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Relationship between serum cortisol and non-alcoholic fatty liver disease in type 2 diabetes mellitus
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[ Abstract] Objective To study the association between serum cortisol and nonalcoholic fatty
liver disease( NAFLD) in patients with type 2 diabetes mellitus( T2DM) . Methods A total of 614 T2DM
inpatients in our department from September 2018 to June 2019 were selected and their clinical data were
retrospectively analyzed. They were divided into T2DM + NAFLD group (n = 286) and T2DM group
(n=328) based on the measurement with liver transient elastography. Data of demographics and laboratory
measurements were compared and analyzed. Results Compared to the patients in T2DM group, subjects of
T2DM + NAFLD group had markedly higher BMI, blood pressure, insulin resistance index ( HOMA-IR ),
midnight cortisol[ F(0) ], ALT, AST, y-glutamy! transpeptadase (y-GT) , triglyceride (TG ) levels (P <0.05),
and lower high density lipoprotein cholesterol ( HDL-C ) , apolipoprotein ( apo) A and diabetes duration
(P <0.01). Logistic regression analysis revealed that F(0) was an independent risk factor for NAFLD
(OR=1.006,P <0.001). The prevalence of NAFLD in the highest F(0) tertile group ( group T3) was
significantly higher than those of other two groups( P <0.05). Area under receiver operating characteristic
(ROC) curve of F(0) combined with BMI and ALT predicting NAFLD in patients with T2DM was 0. 758
(95%CI 0. 72-0.95). Conclusion In T2DM patients, serum F (0) is inseparably associated with
NAFLD. Increased serum F(0) is an independent risk factor for NAFLD.
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