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Two cases of idiopathic membranous nephropathy with focal and segmental glomerulosclerotic

lesions in which renal function progressively deteriorated

Ryuji SUZUKI, Hiroyuki MORITA, Masahide MIZOBUCHI, Takashi NEMOTO, Yoshikazu SATO,

Kazuhiko NIIKURA, Terukuni IDEURA, and Ashio YOSHIMURA

Division of Nephrology, Department of Medicine, Showa University Fujigaoka Hospital, Kanagawa, Japan

Previous reports have clarified that focal and segmental glomerulosclerosis(FSGS) appearing in
membranous nephropathy (MN) is associated with a poorer prognosis than that of MN without FSGS.
However, the etiology and pathogenesis of such FSGS lesions may show substantial individual differences.
In some patients, hemodynamic alterations secondary to hypertension and vascular disorders seem to play
a crucial role in the development of such FSGS lesions. In such instances, steady regulation of blood
pressure might slow down further progression of FSGS lesions. Here we describe two cases of biopsy-
proven MN with FSGS. Case 1| was a 44-year-old man who had shown massive proteinuria with
hematuria at the age of 39 years. Renal biopsy specimens obtained at the age of 40 and 41 years showed
MN without FSGS and MN with FSGS, respectively. His blood pressure control was fairly good
throughout the course. Although he was on a steroid, an immunosuppressant, a low protein diet, and an
ACE inhibitor, his renal function declined in 5 years. Case 2 was a 61-year-old woman who showed
nephrotic syndrome at the age of 39 years. A renal biopsy specimen obtained at the age of 58 years showed
MN with FSGS and remarkable atherosclerotic changes of the interlobular arteries. Her blood pressure
control was rather poor throughout the course. Her renal function gradually declined over 22 years. Since
parts of the FSGS lesions of the second case may have been caused by hypertension, it is tempting to
speculate that day-to-day control of blood pressure could improve the long-term prognosis. We believe
that, at least in some patients of MN with FSGS, careful management may lead to a more favorable course
of decline in renal function.
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Table 1. Laboratory findings on admission of Case 1
Peripheral blood LDH 505 U/!/ Renal function
WBC 4,800/ ul T-Bil 0.2 mg/d!/ Cer 80.9 m//min
RBC 415X 10/l T-cho 273 mg/d/ Immunology
Ht 36.8% TG 178 mg/dl CRP 0.2 mg/d/
Plt 4.15X IOS/,ul HDL-cho 56 mg/d/ ANA (=)
Blood chemistry Coagulation profile RF 10.01U/m/
TP 3.7g/dl PT 144.3% 1gG 230 mg/d!/
Alb 2.1g/dl APTT 91.7% IgM 95 mg/d/
BUN 5.5 mg/d/ Fibrinogen 390 mg/d/ IgA 105 mg/d!/
Cr |.0 mg/dl FDP-E 68 ng/ml Cs 10l mg/dl
UA 4.6 mg/dl Urinalysis C, 32.2 mg/d/
Na 143 mEq/! Protein +3 9.4g/day CHso 45 U/ml
K 3.8 mEq/! Occult blood +1 Infection
Cl |1l mEq/! Sugar (=) STS (=)
GOT 25U/1 Sed. RBC | /HPF HBsAg (=)
GPT 15U/1 Casts (=) HCVAb (=)

ALP 575U/
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Fig. 1. Light micrography of Case 1

Tubulointerstitial changes(a), a typical feature of membranous nephropathy with spikes in every capillary loops (b)
and segmental sclerotic lesions (c, d) are shown.(a, b, d : PAM staining, ¢ : PAS staining, a ; X 100, b ; X600, ¢ ; X200,

d; X400)
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Fig.2. Electron micrography of Case 1 showing subepithelial

-]

electron-dense deposits in the GBM
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Fig.3. Clinical course of Case 1
Table 2. Laboratory findings on admission of Case 2
Peripheral blood ALP 223 U/1 Renal function
WBC 6,200/ ! LDH 505 U/1 Cer 32.9m//min
RBC 3.52% 10/ ul T-Bil 0.5 mg/d!/ Immunology
Ht 30.7% T-cho 300 mg/d!/ CRP 0.2 mg/d/
Plt 2.54X IOS/,u[ TG 228 mg/d!/ ANA (=)
Blood chemistry HDL-cho 50 mg/dl RF 10.91U/ml
TP 5.2 g/dl Coagulation profile 1gG 715 mg/d/
Alb 2.9g/dl PT 84.7% IgM 66 mg/dl/
BUN 26.3 mg/d/ APTT 89.8% IgA 244 mg/d/
Cr | .8 mg/dl Fibrinogen 499 mg/d!/ Cs 107 mg/dl
UA 6.3 mg/d/ FDP-E 53 ng/m/ C. 31.6 mg/d/
Na 142 mEq/! Urinalysis CHso 35U/ml
K 3.8 mEq/! Protein +3 5.1g/day Infection
Cl 107 mEq/! Occult blood +1 STS (=)
GOT 33U/1 Sugar +/- HBsAg (=)
GPT 23 U/1 Sed. RBC | /HPF HCVAb (=)
Casts (=)
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Fig. 4. Light micrography of Case 2
Tubulointerstitial changes(a) and segmental sclerotic
lesions(b) are shown (a : PAM staining, b : PAS staining,

X 100 and 400, respectively)
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Fig. 5.
arteries in Case 1(a) and Case 2(b)

No abnormalities are seen in (a), whereas in(b), intimal

and medial thickenings are observed. (PAM staining, X 200,

respectively)

Light micrography of small interlobular
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