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Abstract : For the determination of antioxidative effects of Korean red ginseng extracts, 100 mg/kg body
weight of paraquat(1,1-dimethyl-4,4-bipyrimidinium dichloride) was injected to peritoneal cavity of 6 weeks
23~27 g of ICR mail mice which were pretreated with 200 mg/kg body weight of korean red ginseng
extracts(total saponin, water extracts, alcohol extracts, lipophilic extracts) and ascorbic acid for 5 days. Most
of mice died of paraquat toxicity within 4 days except only 30% of ascorbic acid group. The hepatic total-SOD
activity in liver was highest in ascorbic acid group and lipophilic ginseng extracts group next (p<0.01). The
level of hepatic hydroperoxide was lowest in the order of in alcohol extracts group, lipophilic extracts group
and ascorbic acid group (p<0.01). The highest catalase activity was induced by ascorbic acid followed by water
extracts and lipophillic extracts (p<0.01). Finally, the lipid peroxidation level (malondialdehyde:MDA) was the
lowest in water extracts group and ascorbic acid next (p<0.01). The highest MDA level was appeared in praquat
group and next total saponin group next. In conclusion, the order of effectiveness of antioxidants was found to
be ginseng water extracts > ascorbic acid > lipophillic extracts > other ginseng extracts. It was also found that
any predominant antioxidant was not effective evenly to all of antioxidant test.
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g. 1. Effects of red ginseng levels on survival ratio of
mouse treated with paraquat. @ —@ ; PQ group of
control, O—QO ; Total saponin+PQ V¥—V¥; Ginseng
water extrac+PQ, V—Y ; Ginseng alcohol extract+
PQ B—M; Ginseng lipophilic fraction + PQ, [I—[1;
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Fig. 2. Effects of red ginseng levels on hepatic hydroperoxide
level of mouse treated with paraquat. [ ; Free control,
; PQ control group, N ; Ginseng total saponin and
PQ group, B ; Ginseng water extract and PQ group,
B ; Ginseng alcohol extract and PQ group, [Il; Ginseng
lipophilic fraction and PQ group, B ; Ascorbic acid
and PQ group. *p<0.05, **p<0.01: Significantly
different from control group.
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. 3. Effects of red ginseng levels on hepatic SOD activity
of mouse treated with paraquat. Bar symbols are as
described in Fig. 2.
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Fig. 4. Effects of red ginseng levels on hepatic catalase
activity of mouse treated with paraquat. Bar symbols
are as described in Fig. 2.
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symbols are as described in Fig. 2.
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Fig. 6. Effects of red ginseng levels on hepatic MDA level of
mouse treated with paraquat. Bar symbols are as
described in Fig. 2.
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