%7%% DOH81-CM-038

7 1R o R 53 L2 M E Y i BE TR R R 3%

= BA AY
FERERE o EAERTI
FoX o %

BHMESE®8PE BEMNCEEF  EFTERBS B
oM M, - HFHEM Y Kl BB BB M
B AZ AT -HE LBRAKRETHREHRK - HE
B UK ECESERARS HABERB Rk
o BMAEBREEKRE  MEREREEZ » B THERE
LMo BEET BTSIEM BELAK BRI
BB BRBEAER  WPERBEREARARESE L B
PEESSREELMERMNBRE » WOHBTE I/
WAOMEREBETRACANEWR s TEBRARNA 2K
B oELOMRBENBIMEZTE - BSEMTECE®EL » R
MR EHHREEAHECEN  BUBREHERBABEE
Z fE (one-trial inhibitory step-through passive
avoidance) R RN W £ HF MM B RKEH AT HE M % -
B-RBER-ARBEREN CRAPRREST T HEERE
ZAER MR EFRAEM BRZIHEROT
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BEFH BERARFHE - ZERMESTH R ES
fERr BUBREFARSFEAZERRBEE ; MK FH RN
P32 B AE BN o ELICHUERIE AT Z B E o T RS S I 1S P 4B
catecholaminergic system 1§ M K i 58t 4 H& serotonergic
systemZ {EMHH o XNEX-RERCR _BZHREBFH
7 fE 2 1R 5 i )9 dopaminergic systemZ 7§t X & {K B4 ™
serotonergic systemZ yEE H B o

ERPNEZECEERZFARE AT EfE
dopaminergic system v cholinergic system \ serotonergic
system=R B M < S E B B » M H & X 7] R LL 1 78 dopaminergic
system & cholinergic systemzZ (M & B B & ©

FEULLBER B R -BENEETACERSE » B
HoBIUBIERERABRBAHYMAERREE B EHF
RS2 ELEMERZERL TR AGREZER BEE
HEBARGTBEMWME  HAARRUSETEEEREZ
ER MFEHLCMERMBERFLZIER
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Rovit@HBRPWA - TEEM ERAPHREE Wi
REFRR  EERTOWAHEARMBIBRE B E BB ; M ERER
W T O B W A By GR B o HE T R AR T WA » IE 26 R OB K &
REARBSBZZWE FERSULANM -8 o« HRIEBRKZ G NR
= o B R ¥ ¥4 Barbiturates » Benzodiazepineé% » MR LB A%
RoEMEBHRZHER  WERE BE KEREM - K% Wit
PRI OB Y F R A 1T M 2 8 S fiE (anterograde amnesia)
C U1 T 2 BT e IR 2 Diazepam(Valium) » i 1 B B My 4 b @ @ @
HEKLEY HEREEERBE C®mSE 8T M E KRR IR
Alzheimer’s disease K # 4F ¥i % it (senile dementia of Alzheimer’s
type» SDAT)Z A b2 » T WE T 2 M9k o [ 080 o 6 Ik S5 4134
ARE AN E R E BN YA M A S E S B2 TSN T
W R UL AEAT AW N o HE LU W d R IR i A LR AE R W R 2
Hi 8 5 R o

Uu\c

FEURPTRENRTIEMN SRR RAEN TERBH » 554800
RS TR ESTHRE O MMBERPRE - RAAONZHE S
P JTEE O S AN S BRI S RMRAE Y AZ KT HI s B EK
WS -FWBHRY BESZEBMS A HiItEY c BIEREZR
AR HARMERBR ERZFRES > BIMAERERE

B HEMAERKE W TS Lmd e BT &=
BRI WD R BB MR ST MARBRARL
B AR E 0 B R IE YR AT S50 52 u 0 9
TMEEY: BRAESRABESRYELRESHN - B0 HRER
EEERRFESE L FERELCMERMB RS » 010 B8R
MARBRAOUEEHERBEETABRMS O HEBHMA 2 AE
RO TRE 2 RS S E 2 BB o B W R R o
R AT RN —  BENTHSREIR AR S ER PR K E S
ZRBERIFR TRBEFEEES o
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XHREEESZOAMAEREDR ) EIBTEETHF AGHREN
G EREEN B EF S BBEEZIMER ERM MR H(F
AR e REFEMRENZZ » LU BME S E X (one-trial
inhibitory step-through passive avoidance)?K i it B7 i & S 3% 2
x5 18 B S 1F PR o
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)m$

%sa

B B 2 45
— K®#aH

E% B2 H4

FEBARAZEMEET  HEFRA -

=1 Atractylodes macrocephala Kow:. (Compositae)

&’ Pachyma holen Rowraivs (Polyporaceae)

- Astragalus mémbranaceus (Fiscr.) Bge. (Leguminosae)
A 2 Panax ginseng C.A. Mgy (Araliacaeae)

X & Sauaaurea lappa Cruiee (Compositae)

B Zingiber officinale Rose (Zingiberaceae)

X E Zizyphus jujuba M,;.(Rhamnaceae)

T B Angelica sinensis (Ouver) Dims (Umbelliferae)

R Polygala tenuifolia W penow (Polygalaceae)

XTHE Glycyrrhiza uralensis Fiscuegr €t Dc, (Leguminosae)
Bt o = Zizyphus jujuba M. var. spinosus HU (Rhamnaceae)
BEIER Euphoria longan (Lour.) Stevo. (Sapindaceae)

= BRI 2B

A B FT A 2 HE B IR 45 B8 05 NPT SR 4E 5 2 8 R 3 (Gui-Pi-
Tang » GPT)“H 18 4 AfR R K 318 A & 75 7 8 2 53 9 18 W3 18 2 BiE
 EH O BEMWACH: HEMZMAKSRREBLAMT

1. Af (BHEH): Bt Rip: BE : BELC - BERA : A2 :
AE A4 H @+ KB : XHE» {4:4:4:4:4:2:2:2:1:1
&S o

2. Bfi (REWARSG): At : K : BE : BB : LERN ¢
A2=7k§:&tﬁ=k§=ﬁﬁ§=%i‘ B K44 4: 4
4:4:2:2:1:1:4: 4@ 4
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3. C4l (BEH - EX): BREIBARFIFIMZzERRELEZL
B (1: 1)o

WRMZHBREME LR ZERIEFIBERS » £FLUBIER
Mz BESOCTERMINME~AR » ERHOW/NEE » &P HENTER -
FAB0C THEITH BB » XN PR ©

=\ EBHA

1.a -Methyl-p-tyrosine methyl ester hydrochloride(g -MT) »
Reserpine(RSP) /A A glacial acetic acid » Apomorphine(APO)
7 Y ascorbic acid » Haloperidol(HAL) /& Y lactic acid »
5-Hydroxytryptophan(5-HTP) » Scopolamine hydrobromide
(SCOP) » dl-p-Chlorophenylalanine(PCPA) & 20.3% carboxy-
methylcellulose(CMC) » p-Chloroamphetamine hydrochloride
(PCA)» Cycloheximide(CYC)» | t5 i B Sigma o

2.Hexobarbital sodium (B Z’Sﬁ:ﬁ{tﬁkl%ﬁﬁ‘gﬁ) » Levo-dopa
(B A3 f155B)» Benserazide (Hoffman-La Roche)» | ¥&E R
0.5% CMCo

EBEEDHY
KMAFMERA B A RE :
1. ICR R/ BBE 18~25 A% o
2. Sprague-Dawley ZRIEM A » I2E 180~240 N H(HREEHE
BBk 300~400 N HIEZ2EREEEMA)
= Rk
— » ¥ Hexobarbital F 3 ER R 2 X &

ICR MM /DB LD RS T AEE &2 A « BfE K& C4H A9 ¥ 1 Y
#(0.1~ 1.0g/kg » p.o.) 605 3% 1% » i =& 4t hexobarbital(100mg/kg »
i.p.) FHEMER o ¥ % I 5C 8% ¢ Ik 54 hexobarbitalif = /)N Ff 1E 8] K &Y
(righting reflex)if 2k Z Bf [ (onset) R 4 IE /0] IR 4% 18 K E R 1€ Z FF [
(sleeping time s» duration) o ¥} B3 {H 4 ¥ vehicle o
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SV HAARNAR Y

LI RE 5 % (Traction test)H{ % » I H B ImmAg Mk » XM % 3
cmZ kL B/ HEBIBENEHSELE ESVREEDL—/IELEM L
MehE o HMATR o SORSTFHM A HFEEBO.1 1.0g/ke »
p.0)Z & EE S (ASE - BSE K CH1) B9M AL 1% » 5 FI I 804 5%
B2 0 AP R (1205 58) > IR EAES L MM E 2 bR o WK
£1 #5 T vehicle o

S HARARENBEZ Y
ESBECRAERER "HVEPRATRKE ) (ANIMEX Auto

activity Meter Model MK-110 » Muromachi Kikai Co. Ltd. Japan)
» By R E % F A Sentivity 1=450+ Sentivity 2=350 L&k A B L O R
WRTPAEBEZAE  BERCHENEBINYE CEREHITREL
(BLIEEE ~ Wz ~» BT RIEB L) (f e E 180~ 240gm 2 i t K
» BHl6E c BB, —RALHER-_BERAKGEE  9& ORI AL T
K2y (AfE ~ BiE R C4H » 0.1~ 1.0g/kg) ;s — R4 » N OJR
B EMALEKEERNERSSE Bl sk » BT XL EHECIk2/ 0¥
o HMEABEBEBR—R) 2INEERKE-BR-BZxE—ROMR
MEEREENE MANKERNEESHE  FHEL @MLK S0
¥ B fH 945 T vehicle o

P9 v ¥ 2k % AS 9 Catecholaminergic systemZ Y EFF3| L B & E &) B
LA

BB —REBMER-_EEMLEHE » 9 1.0g/kgz B 1T 2

o —REEIM  RUNBHORABT  BETRYED B » K%

(FEZ) FTRIEAMSDEEARBALETEE » 5565 38 1% 5105 08% -

BEL BB 2N o —HBEMRBEEGR—R) RITEGED)

 MBER—RORBBE BTRYEIRNHEA  BFR TN EY

AEBAREREE  G52EEMBEBELEMIOSR2/) 0 o WHHEHESG
¥ vehicle o
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FEBFTE RN KE & N catecholaminergic system¥) H 2 &l &
REBEMDBA : o -MT(50mg/kg » i.p.) 2/ FIE B ®» Reserpine
(0.5mg/kg » i.p.) 18/NBEFHIEEY"”; L-dopa(200 mg/kg » i.p.» 504
S 1 #5 %)n I Benserazide(60mg/kg » i.p.» 80 SERIFR %) W E 13
TR AR # B BC A 2y Haloperidol(0.01mg/kg » i.p.) 304> §% Hi £8
%% 49, Apormorphine(0.5mg/kg » s.c.) 205} SEFI L o

A~ B ¥ i N Serotonergic systemZ Y EFSIEBEREHE LR E

BB —REZHER-_ERUHEHE  HIX1.0g/kg2 BHEITZ
o —RIMEM  RUIKFHORS T BRTERYWHEHIANHM » KAl
(FEZ) FTAEMER AEBAKEREE » F50E KMk
BELEECSR2NE ZBRMBEHAEBR—R) KB GBIEZ)
MR- ROKRGER  BTRYEIHHR BT TR ER
ABRBARKEREE » F50ERMABEELEMIEC K20 o HEHIIHE
¥ vehicle o

AEBFTR N A% & W serotonergic system¥) H 2 &l 8 & b5 i &
A& ¢+ 5-HTP(50mg/kg » i.p.) 5735845 % *’; PCPA(200mg/kg » i.p.)
2UNBF TSR B o

AN HAREEBER2EREZRE

AEBEFRH "HBHAEREATEE ) (Muromachi Kikai Co. Ltd
. Japan) (LR B R M0 {0 ¢ B & 4§ (Shuttle Box){f & — & F [ 4
FIARAME K/NZE (48X 20X 30ecm)IN# F R K 4% (MCU -101
Controller » Muromachi Kikai Co. Ltd. Japan); FEEREBTIEET L
» RAEBIRNZEZHF—ZFTLHE-20WZ2E/H W » BHERE K=
EESRAB-—Z > PLUMKEH s MRNEEBLE L TR KEEA
HE RIREERP »  LXEEODNEABEE » HIBEXEE o

AR WEmBEB KRR BARE  BEMAZHMA > fFXEE
ABER  BAEFKM  EERERBSLERQAmA » 28ec) » 15 T
k5¥ » BEREERH AR  BEHEAXRE
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BER : NI k24/0 85 BISKEEANRE - [6 85 3 5 K R P9
y S0S% KR EBR E 2 %% % 5§ [ (step-through latency » STL)o "é"’ﬁ’\\ BR
EAEEMANSSEBIN I AIBMARZBEEREENDET.

T HFEEREEERERBYEZRE

EBS—RAB/BR_BERPHEHE o — R E 2R (AZE - BiE
BRCH)» ABIMNIERI 1NFORS TARCEEO.1 1.0g/kg) » F
MTRFRLLBEEYENR ) KAIEGGER) FREBKABRE
RETI &% » FEARKIE F24)\BHR KRAEBREAAE » i
TRE  CHRARNPAEZHFEEM —BERMBE(EBR-RIZSE
(o DRI M RE—ROBRKEEVNTEITIR  BRETHRZFHS
VREEBYEHRR  KEECGENR) SKERARE » REITINER
y REEELE 24 BFABRBREARE » BITHE » 8k
AEMRBEZHFEER - WEHBMHEGTTHEZFUERELBCRERY
HeMZ B Y B AL T vehicleo

AEBFERANFRE AN SO BRRYAZ A ER S S92
: Scopolamine(lmg/kg » i.p )Y I £ #7304 $5 #5 42 ¥ » PCA(2.5mg/kg
» 1.p)FRY BN 4 BT 304 i 5 %2 °Y Cycloheximide(2.5mg/kg » s.c.)fR 3| &
B RKEEE® o

N~ ET RO
KEEFGZHIR » t9Llone-way ANOVAK » 5T A 5 47 H ]
ERZBEEAN N PEDROOSLTHE » AIZAFMITESE o

= Fm&R

— ~ ¥} Hexobarbital 35 S ERBS N 2 2 &

40 3R 1P 7R » ¥ it hexobarbitalfy 5 & =~ B fR 57 44 85 ] (onset)
BAAMBHEBETHREZZE MY N hexobarbitalFf 2% ¢ 2 #E IR
7§ 4 b ] (duration) » Aff R B 75 1.0g/kg ¥ » A B E 2 & (F H
» BUBSACRERIFRE A ¥ ; BCHEO0.1g/kg T » A Y
hexobarbitalFF & Y IR IFE B A EE ZMEIER o
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Table 1. Eftect of extracts of GPT on the hexobarbital-inducgd hypnosis in mice.

L

Drugs Dose (g/kg) Onset (min.) Sleeping time
p.o. (min.)
Control 3.540.1 41.3%1.6
A 0.1 3.0540.1 43.940.9
1.0 3.840.05 56.943 0 **
B 0.1 3.940.2 50.6+1.2 *
1.0 3.3540.1 69.814.2 **
C 0.1 3.710.1 27,5409 **
1.0 34403 S1.842.4 *
A:EER
B: KEBEARS

C: BHMER
meantS E. (n=6)

Onset : time from drug injection to righting reflex disappearance .

Sleeping time : time from onset to righting reflex recovery .

* p<0.05, **p<0.01, as compared with control group (ANOVA for repeated
measure followed by Duncan's multiple range test) |

— N HRIARR

—

X 2P~ » HAEE S B (Traction test){B 41 AfH « B & CtH
ZEEET  HEINARMER-

Table 2. Effect of extracts of GPT on traction performance in mice.

No.of No. of mice which fell within
Dose (g/kg) mice 5 seconds after drug administration
Drugs p.o. treated
30 60 90 120 (min.)
Control 10 0 0 0 0
A 0.1 10 1 1 2 0
1.0 10 ] 1 1 0
B 0.1 10 2 1 1 0
1.0 10 0 1 1 0
C 0.1 10 1 0 0 0
1.0 10 3 0 0 0
A: %R
B: KiwmARA
C: ¥RhiRxE
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ZOHARABREDNEZIHY

o0 B 1(AFR 7R 2 — R 44 BE 48 » BASE4l & BASE+A4l % 1.0g/kg T
 HABRZEBREHESERE MG IFRA - AL BASE+ALLZ 1 )
(FRAEAEE : BAMREIg/keT » WARZ AR EHHATHEM
BB o MERMAEAT » 0@ IBF T R10 e/kef 8T 2
B HARZABENEMALBMZRE  » KEAaMsMR
HHARE - BLAE =82 BASE+AL K RUE F &% o

(A) single (B) Consecutive
1200 — X1 veH 1200 —
B 0.1 g/xg [5 slinglek
[ 10 e/x T S 2 weeks
_E
90Q |-- 900 |- §
£ 5 1 Q
\ g N
§ 600 |— § l : 600 |~ § ] s
E z N N
5 \ : N0 UR
300 |- N 300 |- \ Q Q
N N N N
: \l MR
LR L N ,
VEl [ VEH 6.1 1.0 (g/xg)

Fig1 Eflcct of extreacts of GPT on locomotor activity in rats.

(A). The activity was measured | hr afier single administration.

(B). The activity was measured 1 hr after the last dosage of repetitive-treatment of 0.1 g/kg
or 1.0 g/kg B.

VEH = vehicle control

A: AT

B: #UuENARF

C: THmE

n =6, *p<0.03, **p<0.0!, as compared with contorl group (ANOVA for repeated

measures followed by Duncan's multiple range test)

— 136 -



]

ACTIVITY COUNTS/2Hr

g ~ ¥ ok B ;9 Catecholaminergic system ¥ EHPF5| & 8 & $)

BzrR ¥
(1).40 B 2(A)Ffi 7 + L-dopafit F Benserazide » 7 i & B £ 52 % ¥ /i
o BEM - RELZ1.0g/kghIBAIH AL » BREN LR EHERE
I8 % (p<0.01) o

o & 2(B)Ff 7~ » L-dopafjf A Benserazide » B (i JE 8 B &5 & ¥ /n
cBEEM _BARMME 21.0g/kgfIBAN AL » BB LR ESHE

H 8 $H (p<0.01) 0
(A) single KK (B) 2 Weeks %k
4800 — I 8400 — l
T T
3600 }— 4800 |-
-
z
<
£
2400 |- L 5 3200 |-
O
E
;
1200 - 1600 p—
N
o R I BEREN
VEH L-DOPA B B VEH L—-DOPA B B
+ + + +
BZ L-DOPA+BZ BZ L-DOPA +BZ

Fig 2. Effect of extracts of B on changes in locomotor activity produced by I.-dopa+benserazide

in rats.

(A). The activity was measured 1 hour after single administration of 1.0 g/kg B.
(B). The activity was measured 1 hour aflerthe last dose of 2-week consecutive administration

of 1.0 g/kg B.
VEH = vehicle control

B: REBARS
L-

DOPA+BZ = 200 mg/kg L-dopa 50 min prior to testing plus 50 mg/kg benserazide 80 min

proir to testing.

B /L-DOPA+BZ = L-dopa+ bensecrazide plus 1.0 g/kg B.

n=6, *p<0.05, **p<0.01, as compared with L-dopa+benserazide (ANOVA for

repeated measures followed by Duncan's multiple range test).
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ACTIVITY COUNTS/2Hr

(2).40 B 3(A)FF 7R » Apomorphine BB £ 8 » " EEBHE B F M o
BEMR—-RHAEZ10g/kgfIBEGHIL  EBEN LR EHERER
% (p<0.01) o

4 [ 3(B)Fff 5k » ApomorphineBB H# % » o[ FEHBHEE M o
ER_ERMAEZ10g/kefIBIEHF AR R R LA EHERE
I8 & (p<0.01) o

(A) single (B) 2 Weeks ek
2400 — 4000 r—
Kok
T
1800 |- 3000 |-
]
X
N
P
X g
1200 |- 5 2000 |- 1
[¥]
rad
=
S
G
- <
800 |- 1000 |- \
. \\ 0 . &
VEH AP0 B B VEH APO B B
+ +
APO APO

Fig 3. Effect of extracts of B on changes in locomotor activity produced by apomorphine
in rats.
(A). The activity was measured 1 hour after single administration of 1.0 g/kg B.
(B). The activity was measured | hour afterthe last dose of 2-week consecutive administration
of 1.0 g/kg B.
VEH = vehicle control

BA.Pg -—% t}n\g%gjapomorphine 20 min prior to testing
B / APO = apomorphine plus 1.0 g/kg B. .
n=6, *p<0.05, **p<0.01, as compared with Apomorphine (ANOVA for repeated
measures followed by Duncan's multiple range test)
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ACTIVITY COUNTS/2Hr

(3).40 B 4(A)Ff 7~ + HaloperidolB G40 % » aJEF B X EHEBH D
Bl —-RAE21.0g/kgMIBIEGEAE  SIHEHEBECREBERES
g8 ¥ (p<0.01) 0

4o B 4(B)FF 5% » Haloperidol BB I 4A% » o] F B B E B B i o
BER_BERAKEZ1.0g/kefIBEFRAE BN LB CEHE
1 %l 3 % (p<0.01) o

(A) single (B) 2 Weeks

"I xk £ [ §
| NE \

VEH HAL B VEH HAL B
+ +
HAL HAL

Fig 4. Effect of extracts of B on changes in locomotor activity produced by haloperidol in rats.
(A). The activity was measured | hour afler single administration of 1.0 g/kg B.
(B). The activity was measured 1 hour afterthe last dose of 2-weck consecutive administration

of 1.0 g/kg B.
VEH = vehicle:control

B: RIABARS
HAL = 0.01 ‘mg/kg haloperidol 30 min prior to testing
B / HAL = haloperidotl plus 1.0 g/kg B.

n=26, *p<0.05, **p<0.01, as compared with Haloperidol (ANOVA for repeated
measures followed by Duncan's multiple range test)
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(OMEEAFT o MTEBRE  IEERENRID o BE
KBz 1.0g/kg BB THENBRZBERREA
BF % (p<0.01) o

MESEFE » o MTEBRE  TEAREHERD - Em=
BEHE L 1.0g/kgt BB A% HERZEHBMFIRRL &

BEER o
(A) single (B) 2 Weeks
800 1200

g 400 I~ § 600 - §
N § N §
0 — § > , 0 VEH T ouT t\a\ B

Fig 5. Effect of extracts of B on changes in locomotor activity produced by o-MT in rats.
(A). The activity was measured 1 hour after single administration of 1.0 g/kg B.
. (B). The activity was measured ] hour aficrthe last dose of 2-week consecutive administration
of 1.0 g/kg B.

VEH = vehicle control

B: KEWARS _ _ _

o-MT = 100 mg/kg a-methyl-p-tyrosine 2 hr prior to testing

B/ a-MT = a-methyl-p-tyrosine plus 1.0 g/kg B 4
n=6, *p<0.05, **p<0.01, as compared with «-MT (ANOVA for repeated
measures followed by Duncan's multiple range test)
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(5).40 @ 6(A)FT 7R » Reserpine BB & » o F E R EHEF L o B

ER-REEZ1.0g/kgfIBI G A% THEEHBIEERRES
81 & (p<0.01) o

4o (B 6(B)Ffi /R » Reserpine Bl 40 % » A F A R ESHE K L o 1B

ER_BRAME1.0g/kgtIB PR % » ¥ Lk 2 E S B W5 5
FALEBEER o

(A) single (B) 2 Weeks
800 1200 |-
N
0 |- Kok e \
£ 5
N P \
n e
g 400 |- i E 800 |- \
\ L | - \
200 |- \ 300 |- \
0 L & 0 &
VEH RSP B B VEH RSP - ) B
RSP R;P

Fig 6. Effect of extracts of B on changes in locomotor activity produced by reserpine in rats.
(A). The activity was measured 1 hour after single administration of 1.0 g/kg B.
(B). The activity was measured 1 hour afterthe last dose of 2-week consecutive administration
of 1.0 g/kg B.

VEH = vchicle control
: s

gSP i%%ﬁn}g}/k%ygse;pine 18 hr prior to testing.

B /RSP = reserpine plus 1.0 g/kg B.
n=06, *p<0.05, **p<0.01, as compared with Reserpinc (ANOVA for repcated
measures followed by Duncan's multiple range test)
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ACTIVITY COUNTS/2Hr

E v ¥4 @ X Serotonergic systemZ YHMSIE B R EHEZ ¥

&

(VD@ 7AFT R » S-HTPEBHRE » s EF B R EHEE LD - EER

— R 1.0g/kglIBI PR THEHEZRERREAEE

(p<0.01) o

@ 7B » 6-HTPE MK E » S EHEHRF LD o BEEMR
—EEBEZ1.0g/kgfI BRI - BB I L 2 E 8 & 1 41

IR % (p<0.05) o

800

600

400

200

(A) single (B) 2 Weeks
_ 1200 [~ K
%k L
r Y
- T s \
- il S 600 |- T \
= § 300 |- §
TN | N
VEH S_HTP B B VEH 5-HTP B B
5-+mr s-»:'rp

Fig 7. Effect of extracts of B on changes in locomotor activity produced by 5-HTP in rats.
(A). The activity was measured 1 hour after single administration of 1.0 g/kg BASE+A.
(B). The activity was measured | hour afterthe last dose of 2-week consecutive administration

of 1.0 g/kg B.
VEH = vehicle control
B: REWARS

5-HTP = 50 mg/kg S-hydoxytryptophan 5 min prior to testing.

B/ 5-HTP = 5-hydroxytryptophan plus 1.0 g/kg B.
n=6, *p<0.05, **p<0.01, as compared with 5-HTP (ANOVA for repcated
mecasures followed by Duncan's multiple range test)
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(2).40 B 8(A)FF 7R » PCPABBAE » T EHEHA LM o B ¥ M —
KA EE 2 1.0g/kghI BSEBF Fl 1% » AL LR EH B R E B K (p<0.01) o

0 8(B)Ff % » PCPABE# % » s FEHHREZ MM o ¥ M =8
I8 % 7 1.0g/kegt BEA B Fl 4% + A28 0% b IR S B) B B B K (p<0.01) o

(A) single (B) 2 Weeks %
1800 — * 1600 y— T
T T
1200 |- 1200 |-
T
g £
§ a00 |- § 800 |- \
S
E E \
g g \
400 |- _ 400 |- \
% \
. & o \\\
VEH PCPA B B VEH PCPA B
+ +
PCPA PCPA

Fig 8. Effect of extracts of B on changes in locomotor activity produced by PCPA in rats.
(A). The activity was measured 1 hour after single administration of 1.0 g/kg B.
(B). The activity was measured 1 hour aflerthe last dose ol 2-week consecutive administration

of 1.0 g/kg B.
VEH = vehicle control

B:RERBARY

PCPA =200 mg/kg p-chlorophenylalanine 21 hr prior to testing

B/ PCPA = p-chlorophenylalanine plus 1.0 g/kg B.
n=6, *p<0.05, **p<0.01, as compared with PCPA (ANOVA for repeated
measures followed by Duncan's multiple range test)
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A HAREBEEZEBREZRYE
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Fig 9. Effect of extracts of GPT on scopolamine-induced impainnent of inhibitory passive avoidance
in rats.

(A). The rats was trained | hour afler single administration.
(B). The rats was trained 1 hour aflerthe last dose of 2-week consccutive administration.
VEH vehl%g control

A: &%

B: RABARE
C: ERIEXR

SCOP = 1.0 mg/kg scopolamine HBr 30 min prior to inhibitory avoidance training
n=6, *p<0.05, **p<0.01, as compared with scopolamine(ANOVA for repeated
mecasurcs followed by Duncan's multiple range test)
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Fig 10. Effect of extracts of GPT on PCA-induced impairment of inhibitory passive avoidance in rats.
(A). The rats was trained 1 hour after single administration.

(B). The rats was trained 1 hour afterthe last dose of 2-week consecutive administration.
VEH = vehicle control

A: BER
B: IHBARY
C: HBMmEX

PCA = 2.5 mg/kg p-chloroamphetamine HC] 30 min prior to inhibitory avoidance training
n=6, *p<0.05, p<0.01, as compared with PCA (ANOVA for repeated
measurcs followed by Duncan's multiple range test)
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Fig 11. Effect of extracts of GPT on cycloheximide-induced impairment of inhibitory passive avoidance
in rats,
(A). The rats was trained 1 hour afler single administration.
(B). The rats was trained 1 hour afterthe last dose of 2-week consecutive administration
VEH = vehicle control

A: EER
B: KEEARA
C: ERMES

CYC =2.5 mg/kg cycloheximide immediately after mhlbitory avoidance training

n=6, *p<0.05, ** p<0.01, as compared with cycloheximide (ANOVA for repeated
measures followed by Duncan's multiple range test)
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SUMMARY

EFFECTS OF GUI-PI-TANG ON CENTRAL NERVOUS SYSTEM
AND PASSIVE AVOIDANCE LEARNING IN RATS

by Ming-Tsuen Hsieh

Institute of Chinese Pharmaceutical Sciences
China Medical College

Gui-Pi-Tang was originally described in Ji-Sheng-Fang. 1t was mainly used for
palpitation, amnesia and insomnia. Until Annotated Women's formulary, its
compositions in addition the compositions in Ji-Sheng-Fang were supplemented
Radix Angelicae Sinesis and Radix Polygala; but used for aplastic anemia and
arrhythmia. So, we separated materials into three portions. Group A is a formula
described in Ji-Sheng-Fang. Group B is a formula described in Annotated Women's
Sformulary. Group C consisted of Radix Angelicae Sinesis and Radix Polygala. The
purpose of our present study is to compare effects of Group A with effects of Group
B on locomotor activity and passive avoidance in rats, and to investigate the
mechanism of its action on the central nervous system.

Both of Group A and Group B not only prolonged the duration of sleeping time
induced by hexobarbital but also produced a significant decrease in locomotor activity.
However neither Group A nor Group B showed any muscle relaxant effect. Therefore,
both of Group A and Group B had sedative eflect. Group B had stronger effect than
Group A. 1.0 g/kg Group B administered consecutively for 2 weeks, it increased
significantly locomotor activity in rats.

In single administration of 1.0 g/kg Group B, it reduced hypermotility induced by
lI-dopa plus benserazide, apomorphine and PCPA, and also potentiated hypomotility
induced by haloperidol, a-MT, reserpine and 5-HTP. However, in 2-week consecutive
administration of 1.0 g/kg Group B, it potentiated hypermotility induced by I-dopa
plus benserazide, apomorphine and PCPA, and also reduced hypomotility induced by
haloperidol and 5-HTP.

In 2-week consecutive administration of all of the three groups, they improved the
impairment of learning and memory induced by scopolamine, PCA and cycloheximide
on passive avoidance. Group B had stronger effect than‘Group A. According to these
results, the sedative mechanism of Group B might be due to the decrease in central
catecholaminergic activity and the increase in central serotonergic activity. However,
the stimulation and the improvement of learning and memory of Group B might be due
to the increase in central cholinergic, dopaminergic activity, and the decrease in
central serotonergic activity.
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