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Al FABBREZAN (LEFIA"Y Bsoz
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AX e ABRBE F= B fFAT, ‘K
TLMEA e sted FMfERel F84 HA
0.3 g, HEtEES Fite FHEHAY o
A B, BB S B 59 ¥ 98
FILFRALE o|Foixa, Kkl JAM FL
Fo5 FEY B BAFEIEMRER
A SRt 9ge vz ol FIKEA
of tiste] YAF F& FP? sof fFe
ERE vehin goh

e 23 o 9ie] 22 UAls:s
Z8 Frloln ofF Aol 1 HAE
EoE x25HE A%HE AL AT, B
& £8FQ o2 o] :=2HE ¥FYE
A Wy AnpoiMe $E AFFE =4
2o E&o] Hu, AAxBE 5E 437
A7 Jux] 2R7F Bou Anel
AS "R/ 483 TIFEA B8 DA
Adadee 2§, B 3719 45
A%t gonz HEZE9 ANzg: TT 7
B AE7) 38, d8d ¥y ¢ HASE
Aol 223050 zie Eile BEAY

7} 2 AagHes $uHE AEA =
o 9@ FEdE 498 R .
ENBFESS AXYe Fisiues &
=il 2T 7@ HYHEss sts
satn 4g TEE Z4F dNARY W, %
28 TPY o7 AYEA gAY =S4 2 x
g ol27) 7R I fLAREAN R A

o] glemBN® qEe ost g BAMX

S3gEe #HHysr H3d superoxide
dismutase(SOD), catalse, glutathione(GSH)-
peroxidase $& X #T wol WIUEE Zn
EEBRRES sl HEME BRI g
q_‘g)

oMol OF d¥rnEA Fe FIRE
s R BEE BES 37HE, &V RE,
Reb BEE BES 371 %, reniniEE<]
z7lek ANPEES Z2E, AP5e ¥%
aldosteroned®] W& Rasgm, ofe F
REEA, 8 - A4 dA, fiEESE R 7l
g duag Fodz opld R F4d
triacylglycerol®l Z7isl 2tAFde AHE o
Aste Fgo] Uee, A5 mELRRY
Rodz &4d e SODEAF7He LPO#F
9 §o% #BAE Rudtd AEFHol FEA
o tistd YAF #HEFLo] S R
ut loh,

B dAFoAE gt d4T7ZAT}E EUE
s o AFEe AS5ETES AESND
A #k8tx]A(Lipid peroxide;LPO)3 EERE
R SRR BR B 8Lt % G880 B
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B39 794 e AAE
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I. EEtrE 9 5k
1. 8z
(L) ok % Ao}

2 AY ALEE AFEe BF FAEAH 1
He E¥e dg3 2o

" ethanol® X B LYoz ¢

¥ ¥ (Alisratis Rhizoma) 10g
##&% (Hoelen) 6g
F3 it (Atractylodis Macrocephalae Rhizoma) 6g
¥ % (Polyporus) .
B ¥ (Ciniamomi Cortex) 2g
& A 30g

2 A¥el A83 A% Bovine serum
albumin, 5,5’ -dithio-bis-(2-nitrobenzoic acid);
(DTNB), ethylenediamine tetraacetic acid;
(EDTA), galctosamine, hematoxylin, sodium
dodecyl sulfate(SDS), thiobarbituric
(TBA), sulfosalicylic  acid, potassium
phosphate, Tris 52 E% Sigmarl #AEE
Ab23l9ial Hydrogen — peroxide(H:0z)+=
MerckA} #AFS Folin Phenol
ethanol, pyridine, n-butanol= YA
2 AR a
2 AlF dF

acid

reagent,

I
EH5FL

19]°ﬂ Ayl AEY BE A
Folde AMELS AHEE AT

2 A¥5E
AF 200gAst+e] Sprague-Dawley® 3
AFAE EWERY BE FEI TINEA
10204 284 Ao HSAN F AEs
Ak

: 7i%#io] Galactosamine Y98 FF#id #1319l Antioxidant Enzyme #&tk#} Lipid peroxidationoll uixl&E #8-

vdeas

2. dELY

(1) A48 A= .

AEE#He 48 %< 120g€ round flaskl
Z5F5 1000mest g7 ¥ F heating mantle
AN WA7E EAsn 2A¢ F<¢ M8 F
2% 9&, A3 WL rotary evaporatorE
BWE Bfsto 100m7F HA st

EHEK 100l ethanol® 71319 ethanol’s
T B%EAge2 gEo] Q3 g rotary
evaporator2 B BHESTSY 100me7t HA &
Atk

A &9 100w ethanolg 7}3ld
ethanol ¥ & 8% &qo g2 e A3 K
& rotary evaporatorZ REE ##Este] 100md
7t HA s

oA &9 100meel ethanolg 7}Ete]
HEo] AHg BRI
€ rotary evaporator® WE EHfEstd 100ml
7t A 4ok A 5 100mel FRT
100mLE 7}8te rotary evaporator2 HE B
#Estd  100mé7t A &% YE  syringe
filter(02mE 73 F WK SZ ALE3H}

(2) 48529 AHA

87 ool e 1Zo2se AAEY Y=z
T ¥ AFTFeE Yo, 4¥EE A
AET 1, 2ET 22 UFUS.

2T AE 8YH 9U Ao galactosamine
& 400mg/kg/day EZFAF A

AYTL AEH AYE AT 1AM 05
mé/200g/day® 74Eet BAFAL s x, 4
T 29| E 05me/200g/day¥ 74 FQL BAF
A3t & 5% 83 9YU A9 galactosamined
400mg/kg/day®) B-75AFst ATt

Z $& EF 9YAd etherZ wHHAINF
B »ZAE mget AET F 09% A F
FEANA 2N EdE BF 7@1]713}
Hﬁﬁ—% HEste] ol AzAdSs

= AAAY & -0CAA FARSSAA AL

HHoHM
hu
J
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43t L
EABAHEE 2HE A8 TxF IAFF9
50mM photassium phosphate buffer(pH 7.5)
g 4 EFVWeLeR ¥ g
homogenizer (Janke & KunkelAl9] Ultra-
Turrax 25)2 2¥3 ¢AsEAD ol & 600%
gollA dAEstd AEF4E ATFE oA
100,000x goll A 1A2HEe LA EE s 43
Hel ANEE L TadoR ALE3%
$le] ZE AL 4TolsteN g

(3) 3% Lipid peroxide(LPO) &% &34
AR §%F FA L Ohkawa 59 Wy
Vo) zof 2tz vlHFIY AFBo] 8.
1% sodium dodesyl sulfate, 20% acetate
buffer (pH 35 % 08% thiobarbituric
acid(TBA) &4 7I8] 95Tl 1412 B
SN Heo
Ao} TBA reactive substance® n-Butanol :
Pyridine (15:1) EYLo2 o|YA|A B 532mm
g FFEY HsE FHs HFIA
HArg R Ao e 237 1g9 MDA &
< nmoleZ eI :

(4) 273 Superoxide dismutase(SOD)
g4 &4 ‘

SODEA ZAL Martin 59 $9%e &
3 AAPY. B4 FAE FHL 01mM
EDTA7} ##¥ 50mM <4g &34(pH
75) dAFo], FAPoZ BIP NEE 53
o 04ui e NEtE-F2EXE EFAGIE
78] 587 voltex2 E¥E £ 10,000xgel
A 2087 AHEER 4F39e £FE 29
e ¥a AeolA 587 incubationd *
5mM hematoxylingd-§-g A7}t =3 560nm
A FFEY WEE FAINET T4
#(Unit)= hematoxyline] AEAtsste= &3
Ex19 50%& HASE A9 %L 1UnitE
st

2 YA Be 4 F

(5) Z&AF catalase ¥4 &3

Catalased] BAEE Aebi® H¥ol ot
g3 2ASEY. 50mM U4 E ¢FA(pH
70) 20me] FAYE 4AHFH, ?]ﬁi"'] 5mM
HoOx8 9 1még 7F3tY % 240mmell A &3
=9 W3E 287 2AYAY dxdgesE
714¢ 10mM HyO; €9 ti4lel]. 50mM 14t
g ¢39d90pH 70 Intd 7t 2 2AL ¥
¢ YA sl FFEY WHEE ZAHHC
49 FAHEE 18 T 14M9 HO0:E
EHAIE B4 &g 1Unit2 st

(6) Z3% Glutathione(GSH) &3 &4

7rzAW GSH %574 & Ellman ¥9 %
Holl wal AT 10% 2 dFR o
Aol 05me] 4% sulfosalicylic acidg& 718k
o] EE F 3000rpmoiA 1085 A4 EE
& F 4359 03m¥e Hsta 27mee) 1mM
DTNBS9# &3 F A4 108 %
A ¥ FFE 412molA FAHSIAC

@) z}zzl BE A

AYEE L ctherZ vHAA 718 &9
. H&4 {V"i}" 10% SAHEETY £9
off Aol 2447 B¢ A BAAHEA
Wy o 2 paraffindl E@¥# G SmFEARE

A&dAE WEUG.

‘55—? HHAL hematoxylin® eosinl 2 %éﬂq}
& AFse FEgEAnHoZ FEASSA

_—ﬁl-ﬁ

(8 o9¥d JF
9ud FFL Lowrys™ e wWidl £
bovine serum albuming EFHHO & =

3Tt

Q) BAAH
A¥Adses g7 TEWAE FHWI3, 7
94 HZFL Student's t-test® o]&3dtd P<
0.05 &4 4% vz ATt
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. & 5 ik &

1. #i#+ LPO s8AIE

ZAZ LPO &% dHste A4Td 3l
A 11.8312.68 nmoles/g of tissue©] At}

NZTFL 21.92+359 nmoles/g of tissue®
ATl vgtel FAAA F7betAoh

APF 194 1369*14 nmoles/g of
tissue2 AAMEol vldte] fojg AolE Mol
A} stk

A8F 24Me 1320£1.34 nmoles/g of
tissue® tHERT vt R UA #2d
% |

Table I. Effect of pretreatment of ORyung-
San extract on the LPO content in the
liver of rat with treatment of

galactosamine.
Group Content (MDA nmoles/g of tissue)
Normal 1183 + 268
Control . 2192 = 359 F
Test 1 1369 = 140
Test 2 1320 £ 134 #

Values are mean £ standard error(n=6)
Normal : Non-treated group
Control : Injection of galactosamine 400mg/kg
/day at 7 and 8day
Test 1 : Injection of ORyungSan extract 0.5
mé/200g/day for 7days
Test 2 : Injection of galactosamine 400mg/kg
/day at 7 and 8day after injected
with ORyungSan extract 0.5m{
/200g/day for 7days
© Stastical significance as compared with
normal group.
* . Stastical significance as compared with
control group.

30

LI Mean UStandard Errﬂ]

25 |

20

i

Control Test 1 Test 2

Olnmoles/g of tissue)

LP
3

Normal

Figure 1. Comparison of the effect of
pretreatment of ORyungSan extract
on the LPO content in the liver of
rat with treatment of galactosamine.

Values are mean * standard error(n=6)
Normal : Non-treated group
Control : Injection of galactosamine 400mg/kg
/day at 7 and 8day
Test 1 : Injection of ORyungSan extract 0.5
m/200g/day for 7days
Test 2 : Injection of galactosamine 400me/kg
/day at 7 and 8day after injected
with ORvyungSan extract 05mé
/200g/day for 7days
. Stastical significance as compared with
normal group.

* | Stastical significance as compared with

control group.
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2. i+ SOD EMAE

Z3F SOD 49 Wsie F4FEd 99
A} 3.20£0.80 unit/mg of protein®}Ath.

fZ=& 1141046 unit/mg of protein& &
AT vl {4 UA FAFHHG

AYFE 1AXE 4631180 unit/mg of
protein®.2 ATl vt {KoF el
Bolx gstot.

AYFE 29ME=  1.79%035 unit/mg of
protein®. 2 R vt {4 UA F7t
8 1=

Table I. Effect of pretreatment of ORyung-
San extract on the SOD activity in
the liver of rat with treatment of

galactosamine.
Group Activity (unit/mg of protein)
Normal 3.20 £ 0.80
Control .14 £0.46 "
Test 1 4,63 * 1.80
Test 2 1.79 £ 0.35 *

Values are mean * standard error(n=6)

Normal : Non-treated group

Control : Injection of galactosamine 400mg/kg

/day at 7 and 8day

Test 1 : Injection of ORyungSan extract 05

mé/200g/day for 7days -

Test 2 : Injection of galactosamine 400meg/kg
/day at 7 and 8day after injected
with ORyungSan extract 05mé
/200g/day for 7days

: Stastical significance as compared with

normal group.

* | Stastical significance as compared with

control group.

{ ®Mean OStandard Error |

SOD(unit/mg of protein)

Normel Control Test 1 Test 2

2. Comparison of the effect of
pretreatment of ORyungSan extract
on the SOD activity in the liver of
rat with treatment of galactosamine.

Values are mean L standard error(n=6)
Normal : Non-treated group
Control : Injection of galactosamine 400mg/ke
/day at 7 and 8day
Test 1 : Injection of ORyungSan extract 0.5
né/200g/day for 7days
Test 2 : Injection of galactosamine 400mg/kg
/day at 7 and 8day after injected
with ORyungSan extract 0.5m{/200g
/day for Tdays
. Stastical significance as compared with
normal group. :
* | Stastical significance as compared with
control group.
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3. ##k+ Catalase JEMBEIE

Z2F Catalase €A 9] WH3les AA4TF 9
o]A] 23.85+150 unit/mg of proteino] .

HZ2F2 1549%1.67 unit/mg of protein® &
Aol vlgte FAUA FA3AT

AET 19AME= 2613%£175 unit/mg of
protein® 2 AT Hlsle] f23k Zeole
Holx] gkt

Adw 20X 2001£1.32 unit/mg of
protein® 2 &I vde {-2AUA F7}
stsich

Table II. Effect of pretreatment of
ORyungSan extract on the catalase
activity in the liver of rat with
treatment of galactosamine.

Group Activity (unit/mg of protein)
Normal 23.85 £ 1.50
Control 15.49 = 167"
Test 1 2.13 £ 1.75

Test 2 20.01 = 1.32°*

Values are mean * standard error(n=6)
Normal : Non-treated group
Contro! : Injection of galactosamine 400mg/kg
/day at 7 and 8day
Test 1 : Injection of ORyungSan extract 0.5
mé/200g/day for 7days
Test 2 ' Injection of galactosamine 400mg/kg
/day at 7 and 8day after injected
with ORyungSan extract 0.5mé/200g
/day for 7days
. Stastical significance as compared with
normal group.
* | Stastical significance as compared with
control group.

B Mean O Standard Error |

Catalase{units/img of protein)

Norrral

Control Test 1 Test 2

Figure 3. Comparison of the effect of
pretreatment of ORyungSan extract
on the catalase activity in the liver
of rat with treatmnent of galactosamine.

Values are mean * standard error(n=6)
Normal : Non-treated group
Control : Injection of galactosamine 400mg/kg
/day at 7 and 8day
Test 1 : Injection of ORyungSan extract 0.5
né/200g/day for 7days
Test 2 : Injection of galactosamine 400mg/kg
/day at 7 and 8day after injected
with . ORyungSan 0.5m¢
/200g/day for 7days
. Stastical significance as compared with
normal group.

extract

* : Stastical significance as compared with
control group.
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4. %+ GSH E8AE

Z3F GSH &3¢ dste Z4Td A
A 277029 pmoles/g of tissue®] AT}

HETL 2111049 gmoles/g of tissueZ
BT vigte] FAGAA FAsH

AR 1oAEs 2632025 pgmoles/g of
tissue2 ATl ¥ldle Fo§ Aoy Ho
2 &kt

AgT 29AHE
tissueZ thERF

310%£044 pmoles/gs of
H&te A UAA F7tet

Ao
Table .IV. Effect of pretreatment of
ORymESan extract on ‘the GSH
. -content jip the liver of rat with
+ treatment of galactosamine.
Group Content (xmoles/g of tissue)
“-Normal - 22,77 £ 0.29
Control 2.11 £ 0.49 °
Test 1 2.63 £ 0.25
Test 2 310 £ 0.44 7

Values are mean * standard error(n=6)
Normal : Non-treated group
Control : Injection of galactosamine 400mg/kg
/day at 7 and 8day
Test 1 : Injection of ORyungSan extract 05
mé/200g/day for 7days
Test 2 : Injection of galactosamine 400me/kg
/day at 7 and 8day after injected
with  ORyungSan = extract 0.5mé
/200g/day for 7days
. Stastical significance as- compared with
normal group.
* ! Stastical significance as compared with
control group.

[@Mean  OStandard Error |

GSH( 2 moles/g of tissue)

Normal Control Test2

Test1

Figure 4. Comparison of the effect  of
pretreatment of ORyungSan extract
on the GSH content in the liver of
rat with treatment of galactosamine.

Values are mean * standard error(n=6)
Normal : Non-treated group
Control : Injection of galactosamine 400mg/kg
/day at 7 and 8day
Test 1 ° Injection of ORyungSan extract 0.5
mé/200g/day for 7days
Test 2 : Injection of galactosamine 400mg/kg
/day at 7 and 8day after injected
‘with ORyungSan extract 0.5ml
/200g/day for 7days
: Stastical significance as compared with
normal group.
* . Stastical significance as compared with
control group.
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5. FfiR R

AT MIPe W 4YF 1e 48 de
Aol7k VA #to(Fig. 6), HEFEL
Galactosamine FA} ¥ ZFAZe] &40 7
Edol TUe o¥olN BE T 5 YU
a8n gRFANE JZ77 AFE 429
B3} DTS} Aol FARW FulrolA
dehk o vl (Fig. 7), HAZAME Be JE3)
(vacuolate)%,%%@‘ T AR HFig, 8). Wz
ol wls) AT 2= AZE4TH TAERe
£4e 98 FARY FARAN 2457 4
Bl om(Fig. 9) ZHHEe AXFE FolE
Rez BEHYHFig. 10).° :

Fig. 6. The liver in rat with treatment of
ORyungSan. The structure of liver
same as normal liver. H & E. X200.

S

e L R S A
R AT CTAL

el esin iy

Fig. 5. The normal structure of liver in Rat.
CV, Central vein : PT, Portal triad.
H & E. X100

Fig. 7. The liver in rat intraperitoneally
injected with galactosamine.
The inflammation(arrow) aggregated
lymphocytes were appeared in the
area of central vein and the hepatic
plate destructed. H & E. X200.
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Fig. 8. The hepatocyte in rat intraperitoneally

injected with galactosamine.

The vacuolation(arrow) and destructed
hepatocytyes were appeared. H & E.
X 400. :

8, The liver after galactosamine
injection with daily treatment of
ORyungSan. The inflammation were
disappeared in the area of central
vein and the hepatic plates were
repaired. H & E. X 200.

_2%_

Fig. 10. The hepatocyte after galactosarmin

injection with daily treatment
of ORyungSan. The vacuolation

" (arrow) -were réduced’ than control
“group -and "~ destructed Hepatocytyes

were repaired. H & E. X400 -
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V. & £

AEHL BERY A2 BHI KER
AMb FALFRITSIE KRAFSY FHEd ERS
93, FVe EEHMO) HEHKES ‘oA #HML
Biesta BE WSy kKE 5lEstn BEK
£ 43t Fol JEYER FE Bee b
T RFoIH gx &t

AL ERE 29U E@B{Rs @EF
Kol HEEe 2 Bk, ek, BiE, KREKIE,
O, FFEMES HEK, B4, RIEE Hm KE
283 AR EERA HkEZST BEE
I BSEROAHPS fekERE 9 3
AstA HLH ot FH AY RugE F
e FURETS R BEE BES Z7E,
&V RE, Fh BEE BEY =27 2
renirl??:'iﬁfﬁ'i«] '3‘7]'9]‘ A.NP%E-'] Z:}'—l—-a, H
Pz o 873 aldosteroned? #3lE, o]": F
REFA, 2 - 23 oA HEE=E 2 7)
B g Foz e HFE 9
triacylglycerol®] Z7}8} IFIRES A3yPE o

Aste Aol AL, AVEL puE{LRE]
Fo2 &4%8 Fe SODEAZF71e LPO%H
o % ZAE RadAt

oldel AT HHE B o AEMS FIRME
3 oksy, BREES ABEE 2 sz
o] FFE oix HEWEHS MEd 4%
o wE] AL Aoz HEEHY
Galactosamine fr= 54 39 &itsl &
29 W3E BASAY.  Galactosamine
serum transaminases(GOT and GPT)& 4z
3 AeAA A4S opr|AAY sy T b
HZel FHAxek e dean® sk =
T BERHAAN =29 EEd HIE do
A AEFe $239® a9z, Bz B
FafREd o I:‘r"ok ELEFE HEsty
DERNE 278 E Aoz 9uA g

feES Aot %ﬁ*ﬁ o] HEe HHste
difge] B9 R AERE dASA 2Hstn

FA%Ho| Galactosamine 358 FFEh: 31312l Antioxidant Enzyme i&:# Lipid peroxidationell ulX): 848-

AE JFgA v o8 7R ZEE AL
FE AT 8L 3 MEEAAN dejus
TEH EE EHHY 4 olF5E B MAX
ol ey BEHS TIUIL EBEWS AA
ok Ogd 48E FYst de MiERd
£Ao] dojud el XHEAA &L F
ug A EFgtt. 2 F free radicaldl
o|% el v1del dvrE] MBS
HAe HF FF FEE JAAT U} Free
radical® oj® EFoY YAEx FHE
9l or} Agﬂsl-z-]og ZQ83% AL AA FE=
B4 249 farjelt?

B BRESS #@RIN HBRE S
Etol BEIAY EBFLHA A7z A,
e olEx s AWAE TA S B
tigEe A3y oL i AFFEHY
e xS A Wate] FHAHEREE S frEdte]
T OE #RtEES A8t BR BE &
HRIES AzFste EX3t Aubite] A4dE
2P = FEAY GEFE sy =
e &an J)#e HgA ¥HIE JM&3E
e Aoz gyA Yo

oA Y 4ipEso] A E4E YodE
EUBRES AAANA T FBRLEIEZA FE
g e BFRAE, BRWE BRILAKERE
A3 FIE  superoxide dismutase(SOD)$}
peroxisometiol EAj&y BFAAsFLE At

¢} 22 Bal&E catalase, 18]3 glutathione
9] -SH7IZ ®E Fx2&g R FA47141
Higrad  F2E O FEF EFYdc
glutathione(GSH)-peroxidase”t 91t
ESH WS 48584 dFdd A A

218 F galactosamined $9I3¥E W F &
#he LPO B2 "WzxTdAxe BATH
Hlgled oF 45%<] F7FE UEhYE Zo] FA
S 71gA dA3 FAaHAAFAEL #FHE
T JUt mELREE ol &7 FiEE AF
< o AP mad ostd AFEHS A7t B
T o&Foz LPOY AAES gAAHT
SAe AFEE A AR g HPFA
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LPO7} Z#AEHAZE Byt b 5
Brol LPOS A& AANTIE Roeg B}
ENREY 4 JdANIIEH AAFHQA o
o] g1& A2 BEEdt

SOD &M #B(tE TIPS o
galactosamine Fojoll &&jA #A3] A=A
Rol AEH A AR &M FAHUAE F
7+ REo @x AEHTY T4 oA
E AATEY 84 & 248 Ry F
AF F948 AAFHA olYFAT

Catalase @4 Wsg #ZUE o
galactosamine Fojo] A #A 3] JAHA
Rol AEH A X 2ds|A & 25% €A
Z7H8 BYon oA AFHETY Fod 9
e AATED 4 £ 84E BYe
U B4 AL dAEHA oYt

GSH ##& #3359 E& 9 galactosamine

Sojo] 9 FAAYE FAE Hold A

ol AE#E A Ao oA o 3% FF F
71E BT

olAte] AB}E=  Seckin S FTe]
galactosamine F% Aol lojAe] LPO,
GSH ¢} #3le} #§5 3 gl

SR BTRS B9 galactosamine ¥
oo oM THMERE] AHFH FFAAY
Yeigteon @& d¥IHEE BT ol:
Isogai®¢} Liehr’Vol ®mel Axislzm iz,
AE#H A AXG APTFdME olF Pl
ZolE AoE FFHJ

B RN AFECl BEMLIEEY A4
JA9} HEo, FUBMRE AANA FE K
Bk BRES 43718 Bion EEBN
A27A4ME AFHAN L 428 4= FY
4. olEE EdE AFEol ALY
ZHE-e gAste HHAHE HHF|E AXE
% B3Y AeE BRI FE - AHAY
Abol 93¢ Tl #@RERE YEFHS B9 &
d 2 ¥EE FEE Dridel AEELE o
ode AL AT A2 A

olg|gr Z=E vjFo FEHE E FHREA

ol EF#S] BRRERS FiiE 35 % A8
5] JAE A= BHLAC

V. #® &

AEEol FrhdEdl oie MPEFES Ut
27195 Galactosamine £ HEA L @35
o FF@F LPO2] &%, catalase, SOD, GSH
g4 ¥ 33 d3E #EI v g 2
£ A7 E 4

1. LPOY ¥3L AHFHS A AXNE 4YL
of th2F Hist f4dE #A2E Y
gl

2. SODg] &L AFHHES A HA T AYE

AN E gz HEd Fedle Ft
g Byuoh

3. Catalsed] AL ALHS A AT A
FANE gz H g9 FI4JAE F
71& 2gch

4. GSHel AL EEHe A AXG AET
dAE gz udtq fd4dE 7
g nach

5. & FiRAAE dzTdAE 94584,
TR 24 2 G BRHAUL,
ESHE A AT 4PTANE 438
A2 ZAEH &4 FAAY Fun
M 2571 YERn 3 A¥e dEsic
zolE Aoz BAF HYh

ojAbe]  AY AREREEH AEFH
Galactosamine®] €3 549 oz 3
o i i A4S I =z 5L
FANEY AT ERE RIS
F AR

koo dg o
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