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Table 1. Effect of allopurinol pretreatment on the liver injury in CCl,-treated rats.

Groups Liver wt./body wit(%) Serum ALT"
Control 3.28+0.14 31.8+3.80
CCl, 413+0.19™ 230.0+8.75"
Allopurinol 3.19+0.15 110.4+3.507
Allo. + CCl, 3.77£0.15 190.0+9.36™™

Each value represents the mean+S.E. of 7 rats.
a) Significantly different from the control group.

b) Significantly different from the allopurinol treated group.

**. P<0.01, ***; P<0.001
Unit 1) Karmen unit

Table 2. Effect of allopurinol pretreatment on the liver xanthine oxidase activity in CCl-treated rats

Groups Xanthine oxidase #

Non dialysis ' Dialysis
Control 2234024 2.65+0.14
CCl, 3.14+033"? 3.49+0.18™
Allopurinol 1.33+0.06" 3.2340.19®
Allo. + CCl, 0.924+0.11"™ 4534017

Other abbrebiations are the same in table 1.

Liver cytosolic fraction were dialyzed against 0.25M sucrose for 24 hrs at 4C # : nmol uric acid/mg protein/min.
a) Significantly different from the control group. b) Significantly different from the CCL group.

*; P<0.05, **; P<0.01, ***; P<0.001
0.8

1/V(nmole/ny protein /min)™

1/Xanthine (mM™")
Fig. 1. Double reciprocal plots of dialyzed hepatic xanthine oxidase activity as a function of xanthine. Each
value represents the mean of 3 experiments. Animal treatment are same as described in the Table 1. -O-: con-
trol group,-@- : CCl,-treated group, -0—:allopurinol-treated group,—#: allopurinol & CCl,-treated group.
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Fig. 2. Effect of allopurinol pretreatment on the
conversion of xanthine dehydrogenase(type D) into
oxidase(type O) in CCl-treated rats. The vertical
bars are expressed as mean=+S.E of 7 rats in each
group.
(3 ; control, & ; CCl, & ; allopurinol,
[ ; allopurinol + CCL,
On MRI, an irregular solid mass of right adrenal
gland 4.7 X 4.3 X 4.2 cm, is observed.
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Fig. 3. Effect of allopurinol pretreatment on the hepatic microsomal glucose-6-phosphatase and aniline hy-
droxylase activities in CCli-treated rats. The value represents the mean+S.E of 7 rats. a) ; Significantly dif-
ferent from the control group. b) ; Significantly different from the allopurinol treated group. ¢) ; Significantly
different from the CCl, treated group. ** ; p<0.01, *** ; p<0.001 Unit
1) ; nmol pi/min/mg protein, Unit 2) ; nmol aminophenol/hr/mg protein
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= Abstract =

Effect of Allopurinol Pretreatment on the Hepatic Xanthine Oxidase Activity in
CCl-Treated Rats

Chong-Guk Yoon, Hye-Ja Lee and Sang-1l Lee*

Dept. of Public Health, Keimyung University, Taegu 704-701, Korea -
* Dept. of Food and Nutrition , Keimyung Junior College Taegu 705-037, Korea

To evaluate an effect of xanthine oxidase(XO) reaction system on the carbon tetrachloride(CCl,)
metabolism, CCL, was given twice at 0.1ml/100g body wt. at intervals of 18 hour to the rats and those
pretreated with allopurinol (50mg/kg. body wt.). The influence of XO on the metabolism of CCl, was
focused on the degree of liver damage and the activities of a CCL metabolizing marker enzyme,
glucose-6-phosphatase.

The increasing rate of liver weight per body weight and the levels of serum alanine am-
inotransferase to the control group were more decreased in allopurinol-pretreated rats than in
those treated with CCl, alone.

The liver XO activities were more increased in CCl,-treated rats than the control group and the
CCl,-treated rats pretreated with allopurinol showed a decreased activities of XO compared to the
CCl,-treated rats. The type conversion (type D --> type O) rate was more decreased tendency in
allopurinol pretreated rats than those treated CCl, alone.

In dialyzed liver enzyme preparations, all of the xanthine oxidase activities: CCl,-treated, al-
lopurinol and CCl.-treated rats pretreated with allopurinol showed the more increased Vmax
value than the control group, but similar Km value. Moreover, CCl.-treated rats pretreated with
allopurinol showed the more increased Vmax value than the group treated with CCl, alone.

In conclusion, it can not be negate the possibility of metabolism of CCl, by the xanthine ox-
idase enzyme system.

Key Words: Carbon tetrachloride, Allopurinol, Xanthine oxidase.
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