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o} EERol SNV FEE KM HikL =M
o mAlE AMEGME RS ofF A R
At

olo] EEvE ABRMEGl EEHEE, BEEE %
ggol A= BEST AWERSE AFYYE M B
HipEEe) MEde Zid tAc BEET BRBRHS
2 wesnA e ¥HE ERHBENG, & 159
7} Vitamin EE 1% BB #(positive control) =t
FEMEHES FAT KRHSIDE E4std, EE
gl MEA E¥(microsome)S 88}, malonal-
dehyde(MDA) Hm#pf| &, IHIste4(hydrogen
perdxide)®] £, superoxide dismutase(SOD)9] &t
&, catalase {&tEE, NADPH-cytochrome P-450 re-
ductase FHEE Bty HET BRE A4 o
o #iste uholth

. RE#HH R Hi

1. MEXE
)& &

2L o FE flol AF 400+20g9 Sprague-
Dawley A(#Z 818l 7+4) H8AE AR, YA
B(ZHHA21%014, 2AHB0%et, Z4HH5.0%0]
g, =318809%°13l, Z50.6%°14, 200.49%°14 FFA}
g AR Co)st & FES] THEL 457U 49
2 @7e) AN F Aol AL

—_

Do e

Ayl ALEE FBE <HBAED>O FAY A
®igol AB EFHE 7Y FHARBOE AF 27
peld FYF R AAst AgsREY 1
A es 3 o dok

Prescription of Samyongjeechwangtang (SJT)

Bt o} 4 o 9 2 3
# i ¥ Rehmammiae Radix Preparat 15.00
i % Dioscoreae Radix 750
th & ® Corni Fructus 750

B8 ® % Poria 562
# # B Moutan Cortex 5.62
2 ¥ Alismatis Rhizoma 562
B # Cervi Pantiorichum Cornu 375
A # Ginseng Radix 37

Total amount 54.37

3) gt Alb & 7171

Thiobarbituric acid(TBA), Malonaldehyde bis(di-
ethyl acetatal), Ascorbic acid, Trichloroacetic acid
(TCA), HEPES, Sodium tartrate, Folin reagent, Naz-
S04(Sodium Hyrosulfite), Cytochrome C, NADPH,
Chloroform, Magnesium chloride(MgCl2), Hydrogen
peroxide(H:0z), Catalase, Acetic acid, EDTA, Xan-
thine, Potassium cyanide, Sodium deoxycholate, Xan-
thine oxidase5< SigmarHUSA) A&FE, Methanol,
Ethanol, alc Acetic acide MerckAHGermany) A&&
AMgEte T, 39 NSES §F ¥ €58 AHEsdth

B Agd A8 71715 centrifuge  (Beckman
Co.(GS-6R)), rotary vaccum evaporator(Biichi 461),
autoclave (Hirayama, Japan), Spectrophotometer (shi-
mazue. japan), Utracentrifuge (kontron, sweden), High
centrifuge(kontron, sweden), Bio-freezer(sanyo, japan),
Ice-maker(W}A#8}) ¥ Homogenizer (OMNI, US.A)
< AHg-ssih

2. MEYH

1) Zol =H|

SEMES 485 F 2175¢< 3000ml round flaskel
ZH4 1500n 2 84 ¥ oS 978 FFA
X7 B¢ MEHESY dagt O 992 dgs
Z7\(rotary vaccum evaporator,Buchi 461)olA] 7+t
&t ZAL YWEI(deep freezer,Sanyo Co., Ja-
pan)oll Al 1AZF B CHAEHIE @FAZR7)(freeze
dryer, EYELA Co., Japan)2 $ZZAZsS Azxdr|2
€ 466g% dAth AY9) FEE 60mg/kgZ 2ul
85 59 Ay A3k
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2) HASOS
4958 72 29

g 8w

6ut)A S WPty o}l FH AN
Ay = F(negative control ; NC)#
100unit/ml vitamin E $oZ(positive control ; PC) ¥
T60mg/kg FHEHEE FAXHENTLE FE3H |
d 13 1597 A3 Fo s9lch

3 LmA NTE 229 2a

Bansal 9] #Hgol mel A&3 #AHe HE 2
B3 4ol 150mM KCIE& 363 30mM Hepes$Haof
(pH 7422 33t FAE ohd, MR T
B2 13 94 Fal(700xg, 208)5+% EP‘ a1 35de
AR HIT 23 IS YA (11,000xg, 3058)
dted 22 AFdE AALH, I pelletd AAsG 2
Z Aede 3x 24U FE(105,000xg, 60%8)5Ho
4eAE AAST M AU
82 130mM KCl 4 Hepesgtzdioz o}
g AFFssted 235452105000
xg, 02 AE2Z 8% IU Azd EyL 2
A AL 4CAM FPsigden, 2 YyE
_L(deep freezer,Sanyo Co., Japan)ol H &34 "éﬁoﬂ
AH8-3Hs e}

)lt

3 (microsome) &

4) Chys Nz
Bovine serum albumin(BSA)& EF EAZ ALty
Lowry 59 wyol et 99y 58 28U

5) Malonaldehyde(MDA) 242 4x|| =+

MDABAE Z3e YUS™9 whyol wel N@an
of MZALY(T00ug/n)S H, 81% Sodium
dodesyl sulfate(SDS)£9 225ul2 713l 5% FoF A
FEG7Nvoltex mixer)2 EFTE 20% ZAMacetic
acid) 15m¢ 7Ht2 23 7Bul 2548 B3 5%
¢ TS 1.2% Thiobarbituric acid $-9& Z+z}
9 1n¥ NBFol Haty, clean dry marble($87<)

2 93¢ ¥ 3087 water bathold Zelg I3
A2AA 3087 Bzhe o} 3000rpmelM 2087 9
A& (Beckman Co,GS-6R)sted ArEale  Haly
UV-spectrophotometer (shimazue. japan)® 532nmol

A Malonaldehyde(MDA) A4 <A 8A4E FA¢ch

6) DHAFSH S=As(hydrogen peroxide) =8

Alfred5™9] whgol whal Algde] 100mM Tris®t
ZFYPH 75) 500¢ |, AZH B8 (2mg/nl) 1001, 3 M
KCl 50 1, 1 M methanol 50 1, catalase(32 mg/nl)
Nx ], 02 M MgCI2 50#¢ | 9} 5mg/m NADPH 254 1&
Y1, FHFTE Wb F 12 233 OF 9ee
AlRpatEot g4 (visiovn# g, 30C)A 1587
FSAIZ o 15% TCAS ¥ 94 #21(3,000rpm,
WA I8z 45Y 150 € FHe9 15w
NashAloFS #7hg F &2 4Z(visiovn#e, 587C)d
Mol BEEer Bt WA 412 nmol X F
FEE FAsY YElE TFAL 178 cm-lmM-12
Al kst ot

7) Superoxide dismutased) EAMG =X

of 4o AT 2HL McCordE”e) Wye) w
2} xanthine®} xanthine oxidase®l Al ol WA=
superoxide anion®] cytochrome c? Qg A7)
= 3 HdEE ol&FAnt F 30 & cuvettedl
0.1 mM EDTAS #§8H= 50 mM 24k g3l (pH
78) 21m 3 05mM xanthine 03w 2 0.1 mM cyto-
chrome ¢ 03n& 7}3t & cytochrome oxidaseol 2|
g B93 9| cytochrome c9] A4S 97] 98] wre
Ho 50¢ M potassium cyanide 0.1mS 7Fslgich wh
Sde vYRE EAANIZ] YAM sodium deoxy-
cholate(0.l mg/m) & 01m ¥o) 0033% HES 3
2, E89L @ #& BS xanthine oxidase 01 o &
Axd F8Gmg/n) 01 E H7F & 3 550nmel A
THEY TS AAAGT FFE 2t dig
< xanthine oxidased] ¥ 55 ZAHdly TJx =7}
9 00210 HEE gl

T nob

8) Catalase ML =X

Aebi®] %) wrel 30u cuvetteo] 30% H.0.7}
e S0mM Qdd SFAEH 70) 2902 W,
catalase(30units/ml) 0.1l S FH7F8 F 240nmold 3
BE ZA2eE AAHAY HAYZ AN xR B

_61..



H(700¢ g/nl) 01l & HA7ISid F3x Z4EE §3F
A9, Ehe BAEE FFE7t 040~0457HA 74
e A7+ ¢ moles/H202/min2 2 E A 845l th,

9) NADPH-cytochrome P-450 reductaseEME =X

William#t Kaming] ¥l wat 233z 7)
Z % AE cuvettedl 200nM cytochrome C 0.3nl ¢}
HEF 28(025mg/al)E 030 B2 05M ANY &
Z2d(pH 7722 £ £%L 1522 ¥ tig 37CoA
E325A9 FZEE 022 2RQY 282 AE
cuvetteel 0.1x mole®) NADPH 01nE A8z
550nmeliA 3-4%7 F3E WS SFHstgch s
o} a2 RY LB FIHAF 21 cm-1mM-1E ©l8t
o cytochrome C2| &9 £E& A4stAT

10) EAINE!
AP 2 3E mean} standard error® YERJ Y stu-
dent’s t-test® ZHA3Gh '

M. | & K &K

#qHY HAXA EE49A Malonaldehyde Aol
fAE d¥E 29 2 APdZFe Malonal-
dehyde FLEANE 002940005012 100unit/sl vita-
min E $9F2 0017+00082 247t Aoy 59
do}l YL T60mg/kg FEMES F922 0016+
0.002 (P<O05)2 #94 Ut 7LE B ATHTable 1,
Fig. 1).

D A9E AlE 1998 —

Table 1. Effect of SJT on the Malonaldehyde
(MDA) reactive substances in brain

microsome in Rat

No. of Malonaldehyde

GrouP  pnimals (0.0 at 5320m) Prvalue
NC 6 0.029+0.005a) -
PC 6 0.017+0.008 .
SJT 6 0.0162:0.002 <005

a): Mean + Standard Error

Negative control(NC) : Non-treated group

Positive control(PC) © 100unit/ml vitamin E treated
group

Samyongjeehwangtang(SJT):  760mg/kg of  solid
extract of SJT treated group

* . Statistically significant value compared with NC
data by t-test
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Thiobarbituric acid(Ab. at 532nm)

o

NC PC SJT

Fig. 1. Effect of SJT on the Malonaldehyde(MDA)
reactive substances in brain microsome in
Rat. o
Negative control(NC) : Non-treated group.
Positive control(PC) : 100unit/ml vitamin E treated
group.
Samyongjeehwangtang(SJT): 760mg/kg of solid
extract of SJT treated group.
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2. M= 2o s 2(hydrogen
peroxide) Adddof 0[X|= HE

#AHe HAEF FHAA  FHAEes(hydrogen
peroxide) Aol vl QgL -AHE A3 FAAd=
T 0.98+0.027nmol/mg protein/min®| X vitamin E
B FE 1.20+0032nmol/mg protein/min® 2 At53}
o fejAdel AL, 760mg/kg BHEMEY FAT
0.97+0.034nmol/mg protein/minZ 7+ FA P ot
fol 2 AUtk Table2, Fig2).

Table 2. Effect of SJT on the hydrogen peroxide

formation in brain microsome in rat

No. of Hydrogen peroxide g
Group Animals  {nmol/mg protein/min) P-valuea)
NC 6 0.98+0.027a)
PC 6 1.20+0.032
SJT 6 0.9710.034

a)’ Mean * Standard Error
Negative control(NC) :
Positive control(PC) :

Non-treated group

100unit/m vitamin E treated
group

Samyongjeehwangtang(SJT):  760mg/kg
extract of SJT treated group

of solid

* 1 Statistically significant value compared with NC
data by t-test

18

1.57

1.2

1.2

(=]
[de}
L

Hydrogen peroxide(nmol/mg protein)

PC
Fig. 2. Effect of SJT on the hydrogen peroxide

NC SJT

formation in brain microsome in rat.

BiuifEmd vlXe 2% -

Negative control{NC) : Non-treated group.

Positive control(PC) : 100unit/ml vitamin E treated
group.

Samyongjeehwangtang(SJT): 760mg/kg of solid ex-
tract of SJT treated group.

3. MIZZE 2=oA Superoxide dismutase
Mo 0= gE

A9 HAMEE FHlA Superoxide dismutase
AT nAE PGS FAS A ZAUWFRELS
0.69+0.09units/mg protein®l X vitamin E S &
175+040umts/mg protein(P<0.05)2. 24 U=

< B¥od 760mgkg FEHEE FAI2 160
018un1ts/mg protein(P<0.001)2 #2AUA Asst
tH(Table3, Fig3).

F

Al

[e}

iR I+

Table 3. Effect of SJT on the changes of
superoxide dismutase activities in brain
microsome in Rat

No. of Superoxide dismutase activity

Group Animals {units/mg  protein) P-value

NC 6 0.69£0.09a) =

PC 6 1754040 <0.05

SJT 6 1.60+0.18 <0.001

a): Mean * Standard Error
Negative control(NC) :
Positive control(PC) :

Non-treated group

100unit/ml vitamin E treated
group

Samyongjeehwangtang(SJT):  760mg/kg
extract of SJT treated group

* o Statistically significant value compared with NC
data by t-test

of solid
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Superoxide dismtase activity
< [=4
o~ %

NC PC SJT
(units/mg protein)
Fig. 3. Effect of SJT on the changes of super-

oxide dismutase activities in brain mic—

rosome in Rat.

Negative control(NC) : Non-treated group.

Positive -control(PC) : 100unit/nl vitamin E treated

’ group.

Samyongjeehwangtang(SJT):  760mg/kg of solid
extract of SJT treated group.

4. N=ZZ F2olM Catalase #4440 O|Xl=
b=

0%

A HAEA EHolA Catalase FAT mixj=
e VAP AT PAUZFLS 022:+001# moles/
H:0/min®) 2 vitamin E $92Z& 062004« moles
MRO/min(P<O00DE 93 442 HAT 760mg/
kg EFHHESE FAL, 94 065+0.06# moles/H0s
/min(P<O00DE. 4538t #FA4do]  UATHTabled,
Fig4).

Table 4. Effect of SJT on the changes of catalase

activities in brain microsome in Rat

No.of Catalase activ

GrOW  primals Mw/moz/mwi% Pvalue
N8 02220012) -

PC 6 0.621+-0.04 <0.001

SIT 6 0592006 <0001

a) Mean * Standard Error

Negative control{(NC) : Non-treated group

Positive control(PC) : 100unit/ml vitamin E treated
group

Samyongjeechwangtang(SJT):  760mg/kg of solid
extract of SJT treated group

* . Statistically significant value compared with NC
data by t-test
08 -

0.41

0.2

Catalase activity(umols/HO./min)

SIT
Fig. 4. Effect of SJT on the changes of catalase

activities in brain microsome in Rat.

NC

Negative control(NC) : Non-treated group.

Positive control(PC) : 100unit/ml vitamin E treated
group.

Samyongjechwangtang(SJT): 760mg/kg of solid extr-
act of SJT treated group.

5. MZZE B E6lA NADPH-cytochrome P-450
reductase A =0l 0|x|= Hst e

5 HAEZ YoM NADPH-cytochrome P-4%0
reductase 84k vl g BFF ZAa A4
F7& 67.2+2.1lnmole/mg protein®) 3 vitamin E &
789+2.23nmole/mg  protein(P<Q0DE §98
Bon 760mgkg FHEMES FA2 633
+3.86nmole/mg protein® AF3HoY F24AMe]
TH(Table5, Figh).

)
o
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Table 5. Effect of SJT on the cytochrome P-450

reductase activities in brain microsome

in rat
No. of Cytoctrome P-450 ]
Group imals  reductaselomok/mg pros) - vauea)
NC 6 67.242.11°
PC 6 7894223 <0.01
SIT 6 683+386 -

a) Mean * Standard Error

Negative control{NC) : Non-treated group

Positive control(PC) : 100unit/ml vitamin E treated

group

Samyongjeechwangtang(SJT). 760mg/kg of solid
extract of SJT treated group

. Statistically significant value compared with NC
data by t-test

120

*

100+

Cytochrome P-450 reductase

" NC
(nmols/mg protein)

Fig. 5 Effect of SJT on the cytochrome P-450
reductase activities in brain microsome in

rat.

Negative control(NC) : Non-treated group.

Positive control(PC) : 100unit/ml vitamin E treated
group.

Samyongjeehwangtang(SJT):  760mg/kg of solid
extract of SJT treated group.

I. #4E A 28

s @pe)l BE KE, &R B s
BREAA g Bt =5 BEH BRI KT
2 REY HEIE ¥EMQ RS BHgIHY 2
W % RCAA R LBE dulshd, AAZE KR
ol B FolM LY d7iAe] o7 7kR) #My
£ duisty AP,

#ikel Bk FES olF 288 MHSEAE Edn
Ao R - MM TR BLR, ERS BlE &
fho] [HOY - FEEMEEC) 1Y BiLe) Mol AE®Q
Rolgty BE MEBEMAMe ELBHE AA ¥
o] B 4 Ao ibE EMMOZ BESC T
HoT KB Afkyolsts RMEE, BN BOK
Aol o)1del ol kst BAETIE ErrorBiEiR,
B RO MY BEOS MBI B
T BSol WS KAl BEdo: Emmnge
S RH, BB RK(ipofuscin) 59 MK EES o
& RAEPENE, B4 7150l Aol Agel wa}
ulREohs R, free radicalol o8 JEEESo)
il £8P Gitold MEMCRY (&
2 QY ABIERE 3o FEREEEE Bts 2
Aol e AEHA T2 Ao Egolgis 2L
q 52 g £30Y old 97 7AA BHRES 2ol
A 2 HEEREER (Free Radical theory)e]l %ol 4
_?_}_4 3 %l q1,5,9,12,15-17,19w30).

B HEMEEH (Free Radical theory)2 1956 free
radicalo] #MAIVH #5484 Aol fEFISt HEWRS 4
Bt HI olzle] HikE #E7F (beh 184 BT
Homel WA FEol®t T F3Esh:E Harmanol
o8] A A0 FAOA - A
0 free radical® WE HMEES BEAA F7A)7)7)
E 33 RafaDNAE SMEAD 5 o TRkl
iFEeE Bt EAAA, lipofuscin®d 2& B|hip=w
FHIRE oA E FEEWES Al B2
= FPPPY free radicalel 9@ HES BAMEE7)
ANME 09 HO: € KRN Bh=EE o
Z BEsol S s free radical 2R E
R#3t7] 98l superoxide dismutase(SOD), cata-

il
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lasest 7ol MMACIM HREOl MEM{LERS ste
gegel, vEl9A, C E, 7283 o] 9ol fih
TEeS MRS AT AP tocopherolol B
2715 s, viamin BE #8R9) %S 53
Z7o] ol&¥ 4 U= AHZ MES 89 B9
Wyt AAHo T BEES ASSES steul, £E3)
W EEEe ERME BES £4%d HOS 2
HEWES TET BLE RSP,

ATHE HLEAA o) 7Hx) LS Hol=d B
gmozt e A7) W FAAY EFF TS @
B MGRMEES) WML HtBmoRE BEES EET &
g9l ®sb Lipofuscin® Z-& #yEel Figols), £H4
moz olaistete) &4 mFeEe) Bt S, TBS
2= EENS HE 2 OH B BT B Es
#gaeel BT S 5 & Atk EIHSRHIS BIRA
Bel R RES NETES ARNES Sk
C {bS BATHME S BSmEe] #1b, lipofuscin® &)

" T, Alzheimer® EERMESMU, AN, ERIZSHISK,
EEES] B MRALIAY BRS nEme B
K 52 ePAcE ST o) mRS Bk 2R F
# 1400gB =AM 200 feeRel ggpEmol ol
gyruse FOMA L sulcuse HolXWA EE XK,
e A HEad mSHIRE A% Mot 608 LI
FelME F5 100ge] W ste jEe) WEM EILRR
ozt & 4 & BEARY ASE oA 100gLL L9
ﬁ & —%— ?gm@_qz,am.mﬁz).

BESNE (B BBERAE YN “£F
+aE FETERY £ATRESAE UBETH-"2
ol T2 & Mol Mty Bam MLE T
2, (B HEREER) AN AERE+UESE
3 504 E b7t olRAE AR BT (B
18- BEEAH) YN “BTrELE ENAK FE
#-rolgbste] EmMMLol o3 siaw WLE Ly
ou} (R oM ‘Bt FRAR FERE B
T Atk OFMEE- bk BEE - AR W
RE- g BERE- TRENRE TRy
so] RS b €M% $£9o) WAYL Tk
(R - EHRER) PAAM ‘LTt BRE e
&, W KEE- Lt BURM mEE RGE-

TRigk BRE REEHE -, 5 BRE 2WaR
st & F 7 BF 8ol BEUF B FEIL, 4
F Bk, BF 0% BRI mAARS £t A%
201 sgen, ¥ CRKReE FREE mWERER
e st ARIY HiAET BE RE R Eld B
e BRY wEE RWSAnT (@E - BR)
olN “IEBEEZE - BAKE BETEAEES
Bl E BERTR WAL E ste AR Jojrt B
ol, ERARSAY BE/H AR Hatol KMol BHES
W ool kT Mol EFAA FHOEN FEEH
zEAAL ool kAT HERo) MHEFE dE
Ao o) #E B WAt METES ikl
st ERAADCT.

ARHEB S, ol (LEER) Vol ARMEAS
BES Mols BHOE T ol JRMElA
PAE TS Es TE Hoz o) (MRERE
%) U P wEECZ A WKEE %ol MRk BE
ATR, BFETE BETL Ha%R #@MIFEstd
W8, MEE, BT, R HS, B, R, KZE
BETIE, ERTE S ES BFEE BHOE B
old ¥ gy Ao M-S W, Wi, WEK
HEESESY, LES RMEN BRSKIY, LERE
HITE R AU BRI, %S FkRE @
ffash BASEEIY, HHRE HREL fom JAKES
T, BEE FKEA BB ABS ABTR T
A HEAR A &R ded, THE f@as
F®oT BMERE EHT BN EHELY Mo
BEEES (g™,

D. Harman¥ RR. Kohno| H#iM{t#ie W it

=

=

AQAINE FIEE ARE s F2P o) 50 Rz
LS

—

tB5s 2 HREE 28 Hes, o e
2 5E Ea9 Epicatechin 3-O-Gallate®] #i&LiE
i fisol B HEES A

BREN & 5P EREiE, & T2 MK
§H, 27 amEeEst, &S HdEmste) iRk
{LfEmol B BB WEE AT, 50 BESE
Be, & 57 ATLES Ratd FEKE )43 m
EFES Hmt ERY BE HES stgod, KB
3 GBS olgst HPS iEE MERY WREA
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o piEelt BERRO EHEEM KRl S RS, F
=Mo 2y Rat®) K BELIRE £H L EMEE £
KT BEREt] mXEs pas, F 50 Z(t Rat
I5 BEMEIRE R D N B AR BRIEHE
oXE PES HRENE 5 B8R ABB MRS
7R e BED S HEMel BE BRI ol
CE =1

2 AWgEEBEOIY MKHS ol &ste] hEAME
BRea® Y st oexe? aureE® &
Y ST 52 AEd BAAIS LESNL, S
A e AWREE NS 2 kiEgel A
Ao WRARMIE B vXNE e RO #h
B S AWHEE 2 BYRRS B ES
MR S WEBHEEZ, B 59 Amad ki
gmEAslel s, &Y & 3, &, #F 570 mek
AR EECl Mg wXE xRl disl HRstde
U, FEE AWRMEES MG St fERdl B
WEE oFd #aA e

oo} FEL BT, HHEMES kigol Uk BE
B KETE, THES, @il ol dE A
O RIRMEROl e BEMEGel IEme) %
ol mlXE HES WMEMOZ MHstTA e
HE EEHBIENC), 1597 Vitamin EE %98 [
K BB (positive control) 1813 BHEMES S 1597
S8 EHEGITISE EHstd, B IRl A
AEZ  FY(microsome)s ¥ 34,, malonaldehyde
(MDA) A 5t P8t 2 (hydrogen perdxide)
o] #mE A3, superoxide dismutase(SOD)®} #E#
BE, catalase i&¥EE, NADPH-cytochrome P-450 redu-
ctase EMEES BlEsch

#2434 A(Lipid Peroxides)& B BIBLFME 3
MR ESA A O $7HR kEihe) BIEeR
AA LS #BET UST MK KTANS =
FEol @A o8 7kA AW opr|3u518). AW
Arshub-g-e AR ete) FAEHIRLIEES 22 Hydro pe-
roxide, Malondialdehyde(MDA)7} A4 5= 25 ujut
02 Afmo] Ebhy B I HESR BuE =
S HmibEl Sol W MEN® BEH MEL AN
Aol AT Bkl RIS BES ALIE A2

ArsH(malonaldehyde) 4 0l EtklA LimE™'e
AAPHE #Hmsted Ebhy HEES FBANY F 24
(uric acid), ascobic acid 1Y GSHE e st
TBA 9134229 S8S MES #RAM By A
B HREMOE MHEATY Wity ok

2 mgdME SHEMFESD vitamin EE & 1597
#EmE T ORERM X FddA TBA B34 2
A9 8L HEY HF vitamin B HEEDN FH
®iH RAE BRFM AAASSE fRCl RN
2 = oh(P<0.05) (Figure 1.). olE BEHH
vitamin E7} #{thy Ao ¥ —k@y BHEMREQ
Re g Azpdrh

#$HY HAMNER E8o) sl Ahydrogen pero-
xide) EEol vlA= £EE AHE #FR vitamin E &
e FEMHIA EAIFoU, FHMEE RENS
Mok st HEMS 112y Hydroperoxide radical
ERE e SRV dE AR #EdoH(Fig2).

HELiEtS BWE Tt EH®BEEY TFHeR
TE ARG RS RSt ARy WEEE AR
Zog AYL 3l superoxide dismutase(SOD), ca-
talase 59 ASMESAESS dA AXA Lo EA S
o oxidative stressZ FE AAE ES Fo2H Eip
FHgol AA, 7EFoR Aot 8444 BEaA
E201P MAUAM superoxide radicale #HAtst
FA9 A42 AFAFIE superoxide dismutase (SO-
DA M, MWIET 2812 W% 59 Eel SOD
EEe AeAA =82 JdATGT Bisgg?. B
Aol XE FEHFKED vitamin EE 15Y% #$#83
F EAme AZE EYoir Vitamin E N A
superoxide dismutase (SOD) EM-S HEMUA #M

AR (P<O.05)(Figure 3), BFHEMES HAMIAL

superoxide dismutase (SOD)iEHEel A& EmME B
Ah(P<0.001)(Figure 3.). hydrogen peroxide® |3t
E7 T42 BEIAAIE B2 catalase B A &
i EAS vitamin B RGN BF R
9l EHE JERN 2 tHp<0.001, p<0.001)(Figure 4).
AARANA o] B HAFA LS T4, B, 4313
Hel Aga wjde A4S AAN FYHoH HFEe
BRAWEEL phase I3 phase I F7Hx 4o 98
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WAL olfol AT phase | EAES HYE HE
NE ANBLEM FNEL F/MIE 4¥E s,
phase [l £AFS SIS 2§7]9) ofeltol} =

gg A¥sA s EBLANA RE St 4A

M2g £ WA s Ao AT, Phase 18] o
E3Q FAAQ microsomal mixed function oxidase
system(MFOS)& %2 E4H(drugs, carcinogen, in-
ecticides and environmental pollutants%) #%t ohve}
o2 48k FdE(vitamin D, A¥4,  hormone,
steroides)®} BfLIIE 28 9¥L Y o 1
Ae 5 A MAFEA F cytochrome P-450/P450
reductase®} cytochrome b5/b5 reductase® ¥LZ 3}
o o|EF P-4502 o 40459 F9 Havl EAFe
AoV

EEWKSS vitamin EE 1597 4% ¥ 6K
) o] HEA E3FJA NADPH-cytochrome P-450 redu-

| ctasefEMEEE Vitamin E EEOIA AEHUA BN

SR (P<OOL), BHMHES HMBAIME P-450 re-
ductaseiEHERES] 2E7t A THFigure 5.).

LES) EBRE BiE FRY HE SENEBES A2
288 Aol UM MalondialdehydeX) 7 & &%
QA BAHNCDE RGN YoM BN AL
AN, F4kslea(hydrogen peroxide) ARk
NADPH-cytochrome P-450 reductase?] iEtEgEo]=
wWmEe HEES e AY Superoxide dismutase$t
Catalase®] FHHEE FEMEIA BAA -8 HO:
2 BHRAYT HOE St HELTOEZA F4
#1032 %S WAANNE HE/ USEZ, Free
radicalol o)) EATHE KGEMO) HEMLAERC) RIS
o] b3 BEANE SR/ UoH, Wik HEHY
wxot Esels Baen.

N. & =&

BHMFRC) HEBS e X $EL TS
BoE MEgstA 2{td IAFE EFHEENC), 15
Y7 Vitamin EE $#83 BiE 5B (positive control)
J83 FEHHES 1597 HAT BRIGSIDoE
Easte], ISl AERD £Y(microsome)E &

3le], malonaldehyde(MDA) £/l &, Astra
(hydrogen perdxide)®] 48k, superoxide dismutase
(SODYY)  i&¥FE, catalase {&#EE, NADPHcytoc-
hrome P-450 reductase EHEEE @Es o 2
2 #HS dUd

L IEfol A Tt AMDA)E BlESt ARE
BABE AU

2. F2rat44(hydrogen peroxide) RS ®WAE B
Qou FEES A

3. Superoxide dismutase®] EHEE BENMN HFES
+REE AUk

4. Catalase® EHEE By H8Y LAES 2
Ak

5. NADPH-cytochrome P-450 reductase®| i&iERE
PlEdA LAEE oV FEKS dsith

PlEe) #R5 Hol ZHMERS HMEBLMEAN B
H3le) SOD$} catalase®] EHEEE ®MAIZ)X g
Riedtol A% MILE MHIAA G ZLE EEA
e BRIV dE ROE Bolu @ik HHEAA WL
7} wEste ek BRigch
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= Abstract =

The Antioxidant Effects of
SAMYONGJIHWANGTANG on the
Brain tissue of aged rat

Bo Kyung Kim,
Sang Ryong Lee-

Dept. of Neuropsychiatry, College of Oriental
Medicine, Taejon University, Taejon, Korea

The effect of Samyongjihwangtang(SJT) on th
level of brain antioxidants was examined in aged rat.
Samyongjihwangtang(SJT) is added Cervi Pantiori-
chum Comu, Ginseng Radix to Yukmijihwangtang.
The experimental groups were divided into three

; normal group(NC),
VtE administrated group(PC), SJT administrated

Group(SJT). From the purified microsome of brain

groups and treated as follows

tissue, those were measured the amounts of oxidant
materials like malonaldehyde(MDA) and H.O, then
activities of antioxidants enzymes like Superoxide
dismutase, Catalase, NADPH-cytochrome P-450 re-
ductase.

The results were as follows;

1. In TBA reaction to measure the amount of
MDA, oxidant material of brain tissue of aged
rat, both treated groups showed significant

decrease.

2. In the formation of Hydrogen peroxide, the
treated group(SJT) showed a little decrease.

3. The activity of Superoxide dismutase was
increased significantly in both treated groups

than normal group.

4. The activity of Catalase was increased
significantly in both treated groups than normal
group.

5. The activity of NADPH-cytochrome P-450
reductase in the treated group(SJT) showed a

little increase.

According to the above results, it is suggested

that Samyongjihwangtang(SJT) has some antioxidant
effects on the tissue of brain.
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