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Effect of Ginseng Saponins on Xanthine Oxidase Activity after Ethanol
Treatment in Mouse Liver
Abstract—A dose, 1g/kg of ethanol produced experimental hyperuricemia in mouse. Ginseng saponins
were tested for their ability to alter the hepatic xanthine oxidase activity and the blood level of uric acid in
the ethanol-treated mouse. Intraperitoneal injection of ginseng saponin 4mg/kg markedly decreased the
xanthine oxidase activity in the ethanol-treated mouse liver. It was also observed that ginseng saponin
reduced the blood concentration of uric acid in experimentally induced hyperuricemia by alcohol treatment.
In vitro, it was found that a low concentration of ginseng saponin in the reaction mixture incresed the
hepatic xanthine oxidase activity, while a high concentration inhibited both enzyme preparations of normal
and ethanol treated mice. In contrast with the xanthine oxidase, uricase activity was not influenced by

ginseng saponin as well as in vivo. These results suggest there is a possibility that ginseng saponin may
have some therapeutic effect on gout and other hyperuricemia syndrome.
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Fig. 1—Effect of ginseng saponins on the blood
concentration of uric acid in mouse after
alchol treatment.
Ginseng extract (4mg/kg) was injected
to mouse 90 min before the ethanol treat-
ment. The animals were sacrificed 180
min after the ginseng extract administr-
ation. The assay procedure was described
in the text.
Each value represents a mean+S.E. of
four experiments. (P<C0.05)
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Fig. 2—Effect of ginseng saponins on xanthine
oxidase activity in ethanol-treated mouse
liver.

Ginseng extract (dmg/kg) was injected
to mouse 90min before the ethanol trea-
tment. The animals were sacrificed 180

min after ginseng administration. The
assay procedure was in the text. Each
value represents a mean+S.E. of five

(p<C0.01)

experiments.
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Fig. 3—Changes on the hepatic xanthine oxidase
activity in various concentration of ginseng
saponins in vitro. Each value represents a
mean of three experiments. Vertical bar
means standard errors.

(%)

formtsof
o
1

LLLL L7 777

Fig. 5—Effect of ginseng saponin on the hepatic

uricase activity in mouse after ethanol tre-
atment.
Ginseng extract (4mg/kg) was injected to
mouse 90min before the ethanol treatment.
The animals were sacrificed 180min after
the ginseng administration. The assay
procedure was in the text. Each value re-
presents a mean of four experiments.
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Fig. 4—Changes on the hepatic xanthine oxidase
activity in various concentration of ginseng
saponin in ethanol-treated mouse. FEach
mouse received 25%v/v(lg/kg) before
90min sacrificed. Each value represents a
mean of three experiments. Vertical bar
means standard errors.
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Fig. 6—Changes on the hepatic uricase activities
in various concentration of ginseng sa-
ponin. Each value represents a mean of
three experiments. Vertical bar means
standard errors.
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