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gka-2.4 713l $Halcoholic liver disease, ALD) o]z}
ub4d = el eba g st fdaldle] 2eH e Ades
A 3] o g odng mf o] flgle] gld wE wt
Fict, ubd 252 Felle ALD2 47 dH gl A
F-7F ot & He|u gl Fel wal gl e} g4 vl
w2 gty g okdel Aoz} gleHEtNoE n|Fe
ALDg] bl f3 2 4gle] g 2o 3 Falglnd
A2 k2l delE)s BhesE4 ghado] 34 S
af £ opH| E ot # = g o] Folrt 2 EAE el
+ T4 A& ASE R glS 8 oldzl HLA BS,
B13 =l B40-E 72l Abgtell ALD7} o b sl ghos o
A lep e 22y gl fell A= 19694 o] & ALD #1
A FxhEla gl gl M e e ghRE F o
2ake] Frhel el 22 5dEel ALDE FobE
st o, A4S drke] 50% oA ‘“—Jﬂ%

2 2ot o ¢2E4 Aulbe] gAlglchs 2o F
o & viFo] ¥ o 530 554 (A 4H A=)
o] ALD2] Wdfia] - o =233 okag AAY 7l54
£ vich, =3 g4 ALD7} #2it] 712 BE vie]
#l24] 7 $HHBV-LD) o mhele 2 ALDS| 94wl
At S So] S5 2l ¥ s o] vebste] slE
g ale

ALD<] £3 2+ 2aghy 2748 aluhd 4],
A Mallory=£# 2 A n]|ER =)o 24, =
zpekz]ap#  atchzlyglaled (terminal hepatic venule,

*EoeFe aa)e 1987 o gk ol wbsl ) Al 3 o
& Hi..g_ 51-:;1_':-_

*ef ool i 1988 5 o dchEtm o) ol il me odgu] &
ol HE,

THV) F4 4f38 o 7H4 2 Fu Jfspe-™, 28
S Agaw] o Ay HAdFe g o] Fe] &
ez FHEe Mol ALDS| oi-ite] 2%
gid, dxi4d 2 W A Fe SelxlgP! 9l
o B o B I S A R e B e o e e
FEaAE Heol: 79l siep® Edmondson %
Peters*'»} ALD2] § 555 f¥ o2 7|=3 9b4H
4 z=apek A3 chronic sclerosing hyaline disease,
CSHD) 2 +2 o Fuiuishs el 49 gh4d g
w4 alz g4 74 (chronic active alcoholic hepati-
tis, CAAH)***e] of 7]of] F3h5] ZHoz A2t g}
oMo uh4 d2E4H el B3 FlEE ¢ 9
cjznasl ojef - oM FFqlellH PAE= ALD
o] oe]gls ofkAE AEEe] Ml 2T ojmE
zte] 7} 9le AEF FES2 2e{d 2759 HAckd 7}
ol o ale] Al ghef,

AT WE ¥ WY

o 72 5 19854128 19884 7] b 45k ol 4
dfgha o) apofj el wlefehad 2} 1987 E] 1988y 7} A
ab 23 Fat Yo doiel ettt 2)=ld 2147
AT obdEF AYEF G 45gm o4, 15 5
o o], 2 2d o|abe] 2l 173« 2] #Atz e 4
i =2 g g

A7 cka] gzpdale] AST o) ALT 2| 2} l[Bsﬁg”&"é
AN AR fape] Y47 E& EdlE 5 4
Falgel, £F4] A felE 15E 42E 45gm, A
2l 1EF 144 gm, W5+ 19 (640 ml) & 25.6 gme
2 3] gl n, 1596 5 =l gl 233 7L

ol YYLFex5/7 Ex 6/722 3l 1Y HF &
Taka Akt
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—ubabel o] 49l §FQ YR FA Y] 2aAlwHE b

A= g w5 slelg] =+ plastic resine 2 ¥
vt 55 ke A 505 FH AL 53 o
SAHE ahEeld o5 T2 d4E saleh 44
ql Z2 &b HELE 87| 94 hemoatoxylin-eosin %4
4, e ol ke afddaEE 27 81§ Mas
son's trichrome 94, 7ZH4E ] B zhddhlE &
7] 91% Victoria bluedd, ARAxg w7 4
prussian blue &4, 225 k4|2 ] elal-1-ghE 4]
2 ¥ 7| 93 diastase-periodic acid Schiff 44 4|
Halglon], 2o oo weld= periodic acid
Schiff g4 ) reticulin 9-4-% F7}sjedc),

1. &2 ALDE 37

Fhzae] 2o 44 #abHAE 1+ (25% »)qt
2] zhH| Eof] z|ubdiAde] 20 of ) e 4+ (75% o] 22
P 2ol Alupw o] ol S ) 2, oo Ao 2y
A2 Brunelliz'®s| vpe}t 0~35F2s vira, £
w4, T4 T4 99T A& Mallory 4
A, Al v|E2cje} ol ARalate] gl off 2t 144
% Hodle] 3 123 F 33 o|4sl A5l ALDe] =
gty 277 9le Aoz JFsldd, ol4E Ed 2
1730 & # 48l ALD=} 9=, ALD2} HBV-LD=}
g alesl, ALDe] 47e] gle slez Jr o
ALDe| F7 7} gt ol 58 A 232 Moo o=} £57
Ehgiel,

2. ALD2| =3#x ¢ 3 3 32

ALDS nid zubel4, glagd ke ol apdd ALD
E 2FEslon, 9ty ALD § £F4¥sh 2l £
HFEA Y = T g oA 344 (confluent) §
2 At e g AL A4 EH PAde] A
2 gl A58 CSHD*®ela dfa, 4537t 2 54
o Fio] Zal|s]e] piecemeal ] ALe} Tha] L 2 Hof 2]
gl dstAgl Ao gA4sE H5F CAAH®e} A
o] gledct, CSHD, CAAH % 7w EE &4 v
Al a4 ALDedlE2) 353 2 sid= THV S 4
HEAN T EE Feide dAF a4t o
g 2L etz=a4 4Af3Halcoholic fibrosis, AF) 2}
shgich, RubH g THYV $£41 A48 47 0] ghabs]ad
A d3e4 749, CSHD, CAAH o g4 7h7wl
ZFo| obd 74 zuhdd 5] THVES 448 57

yrh o xubdade g she o dhde]wd AFR A3
At

ol4be] wiwle 2 Widl ALDS| =283 f3ef of
e} 3hale] ovd, ®A) AST @l ALT, S50, 5=
2 &3 el sle] SHulEES vm 45l

& e

T Alddely ghdSSAE 173+ F A
HusAge| sk4delaln] fhale 57 (33.0%)3l2H, =
Z golls A g o2 ALDSY £47E BET 1700
A& ALDgE HBV-LD2| 44| v 5 sat=glc), &
A4 HBsAge| o419l 22} 1169 Fel A= 9147} ALD
2 AL ¥ Aoz ALDE ztx g+ =
B 117 glew, ol ubdEF= A2 67.6%¢]
s tslsleH Fig. 1), 4 HBsAg <343l 8215 314
st f4del FalF 25¢-F FHaF 56+ (32.4%)+ ALD
score?} 24 o|Fled Ay ALDZ} obd #loz H5=]gic

1. ALD2| Z=&5 7

43 HBsAg S4elmdH ALDe| £sbgtd 91 Sl
£ Aupd o] 220, YaE4 el CSHDZ} 7t 9od]
4 CAAHZ} 134, AF7} 184, t-g4 FhwiFo|
2005 om, #4 HBsAg 94 eo|sA ALD £75 ¥
Al 9o Felle A4 gell, S2E4 T 1o o
CSHD 3eil 7} glglc), whebd 4§ ALDE 25 100
oo 2 F AulwAfe] 26%, LA-EFA4 7hdeo] 10%,
CSHD=} 12%, CAAH~ZI 13%, AF7} 19%, ZFA4F
o] 20% % o} Table 1), ALD®} HBV-LDg] £7io] 4
A gl 7tz ik E 11T F AbAdo] 286,

173 Alcohaolics

116 HBsAg — (67.0%) 57 HBsAg + (33.0%)

ALD pl
25 Nan-ALD 81 ALD 9 ALD 17  jgeilp 31 Non-

\\/ ALD
100 pure ALD (67.8%)

ALDc ors
117 HEV-LD (67.6%)

Fig. 1. Serum HBsAg status and liver pathology of 173

chronic alcoholics.
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Table 1. Histological pattern of ALD

P ALD with
e ik ALD plus HBV-LD Total (%)
HBsAg — HBsAg +
Faity change 22 4 2 28 ( 23.9)
Alcoholic hepatitis 9 1 0 10 &.5)
CSHD 9 3 0 12 10.3)
CAAH 13 0 0 131 11.1)
Alcoholic fibrosis 18 1 3 27 23.1)
Alcohole cirrhosis 20 0 7 270 23.1)
Total 91 9 17 117 (100.0)

—

ALD : Alcoholic liver disease, LD @ Liver diseaes, CSHD : Chronic sclerosing hyalinedisease, CAAH : Chronic active

alcoholic hepatitis

Table 2, Age and serum AST/ALT of patients according to histopathological pattern of ALD

Mo. of cases Age of patients Eg_sre ;_WATT :;?;ﬁ'&g
Fatty change 22 42,9+ 3.22 B[ 36.4) 5{22.7)
Alcoholic hepatitis 9 398+ 992 9 {100.0) 7(77.8)
CSHD 9 491 £11.72 9 (100.0) 3(33.3)
CAAH 13 473+ 975 9 69.2) 7(53.8)
Alcoholic fibrosis 18 45.2 £ 8.30 6| 33.3) 1{ 5.6)
Alcoholic cirrhosis 20 46.5 = 9.23 11{ 55.0) 5 (25.0)
ALD in HBsAg + pts 9 371 ¢ 558 2( 22.2) 1{11.1)
ALD plus HBV-LD 17 37.5 £ 9.27 5{ 29.4) 4(23.5)
Total 117 43.5 £ 9.86 59 ( 50.4) 33 (28.2)

ALD : Alcoholic liver disease,
active alcoholic hepatitis, (

LD : Liver disease,
) : Percent

AFs} kg o] 7k 27all o 2 Hag) 70,.1%5 27

staleni, w|HH4 458ke] 478 ¥els CSHD,

CAAH % AF2| §417} Aalle] 44.5% 5 == shgch,
ALDs} HBV-LD2] 470 gt 2leded 1700 285
ALD2| o552 AF(8c) 2} zb7d w3 (Tel) o) el e},

2. ALD gxje| ¢H=dnl @3 AST 9 ALTH

ALD @b #sle] 9 od=de 43 5490k €A
HBsAg <43l ALD #abe| sl odede 37 44084
HBsAg &4 ALD #=}2] 45, 14] 2} o 84 7}k o
Went A=l 2] glzlcl, ALDe] 2alebd fy
e vl A4 a g Al A okt He
Bt AddE Lgov 94 EAFezE 2or) gl

CSHD : Chronic sclersoing hyaline disease, CAAH : Chronic

e},

ALD 1174 F 59o] (50.5%) 4= 3 AST#)
ALT2 ¥} zabo}, o|s} o] AST?} ALTH ¥}
¥ 2ol HBsAg <34 ALD#2| 7 §-oli= 26.9%3lvi]
H|Elo] HBsAg &4 ALD2] #$ollx= 57.1% %} &
& sbag4 el CSHDAlel|= #dlo4 AST7}
ALTZ| ¥ Feken] CAAHS) 7b7dwi el 4 o #br}
69.2% = 55.0%7} L&l dlslcH Table 2),

d. ALD #x2| S58

ALD Za}e] o 2ak 24 45emye Ha 720
gm7tA gled, 57212 2d ~40del] el 3Hate
FHT%] 4 115ke, 23 4468 kg, =T 905 kge|
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Tahle 3. Amount and duration of alcohol consumption in various ALL

Daily intake (gm) Duration (year) Total (kg)

Fange Mean Range Mean Range Mean
Fatty change 65 - 180 112 2-25 12.6 115 — 1643 049
Alcoholic hepatitis 45 — 144 107 2.5 -17 7.8 117 —= 875 360
CSHD o0 — 720 213 6 — 40 20.5 296 — 4468 1587
CAAH o0 — 360 153 3 — 135 21.6 208 — 1314 806
Alcoholic fibrosis 90 — 180 117 5 — 35 22.7 186 — 1971 1016
Alcoholic cirrhosis 51 —-1315 155 5—40 19.3 169 — 2365 934
ALD plus HBV-LD 45 — 288 136 3 — 30 13.5 164 — 1314 580
Subtotal 45 — 720 143 2— 40 17.4 115 — 4468 905
MNon-ALD ¢ HBsAg 45 — 280 145 5—125 10.1 B2 —1232 475
Mon-ALD's HBsAg 45 — 630 182 2 — 40 19,0 131 — 5256 1401
Total 45 — T20 149 2—40 16.3 B2 — 5256 913

ALD : Alcoholic liver disease, LD : Liver disease, CSHD : Chronic sclerosing hyaline disease, CAAH : Chronic active

alcoholic hepatitis

2ict, =283 f3d=s 29 (Table 3) ¢844 7y
ghate] $3Fgke] 44t 360 kgoz 7k 2 x CSHD
Gatol| M= B 1687 kg2 7} viebch, AF dlaloi]
M FETe] S 1016 kg 24 ke =283 o
ol 4 sl o]4ke] me FFHYE Mglod,
ALD#} HBV-LDz} gt gl 7 f-oll= o 580 kge
2 vlmE =g Hel algic) vz HE &
2l whA &2l 4 5 3 HBsAg 3443 759 $2
TeFaTskg) o] S4dal 45 (1491 kg Bc} s 2
o},

4. ZE ALDM TEE= MY ==8E wnE

2| gEyls

ALDAJoll £8] abs) = haodH 83 4158 o9 ]
afons Hupdsd, Zubdd, Z4AWEF 3§,
MalloryA£# 2} #of o] g2 ce]ole] &, HY 2
of glch, eolzfdh #lalEE uhi-2-F a4 =aldao
2 ALDE 944 g 23 24 5ol Eap=qt g4
w5 Wizl #das 2l el ALD 11765 24
dlo] ZAdH F3we 2 wialFe] 2¢us T 49
3= Table 4-13} 3},

A2} o] 2] 2] o 85l & A ube A o] Zhal 4 w3
24 2 ALD2| 74.4%¢cl4 1+ o|4kg] =|ulw o] 5
Whs]glon], 4+2) 2|upu e =]ubd o] T wio]g)
T 26el 52 GellE ZEHEE Bodlol o ghabE|glc), Fubd

A H ALDe] 31.6%<4 daisglen], F algel
2lubAdal st dag4d zhede) 2 folle 50% o) 4
oAl ZHats]edc}, 5718 2l¢ HBV-LDE uld
ALD 174 F 1edlelld 4+2] =z|lubd g wel o g4
o] Ayl FE 2y e & o gl
(Fig. 2), T4WET A F2 424 77 CSHDs|
A A faElg o, Mallory 432 Ao o) g2 s8]
oH{Fig. 3, 4)+ 2t2} ALD #=s)2] 20.5% = 29.9%¢|
A wAs|glen| 5% 4xg4 Flsl, CSHD =
CAAHeH =25 & 4 3lalcy, #F313(Fig. 5) &
42 7%l 4 E#"Elglel AFg} HBV-LDE ElEt
ALDsl| M= 7 ee] 2]ub 42 3-E3]ate] vjaH 25
Bax|= £xEo]gld,

ALDe| z=3ut3 53 Feof shdql THVSH % 2t
A F A 95.5%4 [AEgles, 53
ALDo| #chd zpa)zp gleka odeial 355 Awas
77.8%e4 & < 2lgich(Table 4-2), o213 4 F87}
7hah A ALDE Aubdd e 24 266lT Solol 4=
THV - 4587t A3 galel, THV s 4]
Zahs AT 4% 453 CSHDe| 54
o) e} Fig. 6], 22} CAAH 13¢5 hello] 4 = o]2] 3}
Afgeh Aabs| gl sw o] aell = Tl T 45301
o] #Hsbglr] wFel CAAHZ ¥felsichFig. 7).
Wil 2 CSHD 12+ gedlel = Fof g Ai3et
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x200. (Inset) Higher magnification shows that

the hepatocytes are full of microvesicular fat

Fig. 2. Foamy degeneration of alcoholic type. H-E stain,
droplets. H-E stain, x400.

bodies
H-E stain,

{arrow]. There are neutrophilic infiltrates and

macrovesicular Tat vacuoles as well.

Fig. 3. Alcoholic hepatitis  showing  Mallory
x400,
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Fig. 6. Chronic sclerosing hyaline disease. a) Widespread hyaline sclerosis involving centrilobular areas {lower half).
H-E stain, x100. b) A medium power view of the remaining hepatic lobule showing interstitial fibrosis. Masson’s
trichrome stain, %200, ¢} Higher magnification. Spaces of Disse and sinusoids are completely obliterated
by collagenous fibrosis. Masson's trichrome stain, x400,

e ""':'.1"-‘-{ R R Y- f"’" A i = iy e o e .-.."J:l:" i 5 .
Fig. 7. Chronic active alcoholic hepatitis. a) Changes consistent with chronic active hepatitis. Limiting plate destruc-
tion and irregular portal expansion is noted. Masson's trichrome stain, x100. b} Partially disrupted lobular
architecture with incomplete nodular formation. Masson's trichrome stain, x100. ¢] Thin perihepatocellular

fibrosis of a creeping type is noted as an evidence of ALD, Masson's trichrome stain, x200.
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Fig. 8. Alcoholic cirrhosis. a} Small discrete nodules and thick fibrous septa in a micronodular cirrhosis of alcoholic
type. H-E stain, x40, b) Twoe macronodules separated by a thin fibrous séptum in a serum HBsAg positive
chronic alcoholic patient, Right half of the field shows many HBsAg containing hepatocytes, Perihepatocellular
fibrosis and foamy degeneration are seen in the same nodule. Victoria blue stain, x200,

o EAL AT Al W3 204 9HFig. 8),
oHE rd el ALDelME S8 Alfant e gola
F AEHEE 5 Ak 53 AuF o9g
ALDFol 4= CAAH 52 dlse) Salad #-ay
& ik,

5. HBV-LDE Eust ALD

HBV-LDE Edbst ALDE 25 17¢l9eh, 23 7o
© ALD2| =aahs $HE Wo| b7l o3l oo,
2oz Alubel st okl wl 8R4 7, 1ol AFS)
Aubelef 24 2had, 2ol AFg} wbA) w) 54 7k, 5
o AFst st 854 719 (CAH) 8] 4248 ¥l

6. ZHAHE

ALD®| ==& F77}b 2lv A F3e =5 270
feh. 2% 200lol 4= "4 HBsAge| §-4olol 4 gtz
4 W FLr TR T+ slddend Telelae
HBsAge| ap4elefs zhriuiFo] qhid 55l 27 A
a1z HBV-LDet 3hAld 21z sheltt + gizle)

HBsAg 4] &2&4 2ud 3 126 2234
ol cfiddyatel Eide] 7t gely o|glom,

r
Table 5. Mon-ALD in chronic alcoholics

=

HBsAg— HBsAg+ Total

Mo pathological change 3 3
Acute viral hepatitis 2 2
CPH 2 10 12
CAH 3 10 13
Cirrhosis 2 7 g
Hepatocellular carcinoma 3 1 4
Hemosiderosis 2 2
Portal inflammation 2 1 3
Miscellaneous 8 B
Total 25 31 56

ALD : Alcoholic liver disease, CPH ; Chronic
persistent hepatitis, CAH : Chronic active hepatitis

HBsAg <b4sl 173wl3 Feoll= 3ellde] 2744 ol
ez 1el2) Zqtale] glsid,

7. P SFAY vUAEY ZHEE

nhde A Hel v Fhla A ALD2) F47) 6
e Shedlof of 3k el o] 224l 2lglE Table 52
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el €3 HBsAg 94 of 4ol ZAgle] nb4 a2t
A Ze] apibrE A sk, b F GellF 20
£ ALDs| =¥ $A+ glalsl #3 HBsAge] &
el el 2ellef| & ARl AFFEH AR gb4 5ol 716l
fleg 7heAdel ek

2 )

ALDE nhAl el ¢ad a3 §eEs 5 71 &9
2 gho|c}, challE felvhelell s Folod vtebel vl Ehe
ALDe] dbdle] ofg Hoo, ooy 7 A Fe
65%7} Laennec# gl b *™, fejutetel = 7%= &
#gh 70| 1 ghAal F7o]e}, o|g} 3Fe] ALD7}
Aedx £o ¢lZMeoz Mz chza skEFARE
ALD7} A8 254 88 §5 g Aoz ot
sxgAdn fAHH Aldhe] ALDS whajeof] Ped ¥ 75
o] wop w4l $2|ufele = HBV-LDe] sleiez
alojakel ALD2] 4 o wejeha S4e] 7l 4
HEBV-LDz =& sFe4d= =l @

ALDz} HLA-B8, Bl3, B40E 713 Algkel §
a0 falef v 2 dagdie, ALD $ajefl A& Thi
atef| 8] = et A o] wiebe AMYE Ho} §3
3 A9le] Fadlehs o] 4R WPolEo Az U},
o YR AL A F gag Lo Frist o
el 196941 o) ALD7} F7bela ey, $2vhaled]
% 2 ALDE A% 787} gelals A& vl ALD
o] whdlle] fAE A wfuhd opd A o, o]
g el d FFa4de iAol db=4] aesojof
Aglole} Azgey, A ko] grists FTE
7} How FhEAbo] A F4 234 AdFF AAH
4wl ALD®] whaflo] =2 zl2 2t zhs| o] 2 4o
9 g g} A7 offof gl A o] F8 48 ofelsle Fe
2 o|sfE o,

abAd g-Fafef| 4] bl Edale] zefsls T 7
AHe ofal fudgia] @el gy Lol s s Wt f o
Az slel] 2 ol E LelF =] £ 5l 2 54 Wl
oleb= Fa93) abz-E4 34 7he] dj4} zHEeo] Fa15
o] bt 4w gke| Jrlgte] afepP® 2ol s 29 FAN
9] #alAFM-o| zha| Tiabe] YleoleHs FgHTe]
A5 gie}, o8] dagd TAE E40 Yales
wed 7| # o] [ed F 75l HEle] g A7) olFo]

2] gl oef 343 [Jchidag' & AW E 2| T LA4E
zhazg vl gla, #HIole ghad4] FhdelA shelF 2
BE fellEle tumor necrosis factor 8 4ge] Skt
£ Bar} gep,

dgbal o 2 sHF 80 gm o] 4] graEE 249 o|4 &
it o ALD7} 2efslel, s 553] 80 gme]4te]
w 7hdale] AafElz] H32 160gm o]4delw Zhw
= vt e lglgo] wop, e £ dFalA e
2Fako] 45gm(4F 18H) 3] 5l e odhady 7=l
v} CAAHSZ| Zh W3 wgl o o] 3lo]4 35 45gm
o|4bg] dPEE 204 5 AL WHAHIFE AT
el HdEFA £ 173005 €4 HBsAg ok &2
33.9% 24 3} ol AYVe| ®udl 0%HE V4 A3
ou, Felvie} Algt A al2] HBsAg F4§ 2ohs 2v
o4t w8 7le 2 ¥olubd 571 HBV 349 7)3
£ Z7H4 717 HBV?| wh4 S5t A sg =3
Al gl 7HgAde] e

ALDE %4 24, shagd 3 9 s
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= Abstract —

Histologic Pattern of Aleoholic Liver Disease
in Korea

Chanil Park, M.D., Hoguen Kim, M.D.
So Young Jin, M.ID., Mi Kyung Lee, M.ID,
and Yoo Boek Lee, M.D.

Department of FPathology, Yonszei University
College of Medicine

To elucidate the histologic pattern of alcoholic liver
disease (ALD) in Korea, liver biopsies from 173 chronic
alcoholics with clinical liver diseases were classified
according to the pathologic parameters. One hundred
and seventeen cases, the sum of 91 of 116 serum HBsAg
negative and 26 of 57 HBsAg positive patients, had the
histologic evidence of ALD. Fatty change(23.9%), alco-
holic fibrosis (AF)(23.1%) and cirthosis (23.1%) com-
prised the three major ALDs, and only B.5% of cases fit
the criteria of alcoholic hepatitis. Chronic sclerosing
hyaline disease (CSHD), chronic active aleoholic hepati-
tiz (CAAH) and AF, where non-cirrhotic fibrosis is the
predominant change, comprised 445% of ALD. Both
features of ALD and HBV liver diseases (HEV-LD)
were found in 17 cases that included 8§ AF and 7 cirrho-
sis. These 17 patients tended to consume less alcohol
than patients with other types of pure ALD except
alcoholic hepatitis, Patients with the serum HBsAg
positive ALD (37.4years) were about B yvears younger
than those with the serum HBsAg negative ALID (45.1
years). More or less fatty change and foamy degenera-
tion were seen in T7.4% and 31.6% of ALD respectively,
Mallory bodies, megamitochondria, iron deposition and
perihepatocellular fibrosis were found in 20.5%, 29.9%,
42.79% and 77.8%, respectively. These findings indicate
that non-cirrhotic chronic ALD such as CSHD, CAAH
and AF are the important histologic patterns of ALD in
Korea, and that chronic alcohol consumption and HBV
may act synergistically in developing liver disease.

Key Words: Alcoholic liver disease, Alcoholic hepati-
tis, Alcoholic cirrhosig, Chronic scleros-
ing hyaline disease, Chronic hepatitis
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