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Abstract :
patients with nephrotic syndrome who underwent renal biopsy between January 1982 and
December 1996. The subjects were 19 males and 7 females, aged 43 to 74 (mean 58) years.
Mean duration of diabetes was 13.2 years. Urinary protein excretion was 3.5 - 26.4 (mean
7.5) g/day, serum total protein concentration 3.8 - 6.4 (mean 5.3) g/dl, serum albumin
concentration 1.9 - 3.3 (mean 2.8) g/dl, serum creatinine concentration 0.6~ 3.0 (mean
1.4) mg/dl, and creatinine clearance 13 - 87 (mean 46) ml/min. Hypercholesterolemia was
present in 54 9% of patients, and hypertension in 77 %. Almost all of the patients had both
diabetic retinopathy and neuropathy, whereas macroangiopathy was noted in only 4

We determined the clinical and pathological characteristics of diabetic

Advanced changes in diffuse and nodular glomerular lesions accompanied by
vascular lesions were found in most of the patients. We conclude that diabetes with
nephrotic syndrome is associated with advanced morphological changes in both glomerular
and vascular lesions.

patients.
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Table 1. Patient characteristics and laboratory data

Age Duration Hyper- UP TP Salb  Scr Cer TC
Case (yr) Sex of DM (yr) Edema tension DR DN'MA Therapy (g/day) (g/dD) (g/dD) (mg/dl) (ml/min) (mg/dD)
1 43 M 10 L + P A — Diet 5.4 5.3 2.9 1.5 39 214
2 45 M 15 L + P P — Diet 8.6 5.1 2.5 0.6 76 186
3 46 M 10 L — P P — Insulin 3.5 4.7 2.8 0.8 66 118
4 49 M 10 L + P P — Insulin 5.7 4.1 1.9 0.7 74 344
5 49 F  unknown A + P P — Diet 4.6 6.1 3.0 0.8 27 246
6 51 M 10 A + N P — Diet 15.8 5.0 3.0 1.6 41 255
7 52 F 12 L — P P — OHA 3.7 5.5 3.1 0.7 74 228
8 53 M 13 L + P P — Insulin 3.5 5.5 2.7 1.4 35 357
9 53 M  unknown L + P N — Insulin 4.7 4.9 2.6 1.9 87 237
10 57 M 22 L — P P — Insulin 3.5 5.8 3.3 0.8 84 267
11 57 M 6 L + S N + OHA 6.3 5.2 3.0 1.6 32 379
12 58 M 14 L + P A — OHA 104 6.1 2.9 3.0 20 268
13 58 M 6 L — S P + OHA 4.5 5.2 3.0 2.3 15 184
14 60 M 15 A + P P — Insulin 26.4 5.9 3.1 1.7 45 177
15 61 M 20 L + P P — Insulin 3.5 5.4 3.1 1.7 22 308
16 62 M 13 L + P P — Insulin 5.1 5.6 3.3 1.1 57 229
17 62 M 20 L + P P — Diet 8.3 6.0 3.0 0.9 65 272
18 62 F 30 L — S P + Insulin 5.0 5.2 2.8 1.8 26 251
19 63 M 16 L — P P — Insulin 5.4 5.5 2.8 1.0 57 282
20 64 M 6 A + P P — OHA 10.0 6.4 3.0 1.0 40 243
21 67 F 10 A + S P — Diet 22.3 3.8 2.1 1.7 30 265
22 68 M 16 L + P P — Insulin 4.4 5.9 2.7 1.2 25 328
23 68 M 5 L + P P — Diet 4.7 4.6 2.4 0.8 70 180
24 71 F 16 A + P P + OHA 11.3 5.5 3.1 1.3 24 275
25 72 F 14 A + P P — Insulin 3.7 4.9 3.1 1.0 47 162
26 74 F 10 A + P P — Diet 3.9 5.1 2.9 2.9 13 253

Edema : L, local edema ; A, anasarca.

DR, diabetic retinopathy ; N, no retinopathy ; S, simple retinopathy ; P, proliferative retinopathy. DN, diabetic neur-
opathy ; N, no neuropathy ; P, polyneuropathy ; A, autonomic neuropathy. MA, macroangiopathy. OHA, oral hypog-
lycemic agent. UP, urinary protein ; TP, total protein ; Salb, serum albumin ; Scr, serum creatinine ; Ccr, creatinine

clearance ; TC, total cholesterol.



* 7 v — CEER 2 L R BE O RKORE TR

BEBEOER 3 mab 4IRS MLTRY, F
23584 B TH - Te.

B AR OFERFHEEERME 5 F21 b 0 Fs
HLCED, FHRI3.2EThH- 1.

BEORE | BITHEEN 18 5169 %), £HHFE
N8 HIGL B ITED LT,

I ¢ 20 F1C7T %) IERRD bhvt.

PFERIR OYRIRLE | AREREREMAIA 8 B1(31 %), B
MURERE FERFED 6 B1(23 %), 1 v AV VLA 12 6]
(46 %) TH - 7-.

2) & PBHEE(Table 1)

BERF IR | EEEE R S b 0T 14l
U%)Thb, BIMEREIES 461016 %), HEAEMRBE
HEAS 21 BI(80 %) ITFRD B Te.

R EREE | HREELE SV 0b T
2618 %)TH Y, HRMERMMBEEEE L 22 61084 %),
B AEEREREED 2 fI8 %) IRD b i,

KIS | g OEED 3 BI(RHEDRIBEZE 2 41,
BRIBHE O FEEZE 1 40D, MM EFREE 2 1 g 1 FD i
B bR, KEMEESE OG- 1.

3) HERBERE (Table 1, 2)

1 HRELPRE (3.5g b 264gSMLTED,
FHMT.5g THote. FORFUL, 3.5~4.9g 23124
(46 %), 5.0~9.9 g 2 8 F1(30 %), 10.0~14.9 g 23 3 Bl
12 %), 15.0g U EDd D2 34102 %) TH - i,

MEBREOEE 3.8g/dlnb6.4g/dEFSMLT
8h, FH5.3g/dl THote. 6.0g/dl LLFOEERHA
MEEH 23 BI(88 %) TH o =D L, 6.1g/dl LD
D13 B2 BT Eis o Te.

MmE7L7 3 VEE 1.9g/dl 55 3.3g/dl s
LTED, FHMN2.8g/dl THoT. 3.0g/dl LTFDIE
TA7IVIFEN 19 FI(T3 R THofcDERL, 3.1g
JALELED S DT HIQRT %) TH - T,

ME27 v7s=viEgkE: 0.6mg/dl 75 3.0mg/dl
SFALTED, FHN1.dmg/dl THoTe. TOAER
1%, 1.0~1.9 mg/dl OEEDREFIL 15 H1(58 %) TH D
%<, D\WT1.0mg/dl £ D 84130 %), 2.0~2.9
mg/dl © 2 FI(8 %), 3.0 mg/dl LA LD 1 614 %) DRI
AR,

JVvFF=vr VT IVAME13ml/5 b 87Tml/
BEHSMLTED, FHR46ml/HTHot. 30ml/5
R & 30~49 ml/Z DIEFIB T Z h 8 FI(31 %)
T% <, DWTT0ml/Z LD 66123 %), 50~69 ml/
L B0 4 FI05 %) DIRIEE .

MER=2 Vv AT r —AEBE 118 mg/dl 55 379 mg/

(41)

Table 2. The distribution of laboratory data

Items

n

%

Urinary protein (g/day)

3.5—4.9
5.0—9.9

10.0—14.9

=15.0

Total protein (g/dl)

<5.0
5.1—5.5
5.6—6.0

>6.0

Serum albumin (g/dD

<2.0
2.1—2.5
2.6—3.0

>3.0

Serum creatinine (mg/dl)

<1.0
1.0—1.9
2.0—2.9

>3.0

Creatinine clearance (ml/min)

<30
30—49
50—69

=170

Total cholesterol (mg/dl

<250
250—299
300—349

=350
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Table 3. Summary of light microscopic findings

Pathological findings

n

%

Diffuse lesion
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Nodular lesion
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