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Value of fasting C—peptide combined with insulin resistance index in the evaluation of non—alcoholic fatty liver
fibrosis in patients with type 2 diabetes mellitus WU Jianling, ZHU Kuozhong, XU Xin.Department of Digestive and
Endocrine , Hengdian Wenrong Hospital , Dongyang 322118, China.

[Abstract] Objective To explore the value of fasting C—peptide combined with insulin resistance index (HOMA-IR)
in evaluating the degree of liver fibrosis in patients with type 2 diabetes mellitus (T2DM) and nonalcoholic fatty liver
disease (NAFLD). Methods Totally 246 patients with type 2 diabetes mellitus and non-alcoholic fatty liver disease
were prospectively selected.According to the liver tissue stiffness (LSM) detected by Fibro Scan, the patients were divid—
ed into progressive liver fibrosis group (n=35) and non-progressive liver fibrosis group (n=211).The patient's age, gen—
der, body mass index (BMI) , duration of T2DM, systolic pressure, diastolic blood pressure , fasting blood glucose (FPG),
fasting C—peptide , fasting insulin (FINS), glycosylated hemoglobin (HbAlc) ,uric acid (UA) , triacylglycerol (TG ), high
density lipoprotein cholesterol (HDL-C) ,low density lipoprotein cholesterol (LDL~C) , aspartate transferase (AST) ,ala—
nine transferase (ALT) ,y—glutamyl transpeptidase (GGT),and HOMA-IR were compared, and univariate and multivari—
ate logistic regression were used to analyze the independent influencing factors of liver fibrosis progression in patients,

and the receiver operating characteristic curve

DOI:10.13558/j.cnki.issn1672-3686.2022.010.003 (ROC) was used to evaluate diagnostic value of fast—
AW H R H (2021-4-155) ing C—peptide combined with HOMA-IR in liver fi-
YEH A 322118 WIVLARBA, WiVTAA 2R PR T A S brosis. Results The results of univariate analysis
= BE T AL N ik showed that the age, BMI, fasting C—peptide, FINS,
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AST, and HOMA-IR of the patients in the progressive liver fibrosis group were significantly higher than those in the non—
progressive liver fibrosis group (1=3.36,4.26,7=2.15,3.11,2.95, 2.75, P<<0.05). Multivariate results showed that age,
BMI, fasting C—peptide, FINS, AST, and HOMA-IR were independent risk factors for liver fibrosis in patients with T2DM
and NAFLD (OR=2.90, 3.07, 1.87, 1.06, 2.62, 1.93, P<0.05).The ROC results showed that the area under the ROC
curve (AUC) of fasting C—peptide combined with HOMA-IR in the diagnosis of liver fibrosis was 0.86 (95%CI 0.79—
0.93) , the diagnostic sensitivity was 78.59%, the specificity was 83.68%, and the accuracy was 85.96%. Conclusion
Fasting C—peptide and HOMA-IR of patients are both independent risk factors for liver fibrosis in patients with T2DM

and NAFLD, which has good efficacy in the predicting liver fibrosis in patients with T2DM and NAFLD.
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