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Abstract . The diagnosis of overt diabetic nephropathy is performed by persistent
proteinuria (>0.5g/day). I examined renal biopsy specimens in patients with overt
diabetic nephropathy, including patients with nephrotic syndrome, to disclose advanced
morphological changes in non-insulin-dependent diabetes mellitus (NIDDM). Diabetic
subjects were 9 patients with pefsistent proteinuria without nephrotic syndrome (group O)
and 12 patients with nephrotic syndrome (group NS). Twenty-two diabetic patients with
microalbuminuria (20=urinary albumin excretion<200 xg/min) were enrolled for refer-
ence (group M). Glomerular area (GA), mesangial rate (MR) and percentage of global
glomerulosclerosis (GS) were quantified by light microscopy with a color image processor
histomorphometrically. GA in group NS was significantly larger than that in group M (p
<0.05). MR was significantly increased in group NS compared with both group O (p<0.
05) and group M (p<0.0001). GS was significantly increased in both group O and group NS
compared with group M (p<0.05). GS was not correlated with GA in overt diabetic
nephropathy.

This study shows the existence of glomerular hypertrophy of advanced diabetic ne-
phropathy with nephrotic syndrome in NIDDM. But it was not proved that this hypertrophy
took place as a compensatory phenomenon to supplement the decrease of Ccr caused by the
existence of global glomerulosclerosis.
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Table 1. Subjects

Item 0 NS M
No. of patient 9 ‘ 12 22
Gender (M/F) 5/4 7/5 12/10
Age 40~T74 years 29~71 34~70

(61.0+11.1) (56.5+12.9) (56.8+10.1)

O : diabetic group with proteinuria (>0.5g/day), NS :
diabetic group with nephrotic syndrome, M : diabetic
group with microalbuminuria.

. (mean)

Table 2. Clinical features

Item (0} NS M
T * 1

Duration (years) 17.3%+4.6 11.8%£5.1 8.6%8.0

FBS (mg/dD 15447 132+51 142447
% —

HbAlc (%) 8.0£2.1 6.3+1.8 8.1+1.6

% k)
Scr (mg/dl) 0.78+0.30 1.20£0.30 0.74+0.24
%/ k)

Cer (ml/min) 81.4%29.8 46.74+16.0 83.3+27.2
O : diabetic group with proteinuria (>0.5g/day), NS :
diabetic group with nephrotic syndrome, M : diabetic
group with microalbuminuria.

FBS : fasting blood sugar, HbAlc : hemoglobin Alc, Scr :
serum creatinine, Ccr : creatinine clearance.

*p<0.01 * *p<0.001
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Fig. 1. Glomerular area in the three groups.
M : diabetic group with microalbuminuria,
O : diabetic group with proteinuria (>0.5
g/day), NS : diabetic group with nephrotic
syndrome. * : p<0.05.
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Fig. 2. Mesangial rate in the three groups.
M : diabetic group with microalbuminuria,
O : diabetic group with proteinuria (>0.5
g/day), NS : diabetic group with nephrotic
syndrome. * : p<0.05, * * : p<0.0001.
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Fig. 3. Percentage of global glomerulosclerosis in
the three groups.
M : diabetic group with microalbuminuria,
O : diabetic group with proteinuria (>0.5
g/day), NS : diabetic group with nephrotic
syndrome. * : p<0.05.
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