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[ Abstract]  Objective  To explore the relationship between non-alcoholic fatty liver disease
(NAFLD) and chronic kidney disease (CKD) in patients with type 1 diabetes mellitus(TIDM). Methods
A total of 334 patients with TIDM who were hospitalized in the Department of Endocrinology, Xinhua Hospi-
tal Affiliated to Shanghai Jiao Tong University School of Medicine from January 2010 to December 2019 were
enrolled in this study. The subjects were divided into TIDM with NAFLD group (146 cases) and TIDM
without NAFLD (188 cases) according to whether they had NAFLD. Urine albumin/creatinine ratio (ACR) ,
estimated glomerular filtration rate (eGFR) , percentage of CKD, etc. in two groups were compared, and
multiple variable logistic regression was used to analyze the correlation between NAFLD and CKD in T1DM
patients. Results Compared with TIDM without NAFLD, TIDM with NAFLD had a higher proportion of
albuminuria (42.5% wvs. 22.9% ,x* =14.637, P<0.001) and CKD (45.9 wvs. 23.9,y" = 17.771,
P <0.001), lower eGFR level (Z = -1.967,P =0.049) ; logistic regression analysis showed that NAFLD
was an independent risk factor of CKD (OR =2.227, 95% CI.1. 186-4. 181). The logistic regression anal-
ysis was further stratified by median values of age, diabetes duration and BMI, in TIDM patients with age <
47.5 years, age=47.5 years, diabetes duration=6 years, BMI <21 (kg/m*), BMI=21 (kg/m*) ,NAFLD
was still an independent risk factor of CKD in different groups, with OR(95% CI) were 2. 861 ( 1.342-
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6.099), 2.705 (1. 171-6.246),3.951 (1.7019. 176 ), 2.589 (1.235-5.426),3.022 (1.245-7.338),

respectively; but NAFLD was not an independent risk factor of CKD in lower median of diabetes duration

group. Conclusion In patients with long-term TIDM, NAFLD is an independent risk factor for CKD.
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