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Fig. 1 Experimental design.
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Table 1. Effect of common bile duct ligation on liver xanthine oxidase{X0) activities in chronic

ethanol intoxicated rats

XO activities

Day(s) (nmol uric acid mg protein™' min™")

following (Normal: 8.13+1.83, Ethanoi: 8.381+1.62)

operation Sham CBDL ‘ Ethanol+Sham Ethanol+CBDL
1 816+1.72 13.41+2.38° 8.55+1.56 12.93+2.39°
2 8.08+1.46 15.53+3.23" 9.62+1.70 15.71 £2.52°
3 8.12+1.62 16.46+4,47° 9.51+2.09 16.76 + 3.68°
7 8.09+1.55 18.38+4,59" 9.88+2.27 18.49+3.94°
14 811+1.49 18.78 £5.12" 11.96 +3.25 18.86+£3.77°

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, d: P<0.05 vs. Ethanol + Sham, e; P<0.01 vs. Ethanol + Sham
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Table 2. Effect of common bile duct ligation on liver xanthine oxidase(X0) activities in acute ethanol

intoxicated rats

X0 activities

(nmol uric acid mg protein”' min™")

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs +CBDL 24 hrs +CBDL
8.13 18.78 15.23 22.71" 18.82' 284177
+1.38 + 5.12 + 313 + 4.64 + 352 + 4.22

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, 1; P<0.001 vs. Normal, n; P<0.05 vs. Ethanol 1.5 hrs, r; P<0.01 vs. Ethanol

24 hrs, v: P<0.1 vs. CBDL 14 days
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Table 3. Effect of common bile duct ligation on serum xanthine oxidase(XQ) activities in chronic

ethanol intoxicated rats

XO activities

Day(s) (nmol uric acid m/™' min™")

following (Normal; 38.88+2.15, Ethanol; 42.56+4.72)

operation Sham CBDL Ethanol-+Sham Ethanol+CBDL
1 40.22+4.78 49,65+ 15.64 42.3545.01 62.25+16.21°
2 41,57 +4.08 58.67 +14.38" 43,12+4.82 73.36 +£18.23°
3 39.65+3.83 60.54 +16.23° 42.82+4.73 83.12+16.72'
7 40.82+3.44 75.38+14.97° 43.92+4.92 97.24+19.21°

110.20+22.34'

14 41.21+391 82.32+£17.23° 43.64+5.11

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, c; P<0.001 vs. Sham, d: P<0.05 vs. Ethanol + Sham, e; P<01 vs. Ethanol +

Sham, f; P<0.001 vs. Ethanol + Sham
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Table 4. Effect of common bile duct ligation on seram xanthine oxidase{X0) activities in acute

ethanol intoxicated rats

XO activities

(nmol uric acid #/™" min™")

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs +CBDL 24 hrs +CBDL
38.88 82.32 50.12 89.27° 55.28' 101.10°
+ 215 +17.23 + 5.23 +14.63 + 4.96 + 19.21

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

24 hrs
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driao) A Uehs deiatd Wk T3, dE A
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Effect of Common Bile Duct Ligation on Liver
Xanthine Oxidase activity in Ethanol Intoxicated Rats

Sung Kwag Chung, MD; You Hee Kim, MD*; Chun Sik Kwak PhD*

Department of Urology, Kyungpook National University
School of Medicine and Departmant of Biochemistry,
Keimyung University School of Medicine®, Taegu, Korea

The activities of the hepatic and serum xanthine oxidase(X0) were studied in cholestasis induced by
common bile duct(CBD) ligation and chronic ethanol intoxication and in cholestasis after acute ethanol
intoxication to establish the biochemical background of alcoholic hazard in hepatobiliary disease.

There were a marked increases in the serum and hepatic XO activities of rats treated with only
acute ethanol intoxication. In the group with CBD ligation before acute ethanol intoxication, the
activities of hepatic and serum XO increased more significantly than in the groups with acute etnanol
intoxication or in the group with only CBD ligation.

On the other hand, in the group with CBD ligation after chronic ethanol intoxication, the activity of
serum XO increased more significantly than in the groups with chronic ethanol intoxication or in the
group with only CBD ligation.

Viewed from above results, the hepatic XO seems to be an enzyme which increases its activity in
acute ethanol intoxication. And the hepatic XO seems to be an enxyme which increases its activity in
acute ethanol intoxication with cholestasis more than in cholestasis: the cause of the increase seems to
be the increment of biosynthesis. Especially when the acute and chronic ethanol intoxication with
cholestasis occurred, the activity of serum XO 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, Xanthine Oxidase



