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Table 1. Comparison of liver weight/body weight (LW/BW, %), content of lipid peroxide and serum ALT in
the rats exposed to bromobenzene every day (ED) with other exposed every other day (EOD)

Param e ment Control ED EOD
LW/BW (%) 255 + 0.16 3.51 + 019" 339 + 0.62
MDA” 316 + 048 535 £ 04479 371 £ 028
ALT? 30.58 + 2.45 41550 + 50.257**0+Y 4125 + 525

The assay procedure was described in the experimental methods.

Each value represents the mean £ S.E. of 6 rats.

Unit; Y MDA nmoles/g of tissue, ? Karmen unit/ml of serum, ? Significantly different from the control,
% Significantly different from the group treated every other day. (*p<0.05, **p<0.01, **"p<0.001)

Table 2. Comparison of liver content of reduced glutathione (GSH) and activity of glutathione S-transferase
(GST) in the rats exposed to bromobenzene every day (ED) with other exposed every other day (EOD)

Parameters Treatment Control ED EOD
GST? 32728 + 17.05 372.48 + 19.23*" 448.68 + 22177
GSH? 2.10 + 0.20 232 + 025 1.97 + 0.57

The assay procedure was described in the experimental methods.

Each value represents the mean = S.E. of 6 rats.

Unit; ¥ Thioether nmoles/mg protein/min, ? umoles/g of tissue, ? Significantly different from the control,
® Significantly different from the group treated every other day. (*p<0.05, *"p<0.01)
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Fig 1. Micrographs of liver tissue in rats, hema-
toxylin-eosin stain, X 100. A) Control group; The
tissue structure of hepatic lobule was intact, B) 3
time-bromobenzene-treated group every other day;
A few necrotic hepatocytes (arrow) were limitedly
found around the central vein. Some hepatocytes
near the central vein had an increased cell volume
compared to control group. C) 3 time-bromobenzene-
treated group everyday; Enlarged hepatocytes and
centrilobular necrosis (arrows) were noted. C: central
vein, PT: portal triads
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Fig 2. Comparison of liver content of cyto-
chrome P450 in the rats exposed to bromobenzene
every day with other exposed every other day. The
assay procedure was described in the experimental
methods. Each value represents the mean + S.E.
of 6 rats. "*Significantly different from the control
(p<0.01).
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=Abstract=

Comparison of Liver Damage in Bromobenzene-Daily Treated Rats with
Every Other Day Treated Ones

Sang-Hee Lee, Chong-Guk Yoon' and Hyung-Gug Che"*

"Department of Public Health, Keimyung University, Taegu, 704-701, Korea
*Department of Biology, Yeungnam University, Kyongsan, Kyongbuk, 712-749, Korea

To evaluate the effect of intervals of bromobenzene treatment on the liver damage, the
bromobenzene (400 mg/kg, i.p.) was given to rats at either one day or two days interval at three
times. All the experimental animals were sacrificed at 24 hours after the last injection. Liver
morphological changes were observed under a light microscopic examination and liver functional
changes were determined by the measurement of alaine aminotransferase (ALT) activity and
hepatic malondialdehyde (MDA) content. The experimental to examine the cause of liver damage
were cytochrome P450, glutathione (GSH) content and glutathione S-transferase (GST) activities.

The results are summarized as follows;

Based on the liver morphological and functional findings, the daily bromobenzene-treated rats
(ED) showed the more severe liver damage than every other day bromobenzene-treated rats
(EOD). The hepatic cytochrome P450 content was higher in EOD group than that in ED group.
And the increasing rate of hepatic GST activity and decreasing rate of GSH content to the control
were higher in EOD group than that in ED group.

In conclusion, the treatment of bromobenzene intermittently to the rats may lead to more
reduced liver injury compared with the continuously treated animals when both cases are treated
with the same dose and frequency, and it may be caused by the enhancement of bromobenzene
metabolism.
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