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Table 1. Effect of aging on the liver weight/body weight (LW/BW) (%), levels of serum ALT and XO
activities, and hepatic LPO and protein contents in bromobenzene-treated rats

5 week's rats

10 week's rats

Groups
Control Bromobenzene Control Bromobenzene
LW/BW (%) 2.67+0.04 3.36+0.08"** 2.35+0.07 4.1530.22:9=?
Protein” 140.254+5.92 125.19+10.27 155.20+5.25 128.62+5.90°*"
ALT? 32.6243.25 81.23+7.52"*9 26.35+7.20 98.25+11.25""*
X0? 11.72+1.23 22.15+1.80"? 13.50+1.25 28.35+2.45"
LPO? 5.274+0.42 7.85+0.62""" 6.15+0.85 9.75+2.41

The assay procedure was described in experimental methods.

Each value represents the mean+S.E. of 5 rats

" mg/g of wet. liver, » Karmen unit/ml of serum, ® p mole uric acid/! of serum, ® MDA n moles/g of liver

? Significantly different from the each control,

* Significantly different from the bromobenzene-pretreated 5 week's rats. (**; p<0.01, ***; p<0.001)

Table 2. Effect of aging on the hepatic microsomal aniline hydroxylase (AH) activity in bromobenzene-treated

rats
5 week's rats 10 week's rat
Groups
Control Bromobenzene Control Bromobenzene
AHY 31.25+1.64 38.92+3.29 41.83+4.38 43.93+7.12

Other abbreviations are the same as in table 1. ¥ n mole p-aminophenol/mg protein/h
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Table 3. Effect of aging on the hepatic cytosolic glutathione S-transferase (GST) activity in bromobenzene-

treated rats
5 week's rats 10 week's rats
Groups
Control Bromobenzene Control Bromobenzene
GST” 624.25+61.00  954.15+67.25""" 542.00+47.65 681.37+72.92""

Other abbreviations are the same as in table 1.

b 2,4-dinitrobenzene glutathione conjugate nmoles/mg protein/min
9 Significantly different from the each control (p<0.01),
® Significantly different from the bromobenzene-pretreated 5 week's rats (p<0.05).

Table 4. Effect of aging on the toxicokinetics of hepatic glutathione contents in bromobenzene-treated rats

Times (hrs) 0 2 4 8 24
5 week's C 3.69+0.05 1.91+0.18"*Y  1.72+0.06*Y 0.94+0.12"""Y  3.00+0.53
rats B 5204030"? 351+035°* 1834021 1.04+0.17"Y 3.65+0.20""
GSH"
10 week's C 3.15+0.12 2.68+0.23 1.33+1.60 1304032 3.8740.55
rats B 5141013 430+050"7  29340.59Y 157+041"Y 37220417

Other abbreviations are the same as in table 1.
Y u mole/g of liver,

» Significantly different from the each control, ® Significantly different from the first group.

(7; p<0.05, **; p<0.01, ***; p<0.001)
C; Control, B; Bromobenzene-pretreated
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=Abstract=
Effect of Aging on the Liver Damage in Bromobenzene-pretreated Rats
Sun-II Han, Hyung-Won Yoon and Chong-Guk Yoon'
Department of Public Health, Keimyung University

To evaluate an effect of growth periods on the bromobenzene-induced liver damage,
bromobenzene was administrated to S5-week-old rats and 10-week-old rats pretreated with
bromobenzene 5 times every other day for 10 days and then the animals were sacrificed. The
results were obtained as follows; The increasing rate of serum levels of alanine aminotransferase,
xanthine oxidase activity, hepatic lipid peroxide contents, liver weight per body weight (%) and
decreasing rate of hepatic contents of protein to each control group were higher in 10-week-old
rats than 5-week-old rats by the pretreatment of bromobenzene. According to the above results,
10-week-old rats indicated more severe liver injury than S-week-old those in case of bromobenzene
pretreatment.

On the other hand, hepatic aniline hydroxylase activity was more increased in 10-week-old
rats than 5-week-old rats both in control and bromobnezene pretreated rats where as the reverse
in hepatic glutathione S-transferase.

In case of hepatic GSH determination at the intervals of 2, 4, 8, 24 hours throughout 24 hr
after administration of single dose of bromobenzene to 5-week-old and 10-week-old rats both in
control and bromobnezene pretreated, the rate of GSH utilization was lower in 10-week-old rats
than 5-week-old rats.

In conclusion, from the above experimental, it is deduce that the 10-week-old rats showed
more severe liver injury than 5-week-old rats by the bromobenzene treatment because the disposal
ability of bromobenzene in liver was lower in 10-week-old rats than 5-week-old rats.

Key Words: Aging, Bromobenzene-induced liver damage, Hepatic aniline hydroxylase, Glutathione,
Glutathion S-transferase
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