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Hollalyr  whibsi| Aol el 11.27+ 061 Al Aol Aol 8474064 nmole/gEAl
nmole/gol™, 06m¢ S F /A4S wjol)i= 9 32+ ) zgtol] BlEle) FoA Qv HAaEAe B 5
045 nmole/gel X, 1.0medr H7PAAS Wiz ARG [Fig 1

Table . Effect of the extract of Leeganpunsusan on the hepatic lipid peroxidation #n vitro.

 Doselmg/me) MDA nmoles/g
0 11.37+ 083
0.2 11.27+ 0.61
0.6 932+045 *
10 i 8471064 **

The assay procedure was described in the experimental methods.
Values are mean +SE for 3 separate experiments.
Significantly different from control (* : p{0.05 , ** . p{0.01)

Fig 1. Effect of the extract of Leeganpunsusan on the hepatic lipid peroxidation in wvitro.

15

12 4

-
.

MDA nmoies/q of tissue

Dose(mg/ml)
The assay procedure was described in the experimental methods.

Values are mean + SE for 3 separate experiments.
Significantly different from control(* @ p<0.05, ** : p<0.01)
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2. ¥ X|Zintslg ERf| alXjs &

RS FRAIA @8 A ddeAel
BxA F st AEe] #$Ee 11371083
nmole/g°l 213, galactosaminel 2 &S &
T8 2T 2894+ 2.35 nmole/gEA BET
of uls] oF 2u] ol4el {4 Ue FVHE B

#E F AU

FiForkay g AAXS AT A¢
1843+ 141 nmole/g® W27 Hlstd] g4
R MaksiAie) 7HaEdol AAHYTH Ta-
ble 111, [Fig 2]

Table II. Effect of the extract of Leeganpunsusan on the hepatic content of lipid peroxide in galacto-

samine-treated rats.

Group MDA nmoles/g
Normal 1137+ 083
Control 2894+ 235
Sample A 1843+ 141 **

The assay procedure was described in the experimental methods.

Values are mean + SE for 5 animals.

Control © galactosamine-treated (800mg/kg, i.p)

Sample A galactosamine-treated after the pretreatment with Leeganpunsusan for 15days
** _ Significantly different from control (**: p{0.01)

Fig 2. Effect of the extract of Leeganpunsusan on the hepatic content of lipid peroxide in galactosa-
mine-treated rats.

35 -

30 4

25 +

20 A

N\§

©®
M\\\\\3

-

L]
Normal Control Somple A

The assay procedure was described in the experimental methods.

Values are mean + SE for 5 animals.

Control : galactosamine-treated (800mg/kg, ip)

Sample A : galactosamine-treated after the pretreatment with Leeganpunsusan for 15days
** : Significantly different from control(** : p{0.0D)
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3. ZHee| SOD ol olx|= ¥

Aol SOD 48 1341+ 126 unit/mg
protein®l 3L, =1L 512+ 0.53 unit/mg pro-
tein® YERN o] Fdtel vlsted oF 50% A%

FagAo] AL

FIRF D AKEE AMAT £ galactosamine &
Foigl APTelM e dzTel vlste 1047+ 1.
17 unit/mg protein® &4 A9l Frir7} Fol
A4 vebtch[Table 1], [Fig 3]

Table lll. Effect of the extract of Leeganpunsusan on the hepatic cytosolic superoxide dismutase

activity in galactosamine-treated rats.

Group Units/mg of protein
Normal 1341+ 126
Control 5.12+0.53
Sample A 1047+ 1.17 **

The assay procedure was described in the experimental methods.

Vaiues are mean + SE for 5 animals.

control . galactosamine-treated (800mg/kg, i.p)

Sample A galactosamine-treated after the pretreatment with Leeganpunsusan for 15days
** | Significantly different from control(** : p{0.01)

Fig 3. Effect of the extract of Leeganpunsusan on the hepatic cytosolic superoxide dismutase activity
in galactosamine-treated rats.

A\\\\\g
*N\NH

2

Sample A

Normat Control

The assav procedure was described in the experimental methods.

Values are mean + SE for 5 animals.

control . galactosamine-treated (05n?/kg, ip)

Sample A : galactosamine-treated after the pretreatment with Leeganpunsusan for 15days
** * Significantly different from control{** . p{0.01)
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Table IV. Eftect of the extract of Leeganpunsusan on the Hepatic xanthine oxidase activity in VI-

TRO

Group
Dose (mgml)

Specipic activity (nmole)

0

0.2
0.6
1.0

~ Type O Type D+O
032+ 004 112+ 0.12
0.30+ 0.04 1.12+ 011
0.23+ 0.03 112+ 0.09
0.23+ 0.03 112+ 0.09 *

The assay procedure was described in the experimental methods.

Values are mean + SE for 3 separate experiments.
* . Significantly different from controi(* : p{0.05)

Type O : xanthine oxidase

Fig 4. Effect of the extract

Une ac«d nmoiss/mg prote

°
-
[

Type D+O I xanthine oxidase — xanthine dehydrogenase

of Leeganpunsusan on the Hepatic xanthine oxidase activity in vitro.

ol v e

>

v

S Te 00 Ty G

The assay procedure was described in the experimental methods.
Values are mean + SE for 3 separate experiments.

* ! Significantly different from control(* :
Type O : xanthine oxidase

p<0.05)
Type D+0O:

xanthine oxidase ~

xanthine dehvdrogenase
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5. A|SZHHOIA ZIEIZEI9) xanthine AElE
4 YHE Hao| 0|kl g

Al A xanthine 4AtEt 49 HAHHS
€ FF3%e {3 dS w=& 2eEuA F
ok F2A¢ 7M1 43x259
xanthine 2F3}A A0} HHH-& & -L]'%,_}?S]—?\i\:}

AtElEh ol FIFF ks F3AY HrHeas
gel8lHA] xanthine AM&EA2] type D—rEi

type 029 YHHSE FFIINE o) Y=
HAg-go| 30% Al vl FFFHKEk F2
“—8— 0.2mg/mée] 8-S HIIANAL W 27%,
0.6mg/meE H A& B9 21%, 1.0ng/mé S
4713 A9 15% & e FIFSKE 35
Ho] 7} Fxol 2&EH0F xanthine 4M3t&
oo FAP/E AAAZHE BRSPS [Table
v, (Fig 5]

Table 5. Effect of the extract of Leeganpunsusan on the Hepatic xanthine oxidase activity in vitro.

Dose(mg/m¢) Type conversion(% )
0 2847+ 102
02 2669+ 095
06 20.86+ 145
10 1423+ 064 *

The assay procedure was described in the experimental methods.
Values are mean + S.E for 3 separate experiments.

* . Significantly different from control(* : p{0.05)

Fig 5. Effect of the extract of Leeganpunsusan on the Hepatic xanthine oxidase activity in vilro.

Type conversion ratic
H

(-1} 1

Ornalrr/nt)

The assay procedure was described in the experimental methods.
Values are mean + SE for 3 separate experiments.

* ! Significantly different from control(* : p{0.05)
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6. ZIZE0IA xanthine AtEIE A B R ™ ZzAollMe) AATe AEAEAL 032
Tt vi3} nmole°] A3 HET AARAEL 053 nmole
ANET TS AR 22AE 1590 AT oo Sample AS 039 nmole® il

Foig B e AEee) AaUg Azg o0 LEEE A= (Table V1], [Fig ]

. 22 ine AMBlHE A o

¥ xanthine oxidase 4 ¥ ¥AE-So HUEHE dERAM xanthine “_:q:g o Byege

PR EE ] 40% o vl3) A8 1% 2 FA

o ' s} &x7t Yebgoh[Table VI, (Fig 7]

Table V. Effect of the extract of Leeganpunsusan on the Hepatic xanthine oxidase activity in rats.

Group Specipic activity (nmole)

Dose (mg/me) Type O Type D+0O
Normal 032+ 005 113+ 0.17
Controt 053+ 007 123+ 030
Sample 039+ 0.06 121+ 018 *

The assay procedure was described in the experimental methods.
Values are mean+ SE for 5 animals.

* : Significantly different from control(* : p<0.05)

Type O : xanthine oxidase

Type D+0O . xanthine oxidase+xanthine dehydrogenase

Fig 6. Effect of the extract of Leeganpunsusan on the Hepatic xanthine oxidase activity in rats.

B

Urte scid nmole/mg proted
L

o
-

°
~

Mot Cortegt Surrgie A

The assav procedure was described in the experimental methods.
Values are mean +S.E for 5 animals.

* . Significantly different from control (* @ p<0.05)

Type O : xanthine oxidase

Type D+ O xanthine oxidase-+xanthine dehydrogenase
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Table VI. Effect of the extract of Leeganpunsusan on the Hepatic xanthine oxidase activity in rats,

e Gmup

“ " Normal
Control

Sample

type conversion{%)
3057+ 029
40.78+ 023 . .
3190+033 *

The assay procedure was described in the experimental methods.

Values are mean + SE for 5 amimals.

* :-Significantly different from control(* : p<0.05)

Fig 7. Effect of the exiract of Leeganpunsusan on the Hepatic xanthine oxidase.activity in rats.

Type conversion ratic

The assay procedure was described in the experimental methods.

Values are mean + SE for 5 animals.

* ! Significantly different from control(* . p{0.05)
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= Abstract=

Effect of Leegapunsusan on galactosamine induced
hepatoxity in rats

Ji-Hyoung Kim - Sun-Dong Park
Dept. of Oriental Medicine Graduate School of Dongguk Univ.

The purpose of this study is to observe the protective effect of Leeganpunsusan on serum reaction
and hepatic tissue in galactosamine treated rats.

In this study, the experimental rats divided three group(Normal, Control and sample group).

Under the same condition, normal and control groups were administered water, sample group
was administered Leeganpunsusan for 15 days. The last day, both normal and control goups were
injected to abdomen with galactosamine.

The rates of lipid peroxide, SOD{activity) and xanthine oxidase(activity) were measured.

The results were obtained as follows :

Effects of the extract of Leeganpnnsusan on the hepatic lipid peroxidation, xanthine oxidase activity
in VITRO, as compared with control group were significantly decreased with the level of concentration
of extract prepared from Leeganpunsusan.

In VIVO, the hepatic content of lipid peroxide, the rate of type changing(type D to O) and
xanthine oxidase activity were significantly decreased in galactosamine-treated rats.

" ‘Effect of on the hepatic cytosolic superoxide dismutase activity was significantly increased.

Key Word : Leeganpunsusan, galactosamine, lipid peroxide, SOD
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