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Glomerulopathies associated with Chronic Hepatitis

-Histological Reappraisal of Glomerular Lesions-
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HARS A% FEEA 435304

e MEEARY 245 Add4 et sldle
v}, HBAgE _HEEMEo = 3o gk fEite] 9ict.

2. RERY HFR

7h K EMATR

FréttEtgel AdH 54 F 3a = B4 THT % (chr-
onic aggressive hepatitis), 18 & (GBI RS
(active cirrhosis), 22 5 }e]a] 18 = A G35 S
T HREIT ez A5l @A £EY
o 8 piecemeal necrosis, 43¢ &, F4EYd &
bt 2 dAT MEARKES 2o ARez 27
Heo fA4des WREY HEM.: TFHERGR
€ 2HS(FIEA 22). EE FESEAIAE F
8 HhESR F99 EREY A44 FHE 2o
€ % FriE@Es] ERRE Tz Qe usd d4¢
piccemeal necrosis 9} WMERMEEY ¢ 5 BHETS
9 £ Futstx YA 9] EEEEMITA &

THs £ FhE e —

£ 2¥sate gy RF HWEMes A #Eai
%MMM e 2dch. 661(H 1,3,4,5, 6,76
A AT FAA RS BT BRES 2R Y K
B R LM ddalz Qe v Y S
¢ ol ¥t Mt FARHK (mesangial cells)o] 3o
vl RREES BE o Eo] 3MU(EE1,4,5)0 #
A HER RS vqd. =T o] 50 MR
Bx vleby =& 7884 RES slel 99 M
BUIBTEME SIS ol %8 HEBEMANSAEY %
PMEE 2o (4 258). PA-silver Hefo] A & 3l
I KRERe —@#R{tBE % (duplication; tram track
pattern} & FA Y + AU = (H5E Fz) S8 350
A FHASA KER FA94 A+t

201 (552, 30 ol A & FERMiY HHEe SusA
ReowlA HEER n2A ez @WEHo R AaA
MEE= ] ARz (528 F2) PA-silver EH X Ro}A
€ EEEAAY vmtgdoln FU9g RS g
AHRE: BERREes oddo FUE-E Hik(spike,
bristle) & Vel Aot (H3EA L 2).

el A (A9 A AT FhEkies)l Bk
PSS Belom A K BHMAEHEEAST AAdde

oz fsiel o AR P9 HakkEdl Ay M
B BRESl el ERS A% w gl A Een

'L-l:l‘.

fiflez od% 4 A=t ol 559 =444 e (PA-silver Jet i A) & S ulolo] [Hp:4krammS
& sorstnl A 22t A 2 RfFHEkBEEL = BEY £ Jddd. o4 9u
. ﬁg‘ﬁl’ﬂiﬁﬁﬁﬁ o) 5A4Aq fhekmmbE sofsld #3ks} 7ol
Z 964 L FHESE BT o ol 49 HhiEm FRRES Bbe HERFREL A9 —Xkivy 4
Table 2. Histological findings in 5 liver biopsy specimens
=TT T G T -
ot 1 6 7 8 9
_ Finding Bt | N e e
Ballooning degeneration + + + + +
Piecemeal necrosis + - + 1 +
Acidophilic bodies — + + 1 —
Lobular collapse — — 1 3 i
Portal inflammation +H + H H #+
Cholestasis + =+ =+ — +
Kupffer cell response + + H H# +
Lipofuscin pigmentation + + + 4= +
Fatty changes =+ -+ - + —
Fibrous septation - + s +
Histological Chronic Subsiding Chronic Chronic Micronodular
diagnosis f;ggregs_ive l}epatm_s aggre_SS'ive aggressive cirr_hosis,
epatitis ¢ fibrosis hepatitis hepatitis active

—; mnegative =;

minimal and focal +; mild +; moderate #Ht; severe *; incomplete
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Table 3. Histological alteratlon of glomeruh in 9 kidney bmpsy specimen

P R R ST L o f .l

T Case No.
T 1 2 3 4 5 6 7 8 9
Findings T
Increased cellularity + - + + + + + — =+
Lobular accentuation + - =+ + Ht o + - —
Basement membrane
Diffuse thickening — + - - - - — + +
Duplication - — + + + - - - -
Irregular thickening + — - — - + -+ - -
Epimembraneous spxkes - + — - - - - + +
Hlstologlcal Dxagnosxs MPGN MG MPGN MPGN MPGN MPGN MPGN MG SGN

—}; mnegative -; mlmmal +, mlld

Hs moderate

5 severe MPGN, membrano prollferatwe

glomerulonephritis MG; membranous glomerulopathy SGN; sclerosing glomerulonephritis

Table 4. Chmco pathologlc correiatzon of the cases

Age Sex Iniai_al clinical - - Pathologic dlagnosis o B
No. 1agnosis Liver blopsy Kidney biopsy
1 50 M Chronic hepatitis Chronic aggressive hepatitis Membrano-prolif. GN
2 3 M Acute viral hepatitis not done Membranous nephropathy
3 19 M Chronic hepatitis not done Membrano-prolif. GN
4 35 F Chronic hepatitis not done Membrano-prolif. GN
5 44 M ! Nephrotic syndrome not done Membrano-prolif. GN
6 18 F Acute viral hepatitis | Subsiding hepatitis with fibrosis Membrano-prelif. GN
7 20 M Chronic hepatitis Chronic aggressive hepatitis Membrano-prolif. GN
8 30 M Chronic hcpatitis Chronic aggressive hepatitis Membranous nephropathy
9 39 M | Hepatic cirrhosis Micronodular cirrhosis, active Sclerosing GN (from membr,
1 nephropathy)
F3 F4 zuz REBE)EE -‘i"il, A A+
3 9 pEPAEE] dAdez g, mEL E> E

8 &4 53 @Rk A=
o, B
IPICESED ] A JifTd R M A o]

Al 1gGst Corl #REEE BAAmMEU 2(4H)4 5 282
kel 2(H)A =9 BULHRIEE S Ridz, 53 £4
IMEFRERRE S AEMIE ETHRE what dA%dd w

R-EFEE M BEERE IR S44 RF glob-

ulin? 44 ¢ A (B6E H2). 1gMa [gA: %

B()ez wHEse] dgleon] IgES fibrinogend

54 g3t HBAgel & 9§ 384 g4l 4

g etx Rkl
2 Oflel AR ERKEE, D BERTES RS

ot gdFer 2o}

sl

o 4 9 2) 5{1‘%’."3’5101]*] virusts 1480l b 181148
(58] BRI 8 == Apre = T e Gk g i
= LS Wats EW}“ Bt S Bk o im0} S MAME
SIEEPE N DR A S0 2 oo o o
RAEHETTHENT 20) 2= LfiHEE 22 Tame o] &
32 gl

A4 A2se J-% 5 379 voe o]
Adtcdle © H--FE =& e ¥ 378 24
o Anlets A$) @ B =E Y BE—gRd 4
So ZHZer o2 01-‘*}«] F71e] BEM 9 Bk
g zdste ZEEMoZ ¥ 4 3l (Baldus

. 1975). ol S8l Ao 2 EBEER G Mk
{EJ%% Eiehe MR, SHed, £EER
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2o = 2 o

TE E T Jen, FPree EBETHe s #
EERRH T T ‘ﬂzroﬂ A szl

HR-PESH AT EAEEY EMMER A i?’%’»f.
ER=RA ﬁﬁ:%f’ﬁ%ﬁﬁv kst dhe A8 fREiR
5ol oy Bper e 2ol 9o (Dixon, 1968;
Germuth and Rodriguez, 1973), Bi4pPtidol 4 virushi
E-H AR TSRS 907 2 24 (Jensen

1967; Oldstone and Dixon, 1971) WS- A%kl
BAsted aAd 935 Fx g
Ao et PRERENET PR AR

o) @gig Aud-g MR A8 A ged, B

EHT sl & RS A vha 8l EAURERER
fEEE BRI o KR 2Eom odde
51 e] v] (Heptinstall, 1974), malaria (Hendrickse %,
1972), #i#i(Moore, 1933), £ Ei¥ ¥ FE(Heptinstall,
1974) 1 Fi@ohe HREMESR A4k Add = de
vl FESREEC] (ks T TRl A 5 IR
B 2 Hiime] AN oo PUEEMHESHEY
wba o] F7bE 2 91k, (Lewis %, 1971). Eft‘} BRURT &

%%4 1 el A HBAgQ} ooHE 9 9 % fEAﬁﬂﬂ'
s ol g walel A% ﬁm&mm B

A ZBREENRS R LTI WEdz dd
(Sergent %, 1976; Duffy &, 1976). & HR-Diddl
GRasE FRREIEREERS o F gL vl "4/‘"['}:
Tdeel M2 T A e 2 FEETLe BEd S 4
‘IL" 9= v}, Combes £ (1971)0] &2 1 w]e] J‘JL - JJ[,
Sse] prare ol { BRI A A6
ﬁbﬂﬁ'ﬂ' ol & fA wart EHAH sz 9l (Meyers &
1973; Knieser 5, 1974; Brzosko ¥, 1974; Kohler
5 1974).

e F-—HiElol ol ate] MELE SREREN NS AR
AA 5 97T Dixon % (1961) 3% Germuth-Rodrigucz
(1973) = W—-dikiel o ME-HULHANR SHF
W R o] BiiE S Z9Ea ol e W
b el RaEER 9 RERGRY 274 348

Gz stgth T OBEA WL PR A AT e
FiEel gold A%l EAL ﬁzﬁﬁq pwd v
77 WG SRR MEREAMT) S

$ FE S PHHEERRe] veldet o 2 AW
TGS SPICE MM B S 2 ASdxe
AL el ulelz] Adufie] w& NHES MERES A%
W o2 BHETo A LFBRMKMEA A JUR-TRES

BT TR B e 29 REEAD &
BEE ol Ao SRS ol2A MEBTRAS

watE Ao BUE F g4t (Sergent £ 1976).

8 ARdiel A HBAgluigES 3¢ B
22 vehddl e e gt e Mol Al
ot 3a BR wlel o kKl #1752 31 A% HBAg
 KsE A 98 4 fold. AAZ BRlutel ] 2MKET
RAEY MK HRREEer A FHdxE &
65%7 %ol A wte] HBAg7t 71 &4 o (B85, 1975). &4
Aol o &9l olsbAl mifiltii(agargel double
diffusion method)d] B & Beffd s = HE0] 4+t
gtk o HEe BEAN ALHe HE
= 7} 4 sgatie]l v Aoz A QleH(Schiff,
1975). Brosko %(1974)9 18#] #LiF WEBRXKE
e 2= 16607 MRtk gl ot MiZRESNES AA
@7t Bl AW Ak whebd HBAgERRE] 6
Bl old Al = BRUwbel e =& #AE BiEd
1 de), AEMTY KR vlde] BEA N
Yo Kbe 2 BE weldlart & HEE AAH
z U (eT, 1976)= S #ge A4, o1EFY ®
& %7 BRlvtol o el ke bz ABEsted
o & fEEst gl

FHE —RIRIERRERRE 2 G G B
= gz geat IgM, IgAdl Ad A HiEET
& ERE BFesz v (Meyers ¥, 1973 Knieser
%, 1g74: Brosko £, 1974; Kohler%, 1974). FE
Z 10 AL v F HBAgfSRREENES AY
FA e FRo —RRESEAERE 1eGst G A
A ajol {Bwidist fotdkm IgMet IgAeol Bhage Fefet
9t

e fiasl BE upol o) =k geel fEd Tk
SRRl L BREEN S T e
g ss}l P, & RO &Rk 58.3%C 2
s Rk pige] = ohE JR(20.8%) & A st BE
whol 8] S F 5ol o @ PHERBkELIES] A FEE o) F

H

mol AAsm el olE ABHOIAE A7 66 %
api oz J;w;m B2d REANG R ¥ &E
Bitiel o

fs APl A W WERES BRENS6E
vel ABAE 9o F-RTERAERTERY =t A
g Ee vH(FEE, 1973), ﬁ@)vﬂ*lﬂ BRI whej L
Fige 59 mEpme A Esgel #EaHe At ¥
e AL GE H, o BAEEMERERY 4
Grb BE whol 2] ZpERFAe Halel dlolae H#E

rle mﬁo oL

HBFget siwrA sz vk, A4 & Broske® (1974)
e RS FEREAHETEL BREgEgoE
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Table 5. Hlstologmal types of glomerular lesions associated with hepatltlc process

Hlstological T)pe )
MPGN

__Reporters o B

Combes et 11

Myers et al. 1

Knieser et al. 1

Brzosko et al. 12

Kohler et al.

Authors 6

Tolal 20

MN FGN ENPGN ENEXPGN Total

1 1

1
1 1 3
2 2 2 18
1 1
3 9
8 1 2 2 33

MPGN : Membrano-proliferative GN
FGN : Focal GN

ENEXPGN : Ende-and extracapillary proliferative GN

HBAgs] §8% 98¢ EMEATYEEM ofd st
3 ek el A FEETHe  Feldebel M BRI
FREEF Aot B ERAHe) HAHE A 2 B
g o 54 BEINTH vlol o] 29 SfTRYes) WHEM: S
wte A zeldobdg AH A Fgsn Ao

s FrERm uistel 1 EANERS vhehd
A GomNE FhEEEEEE BolE B “cirrhotic gl-
omerulosclerosis” (Fisher %, 1959; Bloodworth%, 1959;
Jones%, 196109 FEd: o] A5 Aie <A
ub ot Rk 1GICHSHD N A Bl wist zhe]
HBAg7} st# < K%E"‘E’H‘H@ﬂ o) piso mAl S W]

e RRAeozE PHATY] sl #EEAA
cirrhotic glomcrulosclerosxs 2] %ﬂi&&f&o ¢ kel i
o8 ¥ou DIEETTHEEEE D BRI

# F8 fAERAY FdEH 2 ﬁil—.ﬁi‘éu@}_‘?_ KT
fﬂl%iﬂr FEMY Aol Hewd et wiebdl of jie] i
FE) RS el A RICEM TN B

@

AT % vhol o) 21 fepbiilie] $UE Qebe
©5 = WSS oflel dde o HEESPEE
Be it olF %el BRMES e 49
1S BEE

2 Ofld -SRI T

o] 207, BivkRERRnTEEe 2T MBI R e
= WBE A 1 Sk T EREES 5P 5
Wz gieh BERe 2 sgldAR Ad=9w
WP TS0 30, RO INE I (1T 265018
% OEMARSE SO0B BRI A 1pie et

ol 6, b ERIN

MN : Membranous nephropathy
ENPGN : Endocapillary proliferative GN

el A s MRz Tﬁﬁﬁ{ﬁ{ﬂli FlE = g ot

WEANA vizd & FEz A3FE B
WIS WA B}cﬁ:ﬁ&ﬁfﬁﬁ‘*}' o 5o
virushEIT58 WA ETT e BERdaRst el ol o &
® BRAFRIUES 24 0 HoriEd Aoz Az

01l cirrhotic glomerulosclerosis {49 —fi= &
AT MES FEd WRES BRetr o 2%
Peel el FHE o

CAFTES dd e 160 AQE TiEaeBnkh
T RN RE BB mREMERRe M Z R o] Fol
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ABSTRACT

Glomerulopathics associated with Chronic
Hepatitis —Histological Reapprasal of

Glomerular Lesions

Yong Il Kim, Jung Bin Lee and
Whan Jong Lec
Department of Pathology, College of Medicine,
Secul National University

In order to verify the immunologic mechanism in
glomerulopathies following viral hepatitis in Korea,
a light microscopic examination was carried out on 9
cases of glomerulopathy associated with histologically
or clinically preven chronic and subsiding viral hepa-
titis.

Among the ninc glomerular alterations were 6 cascs

of membranc-praliferative glomeruloncphritis, 2 cases
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of membraneous glomerulopathy and 1 case of sclero-
sing glomerulonephritis probably resulting from mem-
braneous glomerulopathy. Of the five liver needle
biopsies 3 were chronic aggressive hepatitis, 1 subsi-
ding acute viral hepatitis with residual fibrosis and
1 micronodular cirrhosis of the liver.

With relatively high incidence of membrano-prolife-
rative glomerulonephritis among Koreans, seemingly
reflected in part by the influence of serum hepatitis,
especially with deposit of HBAg-Ab complexes, it is
assumed that viral hepatitis is supposed to play an
important role in the pathogenesis of glomerulon-
ephritis in Korea.

Also a discussion is made on that possibility of
similar immune injury to the glomerular structures as
shown in this investigation may replace the original

concept of cirrhotic glomerulosclerosis.
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Fig. 1. Liver biopsy specimen from case 8(chronic aggressive hepatitis). Widening
of portal spaces resulting from infiltration of lymphocytes and plasma cells as with
fibroblastic proliferation is associated with moth-caten appecarance of limiting plate due
to profound piecemeal necrosis. Xupffer cell response is moderate, H-E, %100,

Fig. 2. Kidney biopsy specimen from case 8 (membranous nephropathy). A glomerulus
exhibits diffuse basement membrane thickening and narrowing of capillary lumens, but
with rather paucity of cellularity, A part of amorphous tubular structure is also_seen
in the left margin, H-E, %400,
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Fig. 3. Kidney biopsy specimen from case 2 {Membranous nephropathy). PA-silver
staining illusirates bristle or spike appcarance (arrows) toward the outside of the
capillary Tumen coupled with thickening of basement membrane. PA-silver, x970.

Fig. 4. Kidney biopsy specimen trom case 5 (Membrano-proliferative glomeruloneph-
ritis). Proliferation of mesangial cclls and some endothelial cells is prominent as with
lobular accentuation and uncven thickening of basement membrane. Capillary lumens
are largely obliterated. PAS, x400.
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Fig. 5. PA-silver staining of the Fig. 4. illustrates clearly visible tram-track pattern
or duplication of bascment membrane and deposition of argvlophilic substancc along
the mesangial spaces (arrows). PA-silver, x400.

Fig. 6. Kidrey biopsy specimen with immunofluorescent staining from case 3 (mem-
brano-proliferative glomerulonephritis). A glomerulus cxbibits # IgG deposits along
the subendothelial site of basement membrane and mesangial spaces in moderate de-
gree (H). Anti-IgG immunofluorescent staining, x400.
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