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fj‘ig. 1. Long - term clinical course and survival rate of membranous nephropathy. The bold
lll}e indicates survival rate including nonrenal death. The thin lines indicate ratios of each
clinical category in survivors against the survival rate in each year. The number of patients

available for anlysis is indicated at the top.
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Fig. 2. Long - term outcome of clinical status in 63 patients with membranous nephropthy
followed loger than five years. Arrows indicate changes of clinical status from the onset of
the disease (upper) to the end of the follow - up period (lower).
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Fig.3. Long - term conrse of renal function in membranous nephropathy. The bold line
indicates survival rate, and the dotted line indicates survival rate excluding nonrenal death.
Renal function of survivors was divided into three categories according to glomerular
filtration rate (GFR). Ratio of each category is shown against the survival rate. The number
of patients available for analysis is indicated at the top.
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Fig.4. Long - term outcome of renal function (GFR) in 52 patients with membranous
nephropathy,whose GFR were followed longer than five years. Arrows indicate changes of
GFR from the first (upper) to the final (lower) determination.
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syndrome and outcome of renal function in patients
with membranous nephropathy followed longer
than five years.
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Abstract

Follow-up studies for an average of ten years were carried out in seventy-five patients with
membranous nephropathy. The actuarial survival rates at the Sth, 10th and 15th year were 93.0,
88,9 and 85.5 per cent, respectively. Eight patients died including 3 renal deaths. The clinical
status at the onset presented a nephrotic syndrome in 60 per cent of the patients, incomplete
remission I (urinary protein 1.0-3.5 g per day) in 26.7 per cent and incomplete remission I
" (urinary protein < 1.0 g per day) in 13.3 per cent. During the follow-up period 52 patients
showed the nephrotic syndrome at least once. The clinical status gradually improved until the
Sth year, when the improvement blunted, and thereafter the clinical status remained unchanged.
In this stable phase, about 45 per cent of the patients exhibited complete remission, about 30
per cent incomplete remission I, and about 10 per cent incomplete remission II or nephrotic
state. Eighty-one per cent of the patients had normal renal function (GFR > 80 ml/min) at the
onset, but the rate was gradually reduced to about 75, 65 and 55 per cent at the 5th, 10th and
I5th year, respectively. Renal function was frequently reduced (GFR < 80 ml/min) in the
patients with the nephrotic syndrome prolonged more than 2 years. Prednisolone therapy was
beneficial to prevention of relapse, but it did not show any significant improvement in the
clinical feature even by adding cyclophosphamide. It is concluded that the long-term prognosis

of membranous nephropathy is fair as far as the present study is concerned.



