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Abstract

This study was purposed to compare the activity of alcohol dehydrogenase and antioxidative effects of
several plant extracts in the alcohol—treated rat liver. Sprague-Dawley rats weighing about 200 g were divided
into the following 6 groups : normal, alcohol group and 4 different plant extracts administrated groups (Soybean
sprout, Pine needle, Lentinus edodes, Acanthopanacis cortex). Each plant extract was administrated orally
by 200 mg/kg b.w./day for 8 days before the alcohol treatment (5 g of 30% alcohol /kg b.w. by i.p.injection).
All rats were sacrificed at 90 min after the alcohol treatment. The alcohol concentrations in serum of Soybean
sprout and Pine needle group were significantly lower than the Lentinus edodes and Acanthopanacis cortex
group. The activity of alcohol dehydrogenase in the hepatic cytosol of Soybean sprout and Pine needle group
was also significantly higher than the alcohol and the other groups. However, the activity of catalase seemed
not to be affected, although the extract groups showed slightly higher activities of catalase than the alcohol
group. These results may indicate that the extracts of Soybean sprout and Pine needle were relatively effective
on the alcohol degradation. The activity of glutathione—peroxidase and lipid peroxidation of all of the extract
groups were significantly lower than the activity of alcohol group. These results can suggest that all of the
used plant extracts more or less have an antioxidative effect on the alcohol-induced oxidation and especially,
extracts of Soybean sprout and Pine needle have an stimulaling effect on the alcohol absorption and degra—

dation.
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Fig. 1. Effect of plant extracts on the blood alcohol concen—
tration in alcohol treated rats.

Alcohol treatment: b g/kg (309 wt/vol) of alcohol was injected
intraperitoneally after plant extract administration (200 mg/kg)
for 8 days.

Values are mean=SD for 7 rats.

Significantly different from the normal group (*p<0.05, **p<0.01).
Significantly different from the alcohol group ('p<0.05).

1: Normal group (Samyang Co., pellet diet). 2: Alcohol~treated
group. 3: Sovhean sprout extract fed group. 4 Pine needle
extract fed group. 5 Lentinus edodes extract fed group. 6
Acanthopanacis cortex extract fed group.
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Fig. 2. Effect of plant extracts on the hepatic cytosolic al-
coho] dehydrogenase activity in alcohol treated rats.
YRefer to the legend in Fig. 1.

Values are mean*SD for 7 rats.

Significantly different from the normal group (**p<0.01).
Significantly different from the alcohol group ( 'p<0.01, 'p<0.05).

Table 1. Effect of plant extracts on the hepatic microsome
catalase activity in alcohol treated rats

Catalase activity

Group (decreased H.0: tmoles/
mg protein/min)

Normal 5.43+0.17"
Alcohol 550+£0.18
Soybean sprouts 5.61%0.16

Pine needle 560%0.21
Lentinus edodes bhbl1x0.25
Acanthopanasis cortex 5h62x0.23

YValues are mean+SD for 7 rats.

Table 2. Effect of plant extract on the hepatic cytosolic
GSH-Px activity in alcohol treated rats

GSH-Px activity
Group (decreased Hz0: nmoles/
mg protein/min)

Normal 133.40+2.78"
Alcohol **229.6915.36
Soybean sprouts '"135.62+3.95
Pine needle "143.29+463
Lentinus edodes 144611963

Acanthopanacis cortex *7"174.211£3.37

YValues are mean*SD for 7 rats.
Significantly different from the normal group (*p<0.05, **p<0.01).
Significantly different from the alcohol group (''p<0.01).
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Fig. 3. Effect of plant extract on the hepatic mitochondria
MDA content in alcohol treated rats.

YRefer to the legend in Fig. 1.

Values are mean=SD for 7 rats.

Significantly different from the normal group (*p<0.05, **p<0.01).
Significantly different from the alcohol group ('p<0.05, "p<0.01).
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