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Outcome of 84 Cases with Nephrotic Syndrome Histologically
Confirmed by Renal Biopsy

Hisao OGUCHI, D Kiyotaka SATO,D Masuo TERASHIMA, D Kazuhiko HoRra, D
Takeshi FURUKAWA, D Seiichi FURUTAD and Takao AIZAWA®
1) Deparitment of Internal Medicine, Shinshu University School of Medicine
2) Aizawa Hospital

Eighty-four cases with nephrotic syndrome who had undergone renal biopsy were studied with
respect to the outcome of various treatments. On the basis of morphologic features, the renal
lesions of 61 cases with idiopathic nephrotic syndrome were classified into 5 histological categories
as follows : minimal change (MC) 22 cases, focal glomerular sclerosis 3, proliferative GN (PGN)
5, membranopreliferative GN (MPGN) 8, Complete remission (CR) rate at 2 years or more was 36%
in MGN and 69% in MC. CR did not occur in the other 8 histological categories. Four cases
(MGN 1, MPGN 1, PGN 2) underwent permanent hemodialysis for renal failure. The prognosis in
23 cases of secondary nephrotic syndrome was poor. Four of 13 cases with lupus nephritis and 2
of 5 cases with diabetic nephropathy culminated in renal death, The long-term follow-up results
in 15 cases with MC were as follows : 10 cases had CR, 2 had incomplete CR, 2 relapsed and 1 was
aggravated. None died of renal cause. The aggravated case resulted in end-stage renal failure
after 8 years’ follow-up. Of the 2 cases who relapsed, one occurred after 14 years’ CR, and the
other relapsed 5 times with moderate renal dysfunction on each occasion, Shinshu Med. J., 81:
444—450, 1988
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Table 1 Histological categories of idiopathic nephrotic syndrome

Histological patterns No. (%)
Minimal change (Lipoid nephrosis) 22 (36.1)
Focal glomerular sclerosis 3 (4.9
Membranous GN 23 (37.7)
Membranoproliferative GN 8 (13.1)
Proliferative GN 5(2)* (8.2
Total 61

GN : glomerulonephritis
*® 1 IgA nephropathy
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Table 2 Effect of treatment on idiopathic nephrotic syndrome

1) At 6 months

Histologic patterns CR I ICR 1I No response
Minimal change 13 5 1 2 ‘
Focal glomerular sclerosis 1 1 1
Membranous GN 6 5 5
Membranoproliferative GN 2 3 2
Proliferative GN 2 2 1
Total 19 16 12 10
2) At 2 years or more

ICR No RES
Histological patterns CR I I or Relapse HD Death
AGV

Minimal change 11 2 1 2

Focal glomerular sclerosis 1 1

Membranous GN 5 2 3 3 1 1
Membranoproliferative GN 1 3 1 1
Proliferative GN 1 2

Total 16 5 8 5 3 4 2

GN : glomerulonephritis, CR : complete remission,
ICR :incomplete remission, RES : response, AGV :aggravation, HD : hemodialysis
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Table 3 Result of a follow-up survey of more than 3 years in 15 cases with

minimal change nephrotic syndrome

Period of

Cases (!)ngie\lgt onset Efrgllég\tﬁgsp Therapy OFfr erqetllzggg Outcome Comment
1 31 193 S 3 Relapse
2 23 155 SIS 4 CR DM
3 21 120 S 1 CR
4 21 114 S+1IS 1 CR Serum hepatitis, DM
5 20 106 S+1I8 8 CR
6 18 78 SIS 4 CR
7 18 74 S+IS 3 CR
8 17 69 S 1 ICR (I)
9 19 60 S+Indo. 0 ICR (I) -
10 44 47 s 5 Relapse %%1‘31“%23311’5&})15’ DM,
11 43 47 S+1IS ] CR
12 15 46 S 2 CR
13 18 40 S+I8 4 CR
14 16 37 S+IS 4 CR
15 28 94 S+IS4+ACT — Aggravation Renal failure

(BUN 82mg/dl)

NS : nephrotic syndrome, S :steroid, IS :immunosuppressants, CR : complete remission,

DM : diabetes mellitus, ICR :incomplete remission, Indo. :

ACT : anticoagulant therapy
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Table 4 Diseases of secondary nephrotic syndrome and their prognosis

Diseases No. (%) HD Death
Lupus nephritis 13 (56. 5) 2 3
Diabetes mellitus 5 (21.7) 1 1
Amyloidosis 3 (13.0)

Mixed essential cryoglobulinemia 1(4.3) 1
Miscellaneous 1(4.3) 1
Total 23 3 6

HD : hemodialysis
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