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Analysis of Factors Associated with Glomerular Filtration Rate in Adults with Type 1 Diabetes Mellitus Negative for Proteinuria. Deng
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Abstract Objective To evaluate the estimated glomerular filtration rate (eGFR) of adult type 1 diabetes mellitus (T1DM) pa-
tients without proteinuria and to explore the relevant factors that affect eGFR. Methods T1DM patients attended outpatient department of
Peking Union Medical College Hospital between June 2018 and June 2019 were enrolled. Anthropometric parameters were collected. Blood
glucose, blood lipid, creatinine, C peptide and other laboratory parameters were also collected, and eGFR was calculated. Pearson corre-
lation analysis and multiple linear regression methods were used to explore the related factors of eGFR. Results A total of 89 T1DM pa-
tients were included, among whom 79 were negative proteinuria. The average age of the 79 patients was 39.03 +13. 20 years old, with a
duration of diabetes for 9. 89 +9. 21 years. The average HbAlc was 7.44% =+ 1.32% , with an average eGFR 111. 61 + 13.43ml/
(min + 1.73m”). The eGFRs of five patients were between 60ml/(min + 1.73m") and 90ml/( min -
ysis showed that age, duration of diabetes, SBP, TC, and 2hCP were all related to eGFR, while HbAlc was not related to eGFR. Multi-

1.73m"). Pearson correlation anal-
ple linear regression analysis found that age and disease duration were independent risk factors for eGFR. Conclusion It is not uncom-
mon for eGFR to decline in Chinese TIDM adults with normal urinary protein, especially those older people with longer disease course. E-
ven if urinary protein is negative, renal function should be closely monitored.
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