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This study was intended to observe the change of serum and hepatic xanthine oxidase (EC

1.2.3.2) activities after the ligation of common bile duct in rats.

Activities of hepatic total and

cytosolic superoxide dismutase (EC 1.15.1.1) and concentration of serum ceruloplasmin (EC 1. 16.

3.1) were also measured.

Common bile duct ligation in the rats brought about a rapid increase in both serum and hepatic

xanthine oxidase activities.

Level of serum ceruloplasmin was markedly increased after the ligation of common bile duct.
But both hepatic total and cytosolic superoxide dismutase activities did not change after the liga-

tion of common bile duct.

The above results suggest that the common bile duct ligation may cause the induction of hepatic

xanthine oxidase.
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Table 1. Changes in xanthine oxidase (XO)
A 7 activity of serum after the common

bile duct ligation in rats

Serum XO (7 mole uric

BFoM SELE BUNS oo @Y Y

7}
N el If)fﬁ’ (s acid/min/m! of serum)
X09| HE: 3R T =& /e AW WL h"ga‘;‘l‘gglg Sham CBDL
g $eF AAMez 49 93 % 29 XO% Normal; 38.7642.04
HEe W5 Bl ¥ 1% 25 g, = %E‘:}»_g‘]—. 0.5 39.4443.4 42.16+11. 56
dak 3o WA X0 #Fyo 1928 2715 1 40,12+4.76 49, 644+15, 64
abale] 29 o & FhrdTol ws] ok 1,44 (px0.05) 2 41.48+4.08 58.48 +14, 28*
3l < L5 (p<0.05), 64eflE ¢ 1.9 (p< 3 39.44+2.72 60, 52416, 32%
0.01)% A% Zsid A2 ig;r,}. =z BT 6 40.8043.40  75.48-+14.96%*
A S XOZd L 938 XOZyacel of 204 The data are expressed as mean==SD with
v A s Eoron 2t }7J i_}iy: X0 B4¢ animals in each group; Sham=sham operation,

G A Do sk whabvha] 2 Zohg el b o CBDL=common bile duct ligated animals.

27k Ao FAhee Delshsivh 3 Hwdd animals (3 p<0.05, **; p<0.01)
T % 4 X0 B 1247 39 Ersele

Table 2. Changes in xanthine oxidase (XO) activity of liver after the common bile duct
ligation in rats

Significant difference from sham operated

Liver XO
Day (s) Sham CBDL
following
ligation 7z mole/gm/min* # mole/mg/min® # mole/gm/min* x mole/mg/min»
(Normal 7704130 8.02+1.35)
0.5 751+145 8.08+1.56 915+307 10.52+-3.53
1 7614162 8.10+1.72 1, 201 £210%* 13.49 +2. 36*
2 7654135 8.05+1.42 1, 406 -294** 15.6243. 17*
3 7714161 8.03+1.68 1, 452+ 365%* 16. 50+ 4. 15%*
6 783+153 8.07+41.58 1,430+ 344** 18. 8144, 53**

The data are expressed as mean+SD with 5 animals in each group; Sham=sham operation,
CBDL==common bile duct ligated animals.

a) » mole uric acid/gm tissue/min

b) n mole uric acid/gm protein/min

Significant difference from sham operated animals (*; p<0.05, **;p<0.01)

Table 3. Changes in cytosolic superoxide dismutase (SOD) activity of liver after the common
bile duct ligation in rats

Cytosolic SOD

%f&ﬁ%g Sham _ CBDL
ligation Unit/gm tissue Unit/mg protein Unit/gm tissue  Unit/mg protein
(Normal 1, 1804240 294 6)

0.5 1,200+ 280 30+ 7 1, 280+480 32+12

1 1,380+320 33+ 8 1,430+520 34413

2 1, 3904280 34+ 7 1,470+400 3510

3 1, 5904360 37+ 9 1, 680+360 424+ 9

6 1,4004-400 35410 1,7604-560 43414

The data are expx ressed 2 as mean —*—QD with 5 anlma]s in each group; Sham_qham ope1 ation,
CBDL=common bile duct ligated animals. 1 unit of superoxide dismutase activity was defined
as the amount which inhibited the reduction of cytochrome C by 50%
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Table 4. Changes in total superoxide dismutase (SOD) activity of liver after the common bile

duct ligation in rats

” Day (s)

" Toral SOD

following I . Sham CBDL
ligation Unit/gm tissue Unit/mg protein T nit/gm tissue  Unit/ gm pr otein
(Normal 1, f>80j400 A42--10)
0.5 1,720+440 43 =11 1, 760+ 640 45+106

1 1, 890 +560 46+14 2,020-+600 48+13

2 1,870 +£480 18412 2,110:£560 49+14

3 2,000 =600 50 +15 2,340+ 640 57+16

G 2, 090 =560 51+141 2,380:£720 58+18

The data are e\p!essed as 1nean+SD with 5

animals in each group: Sham=sham oper

CBDIL =common bile duct ligated animals. 1 unit of superoxide dismutase activity was defined
as the amount which inhibited the reduction of cytochrome C by 50%

Table 5. Changes in ceruloplasmin content of
serum after the common bile duct
ligation in rats
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(Normal; 33+5.4>
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2 32+46.4 68412, O***
3 33+8.2 85+ 10, 2%**
6 33+£0.4 92+ 0, 8%%*

The data are expressed as rﬁeaniSD with 5
animals in each group; Sham=sham operation,
CBDL: =common bile duct ligated animals.
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