
therefore PCOS has been a metabolic disease that affects the lifelong health of patients. Although IR is not a diagnostic criterion for PCOS, IR
is common and has obvious pathophysiological characteristics in PCOS patients. Androgens have bidirectional regulatory effects in the pro-
cess of IR development, and there is a complex interaction between them. Skeletal muscle is the target organ of androgen action, which plays
a key role in maintaining metabolic homeostasis, and is also the main site where insulin mediates glucose utilization. In recent years, the role
of skeletal muscle metabolic dysfunction in the pathogenesis of PCOS has gradually become the focus of academic attention. Analyzing the
characteristics and possible molecular mechanisms of skeletal muscle metabolic dysfunction in women with PCOS , may provide new therapeu-
tic ideas for improving the metabolic function of PCOS patients.
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