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. EEREER

1. Lipid peroxide (LPO) &lztuis}

Cholesterol 2lo]& & APFEo] Hi
TEHL FE2ES o8 NS 9 TelAe
Adee FARAZA FFL 10.67+1.37
MDA nmole/g of tissue 1€ H]s} th=
T2 31.35%2.33 MDA nmole/g of tiss
ue, 30.70%£1.52 MDA nmole/g of tissu
e 22 o MAE F7HEHoY AHFAE
25.13%3.30 MDA nmole/g of tissue ,
AP TEBE 24.24+2.43 MDA nmole/g of
tissue &2 di2Fol v ZAs1E ).
(Table I Fig. 1)

Ao F3Te s A §F
< 7.51+1.37 MDA nmole/g of tissue

el ¥ dE=FL 10.4911.10 MDA n
mole/g of tissue, 11.60%£1.00 MDA n
mole/g of tissue 2.8 Zv7lsig eyt A3
TAE 8.4910.47 MDA nmole/g of tiss
uve, 48¥BE 7.74%10.36 MDA nmole/g
of tissue 2.8 diZFf v} F2A(p (0.
0507 a3kt (Table I.Fig. 1)

2. Glutathion (GSH)&lzkHs|

Cholesterol 2]°l& & HYEBol Mtk
Fh FEES 38 NS o TolMe B4
T2 Glutathion ¥%& 4.29+0.90 nmole
/g of tissue e} ¥lg dl=xFL 2.27+0.3
2 nmole/g of tissue, 2.20%£0.47 nmole/
g of tissue 22 Aoy AP FAE 3.
14+£0.30 nmole/g of tissue . AP TBE
3.42%0.45 nmole/g of tissue 22 =3

Table I. Effect of the Geagibokrounghwan extract on the level of hepatic and
renal lipid peroxide in cholesterol-treated rats.

a
Group
MDA nmole / g of tissue
Normal 10.67+1.37 751+1.37
Control A 31.35+2.33 1049£1.10
Control B 30.70+1.52 11.60+1.00
Sample A 25.13%+3.30 850+0.47 #+
Sample B 24.24+243 7742036 **

Normal group was fed basal diet and water.
Control A group was fed basal diet containing 0.5% of cholesterol for 7

weeks and B group for 8 weeks.

Sample A group was fed the Geagibokrounghwan extract (10mé/keg) for 1 week
after fed basal diet containing 0.5% of cholesterol for 6 weeks., which B group

for 2 weeks.

1 : The group is hepatic lipid peroxide.

II: The group is renal lipid peroxide.

* ¢ P £0.05 as compared with control group
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o ulsl feld(p <0.05)UA ZrketET).
(Table O,Fig. 2)
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Fig. 1. Effect of the Geagibokrounghwan
lipid peroxide in cholesterol-treated rats.

Sample A

2.27x0.57 nmole/g of tissue 28 ZA
stgoey A4¥FAE 3.08%£0.13 nmole/g
of tissue . A¥¥BE 3.53%0.63 nmole/
g of tissue &2 gz Hla] FJ4(p <
0.05)3JA S718tRc}. (Tablell,Fig. 2)
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Table II. Effect of the Geagibokrounghwan extract on the level of hepatic and renal

glutathion in cholestercl-treated rats.

AGroup . . I
nmole / g of tissue
Normal 4.29=0.90 3.71£0.78
Control A 2271032 2.75+0.43
Control B 220047 2271057
Sample A’ 3142030 ** 3.08+0.13 *=
Sample B 3421045 ** 3531063 *»
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Normal group was fed basal diet and water.

Control A group was fed basal diet containing 0.5% of cholesterol for 7
weeks and B group for 8 weeks.

Sample A group was fed the Geagibokrounghwan extract (10m{/kg) for 1 week

after fed basal diet containing 0.5% of cholesterol for 6 weeks, which B group
for 2 weeks.

I : The group is hepatic catalase.
H: The group is renal catalase.
** . P <0.05 as compared with control group.
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Fig. 2. Effect of the Geagibockrounghwan extract on the level of hepatic and renal glut
athion in cholesterol-treated rats.

3.Catalase E4#Hs +0.56 unit/mg of protein, 8.31%+0.83
Cholesterol 4Jo|& @ 4WFE gteze  UDit/me of protein 22 Akdsien
EH =22L 28 AHE o MY A AETFAE 11.52"—”).88 units/meg of pr
429 Catalase ¥2E 9.94%1.42 units  Obein. SBEIBE 11.67£0.88 units /mg
fmg of protein ¥l Hs gzFe gag  of protein 22 W=F] WH FItet
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Table II. Effect of the Geagibokrounghwan extract on the level of hepatic and
renal catalase in cholesterol-treated rats.

Group ! . . 1
units / mg of protein
Normal 994142 381:1.00
Control A B.40£056 2.95*051
Control B 8.31+£0.83 2.74%0.40
Sample A 1152+0.88 3211062 =
Sample B 11.67+£0.88 © 7 346059 =

Normal group was fed basal diet and water.

Control A group was fed basal diet containing 0.5% of cholesterol for 7
weeks and B group for 8 weeks.

Sample A group was fed the Geagibokrounghwan extract (10m¢/ke) for 1 week
after fed basal diet containing 0.5% of cholesterol for 6 weeks, which B group
for 2 weeks.

1: The group is hepatic catalase.
II: The group is renal catalase.
** : P <0.05 as compared with control group.

14

12 A |

N

units / mg of protein.
N\

-7 o

Normal ControlA  Sample ControlB Sample|
Group

@

. 3. Effect of the Geagibokrounghwan extract on the level of hepatic and renal cata-
lase in cholesterol~treated rats. :
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At} (Table I, Fig. 3)

Ao M) HdTe] Catalase T 3.8
1£1.00 units/mg of protein <t®] Hla|
hZ27E 2.95+0.51 units/mg of protein,
2.74£0.40 unit/mg of protein &2 7
Agtg ey AYTAE 3.2120.62 units
/mg of protein. 4¥FBE 3.46%0.59
units/mg of protein 22 W4 ¥l
o4 (p €0.05)JA F713tsich.

(Table I, Fig. 3)

4. Superoxide dismutase (SOD)EA
pis]

Cholesterol 4°]& & AYFTE] HHK
EH FE2ES 58 AFE o oAl FA
9] Superoxide dismutase ¥ 23.14
+2.87 units/mg of protein ¢ w3l o
ZTe 14.79+0.96 unit/mg of protein,
13.72%+0.55 units/mg of protein 22 7

Astgoy AdFAE 18.67x0.71 units/
mg of protein , 48FBx 20.8210.94
units/mg of protein 22 |Z 7ol Hlg)
F24 (p <0.05) Al F7Fsiict.

(Table IV, Fig. 4

A7l xe] A2 Superoxide dismu-
tase ¥ 12.79£0.53 units / mg of
protein el ¥ls] AEFL 10.14£0.78
units / mg of protein, 8.60£0.40 units
/ mg of protein 22 FAsov AEFE
At 11.46%0.99 units / mg of protein
AYFBE 12.12%+0.25 units / mg of pr-
otein &2 diZFo Hl& F214(p <0.05)
QA F718tAt.(Table IV, Fig. 4)

V. & %

BEES AL R34)e] ToBEEe, o =
SO0 HgkE oY= W ARER-E

Table IV. Effect of the Geagibokrounghwan extract on the level of hepatic and re
nal superoxide dismutase in cholesterol-treated rats.

Group .
unit / mg of protein
Normal 23.14+287 1279053
Control A 14.79£0.96 10.141£0.78
Control B 13722055 8.60+0.40
Sample A 18.67£0.71 ** 11.46+£0.99 *=*
Sample B 20.821£0.94 *= 1212025 *=

Normal group was fed basal diet and water.
Control A group was fed basal diet containing 0.5% of cholesterol for 7

weeks and B group for 8 weeks.

Sample A group was fed the Geagibokrounghwan extract (10me/kg) for 1 week
after fed basal diet containing 0.5% of cholesterol for 6 weeks, which B group

for 2 weeks.
I : The group is hepatic catalase.
II: The group is renal catalase.

** : P {0.05 as compared with control group.
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Fig. 4. Effect of the Geagibokrounghwan extract on the level of hepatic and renal
superoxide dismutase in cholesterol-treated rats.
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=Abstract=

Antioxidant effects of Geagibokrounghwan(iEFfA%H) in
experimental mouse fed cholesterol.

Seung-Hun Lee - Sun-Dong Park - Won-Hwan Park"

Department o Prescription, :
PDepartment of Diagnostics, College of Oriental Medicine, Dongguk University

This study was made to investigate the antioxidative effects of Geagibokrou—
nghwan on the hepatic and renal lesion induced by cholesterol in mouse.

The normal group was fed basal diet and water ; control groups were fed basal
diet containing 0.5% of cholesterol ; test groups were fed the Geagibokrounghwan
extract (10mé/kg) after fed basal diet containing 0.5% of cholesterol for 6 weeks.

In the liver and kidney of control group, lipid peroxidation(LPQ) was significa
ntly increased, however, the activities of superoxidation dismutase(SOD) and cat
alase and the amount of glutathion(GSH) were significantly decreased.

In the liver and kidney of test group, lipid peroxidation(LPO) was decreased
significantly as compared with control group. Contrary to this, the activities of
superoxide dismutase(SOD), catalase and the amount of glutathion(GSH) were si
gnificantly increased.

These results indicate that Geagibokrounghwan revealed the antioxidant
effects, which may reduce the hepatic and renal damage induced by cholesterol
in mouse.

Key words : Antioxidant effects, cholesterol, Geagibokrounghwan
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