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Abstract

Effects of the extract of oriental herbal composition, Jang Baek Union (JBU), on hangover and liver function
were studied in rats. To investigate anti—hangover effect, alcohol concentration and acetaldehyde concentration
of blood were measured after oral ethanol treatment. Blood alcohol concentration was significantly reduced
by pre—treatment of JBU extract. The effect of JBU extract on the blood acetaldehyde concentration was more
significant than commercial product used as a positive control. To investigate hepato-protective effect, serum
GOT and GPT levels and histological changes of liver tissue were analyzed in CCls—treated rats. JBU extract
adminstration significantly inhibited the increase of serum GPT and GOT levels induced by CCls-treatment.
Moreover, histological injuries of liver tissue such as fatty changes and sinusoidal leukocytosis were inhibited

by JBU extract.
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Table 1. Composition of JBU

Amount (g)

Component in 60 mL Ratio (%)
Artemisia capillaris 15.0 271
Pueraria thunbergiana 9.0 16.2
Hovenia dulcis 9.0 16.2
Artractylodes macrocephala 40 72
Polyporus umbellatus 4.0 7.2
Poria cocos 4.0 72
Citrus unshiu 4.0 7.2
Lycium chinense 4.0 7.2
Panax ginseng 20 36
0.39 0.7

Silybum maxianum
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& 745, JBU F9 o= JBU 2% 5 mL/kgs
A 2F(PC)ell & 712A BAF 6.25 mL/kgs 747 AT
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Fig. 1. Effect of JBU on blood alcohol concentration in
ethanol-treated rats.

*, **Significantly different compared with control group at *p<
0.05 and “p<0.01, respectively.
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Fig. 2. Effect of JBU on blood acetaldehyde concentration in
ethanol~treated rats.
**Significantly different compared with control group at p<0.01.
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Fig. 3. Change of serum (A) GPT and (B) GOT activities
in rat pre-treated with JBU after CCly treatment.

*, **Significantly different compared with control group at p<
0.05 and p<0.01, respectively.
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Fig. 4. Effects of JBU pre-treatment on serum (A) GPT and
(B) GOT activities in rat at 24 hours after CCls treatment.
*Significantly different compared with control group at p<0.05.
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Fig. 5. Effects of JBU pre-treatment on histological chages
of liver tissue at 24 hours after CCly treatment.

(A) normal group, (B) CCls group, (C) JBU+CCly group, (D) PC+
CCly group. Arrow indicates damaged portions. (H&E staining,
X 100).
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