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Summary :

Spontaneous remission in three cases of minimal change nephrotic syn-

drome (MCNS) are reported. Two of these patients, 48-year-old and 37-year-old females,
both of whom presented with nephrotic syndrome at first, had spontaneous remission 30
days and 32 days after the onset of disease, respectively. The remaining patient was a
23-year-old male, who had experienced frequent episodes of relapses and spontaneous
remission since he was 6 years old. The present relapse also was followed by complete
remission after several days without any treatment being given.

These three cases showing spontaneous remission for a short term after onset are rare
in MCNS ; the mechanism for such a change is unknown.
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Fig. 1. Case 1.
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A glomerulus showing minor glomerular abnormalities on
light microscopy (top, PAS, X200). Electron micrograph showing
fusion of foot processes (bottom, X 4,800).
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Fig. 2. Clinical course of case 1.
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Table 1. Clinical data in three cases
Items Case 1 Case 2 Case 3
Urinalysis
Protein (g/day) 4.0 4.4 11.7
Suger (= (CD) (-
Sediment RBC/HPF 0-1 3-5 0-1
WBC/HPF 1-2 1-2 0-1
cast/HPF 0 2 2
Complete blood counts
RBC x 104/ D 441 425 458
Hb (g/dD 13.6 13.0 14.0
Ht (%) 41.9 41.8 42.5
WBC uD 5200 4600 7200
Platelet (x 104/ D 20.3 24.5 30.2
Renal function
BUN (mg/dD 16 8 11
Serum creatinine (mg/dl) 1.0 0.9 0.9
Cer (ml/min) 108 124 111
Serum protein
TP (g/ab 5.0 4.2 7.2
Alb (g/dD 2.7 1.9 3.5
Total cholesterol (mg/dD 275 264 235
Immunology
IgE (U/mD 22 232 49
CH 50 (units) 40 29 44
CD3 (%) 71.7 74.6 73.7
CD4 %) 39.1 40.8 41.1
CD8 (%) 38.8 38.6 32.5
CD4/CD8 1.01 1.36 1.26
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Fig. 3. Case 2. A glomerulus showing minor glomerular abnormalities on
light microscopy (top, PAS, X200). Electron micrograph showing
fusion of foot processes (bottom, X 4,500).
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Fig. 4. Clinical course of case 2.
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Fig. 5. Case 3. A glomerulus showing minor glomerular abnomalities (top,
PAS, X200). Electron micrograph showing fusion of foot processes
(bottom, X 6,000).
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Fig. 6. Clinical course of case 3.
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