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Abstract

An eight-week-old male ICR mouse, which was induced with acute alcohol and sub-acute alcohol poisoning condition, was

administered with bohee tea(Camelia sinensis L) extract. After oral administration of bohee tea and inducement of acute
alcohol poisoning condition, the mouses blood alcohol concentration became as low as that of the normal control group. Its
decrease rate was 87.26%, in comparison with that of the positive control group. Moreover, its blood GOT activity decreased
with a rate of 93.1% until it reached the normal level, as opposed to that of the positive control group. In addition, the
GOT activity, despite rising after the alcohol intake, decreased(p<0.05) significantly after administration of each sample and
reached the normal level. The bohee tea group experienced a significant decrease in the GOT activity, compared with the

Alcodex group and the Drink group. The GPT activity of the Alcodex group decreased by

11% compared with that of the

positive control group. The CTP activity of the bohee tea group decreased by 8.2%, while that of the Drink group decreased
by 6.5%(p<0.05). However, there were no significant differences between the results in the control group and those of the
test group. The bohee tea group's hepatic ADH activity increased by 22.7% compared with that of the positive control group.
On the other hand, the hepatic ADH activity of the Drink group increased by 33.6% while that of the Alcodex group
increased by 20.4%. On the contrary, the bohee tea extract, the hepatic ALDH did not manifest any significant difference
as compared with the normal control group. However, its decrease rate was about 16.67% as compared with that of the
positive control group. The Drink group, meanwhile, obtained a decrease rate of about 21.59%.
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Fig. 1. Effects of Bohee tea, Drink and Alcodex on serum
alcohol concentration in acute alcohol-treated mice.
All values are meant+S.D.
Samples were administrated before 30 min from ethanol injection.

Normal

p.o. oral administration.
Means with the different alphabets in the same row are significant
at p<0.05.
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Fig. 2. Effects of Bohee tea, Drink and Alcodex on serum
glutamic oxaloacetic transaminase (GOT) activity and glutamic
pyruvic transaminase (GPT) activity 2hr after ethanol
injection in acute alcohol-treated mice.

All values are meanzS.D.

Samples were administrated before 30 min from ethanol injection.
Means with the different alphabets in the same row are significant
at p<0.05.

The mice were killed 2hr after alcohol administration and whole
blood samples were immediately withdrawn from the carotid
artery. Serum obtained after centrifugation for 10 min at 3,000
rpm was assayed for GOT, GPT activity.

&3 308 % alcoholS 5.5 g/kg body weight®] 7 F-5of gl
o2 2417 &9 71¢] cytosolic ADH &A1& 233 A+
Table 17} Zt) FAvizT9] ADH @42 7731+ 3.81
(nmoles/min/mg protein)2 ZA T on, FANZTL 65.50
+4.78(nmoles/min/mg protein), Koz} FEE AT 80.
36+6.320(nmoles/min/mg  protein), Drink 41 87.54
+16.74(nmoles/min/mg  protein), Alcodex T2 78.85
+11.14(nmoles/min /mg protein)& z}2} &3 H it} Bolx}
F2E 44379 ADH 48 FINETED 22.7%2 &
X Z71E BE9on, Drink 4# 33.6%2] &4 F7HE
BTl Alcodex A3 T 204%2] ADH &4 715 Hol
Al Fol & 25 ADH 240 F7HA13 2.1} Drink 4#
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Table 1. Effects of Bohee tea, Drink and Alcodex on
hepatic ADH activities in acute alcohol-treated mice

w87 - A

sobAlo} REA T

Table 2. Effects of Bohee tea, Drink and Alcodex on
hepatic ALDH activities in acute alcohol-treated mice

ADH activities

ALDH activities

Administered .
Agent imsTere (nmoles/min/ Agent Administered (nmoles/min/mg
route . route .
mg protein) protein)

Control Normal p.o. 7731+ 3.81% Control Normal p-o. 19.23+ 3.08°

group  Alcohol p.o. 65.50+ 4.78" group  Alcohel p.o. 33.85+10.88%

ab

Bohee tea p.o. 80.36+ 6.32% Sample Bo.hee tea p-o. 2821+ 1.60 X

Sample Drink . group Drink p.o. 26.54+ 2.72°

group o 87.:54x16.74 Alcodex po. 36.15+11.09°

Alcodex po. 78.85+11.14"

All values are mean+SD.

Samples were administrated before 30min from ethanol injection.
p.o. oral administration.

Means with the different alphabets in the same row are
significant at p<0.05.

The mice were administrated orally with equivalent dose of each
sample 30min prior to alcohol and 2hr after, the animals were
sacrificed and liver cytosolic ADH activity was estimated.
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Al d2E B F A3 E 5 I3 8 i 249 cytosolic
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4. Hepatic ALDH EA
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I AN FZTEES 19.23+3.08(nmoles/min/mg  protein), AJTh
Z7-2 33.85+ 10.88(nmoles/min/mg protein), Bo|x} FEE
A #2821 +1.60(nmoles/min/mg protein), Drink 432
26.54+2.72 (nmoles/min/mg protein) I Alcodex AdF] T
36.15+11.09 (nmoles/min/mg protein) 2.2 =% F| ]t} Ho|z}
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All values are mean+SD.

Samples were administrated before 30min from ethanol injection.
p.o. oral administration.

Means with the different alphabets in the same row are
significant at p<0.05.

The mice were administrated orally with equivalent dose of each
sample 30min prior to alcohol and 2hr after, the animals were
sacrificed and liver mitochondrial ALDH activity was estimated.

Ho|at F&FEo] F4 ¢EFFE JHE FEd ICR
mouse?] & 432 =%, serum GOT, GPT 2 Zlojx] <]
U3 L& A EAA(ADH 3 ALDH)ol| A= J&s 47
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Serum GPT &A)-& oA | =70 Hlal] Alcodex ™2 11%2]
74 FE Hylon, Holx} F&£E AFHTS 8.2%, Drink
T2 6.5%9] g vehlleoy JEUETH AR FoT
71e] $21591 Foli SIATHP<0.05).

=

Liver cytosolic ADH 42 kM2 Eu} Hola) F&
E 4332 22.7%, Drink 4132 33.6%, Alcodex 43 7
20.4%2] ADH 4 $7Fe JeRth

Liver mitochondrial ALDH #/J 2 Ho|x} &8 HI T
Bz FeHQl 2ol R (p<0.05), ¥ U=
ol BEted 16.67%, Drink A#1-2 21.59%°] @4 Vet
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