(107)

IR =

M EHRZ 2 L 7R TEERE OMSR A &
ENTEANICED T

=F
H

oM oAz, RO & AT,

OB OIL 2, M K B R & WO ORBE AR R OKE
RENAL HISTOLOGICAL LESIONS AND PROGNOSIS UNTIL INDUCTION OF
HEMODIALYSIS IN PATIENTS WITH DIABETIC NEPHROPATHY
WHO SHOW OVERT PROTEINURIA

Hisavyukt NISHIOKA, YAsunIRO AKAI , YUKIKO YOSHIDA, MASAYUKI IWANO,

Hipeo SHIIKI, Masao KANAUCHI and TosHio HASHIMOTO
First Department of Internal Medicine, Nara Medical University
Received May 28, 2001

Abstract ©  The quantity of proteinuria is believed to play an important role in
determining the prognosis in various kidney diseases. We investigated the relationship
between urinary protein excretion and renal histological severity in patients with overt
diabetic nephropathy. A total of 60 patients (male 38, female 22, mean' age 58 years old)
with type 2 diabetes and overt proteinuria greater than 0.5 g/day and no other renal
disease on renal biopsy were divided evenly into the following 3 groups: group L with
proteinuria of 0.5 ~ 1.5 g/day; group M with proteinuria of 1.6 ~ 4.0 g/day; and group H
with proteinuria of 4.1 ~ 26.4 g/day. Renal histological severity was evaluated
numerically and patients were classified into the following groups: glomerular diffuse
lesions (D) and nodular lesions (N) were divided into 5 stages; vascular lesions (V) and
tubulointerstitial lesions (T) were divided into 4 stages; total histological injury score
was calculated using the total score of the above 4 lesions. We investigated the clinical
profiles of the 9 patients who could be observed from the time of renal biopsy to
induction of hemodialysis. The grades of D and T lesions were significantly higher in
group H than in group L. The grades of N lesions were significantly higher in groups M
and H than in group L. There was no difference in the severity of V lesions between
groups L, M, and H. Total histological injury score was significantly higher in groups M
and H than in group L. The interval from renal biopsy to induction of hemodialysis was
38 + 19 months; serum creatinine concentration was 7.6 £ 1.6mg/dl at the time of
induction of hemodialysis. There was a significant correlation between urinary protein
excretion at the time of renal biopsy and declining rate of GFR (r=0.606, p<0.05). In
conclusion, the quantity of proteinuria was related to renal histological severity and
prognosis of diabetic nephropathy.
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REBPEERE, L#2S05~15g/H, MBI 16~
40g/H, BIUHIF41~264g/ HTH o7z, Fil,

BRBROBRYE, BLUBOEOAHEE, L,
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7> (Fig. 2).

Table 1. Clinical profile at the time of renal biopsy

Tertiles urinary protein excretion

L M H
(n=20) (m=20) (n=20)
Urinary protein (g/day) 05~15 1.6~4.0 4.1~ 264
Age (yrs) 61+12 57+9 57+10
Duration of diabetes (yrs) 12+ 6 14+8 13+5
Hypertension (%) 64 61 85
Creatinine clearance (ml/min) 67 +28 54 +26 38 & 18*f

Data are means £ SD. *: P< 0.05 vs group L,
f:P< 0.05vs group M
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Fig. 2. Relation between urinary protein excretion
and total histological injury score.
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Fig. 1. Relation between urinary protein excretion and severity of diffuse glomerular lesions, nodular glomerular
lesions, tubulointerstitial lesions and vascular lesions.
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mE2Z V7 F = (Ser)fild, BEMRBEI1LE06
mg/dl, EHFTEAREATT6 + 1.6mg/dl Tho72. GFR
1%, BHEREED 54+ 24ml/ 5, BITEARED 93
ml/ 5 TH o7, BECTOBFERED L BEARF
TOGFRBAEZENMENCE LB () THRLE
bD% GFRBAFREL LTENT 5L, BERRORE
B HEM & X GFRIR A = L A & @ IE H B (=0.606,
p<0.05) 7R L7 (Fig. 4).

Table 2. Baseline characteristics of 9 patients who could be observed from the time of renal biopsy to induction

of hemodialysis

1 2 3 4 5 6 7 8 9
Age (yrs) 74 45 62 46 71 58 58 61 57
Sex F M M M F M M M M
Duration of diabetes (yrs) 10 15 13 10 15 4 8 20 22
Treatment Diet Diet Insulin  Insulin SU SU SU Insulin  Insulin
HbAxc (%) 5.8 7.2 8.3 9.1 49 6.5 5.2 10.0 10.6
Urinary protein (g/day) 3.6 8.0 6.6 4.2 11.3 45 5.0 6.0 15
Serum creatinine (mg/dl) 2.9 11 1.1 0.8 1.3 2.3 1.0 15 0.8
Creatinine clearance (ml/min) 13 76 45 65 24 15 72 48 84
Hypertension Yes Yes No No Yes Yes Yes Yes No
Antihypertensive drugs CCB CCB CCB CCB

a1B 1B  Diuretics
Diuretics ACEI
Diuretics

SU, sulfonyl urea ; CCB, Ca channel blocker ; 1B, &1-blocker ; ACEI, ACE inhibitor

74F D2NOV3 I HD

45 M D3 N1 V1l | HD
62M D3 N1 V24 VA | HD

46 M D3 N2 Vi R ZZZZZA__VZAHD

71 F D3N3 V2 W7z V1D

58 M D4 N2 V2 bzzzzzzzz7z7772777772772777772724 1D
58 M D4 N2 V3 zzzzzzZZZAHD

61 M D4 N3 V24 vV 2HD
57 M D4 N3 V3 ¥/ /7 7/ 7777 7A HD
0 12 24 36 48 60 month

Fig. 3. Clinical courses of patients who could be observed from the time of renal biopsy to induction of hemo-
dialysis. D, diffuse glomerular lesions; N, nodular glomerular lesions; V, vascular lesions; HD, induction
of hemodialysis.

[, non-nephrotic; 4, nephrotic; M, anasarca.
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Fig. 4. Relation between urinary protein excretion at the time of renal biopsy and the

declining rate of GFR.
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