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A case of high-age minimal change nephrotic syndrome relapse after 18-year remission and
effective treatment with steroid and cyclosporin combined therapy

Keiichi YOSHIMOTO*, Takashi WADA, Yasunori IWATA, Nobuhiko SAKAI, Miho SHIMIZU,
Kengo FURUICHI, Hitoshi YOKOYAMA**, and Ken-ichi KOBAY ASHI*

* First Department of Internal Medicine, Kanazawa University, School of Medicine,

** Division of Blood Purification, Kanazawa University Hospital, Kanazawa, Japan

We describe the clinical course of a 69-year-old woman, who suffered from minimal change nephrotic
syndrome (MCNS) after long-term remission. In 1979, she was admitted to Kanazawa University Hospital
due to MCNS verified by renal biopsy and was treated with oral prednisolone (initially 40 mg/day) for two
years. She suffered from edema again in 1999 with massive proteinuria. Renal biopsy revealed minor
glomerular abnormality without any deposition of immunoglobulins or complements. Electron micro-
scopic findings showed extensive foot process effacement. Therefore, we diagnosed this case as a recurrence
of MCNS. She was treated with the combination of methylprednisolone pulse therapy (500 mg, 3 days),
oral prednisolone (20 mg/day) and cyclosporin (CyA, 3 mg/kg/day), which could induce earlier complete
remission. These results suggest that recurrence after long-term remission could occur in adult-onset
MCNS and that the combination therapy of prednisolone and CyA may be effective for the induction of
early remission in MCNS.
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Table. Labolatory data on 2nd admission
Urinalysis Biochemistry Serological tests
pH 7.0 Na 143 mEq// IgG 382 mg/d/
protein (3+),3.6¢ K 2.9mEq/! IgA 325 mg/d/
sugar (=) Cl 100 mEq// IgM 163 mg/dl/
OB (=) Ca 3.8 mEq/!/ ANA <20
oval fat body (+) P 3.5 mg/dl C, 70 mg/dl
Blood cell count TP 3.6 g/dl C, 32 mg/dl
WBC 5,400/ u! Alb |.8g/dl CHso 41 U/ml
RBC 392X 10%/ul TC 288 mg/d/
Hb 12.3g/dl BUN Il mg/d/ Renal function
Ht 35.9% Cr 0.5 mg/d/ 24 hr Cr 66.7 m//min
Plt 311X 104/ 1l UA 5.3 mg/d/
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Light microscopic findings of 1st renal biopsy

showing minor glomerular abnormality
(Original magnification X 200)
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a. Light microscopic findings of 2nd renal biopsy revealed

minor glomerular abnormality. (X 200)

b. Electron microscopic findings showed the diffuse fusion
of foot process of glomerular capillary epithelial cells.
(x5,000)
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MPSL : methylprednisolone, CyA : cyclosporine

urinary protein (Il , serum albumin (—il=).

Clinical course
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