ef dbed 2 ak sl 2] 0 A2 4 F 1990
Kor. ]. Path., Vol. 24(4) - 412-422

AR AUA

of Al thim o) sy eb wfelehaal o of b ale

g 2 3.4

M =

AAHFE g e wr el e fglsh YA
ol &7} ohekile, AAHLAZ]TFWHO) = 2b s
e S e o s M S B -1 2 A [ R
io] Zelsle 2o g Aolsin oddt, aefv 3

el 2ledA ey A HdE 4T

1al zcle] 7}b531a] 7] WlE
of & B olelge] wany, =g g7
4l e} bdale] )zel Aol Hb
22 "olglo} YA sla] 9b7) wl ol A 2
27)o] whd defElE BRe d onE AlFela] 23
o, webd o 52| ge|y HapEobe) 253 4] QA
ah2 G ek A uis} 2R FallAe] gl
el = el g THES A AR YelH
£ Hel g 72 ol §F Fol| FE g g
1= Rt i)
ezl AW Fe Haleze BY glhdubele|a
(HBV) 4] 7k, =b4 lupoid 74, 7154 k&l 2|3}
i Fe] shAEEA1YE (CAH)E f43he 33
8t Ao, AR SeleeEs] ook A
by s AR A3 ke A4S, g
7| e et sl A by F2 o)H
o FasF s 1-HEy 4 AYFE, Wilsond,
galactosemia 52 +#H = cfAbabell4] =g ubad =y

2 HlTty] fAla= 1989 A41EF o qbe el e A Es
HE]oA A e B 9 E s 9E

BT 1988wl 1980d E e m gl oeielsu| R
o] fof 72,

g-ol & o

& E oo #ba) sk gled, $eluelelH= HBV
off 2|4 FALE 4] W o] RS 2] el of
224 S| i 2al HFsbs o fele] of 5
chErhe Aol I ol F 4oz § HalH BR
HadE e

2HEE AHATE 47 Az M [dEes 3
whel o B2 4t d4E 472 A= Halzag
H A E4 sl A/E A ¥eEe 8 v
AW F g abAl s HApE AdSE T4
o Aol g A A vngogs b
AR e e ke A4S 28] fele] £ ATE
| 3l 5l ef,

HIPHE 3w
1. HRxHE

A B2 1980 5e 198837 2] 5F 9d-Fat of
Adjgn 2= d eidandedy 258 7=z
T A EFoE AE T 3690 E HateE shgo,
AH 2L 25 B3 AH00e) 2e A 55069
o) Ale]| A4H £ #Hr|AHe2 g2 Ae|mR ¢4
7| &= FEZ ghEHe] FHF o ¢ 2laich

2. fTEY

1) d471& HE - =8 Y4755 FEF ] f9
H el mge] He 5, &5 9 AR GE 58
FH, 93 HBV 243}, Artd o9&+, dezge 9
74l T AR F55E 24N
2w Heehad-Foll =30 e 4737 Al 2e
FaAle] ks F =absk e,

2) Za|erE HA ezt FAE Hileie

— 412 —



—qhed 8] 2e] A FE el $Feh geay 54—

10% F4E2gadsl] a3y sle] shepile] Zefzl 53
o] 8t e, 5u FHA2 d5HHE HEe] UdbH4l
ZaA 8 £HE 27 9% hematoxylin-eosin & 4,
A2 2.7 £ 8F Masson®?] trichrome o34, =24
Hrzlakg 97 24 Prussian blue<d 4, 7h4| Z
HBsAgs} 2|7 @ebe A 2t2 v 7] 24 Victoria
blue F 45 A #sldon], Iae| webdq Gomorigl
ub A4 food A periodic acid schiff (PAS) = &=
diastase-PAS o 45 H7}3lgl

3) A= 30|0f mE HHFWSe| FHUY WHO
2 2575 aeby e 2.5 2Hao] 3mme]stE v
o pUd HE LAEYes, A o529 3
3 dmme]del AH5E HAdg e Faslaiedd, 2
X A A e TR HAF ERAEAYeE s
2 A AN AEFAl2 2hE A7z Ho|Adske] H
277t Aol g dol = HAE FA4H2E Fsid

4) ZHEHES| HolH £F WY - A2 |l
iR Haked s dA Sk 2 e dAgA &
AEE HFE sheod, = A4 o F syl
sl A7io] Eddela] gpd A2 HalEe] k7w S
FiAlaiel Y254 AT A EFAE FHE
el dFdd] 5Uel4, 5 G 45gmel4h o]
Y &l o5 o] 2 FA7 e A
Fub 28l zich F, 2kxale Al a4 =gy
A& 1+ (26%m]5ke] A Eol A]upd o] gl-Saf) e
4+(75% | Abe] ZhAl| Ee 2ubdHe] g2, 22
T A2 24 4F-3HF Brunelli 5V o2} -3 5
FLE v, Tu4, 234N 32a9ET 3
#, Mallory 44|, Hcir]EFE2]e] ol AR M ate] g
o] = 184§ Foddled F 1285 34 o] el 7 Fel
dREY e =3 A7 gl ALR FE
el ¥4 HBsAge] 44 A== & B 744
dpe] | A H 2| 2pEe| ofde] ol A Gle] 25 BY v
slefs4] ZH7H Foll 4 el shad e

3) AN HHEEL @UT R4 wSE
o leiHe FAA-9E8 AEE 7IEesE A4HE A
A=l AlAqte 4 EF Ay A H e
e FHwEe] =7 F7 o Kupffer 4122
Z4, 2P, BT FF 9 A s w04
TELE Y daute) gdee Ak A
H 5ol S 2 Agol oAt AT S gat

AE WE 13, £92 piecemeal 7] 4}7} Wi g T
o 2l& 5 28 44} piecemeal ¥ 42 219} bride-
inge| € A-4& 3oz g,

ols}Z g viyo g A dFHUe] G4 F HFA
2] 27], 43 HBeAg obdodf ol &3 AST/ALT =
s} w] mahel of,

2 BiEg gt b Sl gleld A
HBsAg sb4led Yol o} B 3| ol §olef hldl 717
HEL Ay 2 8 e 2alslgen, 7hdd e
Zo8 lFq] Angainayn g4 Fetal FE vl
Tofl 8 = -4 5hech

d ot
1. ZHEHEL] FF2 gixe] g 9 dUExR

F 369¢|2] AW F F RS YUY A B
T 3l1edZ 84.3% %o, 58l (15.7%) 0l & 224k
HelE speb@ = i, Weld o + e ool
= FHAbEA ZhauwiFEe] 2706 (73 8%) B cHEEE 3
Adleln gFRE4 T So] 254 (6.8% ) 24 FulH
2 ookl 28 =R el g e sk a4y osl (2. 4%,
ZhAl f 204 20 o Wilson® 3o} ¢l2ic} Table
1,

AAFY TR Gald 2720l F 270004 ¥
4 HBsAge] #4422 Jep} HBVF} #ele s =8
s e dxsiglied, wh4 lupoid 7hsde)v) <F
580l 2% A+ gldeh AR s
W] 2sl+ HBsAg s4elzlad, s+d4dde] glef
NANB vle|2]24 zlais] slez 2issds 2o
2 Azbslelch, fald o 5 gl 58el Fold U
+ NANB vjo|2{A0f & e 3sld ~H54S s
o gk e gl dPenes AHAY 9
Gell, T34 Abe|ghe s 7] 3 2l o,

Halell whg ZldwF o] Fireld dale] odgf o) 4
Whe] A E A BabEA s S R 20
Al A Gl Abe]el] halisled i e] 421432
gudl s o 4012 Eapel] Bur, 424 EEF
& 250l 24si]7} gabel] bl EtE L e A LE
of 7} 304l 4 6042 B 44,945k, AHY P
HF2 1: 58] vlE2 HA=le] gsle},

Zhrwge] folzt A 4AEe 27 vl 2 A

— 413 —



—cl &lal 2] k&) 2] c A 247 A 4 E 1990—

Table 1. Etilological classification of cirrhosis and distribution of each type by age and sex

Secondary biliary

Fast Alcoho- Canger. Large Yascu- Wilson’s Cry ptoe lotal

necrotic lic biliary duct lar discase Benic (%)
atresia obstruct,
— 10 1 1 Y 0 | 5 0 0 | 0 0 0 1 2 121 3)
11 — M0 7 I 0 0 i ﬂ 0 0 o 0 3 0 [ L 111 3)
21— 30 40 9 0 ¥ 1] 0 0 0 0 0 0 Q 2 2 531(14)
31 — 40 57 13 7 0 0 ( 0 0 0 0 0 0 5 L B2 (22]
41 — 50 i3 110 10 i 0 0 1 0 0 0 T 0 B ! 99 (27)
51 — &b 39 16 b 1 0 0 1 0 0 I 0 0 16 7 B7 (24]
61 - 70 9 3 1 0 LH 0 0 1 0 ] o0 0 5 2 211( a)
71 — 80 3 0 0 ] 0 1] ¥ 0 o o o 0 1 0 41 1)
Total 219 53 24 1 1 5 2 1 1 I 3 0 B 20 369
(%) T3.8 6.8 2.4 0.5 0.8 15.7 100
Mean age of postnectric liver cirrhosis [vears) ; 40.4 + 14.2
Mean age of alcoholic liver cirrhosis (years) ; 44.5 + 9.4
Table 2. Sire of the nodules in cach ctiologic ype of cirrhosis
Macronodular Micronodular Mixed Total
Posi—necrotic 174 (64.0%) ST (21.0%) 41 {15.0%) 172
Alcoholic 4 [16.0%) 16 (G4.0%) 5 {20.0%) 25
Sccondary biliary
Congenital biliary atresia ] [ 3
Large duct obstruction 3 0 0
Vascular obstruction 1 1 L 2
Wilson's disease 3 ] 0 3
Crytogenic 47 (51.0%) 4 8.3%) 7 (11.7%]) 38
Total 232 (62.9%) 79 {21.4%) 58 (15.7%) ing

Table 3. Modular size and serum AST/ALT of post-necrotic cirrhosis according to the necro-inflammatory activity

(n=272)
Septal Modular
0—-1 23 0-2 3 -4

Number of case 92 (34%) 180 (66%) 79 (29%) 193 (71%)
Mean age [years)® 41.3 £ 12.37 39.8  13.64 40.8 + 2.43 39.6 £ 14.3
Modular size (%)

Micro 4 30 B 3

Ml isced 12 19 o] 20

Macro 84 51 87 49
AST/ALT (IU/L) 50.3 | 49.5 96.4 [ 131.6 47.2 /423 90.8 [ 115.5

* Values are mean * standard deviation.
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Table 37} o] vprof Y ae] 27] 5 43 AST/
ALT = vl m gt A3} 457 Jg 7ol i dd
ol of 85%, Adade] g%0)5lal vk, Sz} &
2 HAfolle 7AYo o 30%E A=l Ay
0% M= alslgch €4 AST o ALT 3= =3
i2el S4HE7 2 ASE W Afud 47} ok 2
o o 3l Esbel, ARl gdEs) A $4E

Fig. 1. Posthepatitic cirrhosis a)
active, there is heavy lympho-
cytic infiltrate of the fibrous
septa with plecemeal necrosis
(H&E =200), b) Inactive (H&
E =100).
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Table 4, Modular size and necro-inflammatory activity of post-necrotic cirrhosis according to serum HBe Ag status

(n=100)
- =l B = e——
- Activity
Number Nodular size e AST/ALT
*
of case Micro  Mixed Macro Septal Modular B {ILSL)
01 2—-3 n—2 1—4
HBeAg |+ 73 37%  22% 41% 22% 78% 149 B6% 45.2/117.9
HBeAg [— | 27 N% 19% 70% 52% 48% 44% 56% 70.2/ 90.0

* The difference is significant by X3 test.

Table 5. Differences according to the serum HBsAg sta- Table 6. Histological evidences of alcoholic etiology in
tus in alcoholic cirrhosis (n=25) alconolic cirrnosis (n=18)
HBsAg || HBsAgz | +] HBsAg [—| HBsAg [+] Total
— I e N {l!:]3:| {ﬂ=5=' {"=-| E-}
Mumber of case 20 5 — .
Mean age (years) 466 9.2 43.7 £ 6.5 Fatty change 10(76.9%) 4{3“.["’%} |"1”'?.E'%:|
Modular size Fnat?;-,;dagcncra- 3(23.0%) 2 (40.0%) 5(27.8%]
Micro 14 (70%) 2 (40%) Mallory body 3{23.0%) 1(400%) 4(22.2%)
Mised 4 {20%) 1(20%) Megamitochondria 4 (30.8%) 0( 0.0%) 4(22.2%)
Macro 2(10%) 2 [40%] Iron deposition 3(23.1%) 2(40,0%) 5(27.8%)
AST/ALTIU/L) 86.756.4 107/91.4 Inh}armdura.:' 12(92.3%) 5(100%) 17 (94.4%)
ibrosis

Alo|oll & B2l gl zfo] 7} g2l

# 4 HBeAg cb4lod 4ol e} 2279} =ad4
gh4d 2 5 w)m sl 2 1} Table 48} 2}, 94 HBeAg
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of of 4] sFAdub-2g ebdlaicl, €3 HBeAgod4dal 7
T A7AER 37%, AAEAEE 4% bl g dlele
+7244 11%, A343Y 70%%ch =3 ¥4 HBeAg
okl Fof o= 2alety ghdes) L o7} B 24
frA g4dwrl B oo 8% AW BY=c 5
o 86% )& o 4 Uiz ¥A AST/ALT = = HBeAg
o] skale| el 4 Fobel,

1. g3y AFES
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olglemd, = 3 14al] (70%) 7} £, 2] (10%) 7}
o7 2l & o] glr] ub=iel] HBsAg ob4doldnl 5ellF 24
(409%) 7} ch=3=d & s|glck Table 5), ¢4 74
Z 3 1Radlol] o84 Y& AP Z3AFHH FH
g st e 77.8%ed chadke] 2ubyAe],

94 4% A dfEet SaEae, =3 29
w4 g A Aate] zb 27 8%el 4, Mallory A
Adle| g2 =)ol =+ 22,2%¢<14 5|2t Table
R

#2a HBsAg ok4del Soleld] AW F2 flqlez
HEVs} ah4l 258 pad 4= gle o ohy whdl &
44 7lAfe] 2AE 2 34 o|4e] EAlFe H2
gta g4 7l W ez FRaslch

1. 454 HHES
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5. Fa-0f ZHAWS e Al

F 36909 AHAUFE F 104 o) "ol SUg A5+
12¢% et 2 6ol A4 Feolaed] of g 254
ZlzlwiZolgd o, 2ol HBV 7hade] 2%k 2e)ge,
= % choledochal cystsd Fgigl Fl7i S 1|3} 2] b
of 2]3F ZhEALE Fhof) A vl o Hfof] 2]} 7 7] 100 2
of(Table 1), =% 114]ei4] 204 Ape]of| wrafldl 7373
HEE 1105 o, 2 3 §ol= HBVel 28 2|4} ¢4
A Fo] gl Jol = Wilson®iel] 2]8 zle)|gie}

Wilson ¥ & 3+ =5 cfzdd¥olslen, 2 F 1d&
2] Aapal 2lubdd, Mallory 424 248 = 2] 3
& 2yich

6. Mol 28 oo Seke W@

ANEEE A7 A5 25 6l e, o F 3el
© A SRS 2257 #3ked shunt 25 # 8 7
B3t Agalm, 38ele ohE AR a5 Y AHE
st bz ghEniof of o] wrislel 4F 4G A5
%t Table 8), Fhrqiardle] Qo Ja-ds] S4is

<L PFig. 2. Alcoholic cirrhosis. Mi-
“00 cronodular cirrhosis with fatty
9 change and intercellular fibrosis
(H&E = 40).

Table 7. Etiology of cirrhosis in patients less than 10 years of age

(Cascs AgC Sex Etiology HBsAg Anli—HBs
1 2f12 r Congenital biliary atresis - =
2 212 f Choledochal cyst - —
3 212 f Congenital biliary atresis - -
4 412 f Congenital biliary atresis ND MDD
3 612 I Congenital biliary atresis - +
& 712 m Congenital biliary atresis - +
7 4 f Viral Hepatitis type B + -
a8 i f Cryptogenic MDD MDD
9 [ m Secondary to IVC abstruction - -

10 7 f Cryplogenic - —
11 9 m Viral Hepatitis type B + -
12 10 i} Cryptogenic

— +

IVC 5 Inferior Vena Cava
ND o Mot Done
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Fig. 3. Secondary biliary cirtho-
sis with congenital biliary at-
nesia showing septal fibrosis
. with bile duct proliferation and
multinucleated giant liver cell

(H&E = 200).

Fig. 4. Liver cirrhosiz in Wilson®
s disease showing fatty change,
anisonucleosizs, nuclear glyco-
genosis of hepatocyte and a
Mallory body (H&E = 4041,

Table 8 Reasons of open biopsy 232 vo 16l 7ok, Rells 5-4] o] 2] 3k Hgk 7o

Reasons Case = s, gele A Ee dagbe|eion lelle
Shunt operation duc to portal hypertension 3 ?ﬂ'ﬂlfﬂ ﬁt"’-
Hepatoma 16

. 2

Duodenal and gastric ulcer 8 . HFEES IR HES
Pancreas & G—I tract cancer [ HEulel Ao 2 olgh Aslalal 28 A sl
Callbladder stone T huntag Adeelnl 31603 Lol 54 2
Intestinal obstruction 1

=o|gl T 3ol ¢ag4d, 1ol Wilsons, b= 13
foul B9 g glqluale] ghAmZolgln), A EYEe] F
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Table 9, Major complication of cirrhosis according to

e 4

Etiology
UG bleeding Hepatoma
Postnecrotic 14 21
septal 0= o (64%) 19 (84.2%)
2—3 5 (36%) 2 (16.2%)
wodular 02 8 (57%H) 14 [66.7%)
23 b [43%) 7133.3%)
Alcohaolic 3 1
Wilson's disease 1 1
Cry ptogenic 13 4
Total £ 26

HAeE AN Asdn] 1645 2ileled 25 25409
anf 1 & 216 (84%) = A, 1dle 23, 4
o+ HalEdd Szl AAFA AT
Thal 5bFo] FabE 21adloll A R ol Aale] 34
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= Abstract =

Liver Cirrhosis
—Etiological diagnosis and morphological
characteristics of 369 biopsy-proven cases—

Fun Kyung Han, M.D., Chanil Park, M.I.
and Sang In Lee* M.

Depariment of Pathology and Internal Medicine®,
Vonsei University Coliege of Medicine

To pursue a desirable format for the pathologeal

diagnosis of liver cirrhosis, the authors attempted to
classifv 369 biopsy-proven cirrhosis on the basis of
etiology and made effort to find out the morphological
characteristics of each category. About 73% of total
cases were HBsAg seropositive postnecrotic cirrhosis,
Alcholic cirrhosis was the second most frequent type,
although accounted only 6.8%. In about 15%, the
etioclogy was not known. Excluding the congenital
hiliary atresia, chronic biliary obstruction appeared to
be a rare cause of cirrhosis among these biopsied cases.
Of the HBsAg positive postnecrotic cirrhosis, the eAg
seropositive cases tended to be micronodular and to
show a higher necroinflammatory activity, in contrast
to eAp seronegative cases and those complicated by
hepatocellular carcinoma (HCC), suggesting that the
loss of eAg is followed by a decrease of the destructive
activity, active regeneration of hepatocytes and finally
the development of HCC. alcoholic cirrhosis was mi-
cronodular in 64% and revealed histologic evidences of
alcoholic liver disease in most cases. The results in-
dicate that etiological diagnosis can be made in most
cases of cirrthosis by the morphological characteristics
and the precise clinical informations, including those on
the NANB virus and the inborn error of metabolism,
and that the pathological diagnosis should be more
comprehensive, implicating the etiology, the nodular
size and the necroinflammatory activity,

Key Words: Liver cirrhosis, Postnecrotic cirrhosis, Al
coholic cirrhosis, Biliary cirrhosis
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