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Focal segmental glomerulosclerosis associated with type C virus hepatitis
and decrement of proteinuria by interferon-« therapy

Yo EZAKI*, Uichirou TANAKA**, Shinobu MINOSHIMA*, Motohiko ENDOU**, Keiichi KUWAKI**,

Yoshihiro ARIMURA*, Kimimasa NAKABAYASHI*, and Toshihiko NAGASAWA*

* First Department of Internal Medicine, Kyorin University School of Medicine,
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Focal segmental glomerulosclerosis(FSGS) associated with type C virus(HCV) hepatitis has not
been described in the literature to date. However, we experienced a 30-year-old man, who had had HCV
hepatitis, developed nephrotic syndrome and was admitted to our hospital. The first renal biopsy showed
FSGS which was diagnosed by light, immunofluorescent, and electron microscopic study. FSGS diagnosis
was based upon the findings of focal segmental glomerular sclerosis associated with hyalinosis and foam
cells, segmental deposition of IgM and C, on glomeruli, and epithelial cell vacuolization in the Bowman’s
space. HCV hepatitis was treated with interferon-« (INF-&) over 6 months. The treatment brought the
disappearance of not only HCV-RNA from the blood, but also the manifestation of nephrotic syndrome.
Therefore, the second renal biopsy was performed, but did not reveal any great pathological improvement.
Five months later after the remission, he again had an elevated HCV-RNA level and a relapse of nephrotic
syndrome. He was retreated with the same therapy and achieved a second remission of nephrotic syndrome.
FSGS associated with HCV hepatitis is described first and the implication of INF-therapy in the
improvement of proteinuria is discussed.
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R | BB L, F ORI HEE R L Table Laboratory data on admission
BEIERE @ 16 @A KB 2B L, 848 7RG 12 i i Urinalysis Immunological tests
BRIz, 28 MIRIFHAERIE R IR S h, CRIFA DR protein 3+ lgG 616 mg/d/
o) i 7 Fx . Al dell Ao FE sugar (_) IgA 246 mg/dl
Wi ‘rib\.‘ﬂ DERERBFFAEL 20> T2o JUHAIH RS~ occult blood (=) IgM 224 mg/d!
oA LR Lo Sediment IgE 50.7 1U/m/
IRREE K 8 45 5 A bAD & D FERIFMEAS L, o RBCs I-4/F Cs 75 mg/d/
L= TEER IS L, T HLBRZBL, & cast (+) G 38 mg/d!
- S 1o T ABE b 7 20 granular cast  (—) CHso 44.6 U/m/
78— YIERIFOBRNS TAB & 5o 7. fatty cast (+) 1C(Cyq) 1.5 y¢/mi
ABREIRE - 3£ 167cm, {43 60.9 kg(+1.0kg), I oval fat body  (+) ANA (-
JE 122/86 mmHg, R 60/4> ¥, Wi FEE 1 ¥2ME % 2o Selectivity index 0.3 lgM-RF (=)
N s CBC cryoglobulin (=)
> B o, ) ,
o, W BRI BB o e BSR4 o usgdl e N
JE IR T, LB b REFRRED Shixvr-ot, RBC 466X 104/ul B-cell 7%
AIREFRERRR | Table icR ¥, IR|EFETIE, HH4LS WBC 6,600/ ! CD4 46.4 %
g/H, ¥ Tk RBC 1-4/HPF T, JERMHEEID S h Pt 17.8X10%/ul o8 213 %
Blood chemistry CD4/CD8 1.63
fino iz, MERRIE T, Hb 145g/dl E&FIMMdi <, P 3.9 g/d/ A. HCV Ab (+)
WBC 6,600/ THEIMERDOBIINEERD e » oz, M Alb 1.8 g/dl HCV (RT-PCR) 290 k copy/m/
AL T A SIS 39 g/dl, M7 LT S il Got 53U A HBs-Ag (-)
18a/dl LIEEEMAERE L, 89125 0l 348 GPT 621U A. HBs-Ab (=)
S8 E ) 7a=t LDH 451 1 A HIV (-)
mg/d! L EIEME %2 L Twiz, FFEtERE Tk, GOT ALP 1691U  ICG RIS 5.29%
531U, GPT 621U & hEFD LA ZRL TWw iz, y-GPT 2710 Cer 123.5 I /day
ALP, y-GTP, LDH % £ EHT, ICG RIS & 52%% ;ZEN e :‘g“/ﬁ
ERMWEATH >z, MIEREEWRETIE, 1gG 616 Cr 0.68 mg/dl
mg/d! E{EEETRL Tz, IgA, IgM, #litk, HRE#H T-Cho 348 mg/d/
EH(C o) BERT, 7942707 )y, IgM Yy = Glu 87 me/d!
A7 HigiiERagTchdote, HE VA VR, #C
BIRF % 7 A4 Vv A fifk (anti-hepatitis C  virus  antibody :
96.July Aug Sept  97.Feb June Sept 98.Feb June
L | Ly L y L | 3 ]
IFN- 3times/week IFN-a 3times/wee
|iveTr r 5%10%/da r 10 10 Yday
biopsy renal biopsy 1 renal biopsy 2
= u-prot s-alb
u-prot{g/day) (g/dn)
5 —— s-alb S
4 4
3 3
2 2
1 1
0 0
HCV RT-PCR 290 (-) 15 )
(K copy/ml)
cryoglobulin (-) () (-) (-) ) )
Cer( 8 /day) 123. 115.7 139.7

Fig. 1.

Clinical course
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Fig.2. Light microscopic findings of the renal tissue

a : Of a total of 10 glomeruli in the specimen, 3 glomeruli show

global sclerosis, 4 segmental sclerosis, and the remained 3

minimal change. Tubulointerstitial changes are also observ-

ed. The photograph is a representative lesion of the tissue,

showing 2 sclerotic glomeruli, | segmental sclerotic glomer-

ulus, | minimal change glomerulus, and atrophic tubuli and
interstitial fibrosis. (HE, X 100)

b : Segmental sclerosis with hyalinosis (A)and form cells( 1),
collapse of capillaries, and synechiae of glomerular tufts to
Bowman's capsule is seen in addition to vasuolated cells
(1) in Bowman's space. (PAS, X400)

¢ : Typical foam cells(1) is revealed in other glomerulus.
(PAS, x600)

Fig. 3.
Segmental deposition of IgM and C, is found. The photograph
shows |gM depostition. (anti-lgM Ab, X 400)

Immunofluorescent findings

HCV Hifk) »3BtE T, PCR 3z & 5 HCV I Tid 290 k
copy/m! TH-orz, HBs 3HiHEFIHE bEMTH -T2,
ABREIZB (Fig 1) : 7 0 —¥EGRRB X UIFBEER
HORERKT Dz, ABEE 6 mHICHERE, 5 87HH
B EREIIT L. WERFIRE, X ETEBESh
7= % Ek(KiZ 10 {8, 3{H!Z global sclerosis %, 4 {#Z seg-
mental sclerosis %, %D 3 {{#}3 minimal change #/R"L T
V272 (Fig. 2a), Fig. 2b, c 127" 9 & 5 I segmental sclerosis
BT LRMETE, SHEHARD A 9> F v ASEH OREM,
FEALZ B 2870, WHEMEOTE LEMEE Bb
hafifeoighd, ZlatrRoshn, —MTERY < %
L OREESTFE LR, FEIE, VR, HED
FRALALHSERD & Mz, HOEHAETIE, 1M, C, 3R ER
HO—IRCBRFBMCFED Sz (Fig 3), TE-FEHMEHC &
L1RE T (Fig. 4), REEOME, LEHEROMEX % T
B 2R, £, AV F D AR PNEMK TR
electron dense deposits ZSEEAEMEIC R S ivlze BAELD
AP OERTLE = FDCRIREMIBAE & 32MT U7z MR
i, PINRIRC > IRBEREL & R DR 2 o 72 Y >~
2 SER AR QWA S P B & R L& TR, 18R E)
MWHFROFRTH > 1, F/NREDOUWEE, FEHKHR SN
Teipo itz BRI L TIHEEAR, FIRAIG & ORE
ek & 17y, CBIFRI L Tid IFN-a 28 HES L
2o EOBZ, A ¥ —7xz0rZ0bD L B HELO
WERESL, ENESRORERTH S 500 JTHAL/H E
BEHE Uiz, 2MKRE Lz 25, HCV iitok kA
EEDBWRIIVAT I I—E¥OIEFEERD I, £/
IFN-a #5.9 H#: X D AR 2g/H L& L 7o IMH 7



86 PR & C RS, A > ¥ —7 x o o HiHEk

Fig. 4.

4
R

Electoron microscopic findings

Fusion of foot processes, proliferation of visceral epithelial cells, and electron dense
deposits in mesangial area as well as subendothelial space are noticed. The photograph is
a representative area having above-mentioned appearance with subendothelial deposits.

(EM, x5,000)

VTS ok 2.3 g/dl & ER UEIEIRESEE LT,

BAg 228D, E3EO INF-a OS5 2170,
BRERT U, REAR 12g/BE®A LM77 V7
viddg/dl ERINL Tz, WWIETHRFRIFE2H 19 H K
EREHMOUBTOBRE LR T 2 -0 CHEY EM %
fTo7z0 L LHIEIE LM & FRRICOEE T 9 Bk BRkik
D35, 2{EIC global sclerosis %, 2 {fiZ segmental scle-
rosis %, 5{@Z minimal change %#%8%®, ZHZh O KBk
5 LAt R ORE b | BEOER & IZIZFE CRE
ThHole, HAEROOMHEMATRE S 1 BEHLERETSHD,
EEERT R T electron dense deposit ¢ density 354> L T
W5 DHRE I NIz, LULED & BEPARERIARELAE O UE X
BowohholebHFiohl,

2O, FBBIEHRTH > b IFN-o thik 4 H AR
U HCV A URFREE 2L Uz 2 ORHIHIC—BL T
BUREARH 4g/HEF LA LR, 22 TIFN-a 27
Be5. L & 2 AHIE & FEfc HCV Stondk, FbEnk
T &b HVEARPHEY Lz, ZOHRVH104E6H
WA HCV i kat: TIFE S ot 2 <, EERE g/
HTHRdERPTH 5,

| .. I

AIERF ORI, HCVIC & 218 MEIF £ 0%t
FSGS O FiE # 588, » D IFN-¢ #52 & h HCV & D
W, FHEEEOER/IL & bicr 7 o — CERRISEL
I EThH D, FHREWCHED RBRIERE L LTI, %
ERERRGAE IF 4 7 4 L A By 2 BESHI S TWw 3
=00 R ER AT AE PR S L Ao h, A
¥ AR IgA DWHHIEIET 5 Vb W 5 FH: IgA
BESEHEATH 2 LGS TV 3", REFTIZFRE
EREIWCE 2 >TB 6T, MORREAFVF 7 A IgA
R s ofe 2 L X IFMARERETGE I T ER T
HBo —F, CHIRHMY2WAEL LT, B
MEE ALY BESM SN T WS, LAL, bhubhok
RUIRD Tk HCV Iz & 218 %21 FSGS 2 &6t L 7
FEGIE DL T | HlEBD50HTH 722,
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ERRT AR, AV rFVARESPHNEMETREC
electron dense deposits BFBH SNz, LA EDATRIL,
FSGS i —H ¥ 2 WHEBTIRTH 2 Z Lo S, FEMD
BRZ % FSGS L 2MWi L7z, FSGS lx—XM: & kM 4>
Fahs, Lo URESEMCIE, —RiEe ZRE2EN T
B2 ERENFERCTEETHS L wbh T,
kM FSGS @A & L T ik human immunodeficiency
virus (HIV) @3 AE, BEMG, AWMERE EMH 2894
VT =T A, #EEEE ~v4 RHEELR L%
SRTWB2Y, KTk, Zhod K FSGS #4:% %
B, SEBER, MFEMBNEL CORBREDSRT, i
REBETHEREZL, ~oA4 YERHEL L, HIVY
et Thotz, I T CHEIEF#K L FSGS & DB 25%
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LRIREBEEEEC SR IEFY, @74V AXBHI
facgL, Bfilez@Etibse) v FRFEEELS Y
29F 707 rEEEL, IhISRFEICHE L TER
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W — KM FGS 2 &8F LI ABEM IR T E T E BV,
Ldl, CEFLAORERIIBELECKLIE, A ¥F—
7xzoy5ic ks HCV v A4 VA RICHM L TEARY
WEL:Z L&D, FEED FSGS 2 HCV 5 L1
AIREMEDSHER &tz

UL HCV B8 ¥ 2 WRiE Tk, h % TR
HE R, BEHEE HEEBEAPEESATHE™Y, &
o DBROFERFIL, HOEHHETHREREIEER D A
VXA gG e C pFRRicRons 2k, BET
B R A4 > ¥ 7 AT dense deposit 7 VA S oY)
vBEmRED e E, 70407 yohiC
HCV @ RNA & HCV#ifks@Bw ol Z LD,
HCV 25 & T 3 GRS EHRERBIEERI D 2 4 > F
TARKEL, RREBREET I LHASATYS, &
ZATHEM X IgM, C, RARBCHRBECEET 20
AT, MPREHEGHECH) I LRLTELY, 27V 4
sa7) i, BETLARRELERS LK T
electron dense deposits D3FEH SN hroz, 2D E»
5, Q@ 0REHEESHEL2 VA0 ) yOMSIC &
BBIERF LI M olee bhvbhid, AEH TR KERMAE
WHCV 7 A WAMEET LI & RHERL TR WL,
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