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Y-Glutamyl transpeptidase((5-glutamyl) pep-
tide: amino acid 5-glutamyltransferase, EC 2. 3.
2.2, Y-GTP) &= Yglutamyl’1 7} A% ¥ peptideZH
€] YglutamylamideZ 2] Al# UE peptide®
ol e WS Fvfste T A (Kim, 1979) 24 A
¥ 2] 938397 endoplasmic reticulum =9 &=
Ko HAs o] 9o cytosolil} mitochondria &
FoMm FHAEG. o] Fhve FEXH de ¥
XHo] glov] ¥4, g, gHF B HAFA S
e} = A (Orlowski and Szewezuk, 1961: Kokot et
al, 1965) 2 = 9t& A 3loh

o] IA&E ZhollA 2 o] A s I H=
A Eoll 1 o] @ty ted alkaine phospha-
tase, leucine aminopeptidase®} Gl 8o x4 §4

2 7 91t} (Song et al, 1969 Wilkinson, 1976).
T3 7-GTP= 95 &7 e e e R F 3o
Al "o #A3 Fr7lgol(Aronsen et al, 1965:
Aronsen et al, 1970: Lum and Gambino, 1972:
Whitfield et al, 1972) ¢&ix A& #9t ol &
FEADANNE 21 GHE7 FUHE (A ZY
Tt, 1985) o] & A AUt

7o) w7 E B2 HE e FFEEA 7L ofy)
HH 7hz2Ae dedtx w3l (Moritz and Snod-
grass, 1972; Desmet, 1979: A4l 2], 1987 H &
A 9], 1989) 7t Yehd# Al A EAYAY] ©
S5 2AHY oy M E oy a4 84
=7t HEHE o]l E4 FOME A 4 ¥HE
£ Vel e EASL S'-nucleotidase(HE A 3 A
23, 1985), alkaline phosphatase (Kaplan and
Righetti, 1970: Righetti and Kaplan, 1971), leu-
cine aminopeptidase(BA 3 9} T4, 1987) % 7-

EEE LT
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GTP(ZH&22 31, 1985) 9 Z2& FuA Tl
254 A

F 7% (ethanol) & 3717 JF 3 Aol 2
(Christoflersen and Poulsen, 1979; Wooddell,
1980 Sherlock, 1985b) 8 F 13 ol T EE 4
3t &ejst* w3 (Christoflersen and Poulsen,
1979 Chang, 1985; Chang, 1987)& ¥-& v}l o}
Yl i w3lx oprlEle A (Ritchie, 1980:
Ellenhorn and Barceloux, 1988) 2.5 %e4 lt}.

cefoll ofA] F=A ol Avgke] ool el 5
g2 °‘3H op7islE AWECl FAH9 dde] H3 Y
o 5& 4 diate Fd 71 2ol vAe F
ol FFge vE FES vy Avk g SFE
olsf 7hd gho] =2 ¥ t}(Christoflersen and Poul-
sen, 1979; Wooddell, 1980; Sherlock, 1985b)+
A7 d B Ao g W FFE Y F
A Fxo] okriBohd ThxH N AN 7-GTPY
4% HEL t% 48 slojth 22 ol hat
2aE Fobd £ gl

o] At hdx AFA S5 HEE Mo o
gk Agabs el ddhg B "15.3??* dde
24 ] F23 F5S A0 HAA SAE
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SR/NAIFIAY HEEAT AYHE Q%‘%Oﬂﬂ] =4
FA 228 A7l ¥ 7+2] cytosol, mitochondria 2
microsome?] Y-GTP9 E 39 ¥Y-GTP AL E &
sl 2 HHE v FJES Aol
e Y gy
EE Y MR FE2 45 o & 2HoZ AL

%3k A% 280~320g =l Sprague-Dawley® 9} &«
FHE Agstgen 178 ovEl 2 st g3t 72
] & 26228 YAzl & Z42(1E), F
g3 A% 519, 24,39, 79 9 146l 77 £A
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Fig. 1 Experimental design.

F93 AA32(F 57), 9o MEe §F 1Y, 24,3
o, 7d 2 o] ek &9l JhEEF(E 53),
Eagon F(1987)°) W e) ket 5%(v/v) ethanol
608 HAAY F FA WA A F5F(1)
5% (v/v) ethanol& 6097+ 4% 7 & A& 5%
(v/v) ethanol& Jd#HAIZIW A Etat A2 3 19,
291, 39, 7Y F 140l 77 ) vhg 2 FE
5 FFHe AHI HF 5F), 5%{v/v) ethanol
& 6097 4FHAIZ & AL 5%(v/v) ethanol &
HAAZIEA 7hr2e 3 3 1Y, 24, 3¢, 74 ¥
Ul zpzt 2 F4 35 & 7h5e8 & 2(F5
), Lin F(1978) 2} "ol e} M F kgD 4g9
ethanolS 5851 77 15417 9 2441 2bol] 29
8 78 FEHEF2H), FYS 4% 49 £ A
= kg3 4g°] ethanol® &t zhzh 15417 &
ANl F9l TR HEA § F4 34 £58 A
7 #(F 23) Bolrh

7t ARZ L N g et ed AY HFo
AT 2Ue2 AEAGY. AE s A8HE HF
FE AIEE 94 &

g T FEE U 2 25 F ke e %
TR NS EEFEYR AL @ FoME
EjAl 5%(v/v) ethanol& 2 (Eagon et al, 1987)
& AFEe] A sdh F4 7 F52 84 A
Z kg3 4g2 ethanolo] EAHEE 25%(v/v)
ethanol &9 & 4| (Liu et al, 1975)%}3 18 33+
Foatgdd.

FEY A, e R PHEeL A4 ¥4
o) dF WFE VBt YA A7) A Yslge
™ HE of 12A17F F4A12 ¥ etherrlH dtollA] A
Al 8k ot

THA AZ2 AT F lem ol F o 99
Feo] FHAE A o)TERE F 2 FURYE
Atstdon 2 AEA ge HAHdE el
Aok 7hrEe e ES T Ayt

A& B e BB dFERHoRE A
A d¥a A7 9 R A3y 4T
2} 0.25M sucroseB 0.2 FHF A7 & AAslg o
HAed e F AEXEEE HASYD HHe ¥
Ao gHREEd AL dn E AL PHEE
a23sgc

Al2t: L-Y-glutamylp-nitroanilide, p-nitroanil-
ine, glycylglycine, p-dimethylaminocinnamalde-
hyde, £ E# A 2 (enzyme control 2-N) ¥ ¥ 3
ol ol (10g / 100ml, bovine albumin)%-& Sigmat}
o AEE AHEEP e a9 dHAIGES EF E
= 4355 A8

212 NE2E: 3&ed e dxg 7535 g
o 7ho)) e} 919l sucrosed & Hed § 25 A A
o aElie 7He Al dolA dWoeR YEN &
et g 215 5¢& F &t 9l F 2 0.25M sucrose
2 4o} teflon glass homogenizer(ThomasA} A&
chamber clearance 0.005~0.007 inch) & 2~4TC#&
FAEHA 400 rpme) 52 XA AYA 53] ¢E
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vl 10 w/v%e hxa gAAS vbE
olgH Alzxd Thx3
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*1]3&:;34’\] BE FAL 2~4TCoAA ANHYsHe
W AR fAE2 7= Du Pont SorvallA}g]
RC-5B refrigerated superspeed centrifuges} OTD
£65B ultracentrifuget}. Sucrose linear density
gradient & ¥ 9] A2 former (ISCO
model 570) & A&3ted Azt o)

B MR EN:
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H2]3F microsomed} mitochon-
0.25M su-

1w/ v% so-

drias Smg/ml7y S LB
crosedf o] HEAlZ o o] Yt g
dium bicarbonateod © 2 ujj it & A6t ultrasonic
dismembrator (Fisher model 300)% 2004 K
cycel/sece] Fno g 284 53] 1030 2859 v}

O3-7}
9- cytosol 3] $H

HE 3t o)7L -GTP aa
AE2 48,

=

g #8E 3
GTP &4 x9 24
£ J)AE AHEste) 37T 3087 AT §
frel ¥+ p-nitroaniline-g Orlowski S}
Meister (1963) ol 2lstH o™ of g49] $A W
Do 127000 Imie] §% 22 Imge] @] ubg
&tod A A%t pnitroaniline® nmolZ YERY At}

of Aol MU a4ABHE FHYL 1 AFY
218t SigmaAle]l B E4F AEE

ghel b Al TS WPy

2 L-7-glutamylyp-nitroanilide

A sl

g %ol

o HAstHges & A8dd e 23 sty
Fatuch o] ddolA] 7t EagdE =
Mol AbE-3 BRI TAE
zyme spectrophotometer (Varian, Cary 210) it}
CHEHEl Mgk §4d 2o thly e 0.5M per-
chloric acid9} methanol-ether 3:1&3t o & ¢
w5 A A} (Greenberg and Rothstein, 1957) 3t th &
biuret ¥ (Gornall et al, 1949)c & A g} g}
24 AA L Student’s t-testd &}

LA g

computer controlled en-

N 2N

ot
A 3
ot RN FE EFOIM ESEI AHO| 7t
cytosolic ¥-GTP AT DjX|E He: v 4

F5g AT BFCA A% 5%(v/ v) ethanol& ¥
olHA FHHE AFUS 9 7+ cytosolic Y-GTP
e HEE 5 19 72 79 cytosolic ¥
GTPEA L= WA 4 2E 2y ghy 29 25
5 tred ¢ AT WES vehya s
v}, gl FUdbe A ol 7hel cyto-
solic V-GTPEA \wtx il 7hp@atol vlal &
ok Az 33 oF 61%(P<0.01), 7ol oF
T4%(P<0.05), 149z <ok 2787,(P<0.001)2) &
e UEiRch BE 74 5 F suwe 43
ghtol Mz o agel Y T8 FE F ke
o o Blate] o] EAe 4L FEN A4F
Fo32oly oF 70%(P<0.01), 7dolli= oF 114%

Table 1. Effect of common bile duct ligation on liver cytosolic ¥Yglutamyl transpeptidase(¥-GTP)
activities in chronic ethanol intoxicated rats

Y-GTP activities

Day(s) (nmol p-nitroaniline mg protein ' min™")
following (Normal; 0.75+0.14, Ethanol: 0.75+0.18)
operation Sham CBDL Ethanol+Sham Ethanol+CBDL
1 0.73+0.10 0.80+0.21 0.76-£0.14 0.88+0.23
2 0.75+0.13 0.83x+0.19 0.77+0.16 0.99+40.30
3 0.77+0.11 1.24+0.27° 0.76 £0.19 1.29+0.28"
7 0.77+0.14 1.34+0.38° 0.72+0.23 1.54+0.33°
14 0.76 +0.15 2.87 +£0.56° 0.73+0.21 3.39+0.95"

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, b ; P<0.01 vs. sham, ¢ ; P<0.001 vs. Sham, e : P<0.01 vs. Ethanol+Sham,

f: P<0.001 vs. Ethanol-+Sham
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(P<0.01), 14¥9 = 9F 364%(P<0.001)9 Z718
eEpAh ) o] 4 BHEE YA E
e T4 8 F5 F 320 488 2ol ¢
9 AF FRY AY AT G 2 g4ETL
7 Erh e FAEA fo 8-S gt

gt FH E5 EFOM ZEA HFO| 2t
mitochondrial ¥-GTP 450l O{X{= S&: 94 F
4 FE52 A FHAA A4 5%(v/v) ethanol
HolPA FgAE AFWE B 2+ mitochondrial
YGTPEA =2 ¥EL ® 2¢ ¢tk 7+ mito-
chondrial V-GTP 45 U4 3 $5 &34 w4
FA FE X rEg g FEAMAe H dE g Ve
WA gkstch. # 7k2] mitochondrial V- GTP 84 %
e A% 2gude AFYe dE steedd
Ha) F9d 284 3 7dode o M46%(P<
0.001), 1499+ <F 408%(P<0.001)9] AL &
7He ettt Y £ F5 Fo Fdd& 4
AP L dr 2 gred Y =4 5 F ot
g 3 FET o BAe] g5 FES AT F7
dol= o 69%(P<0.05), 14ddle 2} 327%(P<
000D EHE F7HE et o A BT
29 FY FE F FE0E A4 I FEB
HAEF L RIS de VN FH EEE F
S#g A Fo] FEAY AR FRG FHH
A% F 7dee oF 34%(P<0.05), 4Yole oF
23%(P<0.05) ¥4 =7} Fkch.

otd FH BF EFoOlM ZHET o] 2
microsomal ¥-GTP @M EW OlXH= HE: 04 F

A EE5E A 8AANA AlE 5%(v/v) ethanol &
HoldA FH#E ZEYE W 79 microsomal ¥
GTP g4 x9 "WEL & 3% 7t} 7+ micro-
somal Y-GTP €45 & 94 4 5 2olAe &
o% A= F7HE UEWA YU 2 By
T F5 FlFES & 2odHE teeEw 3 2
of Hla] o] A4 FHEE Vg F 24de ¢
43%3(P<0.01), 399 & oF 43%(P<0.05), 28 7
Ao = 9 41%(P<0.05), 14ddlEs oF 46%(P<
0.01)¢] &7H& vepi AUt

# 7+2] microsomal Y-GTPE#A T AAFY F
g3g 2249 de stsedol vie 9 243
F 1d9i= 9F 119%(P<0.001), 299+ oF 252%
(P<0.001), 3¥ole oF 364%(P<0.001), 7ol
oF 845%(P<0.001), 14U o+ <F 1,144%(P<0.001)
o Z7HE Jeliidoh B8 73 5 79 FE92
< AA9S v 2 Rz WY Y F5 F 7}
TEL 3 FE) o) A0 BAHLE FYH AF
F 1dol= 9o 184%(P<0.001), 294+ <F 304%
(P<0.001), 3¥9dlE < 400%(P<0.001), 7=
oF 689%(P<0.001), 14¥ o= <F 883%(P<0.001)
o] $7bE e o] B4l FAHAEE WY F
A FE T E2EHs 44 ¢35 29U A%
ZE 2L de O T F5 F FEAL 4
ek Fo] Fgdet A FHo FEH 4% ¥
1ol 9F 59%(P<0.01), 2Yl+= 9F 64%(P<
0.01), 349+ 9 55%(P<0.05), 7dll = °F 18%,
14 9le oF 15%7}) &tk

Table 2. Effect of common bile duct ligation on liver mitochondrial Y-glutamyl transpeptidase
(7-GPT) activities in chronic ethanol intoxicated rats

Y-GTP activities

Day(s) (nmol p-nitroaniline mg protein™' min™")
following (Normal: 0.87+0.15, Ethanol; 0.87+0.19)
operation Sham CBDL Ethanol+Sham Ethanol+CBDL
1 0.86£0.15 0.91+0.19 0.8940.21 0.92+0.25
2 0.88+0.18 0.95+0.23 0.89+0.18 0.90+£0.32
3 0.91+0.14 1.17+0.26 0.910.20 0.96 +0.34
7 0.90+0.16 2.21+0.35° 0.86+0.17 1.4540.43*¢
4 0.92+0.13 4.67 £ 0.69° 0.84+0.15 3.59+0.76"¢

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

Animal groups are described in Fig. 1.

¢ ; P<0.01 vs. Sham, d ; P<0.05 vs. Ethanol+Sham, f ; P<0.001 vs. Ethanol+Sham

g : P<0.05 vs. CBDL
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cytosolic, mitochondrial 2 microsomal ¥-GTP &
Zofl DjR= FE: HFoA FEFE FFT F 14
dol 4 T4 F5& ANHAEL 9 79 cytosolic,

mitochondrial2 microsomal ¥-GTPEA =2 HE °l 74 F

£ E 49} 2ot F 7+el cytosolic, mitochondrial %

microsomal ¥-GTP 4 =% 4 F3 52 A
ZE de ¥ dEol AUk F7He cytosolic ¥
GTPEAAEE 93 247 4UdF 34 4 55
& A7 o 1547 A AlA S de a2 R

FET 073 1547 Fol HgA

o H3 o] 49 BHEE o 329%(P<0.001)

Table 3. Effect of common bile duct ligation on liver microsomal 7-glutamyl transpeptidase(Y-GTP)
activities in chronic ethanol intoxicated rats

Y-GTP activities

Day(s) (nmol p-nitroaniline mg protein™ min™")

following (Normal; 3.39+0.60, Ethanol: 4.07+0.65)

operation Sham CBDL Ethanol+Sham Ethanol+CBDL
1 342+0.51 7.50+ 0.78° 4.21+0.70 119+ 234"
2 3.36+0.60 11.83+ 1.8 4.79+0.68° 1937+ 3.21°*
3 3.38+0.65 15.67+ 3.9(° 4.84x0.77° 2422+ 5.02%¢
7 3.31+0.71 31.29+ 6.32° 4.68+0.81° 3692+ 747

14 3.29+0.58 40.94+13.17 4.80+0.74" 47.16+16.89'

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, b ; P<0.01 vs. Sham, ¢ ; P<0.001 vs. Sham, f ; P<0.001 vs. Ethanol+Sham
g : P<0.05 vs. CBDL, h ; P<0.01 vs. CBDL

Table 4. Effect of common bile duct ligation on liver cytosolic, mitochondrial and microsomal
Y-glutamyl transpeptidase(¥-GTP) activities in acute ethanol inoxicated rats

Y-GTP activities

{nmol p-nitroaniline mg protein ' min™")

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs +CBDL 24 hrs +CBDL
(Cytosol)
0.75 2.87 0.80 3.43 0.71 3.36
+0.14 + 056 +0.21 + 105 +0.18 + 1.22°
(Mitochondria)
0.87 4.67 0.77 3.38 0.74 3.25
+0.14 + 0.69 +0.19 + 0.96">* +0.17 + 1.17%7°
(Microsomes)
3.39 40.94 3.62 41.21 4,27 45.34
+0.60 +13.71' +0.71 +13.90"° +0.94 +13.32*

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

Animal groups are described in Fig. 1.
k : P<0.001 vs. Normal, 1 ; P<0.001 vs. Normal, p : P<0.001 vs. Ethanol 1.5 hrs, r : P<0.01 vs.
Ethanol 24 hrs, s ; P<0.001 vs. Ethanol 24 hrs, u ; P<0.05 vs. CBDL 14 days



ZAY -8 - 434 34 25 EA44 398 Fdo) ¥ @ 29 YGlutamyl Transpeptidase $49o PIAE 9 — 205 —

o] F7Hg vehlig e 293 24 149 ¥ 34
FH F5S AU OE U4AZY dQAHE de
a2 dxeEd §4 4 FEUN AT 2447 Fof
A A Fol vE o) AAd BAEE F 415%
(P<0.001)¢] F718 JepR AL o] Ado @4 %
E3HR FF F MY FH Y FELNY 2
# 2 gz 2898 243 F 4Y 43 28 )
2 He e 39 23 ¥ Udo FAH FH 5
S A7 Fol FEH A ¥ 149 AAY 2R %
7k} Z7vE Jerddth ey SAEE g e
A

# 719 mitochondrial Y-GTPEAE= 293 4
F MY F 34 74 5L A7 dg L5
HAAAS dE 2 W23 4 9 F5T A
713 15A17F 3ol Sl A)1Z 2ol viE] o] Ahe ¥
Aw 9F 339%(P<0.001)E7H8 JeEi e &
93 AF 1Y 3 F48 79 £58& AN G§ 244
Zholl BlAAAE e 2 dFz2 44 4 35
ok A ZIGL 24A17F Fofl A el Hla) o] A
9ol AT E oF 339%(P<0.01)9] 2718 Yepdld
thoo] ke $AEE F9 AF ¥ 14de 34
F4 ZES AN 24 398 28 ¥ 4d Ags
FL AL W FEX 23 F MUY 34 F
P EFES A Fol 2B AT F 14U HYg &
wok feolg 22 g dehi o

#7+9] microsomal Y-GTP 45+ 93 A&
14d ¥ 34 54 58 A0 o2 1520 34
ANZE de 2 d2Ed 34 33 5% N7

L5AIZE Fof BAAIZ) 2o uls] o] HA BN
£ o 1,038%(P<0.001)¢] 71§ Jepiden ¥
98 23 MUY ¥ 34 73 FE5S AL 9E U
vl AN E dE 2 422U B8 FE FF
T A7) 24X 7 ol AT Fofl v o] A
o] YA EE oF 963%(P<0.001)2] F718& vehAA
thoo] e YHEE FEH F4F F 1449 34
FA FEL AN 23 93 23 ¥ 144 FAH9
2% ¥ EZ9E de Y7 @ Aoyt gk
oty F3 Z= gFoiM S FEo HH Y
-GTP §AMSo DX g% Y FAH F5& AT
Y3 oA A% 5%(v/v) ethanold HolHA Fg
Te AFAL W ¥H YGTP 459 WigS ¥
59} 2ot A g4 YGTP §4E: 4 54 F
5 Folv 94 £ 35 T 7lrE S o FENA
A AV FU H EEE JdeEA gsk A
Ho FHDE AT FoM A Y-GTP 4=
¥ 2RI 7hreded vid 93 AF F 1
go) = 9 120%(P<0.001), 296l oF 200%(P<
0.001), 3¥9dlE ¢ 360%(P<0.001), 79l o
348%(P<0.001), 14delE oF 310%(P<0.001) <]
Z7vE Jehdigdch w4 3 25 ¥ 9HEg 2
P FolME 2 BRI Y FH £5 ¥ e
&g & 2ol vlgto] o] Ao FHEN FEH A
F ¥ 149 9 189%(P<0.001), 29l & oF 271
%(P<0.001), 3¥ 9= oF 531%(P<0.001), 7 ol&
o 517%(P<0.001), 1499l = 9 536%(P<0.001)
o} Z74E vebdiich 849 ¥-GTP @45 & w4

Table 5. Effect of common bile duct ligation on serum ¥glutamyl transpeptidase(¥-GTP) activities in

chronic ethanol intoxicated rats

Y-GTP activities
Day(s) (nmol p-nitroaniline m{™' min™")
following (Normal: 3.61+0.63, Ethanol;: 4.26+0.74)
operation Sham CBDL Ethanol+Sham Ethanol+CBDL
1 3.64+0.67 8.01+£1.2% 4.27+0.73 12.32+2.15%"
2 3.62+0.60 10.86 + 2.06° 4431068 16.44:+3.48"*
3 3.66+0.64 16.84 +3.29° 4.21+0.77 26.58 +5.62"*
7 3,6010.69 16,12+ 4.01° 4.48+0.66 27.63+5.19**
14 3.36+0.66 14.89+4.67° 4.12+0.75 26.21 +4.90"*

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

Animal groups are described in Fig. 1.

¢ ; P<0.001 vs. sham, f ; P<0.001 vs. Ethanol+Sham, g ; P<0.05 vs. CBDL,

h: P<0.001 vs. CBDL
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Table 6. Effect of common bile duct ligation on serum ¥-glutamyl transpeptidase(Y-GTP) activities in

acute ethanol intoxicated rats

Y-GTP activities

(nmol p-nitroaniline m!~

"min”")

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs +CBDL 24 hrs +CBDL
3.61 14.89 3.85 17.22 3.92 17.88
+0.63 + 467 +0.59 + 5077 +0.68 + 622"

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

Animal groups are described in Fig. 1.

1. P<0.001 vs. Normal, p : P<0.001 vs. Ethanol 1.5 hrs, r

A +3% AT HE
P des W4 FH F5 F FERE
F3t Aze d¥g FHH A4
190l = oF 542(P<0.01), 29 ol &= ok 51%(P<
0.05), 3ol oF 58%(P<0.05), 7dllE o 71%
(P<0.01), 14¥ ol = o 76%(P<0.01)7} Eoto}.
EcHig Zae g3l 24 T E50| €8
Y-GTP X0l OjXjz= HE: dFdH FaHE
AF3 F 1ol g4 5 58 AFHE W
Y-GTP @A %9 WEL ¥ 63 74ch 3 &3y v
GTP 8d=e d4 74 $5& A& de

dob Mook 1B

sl BAEE %% zw T 4°J°ﬂ W 4

j oE OiN bt 12

Be 22 RAE A v A% 5 LUl -
9 AF 14 e
@k orel /b8 e aleh ceiik A S

Y 2g 35 A 2ol F

)
[o5
ol
4
il

2 o] %%%iﬂﬁ OM&JL fj%b At F
2 > od A—]z«]kll‘«}fr‘;j:“
H, Folvt ‘*! | elgt dw Ml % (Halsted,
1976) 0l ojgbzre 7hki Ao Zho HEHFEA
7h oA HW b A A, GF, AR 2 A

314 W3 Z(Desmet, 1979) 0] VElE ¥t o2}

; P<0.001 vs. Ethanol 24 hrs

H& 159
Sherlock, 1985a).

A#9 g dEsH o dETA I o)
s AlZbe] Aol meb FESAL-E AAL &

A, Awe o A st 58303 o
v}y (Moritz and Snodgrass, 1972: ’E}Eﬂ*é 94.
1987; &N 9, 1989 FA T E Bt =
#) 5]+ #(Kaplan and Righetti, 1970; Righetti
and Kaplan, 1971; 2323 #ol+f, 1985) 082 <&
#HA Ark

TEw A#E el FEEA o EHY HE
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=Abstract =

Effect of Common Bile Duct Ligation on Serum and Liver
7-Glutamyl Transpeptidase Activities in
Ethanol Intoxicated Rats

Kyung Il Jo, MD; You Hee Kim, MD; Chun Sik Kwak, PhD

Department of Biochemistry, Keimyung University
School of Medicine, Taegu, Korea

The activities of the serum and liver ¥glutamyl transpeptidase(”-GTP) were studied in cholestasis
induced by common bile duct(CBD) ligation and chronic ethanol intoxication and in cholestasis before
acute ethanol intoxication to establish the biochemical background of alcoholic hazard in hepatobiliary
disease.

There was a significant increase in the hepatic microsomal Y-GTP activity of rats treated with only
chronic ethanol intoxication. In the group with CBD ligation after chronic ethanol intoxication, the ac-
tivities of serum and hepatic microsomal 7-GTP increased more markedly than in the group with only
CBD ligation. However, the activity of the hepatic mitochondrial Y-GTP showed a significant decrease
than in the group with only CBD ligation.

On the other hand, in the gorup with CBD ligation before acute ethanol intoxication, the activity of
hepatic mitochondrial Y-GTP decreased more markedly than in the group with only CBD ligation.

According to the above results, the liver microsomal Y-GTP seems to be an enzyme which increase in
its activity in chronic ethanol intoxication with cholestasis more than in cholestasis. And the liver
mitochondrial 7-GTP seems to be an enzyme which decrease in its activities in both acute and chronic
ethanol intoxication with cholestasis more than in cholestasis. The causes of the increase or the de-
crease seem to be the development or the retardment of biosynthesis. Especially, when the chronic etha-
nol intoxication with cholestasis occurred, the activity of serum Y-GTP was higher than that of the
cholestasis because of increased liver cell damage, which causes the enzyme to leak into the blood in
great quantity.

Key words: Cholestasis, Ethanol intoxication, ¥-Glutamyl Transpeptidase



