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A case of collapsing variant of FSGS
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Masahiko NISHIY A, Hiroshi KOIZUMI, Masao NAMIKI, and Yasushi NAKAMOTO

Department of Internal Medicine, Kenseikai Tachikawa Sougo Hospital,
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We report a case of collapsing variant of FSGS. An 82-year-old man without HIV-1 infection or a
history of intravenous drug abuse was admitted to our hospital with the chief complaints of acute onset
of generalized edema and loss of appetite. Laboratory findings were consistent with nephrotic syndrome.
He developed acute renal insufficiency. Initially, we suspected minimal change nephrotic syndrome and
started steroid pulse therapy but the nephrotic syndrome was refractory and a renal biopsy was performed.
The pathologic findings were judged to be consistent with a collapsing variant of focal segmental
glomerulosclerosis (FSGS). This form was described by Weiss et al. in 1986 as a clinically and path-
ologically distinct variant of FSGS. Valeri et al. further reported that the incidence of this idiopathic
collapsing type of FSGS which is devoid of evidence of HIV-1 infection or intravenous drug abuse has
progressively increased over the past two decades. They reported that cyclosporin is effective for the
treatment of this type of FSGS with a remission rate of about 30 %. The present case also had a nearly
complete remission after 2 month-cyclosporin treatment. In Japan, no adult case of this type of FSGS has

been reported according to our review of the literature.
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40g/dl, 7 V7 2> (ALB) 1.9 g/dl, #8a v A5 a— (T~
CHO)295mg/dl ThHh VY 2 7 u—VYERHEL2E L, MIER
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BLWERL, EHEIZVTF=VED EH(CRE 79
mg/dl) ZE S 72720, MPEF L AT 04 NEREEE
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Table. Laboratory findings on admission

mnE GPT 19U/l  RFTR
WBC 64X 102/ ul AL-P 184U/1 ER 1,900 mg/d/
RBC 400X 104/ ul LDH 647 U/! RBC 10~30/1 F
Hb 11.9g/d/ y-GTP 24 U/1 WBC 5~10/1 F
Ht 35.7% LAP 48 U/1 FRM Bk |~2/%
PLT 15.8X 104/ ul BUN 90.6 mg/d!/ BRI I~5/1F
MCV 89.2 fl CRE 3.5mg/dl/ FRIAE LFE 10~30/1 F
MCH 29.7 pg T-CHO 295 mg/d/ BELE 5~10/1 F
MCHC 33.3% CPK 553 U/!/ BITER 4~8/1 F
CRP 6.0 mg/d/ T-BIL 0.2mg/dl  MH#EHR
HBSAg (=) D-BIL 0.03 mg/d!/ pH 7.38
HCV #iid (=) UA 10.6 mg/d! PCO, 43.0 mmHg
HIV Fik (=) Na 138 mEq/! PO, 66.1 mmHg

EXin=a K 4.2 mEq/! HCO, 25.4 mmol/!
TP 4.0 g/dl cl 108 mEq/! BE 0.7 mmol/!
ALB 1.9g/dl Ca 7.7 mg/dl 0,SAT 0.7 mmol/!
A/G 0.9 IP 5.7 mg/dl
GOT 24 U/1 Glu 103 mg/d/
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Fig. 1. Chest X-P on admission

It shows pleural effusion on the right lung.

Fig.2. Abd CT on admission
Recognizable ascites but kidney size is normal without
atrophic changes.
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Clinical course
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Light microscopic findings of the first renal
biopsy (PAM stain, X200)
Two glomeruli accompany segmental sclerosing lesion.

Fig. 4.

Their capillary lumens are collapsed and surrounded with
putative visceral epithelial cells which show hypertrophy
and hyperplasia, especially around the sclerosed area. In
addition, in A(the upper glomerulus) the sclerosing por-
tion exhibits a change suggestive of mesangial edema or
mesangiolysis.
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Fig.5. Electron micrographic findings of the first renal biopsy
(uranyl acetate, lead citrate, X 1,700, X5,000)
Collapsed capillary loops with segmental wrinkling of the glomerular

basement membrane are seen. There are proliferation and enlargement of
podocytes (A). The foot process is diffusely fused(B).
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Fig. 6.

Light microscopic findings of the second renal biopsy
(PAM stain, X100)
Note tubulointerstitial injury with interstitial fibrosis, atrophic and degenera-

tive tubules. An arteriole on the upper left shows moderate hyalinosis. A

glomerulus on the lower right falls into ischemic atrophy.
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