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A case of minimal change nephrotic syndrome manifesting acute renal failure in the course of

systemic lupus erythematosus

Taro SUGIMOTO, Yasushi YAMASAKI, Mizuho KOBAY ASHI, Hitomi USUI, Mitsuhiro MATSUDA,
Tetsuya OHISHI, Haruo ICHIKAWA, Yoshio NAKAMURA, Yoshio NAGAKE, and Hirofumi MAKINO

Okayama University Graduate School of Medicine and Dentistry,

Department of Medicine and Clinical Science, Okayama, Japan

A 51-year-old woman with systematic lupus erythematosus (SLE) associated with minimal change
nephrotic syndrome (MCNS) is described. The patient was diagnosed as SLE at 33 years of age. After
steroid therapy for two years, the patient’s course was uneventful without therapy until June 2000, when
facial erythema and facial, pretibial edema developed.

On admission, proteinuria and renal dysfunction were detected. Subsequently, oliguric acute renal
failure developed and hemodialysis was started. Laboratory examination showed no significant change in
complements and anti ds-DNA antibody levels. Renal biopsy revealed minor glomerular abnormalities
without the deposition of immune complexes. Electron microscopic examination showed foot process
fusion and a vacuolar change in glomerular epithelial cells. The diagnosis of MCNS was made and
administration of steroid (40 mg/day) was started. Urine volume and renal function improved after 2
weeks, and nephrotic syndrome remitted completely after 5 weeks.

Although the association of SLE and MCNS is rare, the findings suggest that in the course of SLE
manifesting acute ranal failure, not only lupus nephritis, but also the complication of MCNS should be
considered.
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Fig. 1.
Erythema is observed in the forehead and bilateral
cheeks.

Facial erythema
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Table 1. Laboratory findings on admission
Urinalysis Blood chemistry Serological test
Protein (4+) TP 5.06/d!/ ESR 51 mm/h
Occult Blood (3+) Alb 2.38 g/dl CRP I.9mg/dl
Sediments y-gl 15.0% IgG I,734.0 mg/d/
RBC 25~30/hpf T.Bil  0.26mg/d! IgA 617.3 mg/d!
WBC 8~10/hpf GOT 161U/ IgM 86.0 mg/d/
Granular cast | ~2/hpf GPT 101U/1 C3 107.0 mg/dl/
U-B,MG 0.032 mg/! LDH 3271U/1 C4 25.0 mg/d!/
U-NAG 109 U/l ALP 93 KA CH50 47U/ml
Renal function y-GT 1410/1 RF <101U/ml
Cer 4.2 ml/min T-Chol 221 mg/d/ ANA 26.9 Index
FENa 0.06% TG 159 mg/dl Anti Sm Ab 29.3 Index
Blood cell counts BUN 52.6 mg/d/ Anti ss—-DNA Ab 19.9 AU/ml
WBC 6,700/ ! Cr | .88 mg/dl/ Anti ds-DNA Ab 14.01U/ml
RBC 434X 10*/ ! Na 140 mEq/! CIC (Clq) 7.2 ug/ml
Hb 13.0g/d/ K 4.5 mEq/! Cryoglobulin
Ht 38.4% Cl 110 mEq// MPO-ANCA <I0EU
PIt 22.5%10*/ul Ca 7.3 mgd/ PR3-ANCA <I0EU
Coagulation test P 4.5 mg/dl Anti GBM Ab <|0EU
Bleeding time 6.0 min Mg 2.6 mg/dl
Coagulation time 9.0 min
PT 108%
APTT 32.5sec
Fibg 544 mg/d/
40mg 35mg 30mg 25mg
Prednisolone
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alb Fig. 3.

Light micrograph of a renal biopsy specimen showing a minimal glomerular alteration

Interstitial space is slightly widened with edema. Obvious angiopathy is not observed. PAM stain.

(a: X100, b : x200)

Fig. 4.

Electron micrograph showing fusion of foot processes of

glomerular epithelium (<), vacuolar change (), and inversed

microvilli in the urinary space

CL : capillary lumen, M : mesangial cell, Ep : epithelial cell (X2,500)
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Table 2. Cases of SLE complicated with MCNS

Serological test Serological test
Author Age  Sex
Anti-DNA Ab  CH50 Outcome Relapse

Okai et al?V 22 M (=) normal CR (=)
37 F (+) low CR (+)

Matsumura et al?® 2| F (+) low CR (+)
22 F (+) low CR (=)

Abuelo et al*¥ 28 F (+) normal CR (=)
Horita et al?® 25 F (+) normal CR (=)
Makino et al?® 4| F (+) low CR (=)
Present case 51 F (+) low CR (=)

CR : complete remission
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