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23t EEKTFZE L o3 BF ) galactosamine & HEAAE FE8t HE AW glutathione
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olol AAHE ERIAT7H =4S etz
oje deg BRI Aot EEKT >5

a5}
#% ¥35e GOT-GPT-y-GTP - ALP -
LDH®! EA845% ¥ YH5 bile acid ¥
Bete felg Ag Yl ol

IT. TEERkIEL 9 hik

IR =

D et A

AYAnE FHEET Zo SaUHa
PEPPELNA 7AT F FAsk) AL}
Ax, el WeH Be o B

] & = 8F
¥  (Rehmanniae Radix Vapratum) 562g
B (Dioscoreae Radix) 375¢
A%  (Ginseng Radix) 375g
®%  (Angelicae sinensis Radix) 3.75g
. 3:3 (Astragali Radix) 3.75¢
i (Phellodendri Cortex) 3.75g
Bd  (Auranti Nobilis Pericarpium) 300g
AZR%E  (Hoelen) 300g
tak  (Eucommiae Cortex) 262g
HE  (Glycyrrhizae Radix) 262g
At (Atradylodis Macrocephalae Rhisoma) 187g
b1 (Alismatis Rhisoma) 187g
WEHE  (Comni Fructus) 187g
&K (Psoraleae Semen) 187g

3% 43.09g

2§ &

AYEFEL AT W8 A ALG A4S
5 200g Wi 2] 2] Beth sprague-dawleyAl RHE
AM2-5td o}

3) A% E 7171

galactosamine, bovire serum albumine, thio-
barbituric acid(TBA), malon dialdehyde(MDA),
glutathione reduced form, sodium dodecyl sul-
fate(SDS), 5,5-dithio-bis-(2-nitrobenzoic acid),
sulfosalicylic acid= Sigmartel A Fstg o,
glutamate oxaloacetate transaminase(GOT) ¥
glutamate pyruvate transaminase(GPT) &A&
kit, y-glutamy-l transpeptidase(y-GTP) &#&
kit, alkaline phosphatase(ALP) Z7& kit, lac-
tate dehydrogenase(LDH) &3-& kit Eiken
Abe] g, bile acid FX§ kite FEAH 2ol
T3k ARSI

9] Ao AHRFE BE A|FEL AlFA]
EEFT 7Y ARSI

2.9 o

1) B A

EIEBLTF 1005(430.9g) B0 3l F57
TE 71 0% 100CA 24413 HH o 2 3]
HHE RS g ¥, A8 HAFY At
5718 AMRS EEKT FEE 486g%
S Pel=

2) $E9 A

AYFEL 4719 T(FAT, 2T, 487
A AY¥T B2 Atk FYEL FHRF
25ml/kgS 8YUL ATFAHeY, dxTL
ZHTE 8YL ATFA% ¥ galactosamine
800mg/kg-& 1Yt BAFAPPERY. A ¥ A
BEGT F5322 755 M3t 500mg/
kg¥ 8 HAPFAspod, AEF B
BEEATE 8YT BTHFH9E ¥ gal-actosamine
800mg/kgS 147 BFAP I,
CRE AYEEES 494 16417 St B4
F3 "7

3) AAAEY FA

HAYFES etherZ A g2 R A
Z4-8 ge}t AE3}, FRAFHA] AYF

_.138._



- YA 59 ERMF L galactosamine 2 2 {4 W9 NFH

T el Aders BFAR e HEslo 4
BFE Aol M3 A2 do} Qe HA g
A AdeE AAS 7 27 199 48329 0.1
M potassium - phosphate buffer(pH 7.5)& 7}
&l W3l A homogenizerg vl st T2
A-g UEAL. o] viHT AN L glutathione E
HtstA Ao gFEFFAEE AR

g, AE gae Ao 1A ot
B g ¥4E s GOT, GPT, y-
GTP, ALP, LDH ¥ bile acid 3 Eadog
AR89 T}

271 & 232 BE5 F4o] fled 0~4
Toll A sistH oy

4) Glutathionedl &% &%

ZxAY glutathioned] #$3XAH& Ellman
o W2 Fa HABIY) %3 o3
THY AP FHFFY 4% sulfosalicylic
acid& 7iste] E ¥ ddEesty de
4%d 03mlo] disulfide A 2.7méE 713t
A2 1087 A3 o1 AS B 412
nmolA WUAEE dizz FPxo HIE =
Bkt

5) st A gF &

ZzA sk Ad e #3232 Ohkawa
Fo wgwe Fal dAEQ. =y o
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532nmolA] FExeo WIE A

6) rgde &3

(1) 834 GOT ¥ GPT &4 &#

Reitman & Frankel®} @@ of oie} A€
kit A12Fg ARR-3t &3l GOT(100me %
L-aspartic acid 2,660m¢ ¥ g-ketogluatric a-cid
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% a-ketogluat-ric acid 292mg%H) 71AA 10
me-S APl 78l 37CHA 5E WA §

SlAE 9 -

o, 8% 02miE ¥l 37CoA GOTE 60%
2}, GPT& 3083 ¥ A1 & BAAIA(24di-
nitrophenylhydrazinl : 100m¢ 2 19.8mg 35 1.
Omé-g& H7iste 8- FRAI713L, 04 N-NaOH
|4 10me-g 7heted F ERF oS oF 1083
WX 397t 34 505nmoll A L] wsks
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YR FE 715t 2 ERE F 37--0lA 3083
BREAI o] WhgAo} FAAF 30mlg 7}
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(4) ¥%¥% LDH 84 =34
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t}.

A dAF 3-a-hydroxysteroid, NAD", ni-
troblue tetrazolium(NBT) % diaphorase$ %
3R AAANYE 05mf 7hebed 37Tl A 105
3 ‘3}0"17‘ H NBTEY-E] diaphoraseo] 23}
A diformazang 74 540nmellA] FHEE
2435l bile acidy] THE AFHH] FH
To} dlasted AbA sk

(6) \:}uuﬂ z%d: nl /\Ttsl z-lo] ,.—_7“11‘4

Lowry 9] #hg™ell &8} bovine serum al-
buming HFFOZ st el AL A Pp 3L,
dEAdAe F9A 452 student’s t-testS o)

2 M S RO L2

. 1§ By nk &%

1. Glutathione E2f Bis}

8ol [HEMT F&5E(500mg/kg) & 8

THo¥ & galac-tosamine 2 7HEA
& st o AT glutathione F&L
4.06+ 0.10 pmole/gQlH Hl3l ) =F2 265+ 0.
19 umole/gS & A3HA Zasdov), A¥EF
A 398+ 011 pmole/ge 2 HAE3} o)}
siden, 4¥UT B 316+ 009 umole/go.2
2t )3 PCO01E FrolAelA S/ %
(Table 1).

Table I. Effect of the Kojinvumja Extract on the Content of Hepatic Glutathione in Galactosamine-

Treated Rats.

Group GSH pmole/g of tissue
Normal 406+ 0.10
Control 265+ 019
Sample A 398+ 011
Sample B 316+ 009 # #

Normal group were administered water(2.5m¢/kg p.o) for 8days.
Contro! group were administered water(2.5mé/kg po) for 8days, and injected galactosamine{800

mg/kg ip) on the last 1day.

Sample A were administered the Kojinyumja extract(500mg/kg p.o) for 8days.
Sample B were administered the Kojinyumja extract(500mg/kg p.o) for 8days, and injected galacto-

samine(800mg/kg ip) on the last 1day.

The assay procedure was described in the experimental methods.
# # | significantly dilferent from galactosamine-treated group(p<0.01)

bal

2. DRMSIXAE St uis)

d Rk $F2%(500mg/kg) &
Y7t BATEAZ 3 galac-tosamine S 2 {HEA
S FEIHE o HAAT e it AA Shake
61+ 064 nmole/gl el Hjs] =& 3108+

AYF Zol

o
¢

—
o
=3}

107 nmole/g2.2 <} 3] Hx FriERoY,
8T A 1139+ 081 nmole/gS 2 AT
slelvt glle AET BE 25354078
nmole/g o tH,LL o mla] PCOOSE Fo1A3
A A (Table D).
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Table II. Effect of the Kojinyumja Extract on the Level of Hepatic Lipid Peroxide in Galactosamine-

Treated Rats.

Group MDA nmole/g of tissue
Normal 1061+ 0.64
Control 3108+ 1.07
Sample A 11.39+0.81
Sample B 2535+ 078 #

Norma! group were administered water(2.5mé/kg p.o) for 8days.
Control group were administered water(2.5mé/kg p.o) for 8days, and injected galactosamine(800

ng/kg ip) for the last lday.

Sample A were administered the Kojinyumja extract(500mg/kg p.o) for 8days.
Sample B were administered the Kojinyumja extract(500mg/kg p.o) for 8days, and injected galacto-

samine(800mg/kg ip) for the last lday.

The assay procedure was described in the experimental methods.
# © significantly different from galactosamine-treated group(p<0.05)

3. @3S GOT A GPT &y v

AYPF & EEKTF F28(500mg/kg)E 8
A AFF A% & galactosamine 2.2 HEAS
FEEEe d €3S GOT 84L& AYTol 43.
9+ 12 Karmen unit/mé1d] v]&ted =272 89,
9+ 19 Karmen unit/m{E <F 2ufolA &71=]9]
o}, 4¥F AE 481+ 3.8 Karmen unit/mé2
24T 2lo)7 gl e, 4YPT BE 685+ 2.1
Karmen unit/mé2 thZFo vl8) p%0012 &

AAUA A= UK Table 111).

FHF GPT 874 B/4dTol 263+ 15 Kar-
men unit/mf el Bld) P=FL 955+ 38 Kar-
men unit/m{E ¢} 4] AL FriEIoW, 4
P Av¥ 302+ 1.7 Karmen unitymf 2 A2
Zpol7F Ao H, 4¥F B 669+ 3.3 Karmen
unit/m{ 2 2ol Bl p001R felAdiA
ZAS 3K Table V).

Table lll. Effect of the Kojinyumja Extract on the Activity of Serum GOT in Galactosamine-Treated

Rats.
Group Karmen unit/mé of serum
Normal 439+ 12
Control 899+ 19
Sample A 481+ 38
Sample B 685+21 ##

Normal group were administered water(25mé/kg p.o) for 8days.
Control group were administered water(2.5mé/kg p.o) for 8days, and injected galactosamine(800

mg/kg ip) for the last 1day.
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Sample A were administered the Kojinyumja extract(500mg/kg p.o) for 8days.
Sample B were administered the Kojinyumja extract(500mg/kg p.o) for 8days, and injected galacto-

samine(800mg/kg ip) for the last 1day.

The assay procedure was described in the experimental methods.
# #  significantly different from galactosamine-treated group{p<0.01)

Table IV. Effect of the Koiinyumja Extract on the Activity of Serum GPT in Galactosamine-Treated

Rats.
Group Karmen unit/m¢ of serum
Normal 263+ 15
Control 955+ 3.8
Sample A 302+ 17
Sample B 669+33 # #

Normal group were administered water(2.5mé/kg p.o) for 8days.
Control group were administered water(2.5mf/kg p.o) for 8days, and injected galactosamine(800

mg/kg ip) for the last lday.

Sample A were administered the Kojinyumja extract(500mg/kg p.o) for 8days.
Sample B were administered the Kojinyumja extract(500mg/kg p.o) for 8days, and injected galacto-

samine(800mg/kg ip) for the last 1day.

The assay procedure was described in the experimental methods.
# # ! significantly different from galactosamine-treated group{p<0.01)

4. HHEZ vGTP &4 85}

AYE B EEMKT F£5(500ng/ky)S 8
U3} AFHAF ¥ galactosamine &2 HHAL
FEEANE d AT -GTP AL FATe]
4350+ 1.23 p-nitroaniline nmole/mé¢) ] v} &}o
| 272 86.82+ 261 p-nitroaniline nmole/mé &

of 2ul] A= VAo, dYTF AT 50.19+ 3.
26 p-nitroaniline nmole/mfZ AT o]t
gien A¥FE B 7353+ 241 p-nitroaniline
nmole/mf 2 o) ol 8] 8] p%0.052 <4 A
745 Table V).

Table V. Effect of the Kojinyumja Extract on the Activity of Serum y-GTP in Galactosamine-Treated

Rats.

Group p-nitroaniline nmole/m{
Normal 4350+ 1.23
Control 86.82+ 2,61
Sample A 50.19+ 326
Sample B 7353+ 241 #
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Normal group were administered water(2.5mé/kg p.o)} for 8days.
Control group were administered water(2.5mf/kg p.o) for 8days, and injected galactosamine(800

mg/kg ip) for the last iday.

Sample A were administered the Kojinyumja extract(500mg/kg p.o) for 8days.
Sample B were administered the Kojinyumja extract{(500mg/kg p.o) for 8days, and injected galacto-

samine(800mg/kg ip) for the last lday.

The assay procedure was described in the experimental methods.
# © significantly different from galactosamine-treated group(p<0.05)

5. AT ALP £ uis

YT E EEKT FEE(G00mg/kg)E 8
Yt BFEAT F galactosamine2 2 A
€ s W EHF ALP 4L ATl
41.18+ 1.37 King-Amstrong unit/d1Ql®] H]3}H
HZ T2 8464+ 208 King-Amstrong unit/dIZ

oF 240} FUtHIY oY, AUT AT 4249+ 2.
96 King-Amstrong unit/dl& A4T# x}bolr}
fxen, 4¥F B 7205+ 2.78 King-Amst-
rong unit/dl2 HEFol ¥]3l p{0.052 FoA
UA A A Table V).

Table V1. Effect of the Kojinyumja Extract on the Activity of Serum ALP in Galactosamine-Treated

Rats.
Group King-Amstrong unit/dl of serum
Normal 41.18+ 137
Control 84.64+ 2.08
Sample A 4249+ 296
Sample B 7205+ 278 #

Normal group were administered water(2.5mé/kg p.o) for 8days.
Control group were administered water(2.5mé/kg p.o) for 8days, and injected galactosamine(800

mg/kg ip) for the last 1day.

Sample A were administered the Kojinyumja extract(SOOmQ/kg po) for 8days.
Sample B were administered the Kojinyumja extract(500mg/kg p.o) for 8days, and injected galacto-

samine(800mg/kg ip) for the last 1day.

The assay procedure was described in the experimental methods.
# : significantly different from galactosamine-treated group(p<0.05)

6. 8XZ LDH &4 i3]

AYT B BEEKT FE2(500mg/kg) g 8
U BTFEA3F ¥ galactosamine 2.8 HEAS
fFdeld-s o 8335 LDH #84e FgTol

7685+ 29.28 Wroblewski unit?lti 83l iz

€ 15138+ 4145 Wroblewski unit® <} 2uj
ol ZFrislgiont A¥ET AT 809.72+ 1732
Wroblewski unit® 3433 Zoj7t gided,
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A%t B 998.84+ 47.88 Wroblewski unit®
27 ¥8) pl0018 FAAUA HasATt
(Table Vi).

Table VI. Effect of the Kojinyumja Eextract on the Activity of LDH in Galactosamine-Treated

Rats.

Group Wroblewski unit
Normal 768.5+ 29.28
Control 1,513.8+ 4145
Sample A 809.72+ 17.32
Sample B 99884+ 4788 H# #

Normal group were administered water{2.5mé/kg p.o) for 8days.
Control group were administered water(25ml/kg p.o) for 8days, and injected galactosamine (800

mg/kg ip) for the last lday.

Sample A were administered the Kojinyumja extract(500mg/kg p.o) for 8days.
Sample B were administered the Kojinyumja extract(500mg/kg p.o) for 8days, and injected galacto-

samine{800mg/kg i.p) for the last 1lday.

The assay procedure was described in the experimental methods.
# 3 : significantly different from galactosamine-treated group(p<0.01)

7. 8XZE Bile acid &2t Bis}

AFPFEA EAEAKT FEE(00mg/kg) S 8
At AFFA3 ¥ galactosamine 2.8 HEAIS
fdsted A bile acidel FFWEHE &
AR S W HAT-S 3952+ 143 ymole/diQ! vl
Blsled iZXFS 9545+ 340 ymole/dis ¥H

52| bile acid®] #/go] oF 2uol} F7iEY
o}, AT A 4156+ 226 pmole/diE A4}
3% ezt glien], 4¥T B bile acid?
FAo] 76,69+ 2.56 umole/dI&E hZ 7ol H}3}d
PCO01R Fo 3R A A AcH Table V).

Table V0. Effect of the Kojinyumja Extract on the Activity of Bile Acid in Galactosamine-Treated

Rats.

Group umole/dl of serum
Normal 39.52+ 143
Contro} 9545+ 340
Sample A 4156+ 2.26
Sample B 7669+ 256 # #

Normal group were administered water(25mf/kg p.o) for 8days.

Control group were administered water(2.5mé/kg p.o) for 8days, and injected galactosamine(800

mg/kg ip) for the last iday.
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Sample A were administered the Kojinyumja extract(500mg/kg p.o) for 8days.
Sample B were administered the Kojinyumja extract{500mg/kg p.o) or 8days, and injected galacto-

samine(800mg/kg ip) for the last lday.

The assay procedure was described in the experimental methods.
# # : significantly different from galactosamine-treated gioup(p<0.01)

V. % =3

BERN A EEE 245 s AYel e
3t QIAE Woldte fEHeE AR € T
a2 BYESAY, RMRG Kmrmel A
AR AEr)1sE LI YT

He TRE AL ASsho HBONE
HRE MR ABVTE FAMNIE 9%
go| slo] UM & z7 7B AHBFL
3522 Tl TR7E Afehd UM ER=
Aokt =, TR FUEE ERE T8t
A g

EEHKTe KB Hix 5, B Bes
BEfste /A2 RERE, FOTEE

BRAER, T4ED, BeEs, RREER, N
oA, MBI 52 S0 A8 S0, it
88, AZ, B, FOL, 30, B, aBE, ik,
HE, a7t R, WUEHN BEEE 7459
ﬂqum.

T BREKTFC ol Fo L A4F
A o] o) FiHo g & Jehe 7+
oz 88 F Qo=

3 A iz Ad 71Ey vgAHQ)
WA= B3 g EdAe 2 siFo]
E5§ Agdefo] HEs] glout dAHe = gy
ol§HI e FEY AT S USI] sty
AHdoz 35S RBAY FEA AES
Faojsta] Aasisteie A3 o] WA
s q i), ole} HEH AP = FOO
B3E 2 DHERFERC] galactosamine] =¥t
AaflY &g mAle 98, (e Bl

CClL ¥ d-galactosamine®l &) 28 433
13 Aol v X e Qg 79 2] ga-
lactosamine 2.2 28 EE 3o v|Ae
A8, F79 4:fFg5o] CCL 2 d-galactosamine®]
oste] fE AP H WA oA
FE Fol AUZ, Lroness Fol of| Xy
8 A¥Ho g oA UFEdd $odd
fHEAES Basigu.
Galactosamine- & AH|7A/d &4 &3
WA E dodle AL L e FER, 23
o2 virusd TET AL iAol A
RNA 3438 dogidn 224 g,

welX galactosamineo] o} diAlAelz w2
AEle E5H0 AFEFY U58e] e B
EEPES @S Ao ERY BAHY A
27159 F¥oz K4o &3td ¢ glog
Azhde),

ojoll Mt BEFEMKT7E 53] gala
o)X= PES BAslv) st BAEKT 358
500mg/kg-& 8Y 3t AT FAS #FHol galactosa-
mined 1Y EAFAE EAL {0
o3 k=2 glutathione ) #H4tsbx) 2 o] 3} e,
¥3%9 GOT:GPT-y-GTP- ALP - LDHY
E2BAEEY R EHF bile acd $FE F
A3t oheR 2 AAE dAd

GlutathioneZ AW o] A7l & £X
she U4 B2 F2 M Ag/do] o
Zojxln], EAEAD FEPNESE dlo] wlMA
7122 S48 digh Aol e s
ol FHEER AT FE ALE AR
AT,

k=2 glutathione TFshs FA4Tol 4.

W
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06+ 0.10 pmole/gldl via] A} IdFHE F
oAg thZETFL 2,65+ 0.19 umole/gE A A
Zasdo, BEHEATE MRES 28T B
3.16+ 0.09 pmole/g= i3l v&)] {23 AA
Z7}5101(P€0.01), EIERKT HiERE 7} glutathio-
nesl AEA ool digh BEAgo] s A
og AzZtdY, A ALe AXKAHE §3
e A9 stz M 542 ofs) M7}
HHE qFo g Qs e, ol A Xt
EA3h= QrHEE iAol £A3E A o3
Fireurgo]l EF3igo] Yehtbe 4o R o
A A,

2z s A gdshke ol
1061+ 0.64 nmole/g2ldl vjal ) =& 31.08+
107 nmole/g2 ¢F 3¥] A= F7iHAoY, [
HEEEFZ RiREY 4¥F Bo 2535+ 078
nmole/g2 tiZ=ael] via] R4 UA A s
(P0.05), BEIEEATF #iRE7 S48 dig
LM EHGE JAAFITZN A xute] £33}
E R R Aty syt Mt Aoz
erigilag

GOT - GPTE AM2e] 7184 E 8o %ol
¥3l1 e amino”] HO|HAAZA ¥ =
A o7 AlEet oz NV g
GOT - GPT fi4vw ¥Fog tiféss,
Z3U GOT * GPT A48AL Hudo=
A57] g QoM 7 R EAHEE
ZA3she AHER gy ol8HI Y.

¥AF GOT L43¥sle Aol 439+ 12
Karmen unit/mé1d] v]3te] di= 2 899+ 1.9
Karmen unit/m¢E < 2804} F71son,
EIRE T2 FiRES 48T BE 685+ 2.1 Kar-
men unit/m€E thZFo ¥]3d] FoJHUqA A4
HAH(p<0.0D).

¥A3F GPT EAdwisle AAdTo] 263+15
Karmen unit/méd] vjs} =& 955+ 3.8
Karmen unit/m{E 9F 44 Az F7iEAo,
BN TE AiEES 4897 BE 669+ 3.3 Kar-
men unit/méE thZFol| Hls] FdAHAUA 24
HAKHp00D. o= BEEET digEEsr AX

1S

A B ook AT

Z MR gPgoeg ¥ AARA
AEEA &) Mauto] fAHYE of P
Fog Ugasdde Jdoz geix glof ¥%
v-GTP 49 Z71848 #Fsle AEEY
ARE 4 F UY®.

H4F v-GTP 843t B30l 4350+ 1.
23 p-nitroaniline nmole/m¢Qd] ¥]3te] =T+
86.82+ 261 p-nitroaniline nmole/m¢= <F 2uj
Az F7EA o, EEKTE iRES 497
B¥= 7353+ 241 p-nitroa-niline nmole/mé2 i
Zol va] F4UA ZAHAT(p<0.05).
ol WEEIKT R 7t =482 ¢ TAX
gyd] BEAL-E 322X v-GTP7 €52
FEEHe R AAA ez Agztdch

ALP(alkaline phosphatase) € 7Hr28jE A9
sz A AEEYF 7HAEYd dEez
B¥5ln Jom T4 - paget disease L B
i B9 B&o] g o ¥F ALPY ¥R F)
Z7iggda el o] gAFe ALP 848
Z4gogn 7l EFARE AF"E F
9\1‘:}_22). .

T ALP 8/4d¥ske A4dwo] 4118+ 137

King-Amstrong unit/di &) ¥]3te] T2 84.
64+ 2.08 King-Amstrong unit/dl2 <F 280l
Z7 ey, BEKTE fiEES 487 B
72.05+ 2.78 King-Amst-rong unit/dl2 ™)Xol
dlal] FolAdUA FAHA(p0.05), EEEKT
Hikigsl Mzoae HisteEn ¥€F ALP
g4 S71E dAlste Aoz Aztdd.
" LDH(actate dehydrogenase) = A X ¥8ZF
7HE AR o) Easte Ea2A AAAgoiut
ZHAARA HaFo] EFFo] HAAGHERG
Z7t8e Aoz HauHa glo %S 5%
ke A E7F go,

3% LDH &4 sk ATl 76850+ 29.
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28 Wroblewski unitld] ¥|3lod djz2F-& 1513.
80+ 41.45 Wroblewski unit2 ¢ 2ujel|4t Z7t
go A¥T BE 998.84+ 47.88 Wroblewski
unit 2 2o v]8] {2 A UA A=A (pl0.
01), BEEMKTZ AiRES Z o ALBAE=7}
FARNA BaHEA

SGEAEL X gagTtol} Agw
o ol&] &8 ™ bile acide FEFEYl 713
2 JFL FE BARAM EAo] 4IHA
feEd 54829 ujdg F34A717] A3t
FEMEFo] FAFA FviHEZ gA4F9
bile acid®] FZv 7158 EAHse 8%
vy sho|,

YAF bile acid FFEse FATE 3952+
143 pmole/dlojfloy, & 9545+ 340
pmole/diZ ¥F 9] bile acide] @40l A9 2
wjol4d F7HHA 22y A¥T BE bile
acide] ¥4Jo) 76,69+ 256 umole/diZ Z2T
vl &t FoldUA ZAHAEEHPO0D), °ole
ERETF7 S48 39 galactosamined] ¥i4-&
Z7tA717] Wil Yehe Aoz Aztdd

oide] RE AAE FPsEH BEFEKT T
E4EA0] 2% AT wialg BE AR
TAEAE AU dx, 54 g Wi
Feolg Anvl s #BEAY £ Ak ole
FEEETF7H QA9 ERS B3 AErisd
A2ete 548 @3 ez ABRY #
oy, 1&g A8 €8 F &A=
F¥ dFsolol ¥ ZoE HZrdnh

V. & E

EMEXF 7}t galactosamine 22 FEE A=A
of ulXe gL @Iy 3t BEEKT
FEEE @Fo ¥4 ¥ galactosamineC E
=L FEsEe o AW gluta-
thione®} ZAtslxjA] &=, YHF9 GOT -
GPT - yv-GTP - ALP - LDH®} H484&%%4 ¢
BAF9) bile acid ¥FS 35 O3 2L

ATE AU

1. Glutathione2| &% EEKT S RiKES
APZoA FA4AA S7HEUD

2. kel xAe] $Ee BRETE FIRET
AP FoA4AA ZAHUS

3. ¥%%F GOT ¥ GPTe| 842 BEEKTE
fiRES AYTAA RAAJIA ZAEHUD

4. X% v-GTP 842 BEKTE FiRES
AEFAA Fd4UA FAaHUD

5. 83 % ALP €4& BEETES fiRES
AYPTAN FABUA FaHUT

6. 83% LDH 842 BAfEKTS JiRED
AQTAM FAAdUA AaHA

7. ¥3% Bile acid ¥3¥ske EMAKTE
FRET TN FA4UA ZAHUD
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=Abstract=

Effect of Kojinyumja([EEAKF) on
Galactosamine Induced hepatoxicity in Rats.

Chui-Hwan Won - Sung-Hyun Jung * Seong-Woo Lim
Gil-Cho Shin * Sang-Hyup Yoon * Won-Chul Lee

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

In this study, the experimental rats divided four group(Normal group, Control group, Sample
A group, and Sample B group) :

Under the same condition, normal and control group were administered water, sample A, B
group were administered Kojinyumja for 8days. And then, both control group and Sample B group
were injected to abdomen with galactosamine for lday.

The rates of of glutathione, lipid peroxide, GOT, GPT, y-GTP, ALP, LDH, and contents of bile
acid level were measured. The results are as follows :

The glutathione rate significantly increased in sample group, the others (lipid peroxide, GOT,
GPT, v-GTP, ALP, LDH, bile acid) significantly decreased in sample group.

Key Word © Kojinyumja, galactosamine, hepatoxicity.
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