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Effects of Gami-oryungsan on Antioxidation in Rat s Liver

Hyeong-Hwan Kim, Mi-Rang Kim, Chul-Soo Park, Jong-Dae Kim

Dept. of Oriental Medicine, Dongguk University

Objective : This is the experimental paper to investigate the effects of Gami-oryungsan(GO) on decreasing the activities of free radicals.

Methods : We used three different group; In the normal group, we injected Gami-oryungsan extract intraperitoneally daily for
15days(90mg/kg), bromobenzene(310mg/kg) for 2days and injected normal saline in the control group.

Results : We have observed the effects of Gami-oryungsan about the damage of rat s liver induced by bromobenzene. We can find the level
of lipid peroxidation and type conversion ratio of xanthine oxidase decreased compared to the case of bromobenzene-treated group. The
enzyme of activities of superoxide dismutase, catalase and glutathione peroxidase highly increased in Gami-oryungsan pre-acupunctured group
compared to the group freated with only bromobenzene. The level of glutathione in Gami-oryungsan pre-acupunctured group was increased as
highly as normal group. Also it was not seen special effects concerning aldehyde oxidase.

Conclusions : Gami-oryungsan extract recovers the damage of liver due to bromobenzene intoxication by decreasing the lipid peroxidation
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Rat Tissue

homogenized with 4 vol of
0.1M K P. buffer(pH 7.5)
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Fig. 1. Effect of the extract of GO on the
hepatic lipid peroxide level in
bromobenzene-treated rats. Rats
were received with GO extract(90
mg/kg) intraperitoneally daily for
15days and bromobenzene(310
mg/kg) for 2 days. Rats were de-
capitated after 16hr the last dose
of bromobenzene. The assay pro-
cedure was described in the exper
imental methods. Values are
mean+8.E. for 5 animals. a) Sig-
nificantly different from control
group, b) Significantly different
from bromabenzene-treated group
(*P:<0.05, GO:Gami-oryung san).
BB: bromobenzene-treated group,
GO: GO extract-treated group.

Fig. 2. Effect of the extract of GO on the
hepatic xanthine oxidase activity in
bromobenzene-treated rats. Rats
were received with GO extract(90
mg/kg) intraperitoneally daily for
15days and bromobenzene(310
mg/kg) for 2 days. Rats were
decapitated after 16hr the last
dose of bromobenzene. The ass
ay procedure was described in the
experimental methods. Values are
mean L S.E. for 5 animals. a) Sig-
nificantly different from contro!
group, b) Significantly different fr
om bromobenzene-ireated group
(*P:<0.05). BB: bromobenzene-
treated group, GO: GO extract-
treated group.
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Fig. 3. Effect of the extract of GO on the
type conversion of hepatic xanthine
oxidase in bromoben zene-treated
rats. Rats were received with GO
extract(90mg /kg) intraperitoneally
daily for 15days and bromoben
zene(310 mg/kg) for 2 days. Rats
were decapitated after 16hr the last
dose of bromobenzene. The ass-
ay procedure was described in the
experimental methods. Values are
mean=+S.E. for 5 animals. a) Sig -
nificantly different from control
group, b) Significantly different from
bromobenzene-treated
group(*P:<0.05, *:P<0.01). BB:
bromobenzene-treated group, GO:
GO extract-treated group.

Fig. 4. Effect of the extract of GO on the
hepatic aldehyde oxidase activity
in bromobenzene-treated rats.
Rats were received with GO
extract(90mg/kg) intraperitoneally
daily for 15days and bromoben -
zene(310mg/kg) for 2 days. Rats
were decapitated after 16hr the
last dose of bromobenzene. The
assay procedure was described in
the experimental methods. Values
are mean=S.E, for 5 animals. BB:
bromobenzene-treated group,
GO: GO extract-treated group.

Fig. 5. Effect of the extract of GO on the
hepatic superoxide dismutase
activity in bromobenzene-treated
rats. Rats were received with GO
extract(90mg/kg) intraperitoneally
daily for 15days and bromoben-
zene(310mg/kg) for 2 days. Rats
were decapitated after 16hr the
last dose of bromobenzene. The
assay procedure was described in
the experimental methods. Values
are mean+S.E. for 5 animals. a)
Significantly different from control
group, b) Significantly different
from bromobenzene-treated group
(*P:<0.05, *™:P<0.01). BB: bromo -
benzene-treated group, GO: GO
extract-treated group.
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Fig. 6. Effect of the extract of GO on the
hepatic catalase activity in bromo
benzene-treated rats. Rats were
received with GO extract(90mg
/kg) intraperitoneally daily for
15days and bromobenzene(310mg
/kg) for 2 days. Rats were decapi-
tated after 16hr the last dose of
bromobenzene. The assay proce-
dure was described in the experi -
mental methods. Values are mean
+S.E. for 5 animals. a) Significan-
tly different from control group, b)
Significantly different from bromo
benzene-treated group(*P:<0.05,
**:P<0.01). BB: bromobenzene-
treated group, GO: GO extract-
treated group.

Fig. 7. Effect of the extract of GO on the
hepatic cytosolic glutathione
peroxidase activity.in bromoben
zene-treated rats. Rats were
received with GO extract(90mg
/kg) intraperitoneally daily for
15days and bromobenzene(310
mg/kg) for 2 days. Rats were de
capitated after 16hr the last dose of
bromobenzene. The assay proce
dure was described in the experi -
mental methods. Values are mean
+S.E. for 5 animals. a) Significan
tly different from control group, b) Si
gnificantly different from bromoben
Zene-treated group(*:P<0.05). BB:
bromoben zene-treated group, GO:
GO extract-treated group.

Fig. 8. Effect of the extract of GO on the
hepatic glutathione level in bromo
benzene-treated rats. Rats were
received with- GO extract(90mg/
kg) intraperitoneally daily for
15days and bromobenzene(310
mg/kg) for 2 days. Rats were
decapitated after 16hr the last
dose of bromobenzene. The ass
ay procedure was described in the
experimental methods. Values are
mean+S.E. for 5 animals. a) Si
gnificantly different from control
group, b) Significantly different
from bromobenzene-treated group
(*P:<0.05, **P<0.01). BB: bromo
benzene-treated group, GO: GO
extract-treated group.
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