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Prescription of OJATTWHANGEUMJA (OJWE])

-3 £ ¥ 3 B Xe)
# % #¥  Rehmammiae Radix preparat 12
B #(%HLE  Morindae Radix 12
B # ® (B  Boshniakize Herba 12
i ® ®  Comi Fructus 6
) #1  Dendrobii Herba 4
EHHEKHL)  Polygalae Radix 4
A % F  Maximowicziae Fructus 4
B &% % poa 4
% P #{&0) Liriopis Tuber 4
f  F ()  Aconiti Tuber 2
5] B Ciniamomi Cortex 2
B E #  Acori Rhizoma 2
B £ F Lydi Fructus 4
B 2 F  Rubi Fructus 8
% # F  Cuscutae Semen 4
¥ # F  Planteginis Semen 4
Total amount &

2) B9
(1) S
RBIWE BB L8 BTN AT M 450+

16g8] Sprague-Dawley R(RE{LSWEH) He VS
BAS, 28H S WRE BE BEAD % Ekol
HRSAY. BYEETES %S conventional system®
2 242 C, LAY 128RE 200-300 Lux® BHAZL 12
WS 2E We gEsth FRE WEEkEDYa
221%°17, ZAB.0%013, =4 /5.0%°1381, Z31E80%
ol8l, BH06%014, o 04%014, AL S TA7h
o 8¢ %43 fmstgch

3) HE K 7]

(1) R

Cholinesterase kit, Thiobarbituric acid(TBA),
Malonaldehyde bis(diethyl acetatal), Ascorbic acid,
reductase glutathione(GSH), N-acetylcysteine(NAC),
55'-dithiobis-(2-nironenzoic acid) (DTNB), Trichloroacetic
aci{TCA), ortho-phosphoric acid, ferric chloride, HEPES,
CuSO4~5H0, Sodium tartrate, Folin reagent, NexS:04(Sodiumn
Hyrosulfite), Cytochrome C, NADPH, Potassium ferricyamide,
7-ethoxycoumarin, Chloroform, Magnesium chloride(MgCly),
Benzphetamine, ZnSoy, Ba(OH);, Ammonium acetate, Acetyl
acetone, 1-chloro-24-dinitroben-zen(cDNB), epinephrine,
Hydrogen peroxide(thO», Catalase, Acetic acid, EDTA,
Xanthine, Potassium cyanide, Sodium deoxycholate, Xanthine
oxidase, Glutathione peroxidase(GSSG), Sodium azide,
Glutathione reductase, Cumene hydroperoxideS-2 Sigma
B RS @M, 19 RESS HE 2 B
B3ttt

A weel " #8%s UV-vis spectrophotometer
(shimazue. japan), high centrifuge (centrikon,sweden),
ultracentrifuge (centikon,sweden), Bio-freezer{sanyo, japan),
Ice-maker(vision##) 2 homogenizer (OMNI, US.A) %9
AL HHEY )

2.5 %

1) HERs
AFHEET 3 S5 R(264g)90 KA 200mtE Fin
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St G MHAROIA 3MER B mubste HhbidS @
X, °olF WA B s MR RNEEERotary
evaporator, Buchi 461, Switzland)Z BB B#esty, B
e A B HEH(Freeze dryer, FDU-540, Eyela,
USAYE #IFISHY 522 ®iR(36.4g)3te) Bl FEilde
o, il BE BES ANS s%sd #Rsg

2) ik 8 2 scopolamine F04

#7 onlElg IO Sle) LEM MR BERIET
HEKT HR938me/kg) 22 EMLZ R, HENS
EHEHES 108 5 A9%od8 7, scopolamine (1mg/kg)
€ 597 1913 MR 4 %, mERME wERs
(glucose, creatinin, BUN, uric acid)-& HEVELSSH1E
(Express 550, Ciba-Corning co.)& {3t et

3) FRMIRRS EtE BERON W Wi &

NIKI 59 5o meh 839 wil< CBC bottle®
&2 A F hematology & HEsAh I o) M
e APIN g4 ¥ 10mM potassium phosphate
butfered saline(pH74, PBS)E&-4L Fimst 94 2
(3000 rpm, 10%)3tch 33 wEste MRS ik
& 20% RBCEY 1alE ¥F 50mM AAPHESS 1mg
#mated 37 CollM 3R incubationdldth ©) B2
S0uls Edte] 2l saline ol €& AL Amwgoldh
SH3, B S0ulE Wsle] 2a #EMkel B2 R Bl
2 Btk ££9 F HwS 2 BAY oS 540molA
BoRES WEstdch 223 AR WoRE/ B
BOEE x 100€ %hemolysis value® a3ty

4) EH0llA cholinesterase activity £

84 %F cholinesterase activity 3371 915t Test tube
% Blank tubeE labeld}¥, test tubeol sodium chloride
solution (cat. No. 150-3) 0.2ml#} serum 02mlg ¥3 &%
3H3iTh blank$} test tubeol 30ml water, Nitrophenol
solution{cat. No.420-2) 2ml, acetylcholine chloride solution
02mi& H7b8e}h Acetylcholine Chloride solution® #7}8F
F Ak A¥s| 7128 25 C water bathold % 83

3087} incubationAlZ} ¥ ELISA LEADER(molecular
devices,USA)oIl A 420nmol M absorbanceE &A%t 1
A= AA = Amaxk - Amst 329 28td AR

A BYRE FAET

5) feEBEMtE (TBARIRE)

TBARE S Suematsu 59 559 B2}t clean test
tubedl, Mi% 200ulE ¥, 81% Sodium dodesyl sulfate
(SDS) solution 225ulE 7V3kX Ssec. %<t vortex mixer®
mixing 3tth, 20% acetic acid 15aS st I Hul
HWAS Y Ssec. ¥ vortex mixer® mixing$t.
1.2% Thiobarbituric acid solu& %% 1a4 tubesl
83, clean dry marble(+8]7&€)2 coverdt ¥ 3087
water batholA] #Ach 12 Z#ElA 3057t cooling
S foll 3000mpmel A 2000 & skl LEHS B
ol fimdth 532molA BEES MEdch

6) Bl 5 mEMUEEC W ME

6-1) = Aol & H#Fa

Bansal 59 AE7d mel #ig fxe) €5 A
BT 4f%9) 150mM KCIE &48 30mM Hepesiifiii(pH
THL % WEEs R oS BEiE.OoMEi(11,000xg,
08k 1K FEAS ERCH T 11,000xg pellet &
LS 1A 4TSS mete oA 23 BEEELS
BE(105,000xg, 60571 8HL 1L 2k U o S WRE 58
At T8 105000xg pellet 130mM KCi &% Hepes
HEECE Aol oy, A EEREO- #E(105000xg, 60
FIE B pelletE 2L BEHSZ A HHALEA o
olAZF A4S AN nela2FH MWK SHIS 5
Hsle 2 BRS04 C MBS BiTIFoH -W0C
of RE A AHE Kol AsA

6-2) HE'E €&
Bovine serum albumin(BSA)S Zi WHZ FH sl

Lowry 59 %#V0 wlet £AH BES kEsidth

6-3) frel fimgf &
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6-3-1) SODY] iR #E

of BrEe] EME BES McCordSe] BE™ol el
xanthine# xanthine oxidase®] ##& Fol #HKHE
superoxide anion®] cytochrome c®l &g MHINNE
e BEEE fAStET B0 30u£3 cuvettedl O.dmm
EDTAE &4she 50 o A3E %Y (pH 7.8) 21a 9t
05mn xanthine 0.3m 2 0.1 mm cytochrome ¢ 0.3al&
& t& cytochrome oxidasedd 9% BitH#e cytochrome
o H@MrE 97 sl8) RAE#Eol 50¢ M potassium cyanide
01aE& MslAth KEEHS #iFE 9BA7171 A8
sodium deoxycholate(0.] mg/ml) & 0.1lm ¥} 0033%
HEE 3ok BAME 2 4= oS xanthine oxidase
Olal ¢ MIE 58 20x 1S Bm T F 550melA BBk
Ko EmES ReEstAoh NE Hiel B3I ke
xanthine oxidase®] BES M3l Bk BWME 9%
0021¢) =& d¥oh

6-3-2) catalase EE ME

Aebi®l #¥¥) el 30n cuvetteol 130mm HHEAE
EEW(PH 7.0) 500u 1, AT S E] 40¢ 1, 7KK 660¢ 19}
FH 15mM HOBES K3 BorEe) Mo%e Mg
Shich BEke) EEEE 19 U 1 x moled H08
SEAI= BEEY BE 1 unitE FoREIQ

1) $eatgm
HAERE Student’s T test o fk3) #lEsiA.

M. B #
. &S B0 0lxls &

(1) amEgol] vixls B

Scopolamine$ BRIEHT % B mIRE) PINE pE
€ AWE BRE E¥RS 144+11800Ymm") ©l%3,
HEHS 82+04910Ymn)2 M Aoy, WEme
135+0.30(107mm" 2, BEH vt ABEP<0.001)
A= /e el Ui Table 1).

Table 1. Effect of OJAJJWHANGEUMJA extract on the
~ White blood cell in Rats Induced by scopolamine

(lmg/kg)
No. of WBC g
Group Animals (103/mm3) P-valuea)
Normal 5 144 + 1.18a)
Control 5 82 + 049
OME) 5 135 % 030 < 0.001

a) Mean * Standard Error.

Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administated with scopolamine
(Img/kg)

OJWE] : OJAIWHANGEUMJA extract(1.20g/kg) was
oral injected for 10day before administated
with scopolamine(lmg/kg)

* . Statistically siginificant value compared with control
data by T test

(2) FmEgol 0ixle BB

scopolamines FKIES S # AREkErol vl ¥
& AHE HE ERMS 843+0070107mm’) ©19%, ¥
BES 817+017(10Ymm™2, REES 840%01100%
mm) o2 HEMHI uate BmsEoW &K AR
t} (Table 2). i

Table 2. Effect of OJAJJWHANGEUMJA extract on the
red blood cell in Rats Induced by scopolamine

{Img/ke)
No. of RBC g
Group Animals (106/mm3) P-valuea)
Normal 5 843 % 0.07a)
Control 5 817 % 0.17
QWE) 5 840 % 0.1 -

a): Mean * Standard Error.
Normal : Non-treated group
Control : Distilled water(0.2ml/day) was oral injected for

-82A



- RRAESKE7E U0 RS mil 81esh il - RS B X e -

10days before administated with scopolamine(

Img/ke)

OJATIWHANGEUMJA extract(1.20g/kg) was

oral injected for 10day before administated

with scopolaﬁxine(lmg/kg) »

* * Statistically siginificant value compared with control
data by T test

OJWE] :

(3) mFRHY 0lXE E
. Scopolamine® BIREHT % mAMRES) tAE ¥
S ASE BR EERS 743121000mm)oIR 3, B
B 806+228010%mm’), EHRIS 889+19.1(10%mm) =2
HENC vlatd AFEEP06)UE BME YEIINY
(Table 3).

Table 3. Effect of OJAJIWHANGEUMIJA extract on the
platelet in Rats Induced by scopolamine (Img/

kg)
No. of Platelet
oW poimals (106/mm3) P-valuea)
Normal 5 714 + 12.1a)
Controt 5 5 + 28
OME) 5 89 = 191 < 06

a): Mean * Standard Error.
Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administated with scopolamine
(Img/kg)

OJWE] : OJAIIWHANGEUMJA extract(1.20g/kg) was

oral injected for 10day before administated
with scopolamine(1mg/kg)

*  Statistically siginificant value compared with control
data by T test

2. MRS #feol DXz &

1) mi% BUNoY Olxl= &
M BUNY oA MEE AuE $2 E¥ie

201+112(mg/dL)SIRN Y, HmMEE 281+237(mg/dL)E,
BHES 20+1.19mg/dL)E ikl visly gEE
(P<0.05) Y& WS Jehiict (Table 4).

Table 4. Effect of OJAJIWHANGEUMJA extract on the
serum BUN in Rats Induced by scopolamine

(Img/kg)
No. of BUN g
Qv ptimals (me/dl) P-valuea)
Normal 5 201 + 112a)
Control 5 281 + 237
OME) 5 20 + 119 <00

a)’ Mean *+ Standard Error.

Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administated with scopolamine
(Img/kg)

OJAJIWHANGEUMJA extract(1.20g/kg) was
oral injected for 10day before administated
with scopolamine(1mg/kg)

OJWE] :

* I Statistically siginificant value compared with control
data by T test

2) E¥ creatinind| 0[xl= @

Wi creatininol WAE B AWE $E TERS
062+0010(mg/dL)oI AT, BIRES 0.7320017(mg/dL),
ERIMS 064+0008(me/dL)S 2 BERel vt A%
#(P<0.00D QU= #HE YERISITH (Table 5).

Table 5 Effect of OJATWHANGEUMIJA extract on the
serum creatinin in Rats Induced by scopolamine

(Img/kg)
No. of Creatinin
Grouw yimals (mg/dL) P-valuea)
Normal 5 062 + 0.010a)
Control 5 073 £ 0017
OJWE) 5 064 £ 6.003 < 0.001

a)’ Mean * Standard Error.

,83*
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Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for

10days before administated with scopolamine

(Img/kg)

OJAJTWHANGEUMJA extract(1.20g/kg) was

oral injected for 10day before administated

with scopolamine(1mg/kg)

* . Statistically siginificant value compared with control
data by T test

OJWE] -

3) &3 glucosed]l OjXl= W&

% glucoseol] Pl BES 2ME R EENS
745+325(mg/dL)OI Y, BEES 100.1+£257(mg/dL)=
ER o, HERMES 9061+28Nmg/dL)E  HA3e
HEMEol vl AEEEP<0MNE KTE Jehidg
(Table 6).

Table 6. Effect of OJAJIWHANGEUMJA extract on the
serum glucose in Rats Induced by scopolamine

(Img/kg)
No. of Glucose
Grow primals (mg/dL) P-valuea)
Normal 5 745 * 3.25a)
Control 5 1001 + 257
OJWEJ 5 206 £ 289 < 005

a): Mean + Standard Error.
Normal : Non-treated group

Contro} : Distilled water(0.2ml/day) was oral injected for
10days before administated with scopolamine
(Img/kg)

OJWEJ : OJAIWHANGEUMJA extract(1.20g/kg) was

oral injected for 10day before administated
with scopolamine(1mg/kg)

* | Statistically siginificant value compared with control
data by T test

4) Mm% uric acidl| Olxls 8
Mm% uric acidol] mlXE PR SN2 BR EEH
2.7910.222(mg/dL)OIAE, EHBHS 3.29i0.126(mg/dL)

A10d A1E 199 —

2 @ sgoy, KRS 3.0610120(mg/dL)2E HIR
feo vlsted HEHl LUK Table 7).

Table 7. Effect of OJAJWHANGEUMJA extract on the
serum uric acid in Rats Induced by scopolamine

(Img/kg)
No. of Uric acid o
Group Animals (mg/dL) P-vaiuea)
Normal 5 279 + 0222a)
Control 5 329 + 0126
QME} 5 306 + 0120

" a) Mean = Standard Error.

Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administated with scopolamine
(Img/kg)

OJAJIWHANGEUMJA extract(1.20g/kg) was
oral injected for 10day before administated
with scopolamine(1mg/kg)
* o Statistically siginificant value compared with control
data by T test

OJWE] :

3. RmBREEC| EMEEETEC| BfLO| UIXl= ¥R

SRS EREES B UNE pEe Anp
HE EENS 405%164 %ol BEHES 48382 %
2 A Rgou, WRRS A773%2 Wosel HE
Bol vste) ABH(P<00D Yr MHE dehic
(Table 3).

Table 8. Change of erythrocyte hemolysis in red blood
cells treated with AAPH for 3 hours incubation

a3l C
No. of Erythrocytes ~
Group Animals  hemolysis value(%) P-valuea)
Normal 5 405 + 16.4a)
Control 5 48 + 82
OJWES 5 4071 £ 73 < 0m
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a): Mean * Standard Error.

Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administated with scopolamine
(1mg/kg)

OJWE]J : OJAJIWHANGEUMJA extract(1.20g/kg) was
oral injected for 10day before administated
with scopolamine(Img/kg)

* 1 Statistically siginificant value compared with control
data by T test

4. mBEHAMS| cholinesterase activityoll 0}
A= g

fuiFd 49 cholinesterase JEHERE Y wixE gme 2
WP R ERHES 17520.77(unit/m)ol QA Y, HERES
20108l (univmD 2 #d S Ped, EEBHES 942275
(unit/mhE  BEM] vt HBMEPOMB)IAE BME
VR Q1 tH(Table 9).

Table 9. Effect of OJATWHANGEUM]JA extract on the
cholinesterase activity in Rats Induced by
scopolamine (Img/kg)

No. of Cholinesterase

Group Animals {unit/mt) P-valuea)
Normat 5 175 £ 0.77a)

Controt 5 20 2091

OMWE) 5 94 27 <00

a): Mean * Standard Error.

Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administated with scopolamine
(Img/kg)

OJWE] : OJAJTWHANGEUMJA extract(1.20g/kg) was
oral injected for 10day before administated
with scopolamine(lmg/kg)

* © Statistically significant value compared with control

data by T test

5. migolAel IHBRLY SBO O/X=
va

migalA el JREBELY S8 YA BEE Ay
B R EEMRS 0280£0037(ug/mDoliy, ¥HBRS
0341 +0012(ug/mhDZ H|hn oy, HEHEZ 0301t
0011(ug/mDE BEMEel vidty FERPB) Y= &
2& JehrhfcHTable 10).

Table 10. Effect of OJAJIWHANGEUMJA extract on
the lipidperoxidation contents(LPO) in the
serum in Rats Induced by scopolamine

(Img/ kg)
No. of  Malondialdehyde vl
Group Animals (we/ml) P-valuea)
Normai 5 0.2804+0.037a)
Control 5 034120012
OMWEJ 5 0.301+0.011 < 0.05

a): Mean * Standard Error.

Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administrated with scopolamine
(Img/kg)

OJWE]J : OJAJIWHANGEUMIJA extract(1.20g/kg). was
oral injected for 10day before administrated
with scopolamine(1mg/kg)

* o Statistically significant value compared with control
data by T test

6. PE¥R#A catalase ;FM40 D)X= #8

HEABREA catalase JEHES) VX BB WP HR
E¥RS 207+424(unit/mg protein)o) UY, BB 168
+11.7(unit/mg protein) 2 K TEA o, BRI 197+
10.1(unit/mg protein) &2 ®hndtel, @Al visld A
BHEPOONE 1EHES HERI AT Table 1),
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Table 11. Effect of OJAJTWHANGEUMJA extract on
the catalase activity in the microsome of rat
brain Induced by scopolamine(lmg/kg)

No. of

Catalase activites

Grow Animals  (unit/mg protein) - P-valuea)
Normal 5 A7 + 240
Control 5 168 + 117
OMEJ 5 197 £ 101 <o

a) Mean * Standard Error.

Normal : Non-treated group

Control : Distilled water(0.2ml/day) was oral injected for
10days before administrated with scopolamine
(Img/kg)

OJWE]J : OJAIWHANGEUMJA extract(1.20g/kg) was
oral injected for 10day before administrated
with scopolamine(1mg/kg)

* 1 Statistically significant value compared with control
data by T test

1. Ré*B#&AY SOD &ME0 0kl R

IEAMA SOD iEiEel miXle RS AME ER E
BHL 1751166(unit/mg protein)ol NI, HRHES 134
+1.01(unit/mg protein)2 A slgovt EEhe 170
+0.74(unit/mg protein) &2 EMste] HEE vldo
ARBEPOYE EES JENIATHTable 12).

Table 12. Effect of OJAJIWHANGEUM]JA extract on the
superoxide dismutase(SOD) activity in the
microsome of rat brain Induced by scopolamine

{Img/kg)
No. of  Superotxide Dismutase
Group Animals (unit/me protein) P-valea)
Normal 5 175 * 1.66a)
Control 5 134 101
OMEJ 5 170 £ 074 < 001

a): Mean * Standard Error.
Normal : Non-treated group

cA0D A1E 199 —

Control : Distilled water(0.2ml/day) was oral injected for
10days before administrated with scopolamine
(1mg/kg)

OJWE]J : QJAJTWHANGEUMJA extract{1.20g/kg) was
oral injected for 10day before administrated
with scopolamine(lmg/kg)

* : Statistically significant value compared with control
data by T test

I #84E ! E%

Z6D el $#E, KE KA 2L £9ee B
BoA Wel waee B Bmin BEne KFE
ol BELE ERm LY HRe TIP

FEERAA L) BEERLS ofd FHd 3
AE BT Yot HINE - MR FREAL ERS, kiR
B, el N kel Rl A Aotz
BE EABLINS BLRZ 3A rol B £ dd
Y #e7) mEmeE RSl FEMeE EHdthe
HMER, BR S08 ARl BEel 4A it #E
S0 errorfii, AL SFo) HEW BiECE R
SRTLE BT o)Zo) el MRS MheMERTL R
EETHE BMINZRABAG, 2(bfE(lipofuscin) S M
o SAEHd 7t Jedods RAEPEEGE WE
s fgeel BERfle) Adel wiel mrEvh: EERRR, B
BEESC) olsh Bb7h BAEVTHE  BoBEEER (free
radical theory) S°1 #1&ol Matx, Sresseolt A
BRe RTE QY HIAEIRE o Ruugise) R
B #E @ 2 2EdX 32 gmel @Al
E 2EHAH 52 #Ed o

Bl FEUE BHS HhBsRe, 19569, BH
BEEETT MG ARG EESlY B2 S WHS &
BaA B3 ool EHME HE7H Eibsh 84 BTH
o) A EEle Y £3RAY Harmanol <3 42
BRI, BRANE B2 Hert #asz Ao

HEBEEEE S SFkES] BE7T ABR BT
FHES) EFRENE AR Hgimes Bisdl
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- BFHEMRT7E RARE) mi Bbe fuF - ERS LT nXs BE

Ve Fol EREE R BES BT BER
superoxide anion(Qz) 2 hydroxyl radicaltOH'), hydrogen
peroxide(H0,) 0] 92, ©1F hydroxyl radical (OH)°l
VR END ERSE AVE ReE A JPIP

EMRARET BEST BREIAN AWM, HMHeR ENd
o2 &t BHERF 8] A BA=AR BmEe —
7Y 5F 0.9 BITLRMEANA superoxide anion(Q:),
hydrogen peroxide (Hx02) ¥ hydroxy radical(OH) 53
2L plEEE WHEY BEOY BOERS £BE
aF 53 K BEE FRANS BRIUKE #iTH
% oz Qg BEAMS ZHF BHEES RMES 2
Y 2RERMS THEA HY 2 FoE w2 EHEk
WEel BEHY Ao ol REEMILERES J99 B
HmEE RS R EiTEY 29 BREE BmaA)
ol BUEMRES] EBMLRIES MM 2 pee o)
A Re) EBE JTEO)Y B KBS IKTAA barier
M) #ato] WA MRS BEE YD alE
B ETA7IY e S BRI xg
DNAGEFN A7)e BRERE BEsT nEd 8
st MENR T BALES MELES dodin, o9
AR B, Bl 3 4O BHE Rk
RiET EOES BIEEARE 22 A7E ABAEEY
ol aehlpdit R AR

TRECBBE R MBS AR TRl e 2 2
hydroperoxide, MDA} R H s BEBHKESS 4
o] By 385 U HIED B 2 HEBbEIES)
oo B BEH MES A8 wHEE 29 Bt
B 1A% BEE FHEE MDA £ I EkaA
Lim $°¢ AAPHE #Msle ®itty RFS HRAQ
¥ REE(uric acid), ascobic acid 183 GSHE #H@sld
RECERLREY RIEHWRS §8E WEd RN
Bty HES HENoE MEEdcy e v Qo

EFMRSIE BREMEES FBE BRES 7}
AL ded o BHRE 0, & H#stE SOD, O
FHSIE catalase T 129 o] Pindlx fakd) %
3t HERLA R#1E s WEEE tocopherol, ascorbic
acid R glutathione 5o} 1o} O;, B0, OH & K3

A ROPESED patisrel o8l MWRARNAM B
#So) BEOT WHIAY AEEE B s
o] kol KTFEA S MRE REL A N2 g
HRe) ol HEMLE) BEES —waA #REE o)
BT,

Yol dojzte) 2ol matd ik A8 A 1R
Ham9 e Wi diu o] 3 MERRIE K2
o) Mk, BN KT MSARES BAS 84 O
e EES AT, BIRAES) MinEms e}
NETES AEAES S BN S Ming
9] #ft, lipofuscin S8 Hhi, Alzheimer™ FaEL,
EAME, WHIZSHBR, WSS B MIRRZYA
Bk 59 e BRE Jsan®MY e sge
RG] Wt WA Hstd 60 LLEAME Ty
100ge) Embeie) fhol R Ko T F Ax®
BEHR) ASE A 100g8L LY Wi S RRSGEX.

ERADZE EASIAN 654 o)Ak 2%, 8&6M| ©
o] 50%E AAGE HREE MR ZAK KA et
A, 2o HEE B2 Bl B Bt i
A AT T ek

o) HiEkLERO) e Mite AuEy w s
BAEZRH 58E epicatechin 3-O-gallate®) #ils{LiER
7\A0) gete], 3 Ve gEREe) (ks 2 Ml
ol g WAE AT &0 mEaEes & 37
o MAFERES HEMLERY) B Mse s9on, £
SR ARIRS o) fdte HYe Ei mEE WEk
I it BERS) BEM B 9 mirs F
9 M rat) K OBMLIRE AR 2D EHEE ER
F BRiEH UNE pEs F 59 2 rad B
BRIGIRE £k D EN BE ERFR BESH o)A=
HES MRINE 47 BuEe) ZiAR »gmw
HACRE WML RS g nE pEe 4"
< g, &V sENEE, B0 BB, Mz— B
AR T WS BIERY nNE pEe AFsge
o, L GIEAKO) MM A{LBr BMLo) TIXE ¥
e KU ZARR mEl B BEEN WRS 9
v gt

/\]- ol
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RN ko tatd <%F - BEERAR>"

of “EEHAE FHFRYS FAHEERAR LER

"2 ol WE S8 LS THIUL, BIE- K
FHSTl Bk FRIAT FELH BRFE B¥
RREE BREE-2E fEpe @Bimel W9E RE
o ZLE FRIYST, <BE - BREAW> N g1
ZEMmRE ANAK i olastd #o Rz
BWRAES T Aoy A#EmY RHS TEY 9
°ojok

olgh o] iy e VY WEE EikS BRo)
T2 BESE BEAN B #s musie gmss
BEZ ojFojzoy, BREBES R ZAN KR &
g & e AFUEKTI A8 BRs #4289

s

AFErE SRRt R <EmpR>"d &)
B R GARR, T, 28 BE SRAET TV
YEHITSle BATY, BRABSE MNP, B
E BT, WAFRRSHS ERFYE M EHoE K
HASRK WREARR BRIy BRERS A
EAY ARV PRRES EB T A= mH7o)

AFHMKRTE HWRshs Bl BY £%9 Hige
AHEY g3 2o

RIHS WEK AR 3T, BHe BRAE B
TR S, BRES WHMER 28RN s, LERs
EERE MR Y, A8 THR REA 3T F
EE BERY BEYE o, AktE AR BEH
B 32, aR%S BLAY D58y 332, &M% &
WO WBRE SY), TS MRPHX BT +TE &
T, ML EREN SEHH s mEws B0 #
WY 81, BRFE REHF o, MWIFE HHAT
S, BMTT WA oo, EfFE AR o
€ MEEel Aok I2BE AFHEKTES SR 5 T
BER it S AEIUZ B 5 Qo oo Ex
T AFHEATY e BRmoz 9Z8na 450+
16g9) #ft BBRS E¥M HEMN BRNELHERT
RAR OBmg/ke)2 2 \WrI, HEME REAE ERM
T RS 1097 #1087, BRES KBt 545

)

r

scopolamine(lmg/kg) & SHE 11 1ol FRAS & msk
#IM(WBC, RBC, Platelet)$} i 4 (creatinin, BUN,
glucose, uric acid), WiFF MRilERELS] EXEER g
iifts, cholinesterase WML, MEERLE(TBAE M
32, ISl catalase TEMJE, SOD EMEES M
sk

Scopolamine® cholinesterase®] R#E BEsI=
muscarinic receptor antagonist® #:#80) HAYH i
S TIH WA B MK 23719 fEH A
H LB, RED, EBEHE BN EY, %
B 5 90 BANYGT™ scopolamineS #REI:
S F HRPel vis BB AHE BR EERS
144+118010%mm’) o2, HEWAES 82204910% mm®)
2 wdstao), ERES 135+030(107mm’)E, Hmb
o vjstd AEEMP<0.00DUE BME e A rHTable
1. :

Scopolamined #HRHGS & HRMEREFS oldE pE
& AWE #R ERRS 843+00700%mm’) o3, ¥
BIES 817+017(10%/mmY)2, EERES 840+011010°%
mm) 22 Bk vlatd Estgoy AEtel U
t} (Table 2).

Scopolamine$ #IRHEAIE T /MRl WX E
€ AWE 5 ERES 7421210107mm)ol 0T, HE
BE 805+228(107mm’), RS 889+19.1(10%mm’) =
B visld FREP06)AE BME YeAG
(Table 3).

% BUNel mlxE H#e 49 g Feke
201+112(mg/dL) IR, HEHEL 281+237(mg/dL)E,
RIS 20+119mg/dL)S HEHA visld &84
(P<005) & BAE JehA2ITH (Table 4).

M creatinino} WA= ML SME $E FEHS
0.6240010(mg/dL)CIRA T, MRS 0.73+0017(mg/dL),
EERNS 06410003(mg/dL)S.2 BB vsld &%
HH(P<0.00D) = BAE Uehngleh (Table 5).

i glicosed] PIXE MBS ABE BE EEHS
745+325(mg/dL)o1 1T, BHRMES 100.1+257(mg/dL)E
ERSR2Y, BRI 06+28%me/dL)E st &



- AR BIERRY Wk B} mik - AR MBS AE BE -

Bl vidld HBHEPOMUE ETE eI
(Table 6).

Mm% wic acido) WAE #B$S FAR B EENS
2.7910222(mg/dL)eI 1, BB 3.2910.126(me/dL)
E Ehsgoy, BB 30610.120mg/dLI2E HR
Foll Wiste] g0l AATHTable 7).

FFHERT Y MRS viXe fEaA BB
BUN, creatinin, glucose,c LAY BHEHIANE
EFRS 85 AT HEMIA st AFtik
F& AR LFERSS EERER #iFstd Welt %
£t A& Ao EpEd

RMmERIES] HEMEERS #kol viXE BE dWE
FER ERREZ 4061164 %I93, BHEMNS 48482 %
= EmEleY, EBRHS 407173%2 Hlste R
Bl dlstd ABHEEP<00D A S e
(Table 8).

MmiF M 9] cholinesterase iHEMEE A ol f@s A
HE HR OEERZ 1752077unt/m)o)Q Y, HRHE
2.0+081(unit/mDE WA FHoY, BEBRIES 944275
(unit/mD2  #ER) 93t FEREPOHVE BN
Veh At Table 9).

Cholinesterase™ nerve synapse$} neuromuscular
junctionf A acetylcholing 5% cholin ester® ks
fRatel i B HES AN F= PESR B ¥
A BAHE Ml 9o scopolamine® TP 4
BBl R cholinesterasest #4Hi3te] EHMQ b
FEWHES EWsts SR BAEYD o HEAM ¥
T RS B BERY usld WERES FEEIS
BLE BAE2E AFMEMTE cholinesterase®) 15t
< BAYIE %R A RoE Ban

mFlA e REERGY S8 vAE #Ee 29
B OBR EEES 028910037ug/mlolfy, HERS
0341 20012ug/mDZ |stRA oY, BHEES 0301+
0011(ug/mh 2 BfEEREe] ¥iste] FEMP<0.05) A= W
2& eIt Table 10).

ole MRUEREES) EMEEES Bbol nX= pme) 2
T BEI U RTHEET RARN EEmke) B

w3 EMES FHE BHATIE BT AEE BY
Zt},

JARMEN catalase Eitol viXE HEES dWE &R
EERS 207442 4(unit/mg protein)©I Y, HEHS 168
+117(unit/mg protein)® K TFHAY, BRI 197+
10.1(unit/mg protein) 2.2 RiNsted, #IAl ¥t g
BHPMB)UE BEHS YeEpisiciTable 11

EsBi&n SOD ol mAe #Es 29 BR E
’%’Jﬂfﬁ%v 175+ 1.66(unit/mg protein)°l 2, HMWES 134
+10lunit/mg protein)® Aoy, BBHS 1702
0.74(unit/mg protein) 2 /st HEM] w¥lsld £
BHE<00DUE FEES YEAATHTable 12).

Libe] BES #RE Beol, RTH®HeF RMEE @
SRESNN FIIRE BAAHL, HMERSE UM
AHEE Jdx WHE BYY, niFERsS ERERES
AATE HERZE AT FERES miFol EkEEe
e Miety WHES #E ol5 ol cholinesterase
o EE BT BRE HATAY KRG
catalase, SOD$ 22 HimbB#T EETEY A3 0
BEME B0 SOD, catalasedlX F&EMo) AUk
I3EE A-fMIREKTFE Hﬂiﬁ*lﬁf)}-ﬂ cholinesterase?| &
%S BIMAIIL EHEERS s BUHEY THE
o} HiEfLe) BV Ae ReT AfEY, ¢o2 9
% Je7h #EfTEOloF & o2 ExEn.

o
HOWwL

N. #% &

hFHEHRFT BGERY vXE 2EE BRpe=
AFHIA R BEMHY £4£ scopolamine(lmg/
kg)S FPMRES % mEREISE, GUBRS, Mg FRmekiE
o) B EEel A B, miFI M9 cholinesterase FEME,
REBcE(TBAE Mesty, JSARIM catalaseiEH
%, SOD iEHEE st bl 22 &g I

L i) 8ME MEY BR EAMEF Ra
< B\l visl [mEk, MR M FERIE
BE el i
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2. MiERS #WEE MET BB RTHEKF R
< HEio) visled BUN, creatinin, glucose fEolA #
Bl e WP E BT

3. FRMEREES) TEiE B MMpol UiAE MBS RF
HEKT RARC] BRG] vlstd FEEIE S
veae

4. MmiF9 cholinesterase EME T AFHHKT #M
ol A HERO] vst F8% dE B JYehidh

5 Mol A S malondialdehyde 2 8& R FHiTak+ 1%
Aftol Hmite) viste FEM A 242E VeI

6. JEHEERA catalase TEMEE] vl S HFHE
KF HERA BEE) vsle AEM JE EEL U
el ik

7. BEMAEA SOD WEiERel viXe WSS AFHiINEK
£ HRUFNA BNl vidtd HEE & EES e
Wik

Likel BE BR2 Mol AFMAKTE WiFEsS 9
cholinesterase®] #HE#E WIANIZ FEHEEY £&3
ELWES S Dol HEMS) HET dE Reg #
Beyg, 202 Hs g2 Wil #fFHeel ¥ Aog
Bk
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=Abstract=

The Antioxidant Effects of
Ojajiwhangeumja on the Serum &

Brain Tissues of Rats
- including the Effects of Ojajiwhangeumja on the
Variation of the Blood of Rat

Kyung-Suk Suh
Sang-Ryong Lee

Dept. of Oriental Neuropsychiatry, College of Oriental

Medicine, Tae Jon University, Taejon, Korea

This experiment was done to investigate the effects of
Ojajiwhangeumnja(OJWE]) to the symptoms of senility. To
prove the effects of OJWEJ we injected scopolamine
(Img/kg) to the vein of rats. And we measured the blood
celis(WBC, RBC, Platelet), constituents of serum(BUN,
creatinin, glucose, uric acid), endurance of films of the red
blood cell to erythrocyte hemolises, the activity of
cholinesterase in serum, TBA and the activity of catalase,
SOD in the purified microsome of brain tissue of rats.

The results were as follows;

1. The number of white blood cells, platelet was
increased significantly in the group treated by OJWE]
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in comparison with control group.

2. The number of BUN, creatinin, glucose of serum
decreased significantly in the OJWE] treated group
compared with control group.

3. The erythrocyte hemolises in red blood cells
restrained significantly in the group treated by OJWE]

in comparison with control group.

4. The activity of cholinesterase in OJWE] treated
group increased significantly compared with control
group.

5. The amounts of malondialdehyde of serumn decreased
significantly in the QJWEJ treated group in comparison
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with control group.

6. The catalase in the microsome of rat brain was
activated significantly in the group treated by OJWE]
compared with control group.

7. The superoxide dismutase in the group treated by
OJWE] activated significantly in comparison with control
group.

According to this experiment it is suggested that
OJWE]J accelerates the activity of colinesterase and
restrains the creation of erythrocyte hemolises and

accumulation of senile substance. But I look forward to

see the further research to be made.



