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Analysis of early renal injury status and influencing factors of adult non-alcoholic fatty liver patients”
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Abstract: Objective To evaluate the early renal injury of adult non-alcoholic fatty liver disease (NAFLD)
and explore the relationship between NAFLD and early renal injury. Methods According to the diagnostic cri-
teria,it was divided into NAFLD group, NAFLD-+ MS group,and control group SO group. Routine liver bio-
chemistry,renal biochemical and early renal injury index detection,and the calculation of glomerular filtration
rate (eGFR) ,insulin resistance index (HOMA-IR). Results The NAFLD group, NAFLD+ MS group and
control group were compared. There were statistical differences among urinary trace albumin/creatinine
(ACR) , B, microglobulin (8,-MG) , glomerular filtration rate (eGFR) and insulin resistance index (HOMA-
IR) (P<C0.05). Correlation analysis of ACR and body mass index, waist circumference, fasting glucose,fasting
insulin, cholesterol, triglyceride, low density lipoprotein, insulin resistance index were positively correlated,
which had the greatest influence of ACR HOMA-IR. Conclusion Patients with NAFLD and NAFLD+ MS are
existing early renal damage. Compared with Scr,eGFR,and $8,-MG, ACR and HOMA-IR are more sensitive to
early kidney damage index. NAFLD is not only the mark of early kidney damage, but also the early state of
chronic kidney disease.
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