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Clinical and pathological characteristics of type 2 diabetic nephropathy patients accompanied with edema or not.
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[ Abstract]

patients accompanied with edema. Methods

Objective To evaluate the clinical and pathological characteristics of type 2 diabetic nephropathy
Seventy-eight patients with type 2 diabetic nephropathy were selected
from March 2012 to August 2014 in the People's Hospital of Beihai City, which were divided into edema group (59 cas-
es) and non-edema group (19 cases) according to patients accompanied with edema or not. The clinical and pathological
characteristics were compared between the two groups. Results The fasting blood glucose, serum creatinine (SCr), to-
tal cholesterol (TC), low density lipoprotein (LDL), high density lipoprotein (HDL), blood urea nitrogen (BUN), the per-
centage of 24 h urinary protein leakage over 3.5 g, the percentage of hemoglobin Alc (HbA1c)>6.5% and the incidence
of diabetic mellitus retinopathy in the edema group were significantly higher than those in the non-edema group, P<0.05.
However, the albumin (ALB), specific gravity, urine osmolality, and the percentage of estimated glomendar filtration rate
(eGFR)>60 mL/(min-1.73 m’) in the edema group were significantly lower than those in the non-edema group, P<0.05.
The percentage of patients scored 4~6 [ (47.5% (28/59) vs 21.1% (4/19)] and above 7 [27.1% (16/59) vs 5.3% (1/19)] in
the edema group were significantly higher than those in the non-edema group, respectively, P<0.05. The incidence of
end stage renal disease (ESRD) in the edema group (27.1%, 16/59) was significantly higher than that in the non-edema
group (5.3%, 1/19), P<0.05. Conclusion Type 2 diabetic nephropathy patients accompanied with edema are character-
ized with higher blood sugar, heavier renal tubular interstitial lesions, and significantly decreased renal function.
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