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Abstract -
glomerular lesions but did have severe interstitial lesions are reported. The mean duration

Four male patients with diabetic nephropathy who had no or only mild

of diabetes was 4.3 years. All patients had coronary artery disease and smoked, two had
hypertension, and none had diabetic retinopathy. Microalbuminuria was detected in 2
patients, and increases in urinary excretion of g 2-microglobulin and/or NAG were obser-
ved in 3 patients.
fibrosis with or without infiltration by mononuclear cells, and arteriolar hyalinosis. Drug
-induced nephropathy, pyelonephritis, gouty kidney, hypokalemia and hypercalcemia were
excluded. These observations suggested the hypothesis that diabetes mellitus directly
affects the development of interstitial lesions associated with ischemic renal injury induced

(Z=EEE. J. Nara Med. Ass. 49, 271~277, 1998)

Renal biopsy specimens in all 4 patients revealed severe interstitial

by arterio- and/or arteriolosclerosis.
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Table 1. Clinical characteristics of present four cases
Duration Smoking E
ye ground
Case Age/Sex of diabetes (kBIX,Ilz) (mﬁﬁl ) habit CAD g

(yrs) g g (psXyrs) DMR H S
1 7T1IM 2 23.7 138/88 20X 15 AP 0 0 1
2 62M 1 28.6 134/76 20X 30 AP 0 2 2
3 65M 10 22.9 196/98 20X20 AMI 0 2 1
4 64M unknown 21.2 110/50 30%40 AMI 0 0 1

Abbreviations are : BMI, body mass index ; BP, blood pressure ; CAD, coronary artery disease ; AP, angina pectoris;
AMI, acute myocardial infarction ; DMR, diabetic retinopathy ; H, hypertensive changes; S, sclerotic changes.

Table 2. Treatment modali

ty in present four cases

Treatment Treatment Treatment
Case . R . Other drugs
for diabetes for hypertension for coronary artery disease
1 diet alone none ticlopidine, isosorbide dinitrate, aprindine, famotidine,
nicorandil teprenone
2 insulin nicardipine ticlopidine, nicorandil digestant (Berizym)
(Penfill 30R)
3 acetohexamide nifedipine isosorbide dinitrate, nicorandil, none
aspirin
4 glibenclamide none ticlopidine, nicorandil, diltiazem none
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Fig. 1. The renal biopsy specimen from Patient 4.
There are widespread foci of interstitial
fibrosis, although the glomeruli show mild
expansion of the mesangial area (PAS stain,
X 160).
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Table 3. Laboratory findings of present four cases

Urinary Urinary Urinary

Case m-Alb B2MG NAG (mi?ii]) (ml(j:;n) (mi /D (mgjdl) (m[;ﬁjl) H(t:yglc
(ug/min)  (ug/day)  (U/day)

1 23.3 1,350 5.5 0.9 77 3.6 8.3 3.9 5.5

2 32.0 609 7.3 1.0 61 4.8 9.4 5.0 10.4

3 7.0 28 2.1 0.9 69 4.3 9.2 6.0 6.9

4 7.0 nd 15.0 0.6 77 4.0 8.7 3.8 6.6

Abbreviations are : m-Alb, microalbumin ; #2MG, g2-microglobulin ;
NAG, N-acetyl-D-glucosaminidase ; Scr, serum creatinine ;

Ccr, creatinine clearance ; UA, uric acid.
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Table 4. Summary of light microscopic findings
Glomerular lesions Tubulointerstitial lesions
Case Global Cell Vascular
Diffuse Nodular ° a_ Atrophy Fibrosis i € . lesions
sclerosis infiltration
1 1 0 0% - +++ - I
2 I 0 0 + +++ ++ I
3 I 0 18 + +++ - I
4 I 0 4 + +++ + I

Diffuse and nodular glomerular lesions are graded as Gellman’s criteria, and vascular lesions as

Takazakura’s criteria.

Tubulointerstitial lesions are graded as follows; +, mild; ++, moderate ; -++ -+, severe.
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