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[Abstract] Objective To analyze the correlation of anti-Miillerian hormone (AMH) level with andro-
gen,insulin resistance, glucose and glucolipid metabolism in the patients with polycystic ovary syndrome (P-
COS). Methods The clinical data of 450 patients with PCOS treated in the Union Hospital Affiliated to
Tongji Medical College, Huazhong University of Science and Technology from June 2019 to December 2020
were retrospectively analyzed,including sex hormones,results of 75 g glucose tolerance test and insulin release
test. The body mass index (BMI), free androgen index (FAI) and homeostasis model assessment insulin re-
sistance index (HOMA-IR) were calculated. The correlations of AMH level with hormones levels,blood lipids
and glucose levels,insulin level and HOMA-IR were analyzed. According to the AMH level and FAI, the pa-
tients with PCOS were divided into four groups. The differences in androgen and glucose and lipid metabolic
related indicators were compared among the groups. The Spearman correlation was used to analyze the rela-
tionship between AMH level and various metabolic factors. Results Serum AMH level was positively correla-
ted with total testoterone,androstenedione and sex hormone binding globulin (+=0. 342 0,0. 319 9,0. 189 6,
P<C0.001). Serum AMH level was negatively correlated with most of glucolipid metabolism indicators levels
and insulin resistance. The percentage of the patients with metabolic abnormality in the two normal androgen
groups was relatively low. The PCOS patients with high FAI had adverse metabolic characteristics,including
obesity, high low-density lipoprotein cholesterol (LDL-C) or triglyceride (TG) levels,type 2 diabetes mellitus
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and insulin resistance. Conclusion The AMH level in PCOS patients is correlated with the androgen secretion

and glucolipid metabolism to different degrees, however the overall correlation between glucolipid metabolic

factors and AMH is weak. The combination of serum AMH level and FAI could help to assess the severity of

PCOS metabolic disorders.
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