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Table 1. Materials:liver cirrhosis

Years Liver Biopsy - Cirrhosis (96)
1981 273 42(15.4)
1982 356 63(17.7)
1983 169 20(17.2)
1984 78 13(16.7)
1985. 6 71 15(21.1)
Total 951 162(17.0)

blue2] # <4 Shikata?] Orceing 422 Jkd B

virus 3H91-& FAdab gt -

2) AT 2y

HEfSE W A44d AH2] Ard =2 23
A 4 (micronodular) (2§ 1), of 244 (macronodu-
lar) (& 2) 9 E£44 44 (mixed micro-and mac-

ronodular) 0.2 Tt A4 AR 2
A% A Lol 4E A7l of 3m, 223 A
47 BRol 4t A4 a0 2717 Aol Hol

Fig. 1. Micronodular cirrhosis. Nodules are of no-
mal lobular size or smaller. (Reticulin, *

. 2. Hlu:lﬂr cirhusis. Hules H.I'W'l:" -
defined and contain many effierent veins (Re-
ticulin, > 100).

Fig. 3. Mixed micro-and macro-nodular cirrhosis.
Nodules vary in size. (Reticulin, > 100}

4 ddz THEIT o Fo] AT AF EFA
AHo e FHRsbslck (29 3). sicbse] AdTE
o]l FF T ol & 3ol FalsiAal, EEA A
44 Aale] Zeofsl 277 TR $12] o=
el & Febal e e S E A A (rregular
nodular) ZHFo2 2Fatach

100)
Table 2. Morphological markers and etiology of cirrhosis

Etiology Fat Cholestasis  Iron Copper  Acido-  Xanthe- PAS PAS  Mallory's CGround-
philic matous  positive  negative  hyalin glazs
bodies  change  globules  globules hepatocytes

Viral hepatitis — — - — + - - — — +

Alcoholism + + + - + - — T + -

Primary B + - + . + . _ + -

biliary cirrhosis

Secondary B + . 4 - + - . + B

biliary cirrhosis

—usually absent; +may be present; +usually present.
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MY Ao vebvbs Es2 4 Aubd Ha) o &l EL 7 o)4be] okl Agol, s
orcein 4 kAR, AF4 Axe g Yrol T A4b daje] ebE gk b LS 2 A Ea] ofy
AT A ok, dake F4 5 L4 4 & oo 2 AFHE el
HE: EdE AEFY Y43 LFE Axsgcl Rk TE A 2F Woldle ghalsse) Yelog
(& 2)*

o W AEFe] Hejeks] L5 olat AL E
A# 2] 3 162 +12] 4t W a)E B F|e] 24}
F5 waEge 4 Gl 2F5R(E2 F
o LSS, 2572 3 g 55 F4Eln,
7k 715 A4 A=A 7ed B virus 42 (marker)
o k4 o 5F Zalsbsdch Ak B virus B4 2b
cf g el 4 ubsleded 24y (radioimmuncassay)
2% A4sglch shE4 DAY o s Fyshen Y
Ak £Ale® 2y oj4 F 33 o4 FFF 4
Ho| glejol sla, g B virus E4A7 25 & . \
Yola, =¥l £ H4t5 ALR AAYs) Fig. 5. Alcoholic cirrhosis. Regenerating nodules

, - . contain swollen liver cells with fat cysts,
At 2l F4 AMFE 2 Bvirus B4z} F (H & E, %100)

Fig. 4. Posthepatitic cirrhosis. Regenerating nodu- Fig. 6.

Secondary biliary cirrhosis with congenital
les are of varving size. There is heavy in- biliary atresia. Nodules are incompletely
filtrate of the fibrous septa withpiecemeal formed and irregular in shape and size.
necrosis. (H & E, % 100) (H & E, = 100)

Table 3. Morphologic and etoiogic tvpes of liver cirrhosis

Type Micronodular Mixed Macronodular Irreg'u-la_r Total f%}=
Post-hepatitic 37 48 34 1 120 (74. 1)
Alcoholic g 2 0 0 11{ 6. 8)
Secondary biliary

Congential atresia 1 0 ] 4 5(3.1)
Large duct obstruction 1 2 4 1 8( 4.9)
Parasitic 0 A 2 2 6( 3.7}
Unknown 0 2 10 0 12( 7.4)
Total (%) 48 (29, 8) a6 (34, 6) 50(30. 9) Bi4.9) 162 ( 100 )
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Table 4. Diagnostic methods in liver cirrhosis

e

— — =

Cirrhosis Bocth Aoohal _Eemndar:.r Biliary

fiti:tﬂ— coholic Congenital Large duct  Parasitic Unknown  Total (%)

Biopsy atresia abstruction
Needle 105 11 0 2 0 123175, 9)
Wedge 14 0 5 5 i} T 37(22.9)
Lobectomy 1 0 0 1 0 1] 20 L2)
Total 120 11 o B B 12 162 (100)

(%) (74. 1) (6. 8) (3. 1) (4.9) (3.7} (7. 4)
Table 5. Age distribution of patient with cirrhosis
Type Po Secondary Biliary

St_ ) Aleoholic  Congenital Large duct Parasitic  Unknown Total (%)

Age Hepatitic atresia  obst ruction
0 - 10 1 0 ) 0 0 2 B (4.9
11 = 20 3 1 0 0 0 0 4 ( 2.5)
21 - 30 20 1 0 1 0 3 22(13.6)
31 — 40 39 2 0 1 0 3 451(27. 8)
41 — 50 33 4 0 1 ] 4 41(25. 3)
51 — 60 17 2 0 3 | 4 30 (18.5)
1 = 70 i} 1 0 1 1] 0 8(4.9)
71 = 80 1 0 0 1 2 0 41 2.5
Total (%5)  120074.1)  1116.8) 5(3.1) 8(4.9) 6(3.7) 12(7.4)  162{ 100)
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= Abstract =

Morphologic and Etiologic Classification of
Liver Cirrhosis in Korean

Keum JS,M.D., Kong K, M.D., Hong EK, M.D.,
Ko YH, M.D., Park CK, M.D., Park MH, M.D.,
Kim CM, M.D. and Lee JD. M.D.

Department of Pathology,
Hanyang University School of Medicine

Of 851 consecutive cases of liver biopsies reviewed,

162 cases were satished with criteria of liver cirrhosis,
Clinical records of the cirrhosis patients were summa-
rized, and morphologic as well as etiologic classifica-
tions on liver cirrhosis were attempted. The morpho-
logic and etiologic patterns characteristics in Korean

were discussed in details.

The following were results obtained:

1) Posthepatitic cirrhosis was the most prevalent
type in Korean classified as 120 cases of 162 cirrhosis
patients (74.1%). Their morphologic types consisted
of micronodular (37 cases), mixed micro-and macro-
nodular (48 cases), and macronodular (34 cases)
cirrhosis.

2) Alcoholic cirrhosis was presented as 11 cases of
162 cirrhosis (6.8% ), and micronodular was the pre-
dominant type (9 cases) in alcoholic cirrhosis,

3) Secondary biliary cirrhosis due to congenital
biliary atresia was presented in 5 children. The large
duct obstruction with secondary biliary cirrhosis oceur-
red in 14 cases. Causes of the large duct obstruction
in adults were biliary stones, clonorchiasis and inflam-
matory fibrosis of the bile ducts.

4) Cirrhosis of unpredictable etiology was noted in
12 cases, of which 10 cases were classified as macro-
nodular cirhosis,

5) Patients with posthepatitic and alcoholic cirrho-
sis were diagnosed rn-ainl-,r on needle biopsy materials
while those with secondary biliary cirrhosis were
confirmed on the wedge biopsy tissues obtained during
a laparotomy.
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