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#& 1 Laboratory findings on admission

I &
WBC 7500/ 1 1 Na 142mmol/ 1
RBC 374X104/ 1 K 4.0mmol/ 1
Hb 11.7g/dl Cl 110mmol/ 1
Hct 35.5% Ca 8.0mg/dl
MCV 94811 P 3.0mg/dl
Plt 18X10%/ u 1 TC 302mg/dl
HDL-C 56mg/dl
TG 478mg/dl
AR LDL* 708mg/dl
TP 4.3g/dl <R
Alb 2.2g/dl £H (3+)
BUN 24 . Tmg/dl1 P 1 (+)
Cr 0.9mg/dl ThiE
UA 7.6mg/dl RBC 6-10/E
T-bil 0.3mg/dl WBC 1-2/E
ALP 203mU/ml IR 1-2/A
GOT 20mU/ml TR 3-4/A
GPT 22mU/ml SR A 3-4/A
LDH 230mU/ml  <ER>
y-GTP 56mU/ml REH 4.92 g /day
CPK 122mU/ml CCr 114L/day

TP4.3 g /dl, T.Cho302mg/dl, BIER X &z Ch
KEFBRBD LNz, AT a4 PPz
T, BBHHIFICLIERETHE Z 005,

LDL-ABEBEICE SBE D AR & 75 72,
ABEEREEAE | 55159, 2cm, IKE67. kg, BikiE
BE, IMJE : 190/92mmHg, WR$AH : 77/min- Z&,
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% 2 LDL apheresis Bif& 0 ZEREK
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UP (g/day) 4.9 6.6 5.3 3.09
CCr (L /day) 114 133 75 103
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A case of nephrotic syndrome in which partial remission
was achieved by the combination of LDL apheresis
and cyclosporin A administration

Kousuke Okuda*!, Toshihiro Sakurai*?, Eriko Ishii*!,
Yasushi Asano*!, Eiji Kusano*!

Abstract

We report a case of nephrotic syndrome (NS) in which partial remission was achieved by LDL
apheresis (LDL-A) and cyclosporin A (CyA) administration.

Case: The patient was a 72-year-old man who was admitted to Oyama Municipal hospital in
November, 2000 for treatment of NS. He was diagnosed with membranous nephropathy on the basis of
a renal biopsy examination finding. His urinary protein (UP) level was 10.1 g/day before starting
treatment. Prednisolone was administered at 30 mg/day, but his UP level did not decrease. Treatment
with CyA at 100 mg/day was therefore started in January 2001. His UP level decreased to 1.4 g/day,
but increased to 9.5 g/day again in September. The patient underwent four sessions of LDL-A
combined with CyA. Incomplete remission, with UP level of 1~2 g/day, was achieved after 2 months of
LDL-A.

We concluded that CyA is effective for treatment of steroid-resistant nephrotic syndrome in combina-

tion with LDL-A, which rapidly reduces the level of serum LDL.

*¥1 Division of Nephrology, Jichi Medical School
%2 Department of Nephrology, Oyama Municipal Hospital



