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Abstract: Objective  To investigate the expression of fatty acid binding protein 4 of adipocyte type
(FABP4) , glucagon-like peptide-1 (GLP-1),and copeptin in obese polycystic ovary syndrome (PCOS) and
their correlation with insulin resistance. Methods A total of 123 PCOS patients admitted to the Mentougou
District Hospital from June 2018 to March 2021 were divided into overweight and obese group (71 cases,
BMI=24. 0 kg/m”) and normal body weight group (52 cases,BMI 18.5—<(24. 0 kg/m”) according to body
mass index (BMI). A total of 63 women were selected as the control group. Serum FABP4,GLP-1,and copep-
tin levels, glucose and lipid metabolism,sex hormones,and insulin resistance indexes were detected in venous
blood samples collected from the third to the fifth day of the menstrual cycle. Pearson correlation was used to
analyze the correlation between FABP4,GLP-1,and copeptin and glucose and lipid metabolism indicators,sex
hormones,and insulin resistance. Multivariate linear regression was used to analyze the factors affecting insu-
lin resistance in obese PCOS patients. Results The levels of serum FABP4, copeptin, testosterone (T), total
cholesterol (TC),low density lipoprotein cholesterol (LDL-C), fasting plasma glucose (FPG), 2-hour post-
meal blood glucose (2 hBG) ,fasting insulin (FINS) ,insulin resistance index (HOMA-IR) in overweight and
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obese group were higher than those in normal body weight group and control group (P<C0.05),GLP-1 level
was lower than that of normal body weight group and control group (P<Z0. 05). FABP4 was positively corre-
lated with BMI, TC,PFG,FINS and HOMA-IR (P<Z0. 05) ,and copeptin was positively correlated with FPG,
FINS and HOMA-IR (P<C0. 05) ,while GLP-1 was negatively correlated with BMI, TC,PFG,FINS and HO-
MA-IR (P<C0.05). BMI, TC,FPG,FABP4,GLP-1 and copeptin were influencing factors for insulin resistance
in obese PCOS patients (P<C0. 05). Conclusion The levels of FABP4,copeptin and GLP-1 are related to insu-

lin resistance,and are expected to be potential biological indicators and therapeutic targets for the assessment

of insulin resistance in obese PCOS patients.
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