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717y el &55 8k AE, 3y, A
W3 o] % (Christoflerson®} Poulsen, 1979; Woo-
ddell, 1980; Sherlock, 1985b) & == 2 o)nf T+
AXE A3 ey HEE W (Christofler-
son™ Poulsen, 1979; Chang, 1985; Chang, 1987).
F3 FEA e 7tlA FH ey Wbyl gEE
wat ofyal tiakA WelE obZ|HE 3(Ritchie,
1980; Ellenhorn®} Barceloux, 1988) 0 & <A
2ttt

e WAl FelE FEAd "HES AL of
N=EE k2L Feldtd Hs(Moritz®h Snodg-
rass, 1972; Desmet, 1979; ZN A T, 1987, HEA]
5, 1989) 7+ Uebda FA A EdAby W
%% 2 ¥ (Sherlock, 1985a). oJw k=] A
T oy 2o #Ao] MEHH olE A4 F
Mz 4% G9EE S Yl 84ES S-nuc
leotidase (3413 4] 7F, 1985; #HE 4 5, 1987),
alkaline phosphatase (Kaplan¥} Righetti, 1970; Ri-
ghetti®} Kaplan, 1971; Toda 5, 1980; #&4] 5,
1987), leucine aminopeptidase(&&2], 1980; B4
z9 F&2, 1987), y-glutamyl transpeptidase(Z
29} Aot 1985; 2] 5, 1987), alanine ami-
notransferase(A o 3] 5, 1989), aspartate aminot-
ransferase(# %1 8 %, 1990), lactate dehydroge-
nase(Z5243} o] 44, 1985), malate dehydroge-
nase(#& 43} o], 1985), alcohol dehydroge-
nase(#H&4 5, 1988), glutathione S-transferase
(€3 %, 1990), glutathione peroxidase(H-& 3
%, 1990), monoamine oxidase(ZL Y3} F&2,
1989), catalase(Z3=4] 5 1988), xanthine oxidase

E% - Aoig

(F52], 1985), glutathione reductase(A{3H %,
1990), microsomal ethanol oxidizing system (3= 4]
%, 1988), aldehyde dehydrogenase(&&4 %=,
1988) =3 glycosidaseS ¢! a-D-mannosidase(H}-&
o], 1990), B-D-mannosidase(¥%], 1990), B-D-
glucuronidase(¥}-2-1}, 1990), a-D-glucosidase (¥}-&
v, 1990) 2 B-D-glucosidase(dt-&1], 1990)E &
g At} 53] of BAE F glycosidased] 7}x]QU
a-D-glucosidase(a-D-glucoside glucohydrolase, EC
32120 E/%E 719 lysosomeo] 2 EXH
o] 21om (Bruni %, 1969; Jeffrey &, 1970; Kim,
1979; Dissous %, 1981; Tsuji¢} Suzuki, 1987) ma-
ltose, glycogen @ 73 oligosaccharide$} polysac-
charidecll 4] Tt v &9 Al o1, 4 APz
g5 AE a-D-glucosyl?| & 7154EE A7E
BHe- st A4 (Bruni F, 1969; Jeffrey %,
1970; Kim, 1979; Dissous %, 1981; Dahlqvist,
1984) o] A glycosidase®] d}¢l B-D-glucosi-
dase(B-D-glucoside glucohydrolase, EC 3,2, 1, 21D =
EHeETY AMEAF lysosomed] F= EA =
#24(Kim, 1979; Daniels 5, 1981; Daniels$} Glew,
1984; Fabbro %, 1984) 24 glycoproteino] A ¥
oligosaccharidet} glucocerebrosidec]] 235 o] &
ceramided] A Fet | g¢l $)R]o) B-1, 4 B2
AE B-D-glucosyl?1 & 7lris] A7E wheS
&)l A4 (Kim, 1979; Daniels$} Glew, 1984)
olt}, o] 9} o] glycosidasestys 7HZ 3|4l 1 o)
e B9 ol 53] FFEEAAA 2 FAol
Z7tE g (dk2u], 1990). WitA a-D-glucosidase ¢}
p-D-glucosidases F% FE53 FFSAZ Ag
&4ol BYHUE e A% BT Us A
o2 AztHc

durxg o g 7igE AN FFE HECHT 3

* o] Ay 1992d % Aoigtn 45 S5l AFHE o FolH S
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ol AMdE F4 FE02 A 7+AY {U(Ch-
ristoflersen® Poulsen, 1979; Wooddell, 1980; She-
rlock, 1985b) 2} 7tA o] Hef 2 A3ty Wz
HFo] B o) gasivty AztE, 28y ol
2 71He A g,

o] dFE IHE AHA FF9 2 Hol g
Ased wge datg WElnA AlgE dgo
2N wd 2 34 FH F5E A7 859 04
F3 5L A7 fF A EFSAE oFr)A7)
AV GEEA7F JYgde HANA 34 =R F
E2 A7l & 7te] lysosomal a-D-glucosidase, ly-
sosomal acid B-D-glucosidase, cytosolic broad spe-
cificity B-D-glucosidase$} ¥ 2] lysosomal o-D-
glucosidase, broad specificity B-D-glucosidase$] &
AEE ZA%d 1 AF& Ruzaa o

ME o

S8 A MA I SELE 4F o¥ BE zHoE
A3 A% 280-320g%)% Sprague-Dawley% 4 =
FHE Algel¥er 172 5ng R &e o3

#ol & 26702 FEAHE D. & YA,
G824 3 19, 29, 3¢, 79 2 149 7
2 98 2F2(F 51, @ EE ¥ 1Y,
29,39, 7Y ¥ 1499 47 F2l 7MeeFE(FE 53),
Eagon 5(1987)¢] Wil wel 5% (v/v)ethanol &

609 AAA W F4 FEFAD), 5% (vv)
ethanol& 60U7r A#H A7 % A% 5% ethanols
AHAAEA FHHE2 3 1Y, 29,39, 79 £
1400 42t Q1 g 4 $ 5 F FEEE 2 E3
(% 5%), 5% (v/v) ethanol& 60Q 7 HHA 7 &
7Hres 3 F 19, 29, 39, 79 2 14Y9 g7
4 Y F4 T8 F /e d & B(F 50,
Liu 5(1975) 2] "ol wet AF ke 4¢9) etha-
nol& Fo3lal 15AI7E 2 2447 Fof 2 FA
FH 55 2(F23), FHREE UYL T AS kgD
4g2] ethanold o3k z+z} 1.5A17F & 244 7o)
R &8 43 F 94 4 580 (&
2%) Bolth

7 A3Te N B FEsien 49 Af)
PS¢ 202 ASEHYTh ALEE A#EHe 3
FAE FAEALY) AP EAIRE WA 9k

HY FH FEL, 08 F4 25 ¥ lees
S A FE FEERARL T L
M¥e BUA 5% (v/v) ethanol &% (Eagon %,
1987)& Af-2o] WA sdnh. 2en F4 F4
TEL 87 AF kT 4¢9 ethanolo] FAHES
25% (v/v) ethanol &< = (Liu 5, 1975)3}4
13 Z7 T3

FEH 2de e 2 HEs S 54 849
dF UFE nEste AT Aol Alg st
FAE 12413 FAAZ F- ethervt 3ol A A A&
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Fig. 1. Experimental design,
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FTHd 2F2 25T 9 lem ol %S &
59 F7FAL A4 o)FHEEY T I FUHEYE
Agstgen 1 HEA G HANHE <l
R/ e 7o By At

FE A¥TAA 2ty HEL 124 F2A17)
3 ethervl Hatoll A AjEtF o EF tjgios
e A3t A5 AEA AT TEae
Ealo] A@st & 4C9] 0.25M sucrose?} o 2 3
gto] Ztol Holglw A& AAR o UNe A
Z3 Tk A& e AL E T35 3] ke bl
ol u® sucrosed & 7Hed & 5 A A
AFHT g AR ¥HES 41 & 54
=g 49

A SF ! 4-Nitrophenyl-a-D-glucopyranoside, 4-

:er

methylumbelliferyl-B-D-glucopyranoside, 4-nitrophe-
ol, 4-methylumbelliferone, ethylenediaminet eteraa-
cetic acid, bovine serum albumin, glycine, a-D-glu-
cosidase(type III, from yeast, G 7256), B-D-gluco-
sidase{from almonds, G 0395) ¥ W xF C111(10
£/100m! bovine albumin) %2 Sigmarle] AE
ARSI e 19 AgEE EF EE d%%g
AHE-BE U

B AE ZH 2
73 3 A oA HdHoeR vE &
% o lg& T Fsho 7—1'7—]( el SHF EE
0.15M sodium chloride®}-& ¥ o] teflon glass homo-
genizer(Thomas Y A&, chamber clearance 0.005~
0.007 inch) & 2~4TZE fX|3tAA 400 rpm2]
L2 53 45 vyt 242 10w/ve T 23
q9g e

7 MW oF 3¢S H3t] 9] 0.25M su-
crosed & Yol 9o} e o g 10w/iv% 9 7
z3 gAY HEen o 1tz TAA 20miE
#38Fe sucrose linear denisity gradient 942
H(FE27 Hg2], 1986)0.8 AEF EY& ¥
At ME B EL& 2~4TCHA AP g o A}
&3 94152 7)% Du Pont SorvallAl$] OTD-65 B
ultracentrifuge v} Cytosoli-& o] Haof A}g-3t
rotor= Du Pont SorvallAl€] T865 rotor$ th.

Lysosomal a-D-glucosidase®} lysosomal acid B-
D-glucosidaseB A E= 48 AlEE 0.15M sodium
chloride o 2 A Z3% 10w/v% I 23 #AYE
105,000 X gol| A 1A1ZF 418§ F Aozl At

b

0.15M sodium chloride®d @A S 91 AHEA
71 & ultrasonic dismembrator (Fisher model 300) &
2~4CE HABEA 20404 Keycle/sece] 2102
284 53] 285 vl £ 5l (Ben Yosefs} Nadler,
1978) A&-8F ). Z12) 3 cytosolic broad-specificity
B-D-glucosidaseZ A = &4 & A| &= cytosol &g
ol A glot A E AR T

54 BMT £F 839 a-D-glucosidasest 7t
2] lysosomal a-D-glucosidase& A= &4& 4-nit-
rophenyl a-D-glucopyrnosideE- 718 & A}-§-3}o] pH
4.5(50mM acetate buffer, PH 4.5), 37C ZH A
3087 whg-3te] WAIE 4-nitrophenol-S v] 4 A
8= Dissous5-(1981) 8] W el] ostgon o] £
Bz GHE 180 mge] @Y Ei= 1wl
@A o] Qk-3-3ta] AJ A3t 4-nitrophenold nmol & 1}
B 2l ch

g2 3e] broad-specificity p-D-glucosidases}
7+9} lysosomal acid B-D-glucosidase& A4 E &3 &
4-methylumbelliferyl B-D-glucopyranoside® 7] & 2
AM-&-3}e] pH 5.5(1M acetate buffer, pH 55), 37C
ZAA 147t ¥kg-5te MY 4-methylumbelli-
ferones excitation®% 366nm S} emission I
445nmo X 8348 wlA& = Ben Yosef9 Nadler
(1978) /ol gatPer o fHa BYEe @i
1Rl Imge] @) E3= 1ml @] WH&-3ta] A
43t 4-methylumbelliferone & nmol& VR SILH

o] AYoA AEI BA FAHE SHAYUEL] A
g o7l Y8t Sigmarle] AA AAES
ALg-8te] HAEP oW e A5 Ut 23] &
st 2 FEAE FHeArk o A B-D-
glucosidaseE 9] A& 2 o) A1&-3 BB B A=
Farrand spectrofluorometer(MK2) S e.® =1 ¢ &
A8 EAd AMES BRATAE
ntrolled enzyme spectrophotomer (Varian cary 210)
e =

MR 54 AR 9o DAL 0.5M per-
chloric acid®} methanol-ether EFA(3: D2 o
WS- A A &+ Greenbergs} Rothstein(1957) 3 2.2
A4 AR 59 D& HA g o2 biuret’H (Gornall
G, 1949) 0.2 JF3A)

MEAE . o4 HAL Student’s t-testz &}
arct.

computer co-
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oy FH B5 EF oM SHRAR0| 2 ly-
sosomal a-D-glucosidase EATO| DJX|= ¥&k:
By FA FES AR @F0A AL 5% (vv)
ethanol-& Ho|WAM Fo#g HAAYE of 19 ly-
sosomal a-D-glucosidase 4ol WE e ¥ 13
Eag= ¥

Z7+9) lysosomal o-D-glucosidase FA =& T4
F4 FETH U 7 25 F A ST
oM ¥ WES el A gtk 3FH) F9
#L 23 FoME dz2Td e v
of Akel BAHEI & F TUA= o 135% (P
<000D), 14delE ¢F 163% (P<0.001)8) @AF
Z718 Jedick 4 F3 S5 F FEES
243 FAdE 2 2] W 4 5
ArES g 7 vEe] o] Ake] ARV FE

3

F 7dc)E o 54% (P<0.05), 14Uel= <F 83% (P
<0.001) 8] F7H8 veb ATk 22 o] Eel A o)
A AR H5S FHAN 4E4% 2 Hw
P e £4 F 79 @ 14U 9 AT 4T
718 Vel & O 32 5 F FESs
AF3 Fo| FEHT AAT TEY £ F 7Y
A= oF 39% (P<0.01), 149 ¢ 41% (P<0.01)
Ado] ukokrt

EEU2 2ET SF0M S FH S50] 242
lysosomal a-D-glucosidase &4 =0 D|X|= At
CEFNA FETe 2EAT T 14U F4 4
FES AAE u 72 lysosomal a-D-glucosidase
A= WEL % 29 24

#7+9] lysosomal a-D-glucosidase A EE 34
F4 FE5S AEE 9 8 wEe] A FHY
lysosomal a-D-glucosidase &4+ SHd-E 2&
i 14Y AHE Feolvt FHHAA 1Ud F §4
FE5L A7 ol tRo] Fawoht 1 o

Table 1. Effect of common bile duct ligation on liver lysosomal o-D-glucosidase activities in chronic ethanol

intoxicated rats

o-D-Glucosidase activites

Day(s) (nmol 4-nitrophenol mg protein” min?)

following (Normal; 0.27+0.06, Ethanol; 0.23+0.05)

operation Sham CBDL Ethanol+Sham Ethanol+CBDL
1 0.28+0.06 0.28+0.06 0.26+0.06 0.27+0.07
2 0.2740.05 0.3240.07 0.25+0.05 0.30+0.08
3 0.26-:0.06 0.35+0.08 0.25+0.06 0.33+0.07
7 0.26+0.05 0.6140.11¢ 0.24+0.05 0.37+0.09%h
14 0.27+0.06 0.71+0.16° 0.23+0.05 0.42+0,08t

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

Table 2. Effect of common bile duct ligation on liver lysosomal a-D-glucosidase activities in acute ethanol

intoxicated rats

a-D-Glucosidase activities

(nmol 4-nitrophenol mg protein? min)

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 15 hrs +CBDL 24 hrs +CBDL
0.27 0.71 0.25 0.62 0.24 0.65
+0.06 +0.16! +0.05 +0.,12» +0.06 +0.14*

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, s; P<0.001 vs. Ethanol 24 hrs



— 164 — HHBARLE F 124 25 1993

27 F4 4 F57U Az Tl HE A% WY 3 FETH M 4 35 F tesed

57+ Jeplgith & o] ke FHEE FEH g oM E d WEE veRlA gkt 2y F
|

FAEET oF 163%

(P<000D) ¢ 71E Yepliglem 58 242 14
d F FA FY FEE A O 154 2 24
A 7te] #4] $& 2 hRTET 47 oF 148% (P
<0001 9 oF 171% (P<0.001) 9] Z7F8 Vel Atk
e o] EA YRR E2EHA AF H4Y F
74 F4 FEE N7 2 2HEER F 14y
A7e T vads g FEtd ExlelE 1t

ERR A gk

oM = 35 EF oM SEE HEO| HEH ly-
sosomal a-D-glucosidase &40l O|X|= Qs :
Y F£3 FE5L A 8FAA AL 5% Gv/v)
ethanold Ho|HA FE#S A4S u EA ly-
sosomal a-D-glucosidase G4 =9 WHEFS # 37

2.

H ¥AH9 lysosomal a-D-glucosidase ==

AEAg oA o] Aavl FEE AF F
1499 9F 102% (P<0.01) AAT FHZHE e}
ok g8 £ 5 F F98E& 43T I
Me o] A&7t BY FH F5 F ke s 3
of vlste] oy AF F 3del= o 74% (P<0.01),
7delle oF 85%(P<00D), 14¥lE <F 152% (P<
0001) ¢ @AF FAZ/E UdeAen ol-&
FEge AAF 2o WY FH F2E & FUd
< A} #& VRS wE o] TL FEBL
AAS v 99 2F T 39%E 149
H e @4 F71E JeEidd. 28y {94
< it
EEE ANS BFMM =S4 FY B501 8
A lysosomal a-glucosidase &AM 0 O[X|= gt
CEFANA FEDE ART F 14949 FA FF
FEL NHL W ¥A lysosomal a-D-glucosidase

Table 3. Effect of common bile duct ligation on serum lysosomal a-D-glucosidase activities in chronic ethanol

intoxicated rats

o-D-Glucosidase activities

Das(s) (nmol 4-nitrophenol mi' mint)
following (Normal; 5.48+144, Ethanol; 5.62+1.50)
operation Sham CBDL Ethanol+ Sham Ethanol+ CBDL
1 553+1.54 5.56+1.59 5741157 6.38+1.63
2 546+148 6.14+1.84 5.77+1.61 7.76+1.78
3 549+1.45 6.26+1.96 5.69+£1.55 9.92+1.92¢
7 544+1.47 7.95+2.16 5.66+1.54 10.46+2.27¢
14 547+143 11.04+2.970 5.61%£1.52 14.14+2.78f

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, e; P<0.01 vs. Ethanol+ Sham, f; P<0.001 vs. Ethanol+ Sham

Table 4. Effect of common bile duct ligation on serum lysosomal a-D-glucosidase activities in actute ethanol

intoxicated rats

a-D-Glucosidase activities
(nmol 4-nitrophenol ml! min?)

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs -+ CBDL 24 hrs +CBDL
5.48 11.04 5.78 13.72 5.61 11.60
+144 +2.97% +1.53 +3.43° +1.55 +3.12r

All values are expressed as mean+SD with 5 rats in each group.
Animal groups are described in Fig. 1.

k; P<0.01 vs. Normal, o; P<0.01 vs. Ethanol 1.5 hrs, r; P<0.01 vs. Ethanol 24 hrs
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2o ¥4 lysosomal o-D-glucosidase &4 =+
w4 FH F5E ARS W B8 HEel glivh ¥
oAl o] A9 FAEE FHH AF F 14
A 7 2T AF F UL FH FH F5E
A7l o] thge] Wz FEd AdFelu F4 4
S50 vlE @A FUHEHAL F o a4
FAEE 9@ A% 149 33 o] AATHY
ok 101% (P<0.01) 98] 718 Jehliey 23
2% 1Ud ¥ 349 74 58 A O-F 1543
2 24A10e F91 F& I gRTEYG 474
137% (P<001)¢} < 107% (P<001) 8] F71&
EHAe 28y 58 238 3 4dd 34 F
Z2E& A T3 2 Q27 39S 23 F 14y
ARG F& N uFg v A o] G4 &
Aze EAke]7h A

oty £ Z= 2F[olM SEH dEo] 2k9 ly-
sosomal acid B-D-glucosidase BT 0| O|X|= &
&g T FE5E A 3594 A% 5% v

ethanolg Ho|HA FHTg AANUE W 7te lyso-
somal acid b-D-glucosidase A L9 W% & I 59
2,

#%+2] lysosomal acid B-D-glucosidase &A%
4 F578 Y F4 F5 £ vlrE

_zr_

& oMt W MES VA Wgkth o] 3
4
3

=B ot or

o

v A0 FEHS A4EF T
TE F SEHES 2EY Zo] o] O

HZHYE WE o] &4 =+ F 2Fol7t gl
SEEE ZESH 2F oM SH FH F=50] ZH
9| lysosomal acid B-D-glucosidase &M 0| O|X|
= & dFA FEES 2ET £ Udd F
d F4 F5& AMHAE o 19 lysosomal acid
B-D-glucosidase &4 =9 WL ¥ 63 )
# k9] lysosomal acid B-D-glucosidase €4 E+

Table 5. Effect of common bile duct ligation on liver lysosomal acid B-D-glucosidase activities in chronic ethanol

intoxicated rats

Acid B-D-Glucosidase activities

Das(s) (nmol 4-methylumbelliferone mg protein® min?)

following (Normal; 1.49+0.81, Ethanol; 1.42+0.71)

operation Sham CBDL Ethanol+ Sham Ethanol+CBDL
1 1.48+0.78 1.44+0.80 1.45+0.72 1.38+0.66
2 1.47+0.80 1.45+0.88 1.46+0.70 1.42+0.69
3 1.49+0.82 1.5040.77 1.43+0.73 1.451+0.75
7 1.50+0.79 1.99+0.75 14240.74 1.72+0.80
14 1.48+0.83 2.04%0.79 1.43+0.72 1.92+0.78

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

Animal groups are described in Fig. 1.

Table 6. Effect of common bile duct ligation on liver lysosomal B-D-glucosidase activities in acute ethanol

intoxicated rats

Acid B-D-Glucosidase activities
(nmol 4-methylumbelliférone mg protein?! min?)

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs +CBDL 24 hrs +CBDL
149 2.04 147 1.88 1.45: 1.96
+0.81 +0.79 +0.76 +0.78 +0.75 +0.81

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

Animal groups are described in Fig. 1.
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F4 F4 FE5L A v ¥ ol YU B ofl vjsh A3 A7 B 2 SUMHAoY #
9] lysosomal B-D-glucosidase €dr& FHAL 4L gig FH#s A 9 WY 73
Azea 149 AHe Folut FEd 2% UY ¥ FE F 93-S A3 w0 o] A4 &

T4 F4H FEZ A7 To] thEel ATt 1
fz2E g4 FH S5 A Tl B3] ke
= F71E eI LY oS giden
Z7% 2 955 8 Ao)rt itk

oY = S5 BF oM SHTIEEOC| 2t cy-
tosolic broad specificity B-D-glucosidase &4 0|
O|X= g8 9 T4 F55 A7 dF7dA A
5% (v/v) ethanol& Ho|HA FHHE AAPYS o
7+e] cytosolic broad specificty B-D-glucosidase &
A4z WEL & 79 Bk

#z7+9] cytosolic broad specificity $-D-glucosid-
ase GATE W FH £5 7% 8 FH F5H
F e 3 FdAeE E 85 JeiRA ¢
ek AAF e FERE HEAS Tolvt Y FH
ZE F 29%& 437 To] the] O dERT
ol Zhpgdolt Y 4 5% F At

tlo
(o

Axe ¥ Aozt sl

SEEE st #FoAM ZSd FH F50|
2+2| cytosolic broad specificity B-D-glucosidase
AT 0jX|= g dFdA FEHES 24
F 1Y 349 F8 F5E AHE W 19 cyto-
solic broad specificity p-D-glucosidase E4=<] W
e X 8% #Hrl

#7te] cytosolic broad specificity B-D-glucosid-
ase FAEE 74 FY SES AHE 9 2 |
Fo] gt} F3H] cytosolic broad specificity B-
D-glucosidase &A=& #z7b2] lysosomal acid B-
D-glucosidase 8% ¥E5 7 ¥ Aoz 7@
2% F 14 AHE Foldt FEH 4F F 74
F3 5% A7 To] tEe] 2 dazTd B
Tohvt FA4 F4 F5W AZ T HE) 43t F

748 vehhgth e g4l gt B

Table 7. Effect of common bile duct ligation on liver cytosolic broad specificity p-D-glucosidase activities

in chronic ethanol intoxicated rats

Broad specificity 8-D-glucosidase activities

Das(s) (nmol 4-methylumbelliferone mg protein® min?)
following (Normal; 2.69+1.14, Ethanol; 2.48+1.02)
operation Sham CBDL Ethanol+ Sham Ethanol+CBDL
1 2.70+1.12 2.96+1.63 2.52+1.04 2.90+1.52
2 2.69+1.15 2.96+1.58 2.54+1.08 2.97+1.57
3 271+116 2.94+1.49 2.49+1.06 2.95+1.55
7 2.72+1.09 2.95+1.70 251%£1.11 2.96+1.66
14 2.68+1.13 3.67+1.98 2.48+1.09 3.06+2.13

All values are expressed as meant+SD with 5 rats in each group.
Animal groups are described in Fig. 1.

Table 8. Effect of common bile duct ligation on liver cytosolic broad specificity B-D-glucosidase activities in
acute ethanol intoxicated rats

Broad specificity B-D-glucosidase activities
(nmol 4-methylumbelliferone mg protein! min’)

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 15 hrs +CBDL 24 hrs +CBDL
2.69 3.67 2.73 343 2.62 3.28
+1,14 +1.98 +1.21 +2,06 +1.14 +2.12

All values are expressed as mean4-SD with 5 rats in each group.
Animal groups are described in Fig. 1.
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Table 9. Effect of common bile duct ligation on serum broad specificity B-D-glucosidase activities in chronic

ethanol intoxicated rats

Broad specificity f-D-glucosidase activities

Das(s) (nmol 4-methylumbelliferone mg protein? min?)

following (Normal; 0.044%0.012, Ethanol; 0.053+0.014)

operation Sham CBDL Ethanol+ Sham Ethanol+ CBDL
1 0.0431£0.013 0.073+0.019° 0.052+0.014 0.11240.048¢
2 0.04410.014 0.074+0.018* 0.051+0.016 0.140+0.0634
3 0.043+£0.016 0.076+0.0232 0.05340.013 0.211£0.082¢h
7 0.0421+0.018 0.164+0.060° 0.051+0.015 0.231+0,078¢

14 0.0441.0.015 0.190+0.071> 0.054+0.012 0.22610.087¢

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

vs. Ethanol4+Sham, h; P<0.01 vs. CBDL
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Table 10. Effect of common bile duct ligation on serum broad specificity B-D-glucosidase activities in acute

ethanol intoxicated rats

Broad specificity B-D-glucosidase activities
(nmol 4-methylumbelliferone #el! mint)

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs +CBDL 24 hrs +CBDL
0.044 0.190 0.053 0.256 0.056 0.234
+0.012 +0.071% +0.015 +0.101° +0.014 +0.092r

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

Animal groups are described in Fig. 1.

k; P<0.01 vs. Normal, o; P<0.01 vs. Ethanol 15 hrs, r; P<0.01 vs. Ethanol 24 hrs

4 QlthH(Ellenhorn® Braceloux, 1988). 717t &
FE P& e Az B, 149F 5 (Chris-
toflersen Poulsen, 1979; Wooddell, 1980; Sherlock,
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Effect of Common Bile Duct Ligation on Serum and Liver
o-D- and B-D-Glucosidase Activities in Ethanol
Intoxicated Rats

Chun Sik Kwak, PhD; Jong Sool Thm, MD; You Hee Kim, MD

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

The activities of the liver and serum @-D- and B-D-glucosidase were studied for cholestasis induced by
common bile duct ligation and chronic ethanol intoxication developed, or cholestasis after acute ethanol
intoxication for manifestation of the biochemical background of alcohol intoxication in hepatobiliary disease.

The groups that received common bile duct(CBD) ligation after being chronically intoxicated with ethanol
showed a marked increase at the 7th and 14th day after the ligation in the liver lysosomal a-D-glucosidase
activities. However, the activities showed a lower degree than groups of the CBD Igation.

The groups that received CBD ligation after being chronically intoxicated with ethano! showed a slight
increase after the ligation in the liver lysosomal acid B-D-glucosidase and cytosolic broad specificity [-
D-glucosidase activities, and the same was seen in the groups of the CBD ligation.

At the 1.5th and 24th hours after the acute intoxication with ethanol which was done after 14 days of
the CBD ligation, the rats showed a considerable increase in the liver lysosomal o-D-glucosidase, lysosomal
acid B-D-glucosidase and cytosolic broad speciticity B-D—glucosidase'activities, and the same was seen in
the group sacrificed on the 14th day after the CBD ligation.

The groups that received CBD ligation after being chronically intoxicated with ethanol showed a marked
increase after the ligation in the serum lysosomal a-D-glucosidase and broad specificity B-D-glucosidase
activities. However, the activities showed a far higher degree than groups of the CBD ligation. For the
groups of acute intoxication with ethanol done after 14 days of the CBD ligation, the serum broad specificity
B-D-glucosidase activities increased markadly, but the activities showed a higher degree than the group
with the 14th day after the CBD ligation.

In summary, especially, when the acute and chronic ethanol intoxication with cholestasis occurred, the
serum lysosomal a-D-glucosidase and broad specificity -D-glucosidase are higher than in cholestasis because
of increased liver cell damage, which causes the enzyme to leak into the blood in great quantity, Accordingly,
these results will be the data supporting the alcoholic drink is enzymologically harmful in hepatobiliary
disease.
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