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Monoamine oxidase(Amine: oxygen oxidoreduc-
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Fig. 1. Experimental design.
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Al : Tyramine hydrochloride, benzylamine hy-
drochloride, monoamine oxidase(from bovine pla-
sma, M 4636) = ¥ ¥ 3o (10g/100m! bovine al-
bumin) & SigmaAle] AF & AHE-3FA L 14 Al
GEL EF T 4FES AHEERTE

2te] MEZE : e NER YL AT UES
FA] 2~4CE Y73 F ZA) oA Ao R ¢t
1 EH8A 2 F o 5g& F 3t 9vi <] 0.25M
sucrose¥& ¥-& v} teflon glass homogenizer
(ThomasAl A|F, chamber clearance 0.005—0.007
inches) 2 2~4CE& #A8lHA 400rpme £E 8
ZA2YA 53] F8 v gt 10w/vns I 2A 9
vl FANE HESY. o] 7Y BFE FH3o
sucrose density gradient¥l &2l ¥ (FF 43 #3
#], 1986) © 2 mitochondria®} micorsomed &3}
At & 7+ 239 vy FAYL 571 Xg(average
relative centrifugal force o]} Ak oA 1087+
HHEDES =2 vmly &, o g Azopy
& AAY o 2 3G E 7,796 X g0l A 2083
AR5 pelletst FHAE Ao o 44
o4& THA] 104,000X g A 127 LA E 23t pe-
llete} FAAE AArh o) HA A Ldoi7l pellet-S
0.25M sucrose o] AAE A7) o] AL 10~35
w/v% sucrose linear density gradient£%& Y&
AAE-2F - F-31A1A 88,500 X gl Al 15&3t
ANEG3S YT FYEAG ¥ FyHE
pellet-& Fo}A] 88,500X goll Al ThA] 1A17F QA&
23t pelletd A& F o]RL THA 0.25M suc-
rose ol APHA)|A 88,500X g4 1A7F AL
2@ s pelletd AU o] pellet microsome
Bgoz A3 ¥ $9] 7,796XgolA 20
27 d4E e 38494 de pellet& 0.25M

sucroseoll FEA 7T o] W& 20~45w/v% suc-
rose linear density gradient-& <& Y& 4% A
ool BEHAIA 45,200X goll A 2087 4] £ 8 3hod
AL A AES 0.25M sucrosef o] AHEANA 7,796
Xgol A 2087 AAET3IA pellletd dAoH
o] A& mitochondria® 8 o2 AL&3}% T}

A9 NEEE FANA RE ZL 2~4Td A
Algstgon o] W ALE-# ¥41%-27|= Du Pont
SrovallAb2] RC—5B refrigerated superspeed cent-
rifuge®} OTD—65B ultracentrifuge @t} 18]l o]
mo] A48 roter= Du Pont SorvallAl9] §§-34 2
T865 roter$l 2.1 sucrose linear density gradient
A8 gradient former(ISCO model 570)-& AM&
8t A ZsH ot

ST =3 22% microsome ¥ mito-
chondria+ ultrasonic dismembrator(Fisher model
300) & 2~4CTE FAFHA 20104k cycle/sec]
Z702 284 53 259 vy E 3 0§ 9y
%o 2 Bmg/ml7t HEE 0.25M sucrosefo] &
AlA Ha AEE ARSI

712} mitochondria$} microsome ] ¥ MAOEA &
242 tyramined 71AE Agsle) EAYH 37T
oA 20837t Wh-gAl7IE Bt A€ ammoniag)
%S &4} Nagatsu L Yagi(1966) ¥l =314
om g9 187 1mgd] @] A/3% ammo-
nia®] %% nmolE ER) AT

H 3 benzylamine oxidaseZA = &AL benzy-
lamine§ 7132 & AME-8ke] 37CeA] 3A17E §E&-A]
e U4 AA3I benzaldehydeE H|3lE
McEwen % Cohen(1963)¢] e E3lqom &
e 8A mi7} 1A vkt W3tE absorba-
ncedtS 1008] Fste] vheb Aok

o] AgoA ANHF ik THAE SHAYES A
F=E Eo]7] 9%t Sigmarle] HAE ELE
Ag3te AAstgen #e AR dE 28 S
At O HHERAE A th AL S B FRAE
Varian Cary 210 computer controlled enzyme spe-
ctrophotometer &3 t}.

Tl Mak: 4418 9 99 F 3L 0.5M pe-
rchloric acid®} methanol-ether&% 9 (3: 1)o.2 ¢
W& A A (Greenberg®t Rothestein, 1957)3%F t}-&
biuret'y (Gornall 5, 1949) 2.2 A #aHr}.
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oM Y F5 8F0lM SEEHFO0| 242 mi-
tochondrial & MAOEAMTO O/X = HE . 74
F3 224 AF 8FANA A< 5%(v/v) ethanol
S Yol FEHE Y-S W 7+9) mitocho-
ndrial £ MAOEXA XS WEL ¥ 17 Huh &
tyramineS 7]AZ ¥ F2+9 mitochondrial %
MAOEA = W 4 FETolU W] 54 $5
F 7tpEs o A Yol AAYR I U
bl AFNA 5%(v/v) ethanols 607t F
Ao 2N £ HFEAT(RFD) A Y3 olEre
oF 48%(P<0.01 )¢ AE F71& Jehlglen
g FA 55 F MeES Sdx steewt @
ol H& =& F 199 oF 47%(P<0.01), 2%
& ¢ 45%(P<0.01), 3¢l ¢k 48%(P<0.01),
790 9 49%(P<0.01), 14L= ¢F 54%(P<
001)¢ EA4E F78 YERISATH

8 AAHAGY WA FF F5 F9 FEEE 2
#gto 2 7ol mitochondrial & MACGEA T+
F& ¥ 3YURH dAF TAE el & A
AF e £9#g 4 woMe Uz 7k
oo vg] o] Ao AT ¥ F 3¥AE
ok 329(P<0.0D), 79l oF 34%(P<0.01), 14%
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o€ o 74%(P<0.001), 3¥l= <F 86%(P<0.001),
79E ¢ 83%(P<0.01), 14dsle oF 98%(P<
000D 2] Z71& eIt

LIS HES SFoM 2N FY 50| 7k
mitochondrial & MAOEMMEO| DX & : @
HolA FEHE AE F UYo FH FH F5&
A AL 9 7+9) mitochondrial ¥ MAOE A= 9] ¥
22 % 29 2t} F7+9 mitochondrial ¥ MAOY
A= 34 3 F5 F 15A0 € 24430
2 9le F718 Uelitk. & #2te mitochon-
drial & MAOE #4 4 5 ¥ 1oAT 2 24
Az 4 v R Tl vs] 22 o 27%(P<0.05)
2 9 31%(P<0.05) 9] 8= F71e eSS

FEREE F UL FAH FF 5 AT
1547k 2 24413t Fo mitochondrial £ MAO®

AzE 348 F3 FFT AL 2 dE2T 88
HAA FAHAL & FHHEAF F UL 34
FH FE5E AU F 15 L 4NN 2EEF
ol 4 FA ST N7 ol B3 9] mito-
chondrial & MAOE 2%t ¢f 31%(P<001) 2
39%(P<0.01) ¢ A= Z4AE JeEpAdth 28y
FHUAEN A o vEiMe 1 AT =
gtk & #H3I9) mitochondrial & MAOE &#9%
2% F UYd 4 F4 F5& AL 154
2 24N ARYPE W= FHEN AE o) S
Z+2} 9F 116%(P<0.001) 2 <F 96%(P<0.01) 2] &
Ax 5718 e

e £ 5 3FolM SEHEHHO0| Zte| mi-
crosomal & MAOEMTO| OjX = & @4 3
F5E AN dHAA A% 5%(v/v) ethanolg 9
o|HA FHEE AFAYE W 2 microsomal F
MAO #A4x9 WHES ¥ 33 2tk #AY mic-
rosomal % MAORAEE v 3 25 ol
w23 FE F7MrES TN B gdsie
F7He JEMIAT. & 24 3 F5TL F 42
Hls) oF 36%(P<0.05)9 A% $718 JEMIRA
o Y FA 25 F hees @ LdMe A
AHAAA Ttees & T HEH FE F 1dde
oF 31%, 29 °lE ¢ 34%(P<0.05), 3dl& & 37%
(P<0.05), 7¥lE o 34%(P<0.05), 14YolE <
38%(P<0.05) 9] &A% F718 Jellch 2y
g 23 F5E N7 F AGFNAN FEw 2
FE Y W o] BEhe FHET BT 99sle
WEol gk

SEEE ZAS HF M A FH 550] 22
microsomal & MAORATO 0IX|= d&: 84
A 22#L AR F 1YY FAH FR F5&
AN AL "= 7H9 micorsomal F MAOEA =9 W
Zo H 49 )

F7r9) micorsomal F MAOx :¥#% Z& ¥
1Yl 34 F3 F5E A F 4T FoA
2 QxTY F4 4 F5T A T 83 2
FAES o 43%(P<0.05) 24 H ATk 28y 18]

& FIAME o] Aie BATI HES YEHIA
st

otd 4 55 =F0AM SE2HE0| EH be-
nzylamine oxidase EA 0l O|Xj= Ag . WA F

258 NZ BFAA A% 5%(v/v) ethanolE
HolHA FPUF-E HEHPE e ¥H benzylam-



A3 - FS - FE2H - ANG T F5 YFHANA HHE Ao 719 Mitochondria @ Microsomes] %
Monoamine oxidase®} ¥ % ¢ Benzylamine oxidase@Ad ol W A& 3 — 59 —

Table 1. Effect of common bile duct ligation on liver mitochondrial total monoamine oxidase activities using trya-
mine as substrate(Total-MAQ) in chronic ethanol intoxicated rats

Total-MAO activities

Day(s)' (nmol ammonia mg protein~! min~1)

following

operation (Naormal; 2.8110.42, Ethanol; 4.16:+0.48%)

P Sham CBDL Ethanol + Sham Ethanol+ CBDL
1 2.80+043 2.54+042 4,1140.49> 4.0210.47{ .
2 2.8240.42 2.3140.35 4.09+0.57° 40240441
3 2794041 1.91+0.32b 4,12+0.620 3.55+0.58i “\
7 2.81+0.44 1.8540.30° 4.1840.66 3.38+0.51
14 2811040 1,154+0.31° 4.321+0.54¢ 2.281+0.686h

All values are expressed as mean +SD with 5 rats in each group.

Animal groups are described in Fig. 1.

b; P<0.01 VS. Sham, ¢; P<0.001 VS. Sham, f; P<0.001 VS. Ethanol+Sham, h; P<0.01 VS. CBDL,, i; P<0.001
VS. CBDL, k; P<0.01 VS. Normal.

Table 2. Effect of common bile duct ligation on liver mitochondrial total monoamine oxidase activities using tyramine
as substrate (Total-MAQ) in acute ethanol intoxicated rats

Total-MAQ activities
(nmol ammonia mg Protein—! min~!)

Normal CBDL Ethanol Ethanol 1.5hrs Ethanol Ethanol 24hrs
14days 1.5hrs +CBDL 24hrs +CBDL
2.81 1.15 3,57 248 3.69 2.25
+0.42 +0.31 +0.51 +047m0 +0.49 +0.46at

All values are expressed as mean *+SD with 5 rats in each group.

Animal groups are described in Fig. 1.

j; P<0.05 VS. Normal, n; P<0.01 VS. Ethanol 1.5hrs, q; P<0.01 VS. Ethanol 24hrs, t; P<0.01 VS, CBDL 14days,
u; P<0.,001 VS. CBDL 14days.

Table 3. Effect of common bile duct ligation on liver microsomal total monoamine oxidase activities using tyramin
as substrate (Total-MAOQ) in chronic ethanol intoxicated rats

Total-MAOQ activities

Day(s). (nmol ammonia mg protein~! min—1)
following -
. (Normal; 1.18+0.21, Ethanol; 1.6010.347)
operation Sham CBDL Ethanol+ Sham Ethanol+CBDL
1 1.19+0.21 1.20+0.22 1.56+0.30 141+0.28
2 1.1840.22 1.18+0.24 15840322 1.43+0.33
3 1.17+0.23 1.17+0.22 1.60+0.35% 1.28+0.37
7 1.184+0.24 1.18+0.20 1.58+0.312 1.09+0.36¢
14 1,17+0.22 0.97+0.21 1.614+0.372 1.08+0.354

All values are expressed as mean +SD with 5 rats in each group.
Animal groups are described in Fig. 1.
a; P<0.05 VS, Sham, d; P<0.05 VS. Ethanol+ Sham, j; P<0.05 VS. Normal.

Table 4. Effect of common bile duct ligation on liver microsomal total monoamine oxdiase activities using tyramin
as substrate (Total-MAO) in acute ethanol intoxicated rats

Total-MAQ activities
(nmol ammonia mg Protein™! min~?)

Normal CBDL Ethanol Ethanol 1.5hrs Ethanol Ethanol 24hrs
14days 1.5hrs +CBDL 24hrs +CBDL
118 097 1.28 0.98 153 1.03
+0.21 +0.21 +0.27 +0.26 +0.33 +0.24¢

All values are expressed as mean +SD with 5 rats in each group.
Animal groups are described in Fig. 1.
p; P<0.05 VS, Ethanol 24hrs.
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Table 5. Effect of common bile duct ligation on serum benzylamine oxidase activities in chronic ethanol intoxicated

rats
Day(s) Benzylamine oxidase activities
following (AAXI00 mi™" fur~)
operation Sham CBDL Ethanol + Sham Ethanol+CBDL
1 n. d. n. d. n. d. ” n. d.
2 n d. n. d. n. d. n. d.
3 n. d. n. d. n. d. n. d.
7 n d. 74+31 n d. 73137
14 n d 18.6+4.8 n. d. 17.7+51

All values are expressed as mean +SD with 5 rats in each group.

Animal groups are described in Fig. 1.
n.d.; not detected.

Table 6. Effect of common bile duct ligation on serum benzylamine oxidase activities in acute ethanol intoxicated

rats
Benzylamine oxidase activities
(AAX100 mI~! hr-Y)
Normal CBDL Ethanol Ethanol 1.5hrs Ethanol Ethanol 24hrs
l4days 1.5hrs +CBDL 24hrs +CBDL
n. d. 18.8+45 n. d. 19.0+4.6 n, d. 18.8+5.0

All values are expressed as mean +SD with 5 rats in each group.

Animal groups are described in Fig. 1.
n. d.; not detected.

ine oxidase@AdxTe] WFL X 59 &th 7toe
7% g £ FE F tEes ¥ T AY
717+5<¢t @3 benzylamine oxidase?] A& &
HA gty 3R A4Z7Y w4 3 FE
FEHL 43% FdAMT & F 34947HA 83
9] bengylamine oxidase?] ¥ E= FYHA &3k
o 79 £1E 1 4= 2REJT & 9
FE AEY ToAXE 7T 74431 AAX100
ml~hr=1(o] 3t &9} ), 14U TFolME 186%
480191 g FH FE F FHES 4AY T
AAE 79 TAA 7.3+3.7, 144TAME 17.745.
124 Gt 2 GA=E ¥ o7 gl
ESEE AES EF oM FH FH S50| €H
benzylamine oxidase&4 0| O|X|= Hg: 8F
NA FZHS A3 F 14Y0) F4 FH FEL
A #HE o] A benzylamine oxidaseB A4 = WE
2 634 2l & # EA 9 benzylamine oxidase
BAEE 54 33 F2 ¥ 15A7oY 24X o=
3 BA=r SAEHA g4t 28y F98EE
3 149 AA3 29 2EHEE 1uY F 34 74
FES NZ FAMEe 21 gAE7 2300
Z FEREE ¥ 14Y B T2 188145 F
HRHAI 1YY F F FF FTES AT 15AMT

)
Gl
A
%

2 2427 AARE e 47 190146 2 188+
50014t 18y 2E#4ALY F98EE F
FA FA FES AN T e 2 BAEE H A

o7k Y
o #

A7 OFY FE Pqs de AL, 3TE,
7732 S (Christoflersen® Poulsen, 1979; Woo-
ddell, 1980; Sherlock, 1985)¢] 7+dgto] of7|g &
Qon 3 FEAge 3 AEST AT Yy
M3te whedh(Christoflersen®t  Poulsen, 1979;
Chang, 1985; Chang, 1987)1. 3t} 34 FEo02
013 Feetz Wate 7HM ¥ 9 mitochondria’} &
2, Wy 9 cristaed] B HF#o] =i smooth en-
doplasmic reticulumo] F2o] EHw o] % Ma-
lloryAaA| 2] %2 (Christoflersen® Poulsen, 1979;
Chang, 1985; Chang, 1987)3} ZtM ¥¢] A} Chri-
stoflersen® Poulsen, 1979)7} #&dc 18lx &
F2 QA% TAE &34 Vel tiAg dHelze
lactate] AAHE7), pyruvate] AJ A3, AlWh4te)
A&7, 7AAI R A & Aty A
3}7+4 S (Ritchie, 1980; Ellenhorn#} Barceloux,
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1988)& & 4 Uth

t 2Ad FFLASL obrEHE ASEL 42
AEEA AN E 289, 2FENE 1y, A1
deud, Fdot doe) 95 d=dd F(Hal-
sted, 1976)°]m o]} Ze ANHE Aoz Iho
&S A} o HH nxA L AAL, FeF4, A
3 2 AA ¥3} S (Desmet, 1979)0] ehd
Bt ol A% %9 F= vehdoh(Hal-
sted, 1976; Sherlock, 1985).

9 @S AFH o FEESAI} oF
715W Azte] A wEl FdESATL AL,
HEFH, 443 2 Ay st 4452 o
el (Moritz9} Snodgrass, 1972; 44 , 1987;
AEA %, 1989) FAAN 7% o7t 2 EE
A (Kaplan¥} Righetti, 1970; Righetti®} Kaplan, 1971;
%2, 1980; Toda 5, 1980; &&=} A< 71, 1985;
FEH o3, 1985 HE4 5, 1987; ¥}
#F&2, 1987; B FE2), 1989) 0.8 FEA
Ak

HFA N FEFEEZ 719 wjd7lE0o] AdH
® x4 &EA9Q alkaline phosphatase(Kaplani
Righetti, 1970; Righetti®} Kaplan, 1971; Toda %,
1980; #¥4 &, 1987), 5-nucleotidase(F3 243}
3F, 1985; FF4 F, 1987), y-glutamyl trans-
peptidase(Z3F2) 3} <7, 1985; F524 F 1987)
2 leucine aminopeptidase(Z&4], 1980; A3 39}
32, 1987)F TAEAAN I 84 FvHEY
Axgto] B34 RN PF L2 F&FH T alanine
aminotransferase(&& 23} 211, 1985; A8
1989), asparate aminotransferase(#&2]3 4o)f,
1985; ZoJ3] %, 1990) R lactate dehydrogenase
(FE2] 7 013y, 1985) & HAIEN A 2 @A
ZaEan o £§ HE E49 MAOE BF
AN 2 FA o] FaEE A(ETAFH FEH,
1989)0.2 ¢ it

Ae] Fod FHL LA diRE dAEH
o] thAt# A& ethanole] acetaldehyde® At3l= i
T}A] acetate2 4t3}l5]o] o] & (Bosron® Li, 1980;
Lieber, 1985) %= Zlo]th. &3] o] tAt#A o
A 749 acetaldehyder ZHA|Ee] &3 A
29 AAE 23 ZA(Sherlock, 1985)F &
HA QI BT FA FEA AT FHEF Asr}
%7 (Chang, 1985; Chang, 1987)H & g BF &
Aot FA 5 YAt 7t £49 F=e v

A AolH o}-g8] 7kZF oA & MAOS A x
HEE AdA Aot} §1H MAOT ethanolE3lA]
M =¥ acetaldehyded] 9}3] &5+ (Ells, 19
66; Feldstein, 1971) A amineg A3A)7)= &
AolBnE FFEAA FH FEE NUYHE F
MAO 84& ¥HEE FFSAT AHE o Hr)
AR AHA Aot

o] AN HHANA WA F4 F5& ANHL
w7} mitochondria®] £ MAO$} microsomes] &
MAOS] A4 =e A Fristgden F4 3
FEAlol= mitochondriad) ¥ MAO EA4=7 &
Zbetgch o] AA e F4 FHEoZ MAOS FAol
f=sv Aolgt A4drt

o] Ao HFNA FEH 222 SFEAT
ok7|A1Z1-& wWlE 7t mitochondria®] & MAO &4
=9 #4373 AP o] AFL Fudn #&
2](1989) ¢] Ha otz A ste MAOE BFEAZT
M 2 FAgeo] AstEe skt AGHEG,

o] AN HF A WP FH F5 F FHT
ZEZ FEAE NHE W FEHUEE F
4 #4 $5% AHE 9 7 mitochondria®) &
MAOE 3 S5 AZE frde 2 84=7)
doroy FFEEAT AAS w Bohe 1 84w}
E4r}l 228 3 microsome ] F MAO= 3 =51
AAE e §4=7 SUHEd ey 29 =39
ANe HEE JEiA @tk o] 43L& 7t
MAOZ FFEAA F3 F50| oMV|H4E BFE
AT A-E W B 2 g4 o] FtE v g UERR
A2 A o] ethanol acetaldeyhydeol] 2]] A
amined] W&o] &= A (Ellis, 1966; Felds-
tein, 1971)& = ] vty 3= Ade} AL
t}. 2 ethanol¥} acetaldehydeo] ¢]8] A amine
o] "ol EXHI o] & £33 Y MAOS
Aol =€ Holgt & 4 itk 2wy of A
oz & GFEAA 73 47 AA A g T
AQNA EE HEITE FeAE RIAE &
B gl

o] AgA MAOS d%<Q ¥A2| benzylamine
oxidaset GEEAE A7l RE FHoA FHH47
F 7988 I 840 FAHRO Y FEite] ¥
o]zt giATh EH e MAOS} zke] MAOE A=
Qe A & Ao g guA ot ke MAO
7t 8Fo2 fEE We ¥4 MAOY #Helz W
g Aolghs F80] Jorng o] AP FF
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EAA FH F5] o7EHAE e FH A
benzylamine oxidase’} BF-&AT & v Boe
I gAE7 718 Aoz AAPAY. e F
HEo] gl AL o] H4¥vtezyE EHEA 2 o
FE A93Ve oY A o] FAle do=
o 738 Holol At

o] T@Fe AAF o] HEY HHLoZ Ko} 3te]
% MAOE 34 2 W4 3 S5 2 F4o
F7tEe a4 AZtEd. i e & MAO®

FEAA F3 25| o|HH FEEAT UL
W Bl oA 1 gAo] FhHe Baod 1
F7te] S A9 S Bgdth mEky
o] 4AL HFEARZ tEAo] & We 55
A e dEks AL Y3t #ARE & 4 Sl

2 ¢

o] Ad7e UHE AFA 79 2L ddt
AjstslA v A e da-S Welx 34 2 v F4
FEE AT gF9A FFSAE oF7IAA 3
mitochondria ¥ microsome®] % monoamine oxi-
dase(MAO) S} 8% ¢ benzylamine oxidase@ 4 =&
&3¢ Roloh

AF A HE F4 5L AAE 9 2 mi-
tochondria®} microsome?] & MAOE4HE+ HA
¥ 371 JdeEliden §4 4 F5& AHS
W+ mitochondria®l & MAOBAET #93% =
7+g eI

T8 A%2 FEFEAT ARHE H= 2 mito-
chondria®] & MAO% I X %7l &3] Zis
Art

A 4 25 F 2PRAEEE FFEAE o
710 e} FHAAR F FH T4 FE5E AHS

£ ZF mitochondria®] & MAQRo] 3 &7
ANEE W Ede 2 g4=C @itk 28y &7
FEAW AHE 9§ BEoe 1 842 H3th

¥ 9] benzylamine oxidase® FFEAE Azl
BE #HdQA FE% 4% & 7URE I 84 &
AE RO Fazte ¥ Aol gl%ith

o] 2] .o g Hol ke MAOE F3 FEAl)
I AR F7HEE BiolH EF GFEAA
F3 FEo] of7|EW o] Eie BHET HEE
A S v Ho} Frise a4 A4 E, 18n
I F7he 49 AR Frher A
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= Abstract=

Effect of Common Bile Duct Ligation on Liver Mitochondrial
and Microsomal Total Monoamine Oxidase and Serum Benzylamine
Oxidase Activities in Ethanol Intoxicated Rats

You Hee Kim, MD; Kwang Wook Ahn, MD;
Chun Sik Kwak, PhD; Sung Kwang Chung, MD**

Department of Biochemistry, Keimyung University, School of
Medicine, and Department of Urology, Kyungpook National
University School of Medicine*™*, Taegu, Korea

The activities of the hepatic mitochondrial and microsomal total monoamine oxidase(MAQ), and serum
benzylamine oxidase were studied for cholestasis induced by common bile duct ligation and acute ethanol
intoxication developed, or cholestasis after chronic ethanol intoxication for manifestation of the biochemical
background of alcohol intoxication in hepatobiliary disease.

There were marked increases in the mitochondrial and microsomal total MAO activities of the liver in
the rats treated with chronic ethanol intoxication, and showed a significant increase in the mitochondrial
total MAO after treatment with acute ethanol intoxication.

When common bile duct was ligated in.the rats, mitochondrial total MAO activity in the liver signifi-
cantly decreased.

When common bile duct was ligated after chronic ethanol intoxication and acute ethanol intoxication
was done after common bile duct ligation, the activity of the mitochondrial total MAO in the liver dec-
reased more significantly than the group only with ethanol intoxication was performed. However, the
activity showed a higher degree on the same time points than the groups only with the common bile
duct ligation,

The serum benzylamine oxidase ectivity in the group with only common bile duct ligation or the etha-
nol intoxication with cholestasis were measured between the 7th and 14th day, with no difference betw-
een two groups.

According to the above results, the hepatic MAO seems to be an enzyme in which its activity increa-
ses in acute and chronic ethanol intoxication. And total MAO in the liver is the enzyme with increased
activity in ethanol intoxication with cholestasis more than in cholestasis. The cause of the increase is the
development of biosynthesis. Accordingly, these results will be the data supporting that alcoholic drink is
enzymologically harmful in hepatobillary disases.

Key Words: Cholestasis, Ethanol intoxcation, Monoamine oxdiase



