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Abstract Objective To comprehend relationship between diabetic peripheral neuropathy ( DPN) and glomerular filtration rate
(GFR) in patients got with type 2 diabetes, we performed the comparison of the GFR in type 2 diabetics with or without DPN. Methods
One thousand and thirty one patients suffering from type 2 diabetes were screened and their nerve conduction velocity (NCV) were deter-
mined. The patients screened were subsequently divided into non — peripheral neuropathy group (n =734) and peripheral neuropathy
group (n =397), and the basic condition and GFR were also compared. All patients were diagnosed via urinary albumin creatinine ratio
(UACR), and the results displayed that 901 patients have got with normal urinary albumin, 183 patients got with microalbuminuria and
47 patients got with macroalbuminuria. Whether the peripheral neuropathy (PN) exists in patients or not was detected by comparing the
three groups respectively. Results The statistical analysis suggests that there were significant differences among age, courses, blood urea
nitrogen (BUN), creatinine (Cr), glycated hemoglobin ( HbAlc), glycated albumin (GA), uric acid of 24 hours, urine protein of 24
hours, GFR, UACR, urinary transferrin, uric a, microglobulin and uric IgG (P <0.05). GFR of different UACR subgroups has been
found to be statistical differences (P <0.05). According to Spearman analysis, GFR was positively related to age, course of diabetes,
course of hypertension, systolic blood pressure ( SBP), waist circumference, hip circumference, BUN, Cr, blood serum uric acid
(SUA), triglyceride (TG), HDL - C, uric acid of 24 hours, urine protein of 24 hours, fasting plasma glucose (FPG), postprandial 2
hours blood glucose (2hPPG) , urinary transferrin, uric o, microglobulin and uric IgG. According to Logistic regression analysis, diabetes
course (regression coefficient =0.049, P =0.010), GFR (regression coefficient = —0.020, P =0.000) and UACR (regression coeffi-

cient =0.001, P =0.015) were found to play the role of independent risk factors for the diabetic peripheral neuropathy. Conclusion

GFR of type 2 diabetics coupled with peripheral neuropathy is present to be downtrend.

Key words Diabetic peripheral neuropathy; Urinary albumin — to — creatinine ratio; Glomerular filtration rate
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