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Y2EA e Bt gAE 0w ekl Ha g
el gtend, qldbzez Auzl, da2E4 zhd o
Laennec®d A wHZo g =3 4 2Hz Jyra 9
e, 2 A L EEYE ¢aE gkgleld g2
Etsbed vh4 ka4 714 (chronic alcoholic hepa-
titis, |5} CALHz} <73 ele &5 AHEsin o
ZA e A EE AYdlded, oluc ¢4
Galambos® 2} Lelbachs%o| Zwlcle| g 2252 =
shu i) gk At FalEol ciste] gl 33 deo] glgl
ot =4 YE 54 daEn 77 o ke Z el
T wE da-E4 A% (alcoholic fibrosis)e]gk
H = CALH3} 4% 2oz 45},

i ko) STiR"e] Baie] =)abs LRl EA A7)
P E4d ZhdE dA o welzalalaog - Falo 4
A g2 gbge] £ 5 A #) ok glA
ot F HTE hngy el YAkl e g4
g FE Az delaAwE ez 442 o3y
g3 353 gkl 2 Mallory 447} vl @ a3 =
Hsht, dgale] dady PAdelde Yason o
1 it ASE HEe, A2 Hals) 3 2
Afe AHx, 8 A3l 45 =2 S e
HAo] Felsleln dgon olajg Zd S of s
CALHe|ele 35t & 2H85ldd e,

ghaell UM E E47 52w v ge] melale
ope} W gAd ak Ao visw Frlseleln Alals
o, vlelE a4 e FE s wlfe] dagY 31
Aol g B4le] B2A Qlck ae|n 7FAF 2aq
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gt ¢k7| @) st 2 Al =8e] 3 4 gl =48
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AL e,

Al AapaAE | A8 AEelsle, 3 23
& gjelulo Loy AlelE sosle] U HE o]
T5 8 4~6pmZ A5HHF A 2eiect, sl4bHal
z& 412 93l 4= hematoxylin-eosin (H-E) 914
4 A4sigan, =sey d48 o7 HH#lAMe
Masson trichrome, reticulin, diastase = 3 ¥ peri-
odic acid-Schiff (D-PAS), Prussian blue % orcein %
45 Aldfabed 77 85 o,

3. 45 2|y

CALH2} CAVH te)g] wlaabad alapd Pdapaad
o delzad] 4749 $9 A=F vlasr] HE F
A= AAL =z} ghBo] il 8l 47 Gulutgl gl
Fisher2] exact probability tests, 5e]4tel %<+
Chi-square test$ o] &3}l =,

4 H
1. CALH2| 4% ¥ oigd dl=

# 1¢ CALHZ#9) 44 ol sl vls $28 =
g A=e|ch, o] BF 2w FAF 16ede] 2, of 27}
Sodl 24 ede] Wl 3 10]c), 9 £ ¥ 2002 5H
60c 7= esin, §HF dlerst & A7 s A
&) 2] el gict,

2. CALHS| 28 4842 2z £X%

E 2= CALH Zallef glojd $8 YagAse 4
Ml el o W BES A Aol o] BF 2w 3t
o] o= 85%, HwHE 75%, SHETE-2 50%, e 40
%, 3 30%, 22| i 45 20%=] =t

Table 1. Frequency distribution of 20 cases of CALH
by age and sex

Sex Age Classes Total
29 39 49 -39 O0<
diﬂaie 1 [ 2 5 1 15
Female 2 1 0 2 1] 5
Total 3 7 2 7 1 20
‘_Abbrcviatiun : CALH = Chronic alcoholic Hepatitis

3. CALH2| E2 FAld HAada O gz B2

# 32 CALH el 5«4 F4lsl F4 34 238 F
v A AR epf 354 dlxel o fEEE =l
Aelel, Ak A2 HgddHle e e
ahzich, o] & v, y-GTP7 Holloll4] ujA)alz
vhebdiel i, SGOTE 95%, SGPT+ 75%, alkaline
phosphatase #4 2]+ 65% 22| i €4 F bilirubinA]
£ 60%2 Fele] Thghaoll 4 v 4ka]E epi R gle
o, A Zchi, albumin % globulin 55+ &2
5~20%¢1 4 ¥ 3 4= & e 2 glcl,

Table 2. Frequency distribution of major clinical manife-
stations in CALH
Frequency
Manifestations
Mumber Percentage

Hepatomegaly 17 85
Jaundice 15 75
Abdominal pain 10 50
Fever B 40
Edema B 30
Ascites 4 20

Table 3. Freguency distribution of major laboratory
findings in CALH
Freguency
Laboratory Tests
Mumber Percentage

¥-GTP 20 100
(= 701U L}

SGOT 19 95
(= 401U/L)

SGPT 15 ' 75
(= 401U/L)

Alkaline 13 [

phosphatase
(=1001U/L)

Totla bilirubin 12 60
{=Img/dl}

Aobumin 4 20
(= 6gm/dl)

Total protein 3 15
(<6gm/dl)

Globulin 1 5
(= 4gm/dl)
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Table 4. Frequency distribution of major histopatholo-
gic findings in CALH
L Freguency
Findings
Number Percentage
Parenchyma
Fatty change 20 100
Ballooning with coagulation 20 100
Delicate fibrosis 17 g5
Bile stagnation 7 s
Hemosiderin pigment 5 25
Mallory body 4 20
Bridging necrosis 1 5
Acidophilic body 1 5
Portal and periportal areas
Mononuclear cell infiltrate 20 100
Fibrosis 15 75
Blurring of limiting plate 12 B0
Meutrophil infiltrate 6 30
Cenral vain and sinusoid
Mononuclear cell infiltrate 17 B3
Meutrophil infiltrate 15 75
Kupffer cell activation 10 50

—

4. CALHS| Ha|== &5 +H

ez e R Was 2 4 e Faale] Ba
#lalch,

A, 7 AA] HEtrA g} MAlxe] upnAd e
4 FnE g 34 wA, AT iy F
4, &2 £, 934 A3, oela Mallory 24 5
ol pasiglia, EAl, T9oF % Tk 54 kg o
HEA diza 34, T} oW e 3§
22| §hA ghe] £ 2 (blurring of limiting plate) 5
o] FAE|g o, M, FAAY ol FHEe] Hitsy
Kupffer 4122 $438 aela glalof Ay

& 5ol = o AL E 4ol sekEig)

o] 35 ¥ CALH F#l| 5ol zb Al3le] Hals 7}
AEe] =up wiga A5l §2E Fig 54 WA
£ A el el glm, 4T AR =2 F4o|
17¢ (85%) ol 4 el qlon, ofoz ohiol g3
o] 7e4(35%), WAL H3}e] 50 (25%)MH, =ex
Mallory 4 #l& 40l (20%) o 4 ZHaksglch, Fo}f 9

el A D nk g EEA el o A4 Wleles Y-

Table 5. Frequency distribution of 28 cases of CAVH
by age and sex
Age Classes
Sex Total
200 30 40 50
<19 39 _39 _49 _59 60%
Male 1 B 7 5 0 3 22
Female 1) 2 2 2 0 4 B
Total 1 & g 7 0 3 28

Abbreviation : CAVH = Chroenic Active Viral Hepatitis

Table 6, Frequency distribution of major clinical manife-

stations in CAVH

Frequency

Manifestations _
Mumber Percentage

Jaundice 13 46
Abdominal pain ) 29
Hepatomegaly 7 25
Fever 3 10
Edema 1 4
ascites 0 0

Lol 3 2 zale] el 32 A oella], o
23 BT AE-2 6ol (30%) 014 Has]e] gich, Sy
of2] 422 FA4e] 150 (75%), 22|a Fh4| 2 24}
= wubsbx] 2 ghd|zke] Edd3hel 12+ (60%) @] o,
FAAY o 7Hee] HiE deed gdT 3§ 17
o (85% )0l 4], FHET AEE 150 (75%) 04, el
Kupffer 4| 22| 348 5 $4|s] 106l (509 ) o84 23
e,

5. CAVH2| dg 3 fgg s

E 5= CAVH Fefle] 4wl alelddle #3552
AR ddelet, o] TF v @Al 22603, of 27}
Joll 241 ghd o] W= ok 3.7 1elvh, d#d FE2e 20
el A 40c] Ape|ed o] WAl ded gle,

6. CAVHE| =8 ¢4 S4D O ¥IE X

& 62 CAVHF sleid Fa 434Ee] &
#H ulest o HEEFE =4 Ao, o] HE MY

ek 46%, S5 29%, 7hd|o= 259 dlodo
109, 2]z $-F2 492 a2 el glc},
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Table 7. Frequency distribution of abnormal laboratory
findings in CAVH
Frequency
Laboratory Tests
Mumber Percentage

SGOT 27 96
(= 400U/L)

SGPT 26 93
(> 401U/L)

¥-GTP 12 43
(= 70IU/L)

Total bilirubin 11 39
(= Img/dl)

Alkaline & 29

phosphatase
(<1001U/L)

Total protein 1 4
(< 6gm/dI)

Albumin 1 g
(= 3gm/dl)

Globolin 1 4
(= dgm/di)

Table 8. Frequency distribution of majer histopatho-
logic findings in CAVH

Frequency
Findings e
Mumbér Percentage
Parenchyma
Liver cell change 25 29
Ballooning degeneration 15 24
Ground glass hepatocyie 11 39
Acidophilic body 10 36
Bridging necrosis 12 43
Liver cell rosette & 29
Fatty change 3 11
Bile stagnation 2 T
Portal and periportal areas
Piecemeal necrosis 28 100
Mononuclear cell infiltrate 25 100
Fibrosis 23 82
Central vein and sinusoid
. Kupffer cell activation 10 £1:Y
Mononuclear cell infiltrate 10 6

Table 9. Comparison of abnormal laboratory findings

between CALH and CAWVH

7. CAVH2| S2 #dAld Al O s &%

¥ 7¢ CAVH 3l EolH A4 a3 £34F
o] 42 el Fele] W=y o WigE ZAE

Tests No. (%] No. (%) Porbability
Total protein 3 1%8) 1( 4) MS
(= agm/dl)
Albumin 40200 1( 4 NS
(< 3gm/di)
Globulin 1{ 5) 10 4 NS
(= dem/dl)
Alkaline 13( 65) 8( 29) F < 0.05
Phosphatase
(=1001U/L)
Total Bilirubin 12( 60) 11 39) NS
(= 1mg/fdl)
SGOT 19 95} 2"?{ 96| M5
(= 401U/L)
SGPT 15( 75) 26 93) M5
(= 401U/L)
¥ -GTP 20 (100) 12( 43) P <0.01
(= T0IUfL)
Total 20 (100) 28 {100)

——

Naote © N5, no significant.

A o|c}, o 3 wed SGOT7 96%, SGOT= 93%,
y-GTP+ 43%, =& bilirubin® 3%%, alkaline
phosphatase+ 299%, 2|3 globulin, albumin &%
o WA F vhi e 2zt 4%l v] A E bl

8. CAVHY Ha|==8s 2.2

¥ 8% CAVH Fal ol el 23 gej=s
a3 £HE BWs 25y vl WA EFE =4
3} A # el

o] 35 8l FF A T 7k M Ze] Ale] 254
(89%)el 4 vEslel, o F Azxde]| s34 H4
(ballooning degeneration) <] 15 (54%), ground
glass hepatocytes 11¢0(39%), E4H4 L4 (acido-
philic body) = 104l (36%) o] =}, = oH&-2.2 bridging
necrosis?t 12+ (43%), 222 rosette 4 o] e
(29%), S8 &3 26| (7%)914 Hats]e] gl
A 2] = ubHAE <] 3o (11%) e A gt A= o
ek

el W Eeley b ale] wEHEA piece-
meal necrosis®t SHE- 3-fe] A ol 4, 2] Y
ofe] 4§22 F4o] 230 (82%) ol A Fhab=]g] o,

A4« g 752 H3E = Kupffer 422 34




—# 7]y - o)A Dok R Jhgod oAe iAol e A

gk} cha] - 3l fe] Zhab 0o (36%) oM A= o] gl
t},

9. CALH2} CAVH2] u|H 4 HARY e &6
viE v|m

o} A5 aleo|e] u]Alak Hapd 472 dlEd]|aE
F 9ol 4 A A=l 2l
o] TE ¥e grlA HAENE F 9 H Alrl glA@=

Ao # A alkaline phosphatase #4215} €4 r
-GTP &4 3 o|ch,

Fig. 1. Section showing fatty
change of hepatocytes and blurr-
ing of limiting plate in portal
o area (H & E, X100).

~ Fig. 2. Scction showing delicate
parenchymal fibrosis {Reticulin, x
200).

# 4] alkaline phosphatase 24 3] o] 42 CALH«
A 200 F 13l (65%), CAVHell M+ & 28¢5 8« (29
9.) 24 CALHoll4 ohi =lel =l ] Sobp<0.05), %
# r-GTP 43 o|42 CALHoIA 2000F A « (100
%), el CAVHeolA 280)% 1204 (43%) 24 4|

CALHel =% glgf oAl £ dlE& Balet(p<0.0L,

10. CALHS} CAVHS| #a|=x 429 6@

=}

P ARl AU T e 208 s
42 3 100 A4 shaich,

]
vl a4
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o] BF 2wl 4 ale] wlalg ghslze] =)ube A )
shaiab FE Fabg 3 wAde 9 dze
CALH={4 =z} 100%+°]3, CAVHelA #+2b 11%%
54% 24 CALH=NH =% 22 giA %1 (p<0.01), 4
Ad dizz F42 #8 e+ CALHIA 85%,
CAVHelA & Jehta] ghols] o4 of § Falgl 3
o] & Ealet(p<0.01), s &2 3} Mallory a2 4l
=+ CALHol A zhz} 3592} 20%, CAVHelHd 792}
0% =4 CALH=I4 2|2 9l4 #cH{p<0.05),

G b2 2] rosette ¥ 4, ground glass hepato-

Fig. 3. Section showing cytopla-
smic  ballooning and coagula-
tion of hepatocytes (H & E, x
400).

Fig 4. Section showing Mallory
bodies in hepatocytes (H & E,
x400).

cyte, bridging necrosis W acidophilic body2] ¥l ==
CAVH=l+ =t7t 43%, 29%, 36% = 36% =4 CALH
ot FAEHOR 28] glA w=ohp<0.05 £& p<0.01),
Top ol Folle} =9 hle] WSk Faghe] o g
Wl =+ CALHef A4t 60%, 123 piecemeal ne-
crosise] &% W5 CAVHe=iAet 1009 24 of 5 =
Bk 2HE 22lo(p<0.01),

AN W Abpeld Has LT W7 AlEs
8l == CALH=| 4 85%, CAVHe=4 36%24 CALH
of 4] 2f2f A Foh{p<0.05),
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Table 10, Comparison of histopathologic findings between CALH and CAVH

CALH CAVH i
Findings - Probability
No. (%) Mo, (%)
Parenchyma
Fatty change 20 (100) 3l 11) P <001
Ballooning with coagulation 20 (100) 15 (54) P < 0,01
Delicate fibrosis 17 [ 85) o 0) P<. 0.01
Mallory body 4( 20) a{ 0 P <005
Bile stagnation T{ 35) 2( 7) P < 0.05
Bridging necrosis 1{ 35) 12 43) P < 0.01
Liver cell rosette of 0 81 29) P< 0.01
Acidophilic body 1{ 5] 10 ( 36) P< 0.05
ground glass hepatocyte o 0 10 36) F < 0,01
Hemaosiderin pigment 51 25) 4 14) NS
Portal and periportal areas
Leukocyte infiltrate 20 {100) 28 (100) NS
Fibrosis 15( 75) 23 ( 82) NS
Blurring of limiting plate 12 60} o{ 0 P <0.01
Piecemeal necrosis o o) 28 (100) P <0.01
Central vein and sinusoid
Leukocyte infiltrate 17 ( 85) 10 (36) P<0.01
Kupffer cell activation 10 ( 50} 10( 36) NS
28 (100)

Total 20 (100)

r——re

Table 11.  Significant histopathologic findings and labo-
ratory tests in CALH or CAVH

_—
Histologic CALH CAH
Findings -

Parenchyma

Fatty change Bridging necrosis
-~ Ballooning with Liver cell rosette
coagulation

Delicate fibrosis Acidophilic body
Mallory body Ground glass hepa-

tocyio
Bile stagnation
Portal and periportal areas

Blurring of ljmijt-  Plecemeal necrosls
ing plate

Central vein and simusoid
Leukocyte infiltrate -

= e R

Laboratory tests

T -GTR _
Alkaline phosphatase —

11. CALH £& CAVHe| Foio| iy o=
LHE

o] el 4] 71Eq 4HE F 2e7t ok siAE A
g e 2 #1104 2 ulel 3o, B 118 8
i CALH9| #gtel] freldietn 2t3s] A5 744
o] MEz A skl Ee] =ulald migld SoE Fuld
TEY WA, AANF deza 4, By 4, o
i Mallory £3ll8] S e|a, Fof = Foof 34| 71
dzde] vtz e qhd|glke] Suddfo|o] 34 ajel
WAk Wz W lT Agelvd, CAVHE gt
She dl woldivka Ay £RER A3 Wiy
bridging necrosis, ZH4 2] rosette 84, acidophilic
body2] &%, =#|il ground glass hepatocytes] &%
olu], Mo} ol Fulel F9] A WHI L
piecemeal necrosise| v}, 2e|x Hal4l HAAlgBE
CALH®| #zglef] 25 A2 #3 r~-GTP ¥ alkaline
phosphatase 34 2| 72 abe| o},
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dupH e g hafe] A7t AAHEE 42 EF A5
s Abgtelld 44 7]e, e]e] Rubin# Lieber'™s=
baboonzt At dalfel 4¥Hcz dI S T84
1o 2 apghol Al vpebtes w3 ol F- FoAbgE ule]
Yojupes 24 Faeiglon), o ddr]AE wex ¥
sl

25 FAEA AEAE ST 717 w5
o §A4 alalz} e ghebn dzbsln qles, o A
gho] by #|AL ol akatells] Z|gl 3ot A hmdo
el Zlelgide A% AR doldt F §4e sl
, BEA#wan olalal ghapinitey 2L g4
Zof dHste] Ao g Satle| giche Ao o 3
=

Az 7l E4e] Ehbe AR EE L9 f
gledA = w e waol bzl 30H-2E T0H 7]
chakaled 40efol 4 & ¥l=F dEpdcte 23EHY
g, e gle] 4] @EPe dae] af==d CALHS] =
T2 40 Sk o] 2ba wasgict,

A ate] 44 15 2l 200056 60cH 7] 3 by s
2 gleny 30cieh 50 Apojof ekal wlubapu S
dlert & dide A=A ohsigdsl,

w324 Zhiabof] gloja] A £2E wwl ol
walo] A WA i ARAE Yk o FEAel 47
al A #Ze}, 22w Edmondson$ 2] ¥ e 28
a4 Al 3 247 AR A A4
(sclerosing hyaline necrosis) & 23 53 = 214
off 2] wodu] s 1.4 184 of zlell glelx Aebdh &
& A sbgel, Krasners'Me &8 28 o 32 7
ZhEel o 5 Azt el o] 7t odAlel A o £3] ¢
Atz speA, dndy kb glofdlEe 3
A& 7alAl A4} shsiet,

Habe] Al (el Jig] bl 3124 ozt
glef A = Al s wanh gl diats A2 #le Pl d
ol § ¢, 2 o4 SFA7 Frisle Hed FH5
o},

CALHe F4a 454 I Ra=g 2y
CALH2] glaa&4e virus & toxine| o8 71334
Fabslct, qHEE Fubdh Fhulchol Wl o] 2ui3l e,

» Mlzzd A 4 & 1988—

mert 2lalgl CALH 454 {4454 3 kst
9%, Bhe] 46% 2ejn Ho} 18% 4 vhebt 2=
2] 4=z} A2 st

Aapel A4 38 vl CALHE F4h4 AAeAds 3
kg E=lofa] v AR EF bl FHEE o
GTP, SGOT, SGPT, alkaline phosphatase = 3
bilirubin® Ee|%ith, CALH2| A4l 34} 4730 34
g FE Az #abrh 2 A g FAL gEEe
CALHE #ghsled =4&¢ vtz 2as|e] gich A
ko] 3 953 d2wl CAVHS vlmss SA43oz
o3 a7t o1y CALHE A AAHSL o GTP
gH4 2 2} @A alkaline phosphatase -4 2 %ic), =}et
4] CALHE] e gla]H o 5 FAF gH5e] Fa3)c}
3 ¢l A=}, r-GTP % alkaline phosphatase &4 3|
o) w2 g shabale) A3} YA wado| 3o
3L G&qui ﬂ;;l_“.ﬂ'-ﬂ] E-E;'l r_GTP'-— E&_ﬂliﬂ ;:l__ja

e, A g F4, 2Ea k=E F57 pheno-
barbital 52| Fof fol = AFghei=in 2 Y o E
A2 7he] ofezlr] g AaEls Aoz o] E
=], =% alkaline phosphatase %4 3+ Aghst 35
Zha| W A ohd| 2ol 4] A=, sy EE2 o
A Hzo} s|@Fte] Abgihela hefx glopEasin oo
il Eagn H=be| 4AHE bz Al r-GTP
alkaline phosphatase 3H41 298] W 5& of o] gatg
A, sy A =2 4F 55 A Agkele o
ogt Aoz Arx

A=xta]l 43 1054 11614 CALHS vz 53|
o ebgl wle|ths A8 434 wSEs AR
o] A A, A4 FoE Fust 54 |94,
F F3 HAF dwzaF, S5 &3, 28a
Mallory £ 5o|gii, el o T e} 4] 43 =
e Wtz g sdtged, S43EY %
FHEe] HElE A T A g,

Lieber2} Rubin'?+ ethanol?] kel w3l &8 o
7 &7 " v EFaEolA FHAHe] 28T AAHE
A3 ethanold #8413 23} #H sl 2[4kt
o] & sgdn, Agka ofFe] s 9l cholined #4
o] Fodle =ubile] Mz HE PAEn ¢4
Abakal 2] 2] #-2 ethanold] =329l 7t 4otz F
A shelck, A uk HAde] Hal G EF e AAER
#1322 mitochondriag] £ myelin 84| &3t
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Eef2, B ol 2f g Aubdl o] M7] M EEL 2 3
A EF PSS AFE dF IEE PR g
e, Miquel 329 ¢34 7had ghell 4] b4 22] 4
4 #5l4 Fie Mallory 42 29 sy &
ob Ak Fla)z} ok sbeie. Mallooy Aa&
191151 222 7|g=le] shad4d 7} £408] Eolg &
Aeoleta geizgent, S o8 AslM s Fats )
ol Fof R FA FpEAE A FH S So] £HLE oz}
2o EA =gl 2 o] A48 28 K3}
ke 5 2o wlsE zefsid o0 Al o)
Azt sletz & 4 e, Zhasis F4ld, S5 F4 A
W FHe 9l Fh RS o] 447} JElE o]E] M E
o] FHel T2 AE o di=ae F4e] el
© Aele g2 4 slsdel B, gbm
+4 AkslelH Mallory 442 24 ds+ o Fale]
uha} 129% < 4 100% 74 =] 23] $] 5}of 2030 = =} o] 2} 2l
M 20% 2 &% M =F By, Mallory 432 3=
g o F Al ke wdep Haiz fid], o] e
FHE BT A FE AA Yo A5} gl v,
Bato| of Fop= FReiche AHWE glch, CALHS
53 £7ojztz A A5 7 Ao 422 F4
< BEFWel Aghdl Y24 7l 2kl 7T
a2 ® 37kA] ) e} e}, F 244 S84 45
23 54 (pericentral fibrosis), 42 94 4%
22 4 (pericellular fibrosis), —#]i Glisson 22
o AAHE asgsEe 44 4523 F4 (stellate
fibrosis) & o|=t, #zb2} S olell 2] spd of a2
AT Afrad F4E b4y 2Ado] JEh) F4] Aoy
o % N Walale g wWo| vl HeE Mol o
© THepst dA s 2 st A A el kg
et v L B A

Fopperst Lieber®®= 9355+ 4¥de=z dag
T W A4 THAA oY dF=a 48 54
it u} ek ol { 4554 Arle Al B -
T7F Bel sl 2 @ 84 5+ 22 KentE*e o
Taldl, 258 Fae gt FHFF4el 2+ lipo-
cyte &£ Ito M 27} AF& el {23 4L
dogir, ALY FA YA HE 3 AAY HF=F
4o 85%2] E#8lsE pele] CAVHE 427}
o 2 3bed Euf 2 A 71 7] gloln g4 =g,

Hate] Jatell o Fedof vl ol 9| zhal o] o 3}

el b G Abdol o g 4 ol sl ek Hay—

= A AL AT 9, o g Y AR
A Bl & F o5 ek TRYS Hubdfo] 24l 28
AT e Fo 35 CALHe| 2dle) Saeo|a}a Faka
Gict, o] HE= CAVHe 544 ++el piecemeal
necrosis Sh= k4| £2] T4} gl 4Alg dE whEE Sl
&3] e Hellq 5,

ol 4ol ARG 8 o A =be] A Aol 2] A s,
CAVHs}e] iAol 535 F CALHS 53 4z
Fawha wldls b e Wk Al b £2) 2Juby
A, e FLE ksl 5w, 443 A5
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— Abstract =

A Clinicopathologie Study on Chronic
Alcoholic Hepatitis

(i Yeong Huh, M.D. and Sun Kyung Lee, M.D.

Department of Fatholagy,
College of Medicine, Pusan Nafional Universily

This study was undertaken to evaluate the significant
diagnostic points of chronic alcoholic hepatitis (CALH)

ol A Lk dEEA el iy 4 W wizley Fa-

among clinicopathologic findings observed. The speci-
mens used in this study were 20 cases of CALH and 28
cases of chronic active viral hepatitis (CAVH), which
were diagnosed at our University Hospital during 9
vears period from 1978 to 1987.

In these cases, comparative analysis of age and sex
distribution, major clinical manifestations, and labora-
tory and histopathologic findings was performed.

The results obained were summarized as follows:

Among 20 cases of CALH, the sex distribution was 15
in male and 5 in female with a ratio of 3:1. The range of
age distribution was wide from third to seventh decade.
There was no recognizable special point about the age
and sex distribution of CALH, compared with cases of
CAVH. Major clinical manifestations of CALH were
hepatomegaly (85%), jaundice (75%) and abdomirial
pain (50%). Also there was no recognizable special point
about the major clinical manifestations of CALH,
compared with cases of CAVH.

Abnormal values of major laboratory items in CALH
were observed in activities of serum r-GTP (100%),
SGOT (95%), SGPT (75%) and serum alkaline phos-
phatase (60%), and total serum bilirubin (60%),

Compared with CAVH in major laboratory findings,
the significant diagnostic items of CALH were the
activities of serum r-GTP and alkaline phosphatase.

The characteristic histopathologic findings of CALH,
which were compared with CAVH and observed in liver
parenchyma, were fatty change (100%), cytoplasmic
ballooning and coagulation (100%), delicate fibrosis (85
%), bile stagnation (35%), and Mallory bodies (20%),
and that observed blurring of limiting plate (60%) in
portal and periportal areas,

Key Words: Chronic  alcoholic  hepatitis, chronic
active viral hepatitis
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