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Fig. 1. Liver weight/body weight (%) in the bro-
mobenzene-treated rat. The vertical bars express as
mean+S.E. with 6 animals in each group. The assay
procedure was described in the experimental methods.
* Significantly different from the group injected 6
times (p<0.05). [1; Control, [l, E and N; Bromo-
benzene-treated frequency.
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Fig. 2. Serum alanine aminotransferase (ALT) acti-
vity in the bromobenzene-treated rat. Other legends
are the same as those in Fig. 1. ¥ Significantly diffe-
rent from the control, ¥ Significantly different from the
group injected 1 time, © Significantly different from
the group injected 6 times. (*; p<0.05, **; p<0.01,
***; p<0.001).
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Fig. 3. Hepatic aniline hydroxylase (AH) activity
in the bromobenzene-treated rats. Other legends are
the same as those in Fig. 1. ¥ Significantly different
from the control, ® Significantly different from the
group injected 1 time, © Significantly different from
the group injected 6 times. ("; p<0.05, **; p<0.01,
***; p<0.001).
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Fig. 4. Hepatic glutathione S-transferase (GST) ac-
tivity in the bromobenzene-treated rats. Other legends
are the same as those in Fig. 1.  Significantly diffe-
rent from the control,  Significantly different from
the group injected 1 time, © Significantly different
from the group injected 6 times. ("*"; p<0.001).
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Fig. 5. Hepatic content of reduced glutathione
(GSH) in the bromobenzene-treated rats. Other lege-
nds are the same as those in Fig. 1. ¥ Significantly
different from the control (*; p<0.05).
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Fig. 6. Photographs of liver tissue in rats (H-E stain, X 100). A. Normal group: The tissue structure was in-
tact. B. 1 time-bromobenzene-treated group: Hepatocytes around the central vein had cytoplasmic degeneration.
C. 3 time-bromobenzene-treated group: Tissue hypertrophy and centrilobular necrosis were noted. D). 6 time-bro-
mobenzene-treated group: Degeneration of hepatocytes around the central vein was noted. c; Central vein.
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=Abstract=
A Study on the Effect of Injection Frequency on the Liver Damage in Rats
Sang-Hee Lee, Tae-Won Jeon and Chong-Guk Yoon'

Department of Public Health, Keimyung University

To investigate the effect of injection frequency of bromobenzene on the liver damage, bromobenzene
(400 mg/kg, i.p.) was given daily to rats for six days. All experimental animals were sacrificed at
24 hours after the last injection. Morphological changes of the liver were observed under a light -
microscopic examination. Functional changes of the liver were evaluated by the measurement of
alanine aminotransferase activity. To clarify the cause of discrepancy in liver damage, hepatic
glutathione (GSH) content, glutathione S-transferase (GST) and aniline hydroxylase (AH) activities
were determined. In the experiments of daily bromobenzene treatments, the sacrificed animals at
six day (6 time-injected animals) showed slighter liver damage than those sacrificed at 3 day (3
time-injected ones), based on the liver morphological or functional findings; the decreasing ratio
of GSH content and increasing ratio of liver GST and AH activities in the 6 time-injected group
were higher than those in the 3 time-injected one.

Key Words: Frequency of bromobenzene treatment, Liver damage, Bromobenzene metabolism,
Rats
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