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yd

Fol=g AR IFE Class A, B, CollM 2] AFE&2S 22 40, 46, 68%

WA GRS QUE AAY & AT ARA AT AP @3 2ol vg 3

MABAA, e Ez AT
M 2 YxAPALg Algsta 1H3
9] #elEd gies &y
UAASE 5 dbeleiAAdzbd, dabd A E, g e] #A, g,
A4 FFHASTEY §HEoL dsig gy gted ZAF S48t
oot THERE At ARzl Saat 3
AW A dlregenerating nodulejo] WM E = A

4o 4
22 waie, el WAyl weh AL A5
Z, 1. 98 ¥ Ny BE

7 a&—mw—o o wany

j.LlHC’“/‘i’* obal u]Fgk Ao ol AAEE

ABLe 10de] Pobg HLOE AR R A
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Table 2. Causes of Liver Cirrhosis

1985 49RE 19939 69717 AAdsn o3t Cause

No. of Patients(%3)

&k Aolite] sk 7}@;]- golss arez 71 e -
Rilliary atresia

14¢35.0)

TAM AE WAl Teivtol s wAM Ama Neonatal hepatitis 13(32.5)
g, BE 253 AL 7 scan, DISIDA scan, W Idiopathic neonatal hepatitis 7(17.5)
TORCH infection 6(15.0)

Table 1. Age and hex Dlstrlbutl(}l’l at Diagnosts Wilson disease 7(17.5)

Agelvears) Male Female '[Uta] Chr‘)_”if active heugtitis B 2( 5_0?

e P Autoimmune chronic active 1025

<1 13 11 ‘A(G0.0) hepatitis

1-5 3 2 5(12.5) Inspissate vile syndrome 10 2.0

6-10 2 4 G3{15,0) Congenital hepatic fibrosis 1023

> 10 3 2 a(12:4} Choledochal cyst 10 2.5

Total 2152.5) 19{475) 40{100.0} Total A00100.0)
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2ol 7AIT 71 Wilson# ol 781(18%) R,
CRFIBRAYel 2A5%) AAAIETHT
FHT, MANTERE, FRedEel 4

ZF 18(3 "/)*—*3 ARXH Table 2}.
3. HEa AANFEIO] BAH

Aol WE BFVFY WAL B, 14 ol

ﬂo}ﬂl*ﬁ‘ 2 gQlo] R AgolFFAAFoAUe
d & 249F g EHA S| 12812 71 ggkT,

*“3°P%’l%‘°l 114, $&2E55To] 1389k 1-54
Atololde g HFo] 2%z, N4olty,
AREWEARES, FETEFel 47 1Y 6-10

Table 3. Causes of Liver Cirrhosis and Age

No. of
Age(y Caus
gelyears) ause Patients
<1 Billary atresia 12
(n=24) Neonatal hepatitis 11
Inspissated bile syndrome 1
1-5 Biliary atresia 2
(n=5) Neonatal hepatitis 1
Congenital hepatic fibrosis 1
Choledochal cyst 1
6-10 Wilson disease 3
(n=6) Neonatal hepatitis 1
Chronic active hepatitis B 1
Autoimmune CAH 1
> 10 Wilson disease 4
(n=5) Chronic active hepatitis B 1
Total 40

Table 4. Clinical Findings at Diagnosis {n=40)

$RA M E A

A Atolol A= Wilson# o] 382 7H 2gm, 4
Aolt, HREFHBENE, AVHHRAE LS
Hgel ZzE 14t 104 ol gl Wilson®d H
o] 42z ¢ gton, HHEEABYNG ! 1
tHTable 3).

4. eya

ALZAl AdM44aF R o] 33#(83%) =
7V wgkon, wg oz} 24(60%)d), el 193,
B4 189, FE59 114, ¥ 44, 94 f27 4
#, TE 2 44 44, EY, 2R £3), 3250
Zz} 1384 ) tHTable 4).

5. gdAaad

DECABI-EERPE Y
o] Bldo] 138e4 UNT,

M2 10gm/dl ol
W 4,000/mm” o8}

Table 5. CBC Findings at Diagnosis (n=40)

CBC findings No. of Patients(%)

Hgb{gm/dl)
< 10 13(32.5)
=10 27(67.5)
WBC(/mm®
< 4,000 3 15)
4000 - 10,000 20(37.5)
= 10,000 17(42.5)
Platelet count(/mm?)
< 150,000 11(27.5)
= 150,000 29(72.5)

‘Table 6-1. Laboratory Findings at Diagnosis (n=40)

Laboratory finding No. of Patients(%4)

Clinical findings No: of Patients(%)

Jaundice 33(83)
Splenomegaly 24(60)
Hepatomegaly 19(48)
Ascites 18(45)
Acholic stool 11(28)
Melena 4(10)
Fatigue 4(10)
Vomiting & Diarrhea 4(10)
Epistaxis 103)
Hematemesis 10 3)
Abdminal mass 13

Bilirubin{mg/dl)
< 40 7(17.5)
4.0 - 100 15(37.5)
=100 18(45.0)
Albumin{gm/dD
< 28 11(275)
28 - 35 12(30.0)
> 35 17(425)
Prothrombin time prolongation
(Sec)
1-4 11(27.5)
4-6 8( 2.0)
> 6 21(52.5)
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Table 6-2. Laboratory Findings at Diagnosis {(n=40)

— 2o} pAAF e YA AT —

Laboratory finding

No. of Patients(%5)

Serum AST(IU/L)

< 30

> 30
Serum ALTIU/L)

< 30

> 30
AST/ALT

<1

1+=2

> 2
NHs(mg/dl)

< 90

> 90

5(12.5)
35(87.3)

5(12.5)
35(875)

3(175)
27(67.5)
10(25.0)

11(275)
29(72.5)

Table 7. Diagnostic Toals (n=40)

Diagnostic tool

No. of Patients(%)

Ultrasonogram
Liver biopsy
DISIDA scan
Esophagogram
Liver scan
Endoscopy

34(85.0)
24(60.0)
20(50.0)
14(35.0)
9(22.5)
8( 2.0

Table 8. Complications (n=40)

Complication

No. of Patients(%)

Portal hypertension

Ascites

Frequent infection

Hypersplenism

Hepatic encephalopathy

Esophageal varices
with bleeding
without bleeding

Hepatorenal sydrome

24(60.0)
18(45.0)
17(425)
16(40.0)
11(27.5)
10(25.0)
6(3.0)
4(10.0)
10 25)

Ao

ol JrzkaZo] 34, gawt 150,000/mm’ ojhe]
HoagarFol 118 %cHTable 5). 7I5HAAA
©2% 84 bilirubin 10.0mg/dl o|4te] zlejFdld
Zo] 18%(45%), albumin 2.8gm/dl ©13t¢] A &H-
wigZe] 11#(27.5%), prothrombin A}7ke] 50%°]
&2 Adg fPohs 2181(525%), ALTS AST7H
30 IU/L ooz Z7hg ol 35:#H(87.6%)AH
(Table 6-1, 2).

6. TEHdHE

qAFA AN d L 7 AL oldel o]
g G wgoz HH 2o} 3464 AlE
93, =AZAE 248, DISIDA scano| 208,
AEzde 143, liver scan 93, WABRAA 83l
oA A= AcK Table 7).

7. B8E
FYFe NEULFUF] 24(60%)F 7HE B
%3, theoz B4 18d(d5%), vEd HEF| 17

#l(425%), AA715E8AF 168(40%), THAEST 11
A(28%), AEAWE 10ah(25%), ZHAFFFo] 13
(25%)14 SAATH Table 8).

8. X2 X ol¥

Modified Child-Tutcotte®57l 9% 432 »
9 class A7} 58lE AlRe ol ddled, B&ES
Folzt 33, FH@E E75HAY Fobrt 2HNU
t}. class BE 1382 Alwgl golz) 33, AFS §
ol7b 7dl, A @] Brissgd Folrt 3AdAth

class C& 222 AHd Zlols} 68, AET Boprt
78, 32 FFo| BrlssiAd oyt 9wt A4
Moz Hu 402¢ BolF 927t Abdated APEELS
22.5% % TH Table 9).

Table 9. Qutcome of Patients with Liver Cirrhosis according to Modified Child-Turcotte Criteria® (n=40)

Grade No. of Pts(%) Died Survived Unknown
Child’s A 5(12.5) 0 3 2
Child’s B 13(32.5) 3 7 3
Child's C 22(55.0) 6 7 9
Total 40¢100.0) 9(22.5) 17(425) 14(35.0)

¥ According to Pugh RNH et al(Brit ] Surg 60:646, 1973}
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A Clinical Study on the Liver Cirrhosis in Children:
Review of 40 Cases

Je Woo Kim, M.D)., Ki Sup Chung, M.D. and Chan Il Park, M.D.

Department of Pediatrics, Pathology', Yonsei University College of Medicine, Seoul, Korea

Purpose : Liver cirthosis is relatively uncommon disease in childhood, but the overall

prevalence rate and etiology of the liver cirrhosis in children were uncertain in Korea.

This clinical study was undertaken to help pediatricians manage the patients

properly

by investigating the etiology, clinical findings and the outcome on 40 pediatric patients

with liver cirrhosis.
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Methods : This study was conducted on 40 patients with liver cirrhosis who were
admitted to Department of Pediatrics, Yonsei University College Medicine from April,
1985 to June, 1993 using various diagnostic methods including liver function tests,
various hematologic or serologic tests, hepatitis viral markers, esophagogram, ultraso-
nogram, DISIDA SCAN, endoscopy, percutaneous liver biopsy with pathologic
examinations.

Results :

1} The age of 40 patients ranged from 2 menth to 15 vears and male to female ratio
was LI:1

2) The most common underlying cause was extrahepatic biliary atresia with 14
cases(35%), and others included neonatal hepatitis in 13(33%), Wilson disease in 7(18%),
chronic active hepatitis B in 2(3%), and autoimmune chronic active hepatitis, inspissated
bile syndrome, congenital hepatic fibrosis, choledochal cyst in 1 case{3%) respectively.

3) Neonatal cholestasis was the main cause up to 5 years of age. But Wilson
disease, chronic active hepatitis B, autoimmune chronic active hepatitis were main
causes over S vears of age.

4) The most common clinical finding was jaundice with 33 cases(83%), and others
included splenomegaly in 24, hepatomegaly in 19, ascites in 18 acholic stool in 11, and
melena, fatigue, vomiting and diarrhea in 4 cases respectively.

5) Laboratry findings included anemia in 13, leukopenia in 3, thrombocytopenia in 11,
hyperbilirubinemia with total bilirubin above 10.0mg/dl in 18 hypoalbuminemia in 11,
prolonged prothrombin time in 21, elevated ALT and AST in 35 cases.

6) The most common complication was portal hypertension with 24 cases(6026), and
others included ascites in 18(45%), recurrent infection in 17(42.5%), hypersplenism in
16{40%), hepatic encephalopathy in 11(28%), esophageal varices in 10Q(25%), hepatorenal
syndrome in 1 case(2.5%).

7} The patients in this study were clssified as class A in 5, B in 13, C in 22 by
modified Child-Turcotte~-Pugh classificaton. Twenty six of 40 casess were able to
follow up and the mortality rate were 0% in class A, 23% in B, 27% in C. The overall
mortality was 22.5%.

Conclusions : These results suggest that the main underlying cause of liver cirr-
hosis in infants and preschool age children was neonatal cholestasis, but main causes
inschool age children were Wilson disease, chronic active hepatitis B and autoimmune
chronic active hepatitis. It is considered that continuing research works should be
needed to find the epidemiologic and clinical features of liver cirrhosis in children in
Korea.
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