cigredelat & =) Al 253 A5 & 1991
Korean J. Pathol., Vol. 25(5): 446-456

. Aol gred st ARA A gEAHFY 2H A
2 HejAIZY AT

aldcldE o)speft walgta sl W topatm AT

Mes  Hes - 3D - oY - e

Neonatal Hepatitis and Extrahepatic Biliary Atresia;
A Comparison by Scoring the Histologieal Parameters
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Neonatal hepatitisiNH) and congenital extrahepatic biliary atresia(BA) are two major causes
of necnatal cholestasis. The method of therapeutic trials for each disease is essentially differ-
ent, Nonetheless it is very difficult to differentiate these diseases histologically, since most of
the hepatic changes are mutual in both of them. This study is to aimed to find out major dif-
ferences between the two by scoring various histological parameters. A total of 63 consecutive
liver biopsies taken from 54 patients with suggested NH and BA were examined by applying
morphometric scoring system. The detailed clinical histories, laboratory data including serolo-
gy for HBsAg and TORCH infection and radiologic and operative findings were reviewed.
Among 54 patients, 27 were diagnosed as NH and 20 as BA. In two cases, features of both dis-
eases were coexistent. The pathological diagnosis was not compatible with the final diagnosis
in 5 cazes(10.7%). In all of these 5 cases, biopsy had been performed at the age of one to two
months. The seropositivity for TORCH was 59.3%(16/27) in NH, but 25.0%(5/20) in BA. Serum
AST, ALT and alpha-fetoprotein values were higher in NH, and total bilirubin in BA. Of vari-
ous histological parameters, scores of portal fibrosis, bile duct and ductular proliferation and
hile thrombi were much higher in BA, and at the age of less than 2 months, extramedullary
hemopoiesistEMH) was found much more frequently in NH. Giant cell transformation of
hepatocytes(GCT) was more commonly observed in NH. The numbers of GCT and EMH were
particulary plentiful when the patients’ sera were positive for HBsAg or TORCH. These
results indicate that portal fibrosis, biliary proliferation and bile thrombi are the three major
histologic features of BA, and therefore erroneous histological diagnosis may ensue when
scores of those features are low as in some early BA.
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1) 78 HE: §fo}5e] #g Y4rRer B
B chEah gh ALgHE Zabspelc), Als) Fole| o,
A, 4 % F49 )5k 249, 54 aspar-
tate aminotransferase(AST), alanine amino-
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4, TORCH % B# 7t 39 Hazs 58
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2 5492 she] of ] Ao} Fhdew HE A<
5l o7} 27+, A M4 Zhelgh u| HFo] 204, A4}
Zhedzh AN e s]se] P A4rt 24 4
oo, 1 2e o ZRog A= 2gk A5} 2
o, wlutd wjAwWAd AlFe] 1+, choledochal
cyst® algh geasfy AwWFe) 1o, Thliste 84
W-aigo] 144k (Table 1).

whde] Auls 1:0.758 Akl 2k2F geker iy
Bel e A% 1AL 3HYA elel A=l
= alghajole] fele] ape) FalahA] fdobet. UH
o] 50 el4tal Felrl Ballgldl o F 4= A1
o} zhe, 24l A3A GrdAFesn zchsgich
Ao} Zhder kgl 274 F 8ol WF 38F ©]
sl2] ooty GrdHEe] Afele 2040 F 34
7} vl selich

2. Z3|aty oo HFIED] ol

We|da gzt aFAche] W22 wsld s

% gela etz eAEFE TF 10T%H2H,
O 3 4ol Aldge} ke galsl AHH drdAH
Zolgla ldl: grdsse s 2315 414e} el
g}, 9A1§ S5 25 AF 1~27del ddE A
#& gl o Ee9dck(Table 2).

3, Ao} ZHyn MY S =M ot
f&uy HBsAg ¥ TORCH sigzite] 248

Ao} zheds) 734 TORCH #abell okl ghe}

Table 2. Comparizon between pathological diagnosis
and final diagnosis

Pathological Age Final diagnosis
diagnosis (days) NH BA
NH 1- 2 3 1
31~ 60 1 3
61~ 90 6 0
gl~120 1 0
=120 4 0
Subtotal 26 4

BA 1~ 30 0 3
31~ 60 1 5
6l~ 90 1] 4
9] ~120 0 2
=120 0 2
Subtotal l 16
Total 27 20

NH; neonatal hepatitis  BA: biliary atresia

Table 1, Age distriution of patients according to final diagnosis

Age of patientsidays)

Final : —
diagnosis <30 31~60 61~90 9] ~120 =121 Tatal
NH 5 11 6 1 4 27
BA 4 8 4 2 2 20
NH-+BA 0 1 1] 0 1 2
Others 0 4 1] 0 | 5
Total 9 24 10 3 8 54

NH; neonatal hepatitis BA; biliary atresia
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b 1691(59.3%), HBsAg <b4dal fholz} 24(7.4%)
deov], TORCHZ =4 A4 E upo]ajs IgMey

Table 3. Number of patients with serum HBsAg and
TORCH makers

Markers NHin=27) BA(n=20) Tut;]{%}

1

L=1]

Cytomegalovirus 1
Herpes simplex virus
Toxoplasmosis

HBs Ag

VDRL

T+R+H

R+C

'
1
1
2
2
0

l—ll—ll:ll—-ﬂqj-w
— = B3 G e

0

Total(%) 18(66.7) 6(30.0) 24(5L1)

NH; neonatal hepatitis BA; biliary atresia
T+R+H; toxoplasmesis + rubella + herpes
R+C; rubella + cytomegalovirus

Fdal A5 1242 sl bl MM Dy
el 4 547 TORCH #alel] skadube.s welo)
(Table 3).

4. dldol 2N MEY HEHS ole 7t
ZIE HALZ|

T S 2R b 215 3AlAe] elabade udo
o, 2t &% W 53§ 29 Table 48 v}, €3
AST 5 ALT =7} 200 IU/L e]4te]#} AFP #
7t 10,000 ng/ml ¢]4Fal =& Alae} shedola] ghal
24 F UeF A7t 10 me/dl =]4del €= aAa
SEH el A gelc)

o. ol 2fg HejASes =xXya ety
&4

2] dFEH(Fig. 1)= 414¢} rads] H39 85
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Table 4. Comparison of laboratory data between neonatal hepatitis and biliary atresia

===—,=._=

NH(n=27) BA(n=20)
No, of patients % No. of patients %
AST(IU/L)
= 100 4 14.8 7 35.0
100~200 11 40.8 11 55.0
= 200 12 dd.4 2 10.0
ALTIIU/L)
= 100 J{4] 7.0 12 G0.0
100200 8 29.7 i 30.0
= 200 g 333 2 10.0
AFPing/ml)
= 1000 . 3 11.1 12 60.0
1000~ 10000 f 222 4 20.0
= 10000 18 66,7 4 20,0
TBimg/dL)
25 B 2232 4 20.0
5~10 16 593 8 40.0
= 10 5 185 8 40.0

AST; aspartate aminotransferase
ALT; alanine aminotransferase
AFT; alpha-fetoprotein

TB: total bilirubin
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Fig. 1. Congenital extrahe-
patic biliary atresia showing
severe portal fibrous widening
resulting in septa formation

Table 5. Morphometric & histological analysis by scoring system according to patients'age(l)

— — e
== — —— —

Histologic 1~30 31~60 61 ~90 a9l ~120 = 120(days) Total

parameters NH/BA NH/BA NH/BA NH/BA NH/BA NH/BA
Portal fibrosis 8.4/15.0 6.7/145 7.9/ 20 5.0/20.0 10.0/17.5 8.5/16.5
PH fibrosis 6.7/ 2.0 4.2/ 30 5.0/0 0/ 5.0 10,0/ 5.0 57728
Ductal prolif. 7.5/24.0 6.3/18.0 6.6/18.8 5.0/17.5 BE/1B2 6.9/19.3
Tubular transform. 3.3/ 2.0 3.3/0 L7/ 25 0/ 5.0 50/ 25 3216
Cholestasis

Canaliculi 25/ 70 4.6/ 80 1.7/ 8.0 5.0/15.0 25/144 3.3/ 91
Hepatocyte 50/ 7.0 54/ 7.5 5.0/12.5 50/12.5 7.5/ 6.7 5.6/ 8.9
Bile thromin 0/ 4.0 0 /30 0/ 5.0 0/10.0 0/ 75 0/ 4.8

NH: neonatal hepatitis  BAS biliary atresia transform.; transformation

prolif; proliferation  PH. perihepatocellular
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Fig. 2. Congenital extrahe-
patic biliary atresia showing
severe hile ductal and duc-
tular proliferation in the por-
tal tract.

Fig. 3. Extrahepatic bhiliary
atresia showing bile thrombi
and bile lake in the periportal
drea.

=7b w2 %S waivh(Table 5). 5 oA wydd Mo sk AHoHE e
A H 248, T4 28 9 AE 2 44 el Fgell M= 3708 o el =2 FAE Hal u

o} kgl e mroh 2 HeE JeblslEd (Fig 4) H, B F2] Hiele AR 27 o Fd He

o] fulsle A ae)d Hal 52 Foe = b sk,

@eo|glct(Table 6). e} F AJZ} F53] =42 dFAES Ya(Fig. 5)2 F Aol vl=g 3
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"
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Fig. 4 Neonatal hepatitis
showing freguent giant cell
transformation, extramedul-
lary hematopoiesis and hepa-
tocellular swelling.

Table 6. Morphometric & histological analysis by scoring system according to patients'age(2)

Histologic I -~-30 31 ~6 61~080 91120 =120idays) Total
parameters NH/BA NH/BA NH/BA NH/BA NH/BA NH/BA
GCT 12.7/4.6 12.2/9.3 12.0/9.5 5.0/13 6.8/6.0 11.2/84
EMH 145/4.4 9.8/4.0 7.3/7.0 1.0/ 0.5 1.5/0.8 8.6/3.6
Hydropic swelling 2.0/3.0 4.6/5.5 T.5/2.5 5.0/ 5.0 3.8/2.5 5.4/4.1
HC necrosis 5.0/4.0 6.3/1.0 5.0/2.5 5.0,/10,0 5.0/2.5 5.5/3.0
Inflammation

Portal 5.0/7.0 8.6/7.5 6.7/7.5 2.0/ 7.5 8.5/8.8 T4/7.7
Sinusoidal 50/5.0 75/7.5

5.4/5.0 10.0/ 2.5 6.3/3.8 7.2/0.5

MNH: neonatal hepatitis BA: biliary atresia
GCT; giant cell transformation

EMH; extramedullary hemopoiesis

HC: hepatocellular

dovt TR FFAES &+ IAY o)F9
Ao} ey F o 2 ATeldlow, 53 4%
17081, 270 ell= 7 Asake] zo)z) gledot 3744
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*2| AwAEr} Fadle] F FAY 72 ze)r} @A
#gict.

6. @8y TORCH % HBsAg 24dE3 Aoy
MEHS Y ST 52 va

#7}2] ¥3o] HBsAg ¥ TORCHZ ol- ¢ 7}
Aets 4]l F3 BE 44 FoB o § A
gl AU AEAR B5o) 2@ PHE ulas
¥ AT} F A BFd4 4]l #9) $27k g4
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Table 7. '::nﬁ‘mﬂrisnn of GCT and EMH according to

the serologic data
HB= Ag or TORCH
Positive Negative Total
GCT NH 13.46 B.BG 1116
EA Q.12 7.82 8.42
EMH NH 10.05 6.85 B.55
BA 4.37 277 3.57

TORCH; toxoplasmosis, rubella, cytomegalovirus,
herpes and others

GCT: giant cell transformation

EMH: extramedullary hemopoiesis

NH: neonatal hepatitis

BA; baliary atresia

a it wabeH(Table 7).
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Fig. 5. Neonatal hepatitis
% showing portal widening due
;, to severe inflammatory infil-
§ tration. '
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