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Ve “entorhinal cortex W E Yeht= ute] A A
A5 273 Fuke-e] WEo] ux)e g E-e] b
#Ha AP <14 H(saponinT} alkaloid FEEE )0 <5
3 719 F7FAE-S AW 71E4 2D scopolamine &
doflA] gl A5l entorhinal cortex(ECYE HHste] 1}
B diuke] ABME &4 FE9 acetylcholine’d A1 737
WS- (7 ) Hrlsle Ql4ke] XM E LA S JEse
7128 FYE BHoE 1T AIIRRHPARY T
I gl N3 AR 71EHECSH scopolamine(1.5 mg/
kg)e] A2-gol u|xe <14 Zsaponin?t Zalkaloid 3
9] 3= aminoguanidine®] &3¢} vlw HEINT =S
9] entorhinal cortex® 3t 74 Fo| Yehe vl
A E] Tt FAA Futz {YEE acetylcholine
3 A7 7HNRESS RS G o2 SFrEElTT.

1 Z3 PAR 5/ tigk ECS9} scopolamine®] #
a7 WAke] Falkaloid FEEQ] HXR] € FAHAZ &
oA A H . Zsaponin®] AX X Ee FAXZ PAR
o izt ECSY) Asiaa= A= oY scopolamines 2]

B =R #% 2ole o] ARIAR
(s} 02-740-8282; (H2~) 02-745-7996
(E-mail) cwpark@hotmail.com
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B A a3 Fsaponin AFHAZ FEA] UYL FH
Z9 thh AHERA}, §H ECSY scopolaminedl] )3t
PAR A8 &3+ aminoguanidine A E A FHA L} &
A R0z FELA] Bt

283 94t Falkaloid®t aminoguanidine FolZelM &
entorhinal cortex T2 ehl= 8wl CAl, dentate gyrus
2 CA39Y AZMEe] Jad Z3E IAs AHAXE
T Zar ke JAE oY Zsaponing HA|E A=
CA1¥ ol M T 7ML st s EC o) ¢
g sfinke] 223184 acetylcholinesterase WH3E9] ZHALE
ol4F Falkaloid, %saponin ¥ aminoguanidine X132 -2
Al GAHE AT A o] A8 aminoguanidine
Hr}h A5

EColA sirlE2 fsle F8 TEAAALS glutamate’d
olm olite] A= sfulollM glutamte’dNHE] acetylcho-

line’dA17d A5 e] AFdFo| 2gst] FUPANEAT &
2802 2gap o]k Zhgol el A
alkaloid 2 aminoguanidine®] ‘353 493

Zsaponin, &
o 0l g
AR Aog g=eiqte] X R} sjute] AAFEA
off thet Wojaste] Ak AXNFoZH FF HEY, FE
A g 7jel X 5ol tigh Qlite] owbA/AEA A
Al e} 7HsdE AALsEST

o]z gk Tz S sEsE et ¥ FOS
protein &l 3t T4 AREWUARY 2ol g A7
A LFIE WRAZ faE dFe] 79Y S &) st
o] S5y AaTe] 84498 AESL ok #A}
gk Zhgo] By tE FEEH] PFd 5L v A
B3ttt 282 ded g5 5 = 2HY c-Fos ©
Wz Ao gt ZAe] WS FEsAT

T 2FEEY TS A 7Y IEadE
Ueplilon 1597k RiER2 O gxe dAsH &
7Fkdtt. ZLefy}; panaxadiol#} panaxatriol®] ¥4 2 WHIF

= o3 A5 335 JepA 4gith

=715 NAFEFNA piracetam F44F4E2 N-methyl-
D-glutamine ¥FEE-FAZAAM= 2 /A &S JeERIL
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91} centrophenoxineS HA % WHEEAFE wEoA] A
BIE #EE 5 Slo) dolislas AAQ deprenyl
< w1 ¥ MRS T REolA @A AHadE Vel
At

S N A HRERAE JJAEAE ZdEs g
£ o-methyl-p-tyrosine A Aol 2J3] LA p-
chlorophenylalanin®ll 28| A= GaFbx] Ettl. N-methyl-
D-glutamine ¥H5-F<odol] )3t 71 E 7= a-methyl-p-tyrosine
9 p-chlorophenyalanine®l] 28] & skx] &},

e FAE AF A c-Fos Tl e] wdo] A
BIAl Ao FAF ZAREY, N-methyl-D-glutamine %
deprenyl AA X0l oJ3) 3= vt F4d (olfactory ruber-
cleylire] g oAl B4 ZAFEJIF deprenyl A9
oJs) 3 EEAT.

o] Avk= 34 FAIEUS ek Foo) o3 3
o] 71l digt fdks O AR FEES
Akt oLt #8713 ABEAE MR Aold AU AlAL
sh= Aot

w2 “Morris water maze 55 gk QAR &3}
ArellA] Qlate] gy B 71l gk dEe AT
AAAZ] 7)15HA Hag AEAGER 2
% 2B A27)F] TS A= A Yo
7193 #HE el %S RE AR U4A ok
UM AIEUL 2H|Zo|E X5 7B FHOE Fe ol

=205 GARE ShobrRE 7T giTh B Ao 2
70 7199g9) 23] ofe] B 7T YOBA Hert 7]

o] 52 mulz A A HPHQl morris water mazesS
ol &3l o|2ERZS] FHE RIS 4] st 7]
M dERAN 2L aAE YEpd F JeAE 15
At GAE AAT FHoll sesami oiloll =1 17B-estradiol
(100~250 ug/ml) 2&]Z panaxadiol(PD)3} panaxatriolPT)
17~100 ug/m/ capsuleg F3}el] implant A}, FAE A)A
gk FollMe sg 9 7igdsgo] A Al dai
AA 5 AXEZAS T3 k5 719FHo] HA4
FEOT IFIFLE. T GaE AAG FHo) oliAgEel
PD, PTE F<dsta gts3 7196 digh o2z &34
o} vl g A o AEZA R fASH Sg 719
sHgo| =AU 22t ZY FEN4 PDe} PT A=
S FS XA Gt

olde] AolA o AERZI0] St 7)o JERE vkl
the Ag ST 5 UYL A AR (PDS} PT)E b
TE] T3 719l s o=E2A A EAT} 9

olZe A Qo] dArERA A7) APow Ve

e

< I UAHEEA|

A0 @ FZT = Alzheimer's diseasel} 7€} 719 E 7HE =S
ksl oy Hald FAA 23] XNEA R &

AARRE 7124 1E AlF3e Flotl

Ae «rEF 2o 9 FH sz AFAE WA
o mX= IHTA AR % AN Bk dAEd)
2 Z3 a8 srEt 7)Y SxEge] AEU1AE Yol
7] 5l #F) F4 AJE2] ginseng total saponin(GTS,
50 mg/kg, 1¥ [FA 1047 E7hR Fo)e] ghEFo7} &)
o222 273X F2] A4 (neurogenesis)Z BDNF mRNAS)
Bl viAE &9 33 MR UE SR/ SEYLAE W
HAo7 1047 718t A8 (chronic immobilization stress
3} chronic unpredictable stress)ollA] vl Al E
9] 343} BDNF mRNA<¢] %ol ©v|X|& ginseng total
saponin(GTS, 50 mgkg)el E3E A3t

HHExgoz GTS %994 sivlEx2 W subgranular zone
(SGZylA Al7MEe] Ado] thzwtel| vzl FoJ3kA &
7HET, BHEA AEg 2 (chronic immobilization stressT
chronic unpredictable stress)E 713 A&9] SGZW 417
Mz AL AEHAE 715A] & vehicle FoIol] H]
st & WEo] gglor) GTS HAX & chronic unpre-
dictable stressE 7}3H3-%- vehicle Soiol H]El] §-2)3}
Al AZAEL] o] STHEALE REEHo R GTS Fo44]
simkz2u CA3 #¢JolA4 BDNF mRNA¢ 715 f'2a}
$3 53] chronic unpredictable stressel ¢]§+ BDNF
mRNA2) Zpekatsict

olde] AsjollA] 423 E2 ginseng total saponin FHEF
ool 98k sjmlxz] SGZW A7EME] A SR Y
719952185 53] snfl@A4 ey 7199 FA3 Ad
o] gloglgt FAHE Aol Te wkEA GTS )Xl
23] siulR AU CA3 H-9lollA2] BDNF mRNA9| @&

=
aAaE

o] F7helz WA 2Ewze] o3 CA3YSlo|4sl BDNF
mRNAS| 74t gElEs e GTS AAXe] oI CA3

$12] BDNF mRNA®] F&Z717} 2E# 20 23t apical
dendrite atrophyS AT F U& AYE AAKHE ol
A 2 QA o))zt desEr Ak

H% «F de] 34 Bao] A5y x5
A FEroll A3 AFolM Aol A7) Efol dF 4
dEe] A71ed AR rlAs G dolrr] ¢
1257 283 3 2 o)A step test, S7F
gt UREAIZE &7 B3, A1z 3858 AAL 4 9
, BT, nlgay), e E 3 23k 4
W5 AR vR= FTFL Hrleskuch
olake] XUz} 64788 65~74419F 55~6441¢] Tl
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@ A, 3. AAET Z2afele FeahA] &al SR
Ba3k A, 4. AAEF T2aPNE FojshA] okal T
T 5834 B2 J9eE itk ANEs ZE2Oe
Tl 38] AASIAL T2 wiQl 8.1 g& 1277 Foist
I AR AZe A7 @ AAEEe &3] vw B4
ST

TN E B4E B8t AAEE _E.:-E“ s A
g FHDllM ArAEEEE dehlle &7 deikdAt
I Bk &gt AERkgAiel Slo] a3t 9} v} a2
31 AIZEY el e ARAE S $7HE gl
R UrEM%‘”E‘r e %/é} B8] $dFe AAl/lE
o} 71e} A5 Alole JFL mAA egam.
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olite] Azte F4te) ArESo] F3F AXFY Y
o x&o] & AUYL AA}slk= Aotk
ZIS7 |0 CHsF 11249l Ato] sk
792« oA opioid A AT hEF Q4o &

o] B3 AFoA morphine®] A3} opioid &2
off st Astel THE FHEP| At AF = dxA%
HF@oA P2 £8& FEIL p, & B kF&A i Fol
2 @542 FHIDAGO, [FHIDPDPE ¥ [PHIDPNS o]-4-3}

FRESo) Qloja e Q1Ate] EIE AT

Ql4H(total ginseng saponin; TGS) 25,50, 100 5= 150
mgkgs 3T EHURE T AF ¥ AxAdM=
[PHIDAGOS] Z3te] <t F7helsl ot sdoae 7248}
%tk PHIDPDPEY] A3k AzAlA thik S718ia 7
AoMe v 243k PHIDPNS A3k AxA9 9
Ao|A 2T Z71310tt. Morphined] €3+ [PHIDAGO 2%
9] Fvhs AzxA9) 9F BFoX TGS 2] A=At
[HIDPDPE ZAg-e el Ax=ov PHIDPN 2%
2 JEA| eFdTh

o)ite] AolA opioid 78 FolXEFAe] Agol th
3 TGS ddde JES HEE = gidey ot §
84 Aol st TGS A E 3+ morphineld W&
o IAE Aoz AztEE Aot

A0z “B-Endorphin®} morphineol] 2|3t XF2-8 18]35
Z<pollx 9] peripheral inflammation®ll €]} prodynorphin?}t
proenkephalin %12} @&lo tigk Z4te] Jro] & A7
oAl opioidell 9J3} SolFoz EslE= FE5AAA o

Z3AN thet & 13

g 34t a9E dote A} st

Morphine, B-endorphin, DPDPE, U50 Z]3 488HE
HAR Fojsid ZAEd 25282 vERdT) o]& opioid
o] NEZL-e Zik(ginseng total saponin; GTS)S HF=2
B2 o Fo3A AHTE GTSE HAU=E Fo35
W a2 B3k Us0d 488HY] AEF = JAEL
U =22 FoJd morphine, B-endorphin Z22]3 DPDPE
o 9% AFaAl= FEFS PIXA @At

ojzke A= GTS7t A4 $FoI4= morphine(u-sys-
tem), PB-endorphin(e-system), DPDPE(8-system), U50 %
488H(i-system)e} QA =o] Z432Re-g veplle A on
s A4 Aol Ms wsystemet AAIEe] U50, 488HS
AZZHNE APt y, §, esystemoles FAIHA] 2
AlrbskE Aol

SHH wjokst AlZwA ¥l norepinephrine =& dexam-
ethasone2 #| X5 proenkephlin mRNA%o] &gttt 1
21} GTS= proenkephalin mRNA%| Q8-S m| XA ¥t
3L norepinephrine £+ dexamethasone®] <%+ proen-
kephalin mRNA%2] Z7}% GTS ZHx]x]ol| ojs HaREA]
29t} = GTS: prodynorphin mRNAYIE GRS wX]
A gkt

o]7Z-& A¥+= GTS’I proenkephalin %= prodynorphin
o] FHz ddlef AHAN Fgo] e vk Alo|th

ojojr] M=« AUR FolH opioidEol 23 x1E2E
o di$t Rb,, Rb,, Re, Rd Z28]3L Rg o] |3 #3 o
ToAlA opioide] FEEFHY FHAsks WAFsHNE TS
A A e S4F 8] a5 golEr] 9t Rb,, Rb,,
Re, Rd ¥ Rg & HFHUE T3l HAWE Fogh o
& 712 opioidEol &&F AEEFH X = FEFS A3
otk

ez Bog 7 34 AEE AHE TEAE VER
A gttt 283 ReE HF74UHE F99FEZ W morphine,
B-endorphin, DPDPE, U50, 488H AU Fodo] gk 7
Sadol] JIFE MAA U RdE HFAUNE T8
=42 Fo3% morphine, DPDPE, U50, 488Hel <|gt
FAEFgH7} 742381521 B-endorphindl] €13 FFE =
FEES mX|A] Ut Rg S AFAHRE Fosid Hdl=
413t morphine, DPDPE®] 9] 2F &7} 7HAasifi o
B-endorphin, U50, 488H4| |3t G EIAN= FaS A
1] e¥9kth. Rb;2 morphine, DPDPE ® B-endorphincl] 2}
g JEadels F%2 mXA ¥ Us0} 488He 2Jgh
A gyt dgmgoz 7+4A1Z)th Rb,= morphine, U50
9 488Ho| 3 XFaAE JAsA 2 B-endorphin
DPDPE ¢Jgt zlggdoll= Jae v)A|A] Lt} 182
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Rc= morphine, B-endorphin, U0 2 488He o3t 3F
2= A e DPDPES] gdole J3-S mxA] &
Art. ol Axb= Zzte] B4 AEES AME Tt opioid
FEAE E3 opioidEFAES ITEIAE AT AY
< AlAlske Ao|th

A0 «Jeigito] LRAA Aold FFol vXe= EHet
I 7)dell BE AFrola B Aol EFol miXe
&+ saponin, protopanaxadiolPD) % protopanaxatriol(PT)
o] gt} 1 71AS Feb7] 915l Bennett & Xie®] %
Hol w2} HRNAE FaFo2 EHTAL e €
ole ApEZ 71A1F B3, acetoneX =55, S 55,
283 Y55 R TR 54 ARt He 2o
kS AZHER)H 1 8-& (%S S

A &4 70l &4 gk 7k A=) G dA
7, Z4F saponind PTE &4 g A g7} e
U 593 el I PDE 2 a3t gAY 2 dHlA
F=2 Yehhlc). PTe A7 & Az 71AA=L
PT 100 mg/kg 13}o)lA4, acetone, 38 ¥ YZA=EL PT
100 mg/kg, 33] FoiA] A&7t 7P EAYE, 2 B
= 2£7 01Ut} Morphine(5 mg/kg)e Wzxb=e] 753k
21 PTe E3E {3k 9AIglch. MK-801(1.6 mgkg»r
sist 2 YZR=FA] PTY &35 A5 X3392
996(0.1 mMy= 3FERI=FA) 1 S} folsAl A€ vk
o] AP5(10 mM)y= MK-8013} HA-9963= &2l PTol| &Jst
237} 9AY A=At Apomorphine(d mgkg)S-
2 3sr=FelA PTERE 892 5-HTE0 mgke)=
PTol thgt zt 71=5e] a35 f9a 33Uk TEAQO
mM)e PT} tigh zr A9 &35 AA s Colchi-
cine(s5 mM)E PTel o3k 2 z}=9] &3S oAleldtt

ol A= 34t saponind PTE Al della s
E 529 At vlg fge Akt o 23
PTell 93+ Al &3= MK-801, apomorphine ¥ 5-HTol
o8l ol 2x=e) PTY 2Hg7)Ho] ©edlr] as
Aoz AtgHTh

U= «iirfoldl, B4 p B TEA oluxAt Fojo €]
alo] FEEE 552 AAlshs N AR gk a4l
A BadollA) E2l® AlEW(ginsenosides)e] A G0l

A T
ol E5aEdE 927l £3 plsubstance p)ot 3+
A olu|xAte olsle] FrEE FZH-3-(nociceptive re-
sponses) 2 A17AYA FZF(neurogenic painyg FIAIIE
FALo] Al (capsaicin)ol] SJ8ld FEFHE B2 AASE 7t
2 dystd 4 AU 988 BAEk sisich B
pst NMDAY 93} Fese T2 FEd 5%
o)A o AAFEAT}. 2By, 34 AREYE glutamatert

oY

< A A3EA]

kainate® §-E3E Eziukgoll= ko] Sl T4 ARE
Ue B2y, A7l 2 HA AT A ARl Alo)
sl fEHE EZo] FrrEyosn A= 1
HU 24 AREUS F3lE HAAAT A HAtelild st
o fLEE 558 AAEA] g}

o]g3 At Az A APEUL A A5F §59]
o, F2 251 (spinal) #5439 (supraspinal) N4
a3 AE-S wglshe Flog AEE Aos T4 AIEYE
AEAZ B8 F UL /e AAEIH

=20 =

O|ErE, 8, L3¢l iE= 6-OHDA

i =
=40 chat ma{oliel o

o]le} 7 FEEL “Ast AT IRFo] oeheS FAT
o] wofA] Baldt MAAH FE} ol F 2] aldehyde dehy-
drogenase@Aoll PIX= Gl Aj A7olA dEkE Fo
Al AR EL} oA o] 3t M AT ] HIEHRE
ZAE) 13l Az A TS} MRS FEE
% aldehyde dehydrogenase(ALDHY&] ®H3}7} olwa o)
ME dolesxE #Rlsla 1 wsle] o] Al7EA 2}
o zol7} JEAE Bl HAESGT. A OE AAA
EA ot HolwA 2ot F2 Xk A @& A
AATLE BAEH ¥ F2 AER) clmAEER A4
H WM el ALDH #4& ZAsIAth AdZdAE
ALDHS®| @4jc] Zjuidnc} widox #4 yetkirh 12
U W= aldehydes] indole-3-acetaldehyde$t DOPALS]
o3t B4 F 59 Aol xolE JehHA] &gttt olgt
25 Fofdt FolM= 12 gk ALDH E4d°] tix
2R 274 A=At Neest ) it saponing ¥
oaln-g A sWARchE WA o8 849 8-S
UEeRARIEE. ol 94t saponine] MM ERTR= ofwAE
o O & 92 "A AYE ARk Aot

AAXZR o] ALDH &AL WaE 7122 indole-3-
acetaldehydeol] thHdF 2AJo] propionaldehydeel] st EAJE
=) eSS £33k A indole-3-acetaldehyde®ll
i3t ALDH ¥49°] propionakdehyded] thdh AR} =17
AA A, letE3 7 A saponing T3 FollA =
indole-3-acetaldehydes] tid+ ALDHS| 8442 dghe T
3 Ao]lE Holx &2 WA propionaldehydeol] ot
ALDH &2 o3t 315-¢ Bach 8 HolwH¥Xid
o] ALDH 24& AMAMAEZEEEH g2t 7|2 indole-3-
acetaldehyde$} propionaldehyde Ale]e] 5813k X}o]& Ho]
2 skt a28)3 ogkE FoJol A propionaldehydec]
g o] A dzRF z2elE Holx] gisdrt. et 9l

b =
QT
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4} saponin FOFRAE RS BOFHT 2o FALS W
ATt

o7+ A= 914} saponin®] o}RAHE Hojx HolwAl
EjX9| aldehyde A3tE FAFo 2N A3lehs] Aol o
&5 7Y AU AR Aol olite] AxE wfo
14t saponin A7 ZZ oA ALDH BAS A7 024
aldehyde°l] oJ&t APl Z7E HE BIsh= 945 e
d AR A7t o]k Fik= Eojzol2lr| Rt AAA
¥ o olu A X tigh HEo|AQ] go)aky A4EE A
ojc}.

AP w2y gl mE WYAREE MEARA Q4
o] BT HE 2 2F87) TRl FFE Aol &
2Y FEOo = A% HAT Aol nHE A4 &3S
e R U B o= S B = - B O B e

E2920 mgkg FA3FANS T npg-20 BRA
7R A 2 e RAE sl Aaslsin sk
APEA(GTSYS Al T8 ufe-2oMe RRFo 3
EEAT}. 53] v FAE dX5A 2Eyet. mew
Fo= 8% corticosterone TS HAEA Z7AH =
olAE GTS Fo= ehisr A4 oz IR, 3
H 229 Eo= FAAEY apoptosisE /A A=)
GTS Fo= DNA fragmentationo] A2 Aoz FEE Y
oh B3 2y Foo] 23 FACS analysisZ 2@ 4
M3z2] apoptotic cell death®] Z7Fe GTSo| <3l xpgis]
At

GTS= corticosterone®] glucocorticoid &A1 2%HS 2t
A eFtet. € 914k S-opioid 8% G kel A
ZAgole A HXA| ekgko™ p-opioid &l ek
FEH YA 4shet. agly o SAYAHELS ginsenoside
Rg, ¥ Aolgta Akt

olde] Avhs Qi AlEde] mEvlo] Wl akgo)
3 IR A o= Qe Aoy o For1He
A AtEde] 2H|2o|= RE|2A, apoptosise] A g
3 thymocytolysis®] Aol o]& HY-S Artehe Aoj)

7192 “Morphine® & $=9 AE7ATH © F4MT FA)
3ol U= ginsenoside Rb, ¥ Rg e E3o #3 AT
|4 morphinee] Yo71= o8 71X Al A=Fa A} v
Fojol] o3k &4 Pl e ginsenoside Rb,# Rg, 2l
FEFE AEFoZH 214 morphine 5 XFA T 4
WA EA Y §-§ 78S EolR A Fich

Rb, 7 Rg& vhg-29] Aphe-gafol] Fge nx)=x] ¥t
o1} morphine® 2 F%=% PEHTH= ginsenoside Rb 7
Rg;°ll oJs A=A}

Morphine RH8-FdFo)|A apomorphine® 2 G- =

[o]

o

)
or

AN W & 15

Fr= Rbeoll &I A=A elet. et Rg, XXzl
= 9A = A

Rb,# Rg, AHe Faxds gt 9&S nixR] it
¥ Rb2 morphine® & #5¥ FAMTEANE JAsH &
Sttk. 23y Rg2 morphined] 93 AAMTEAE JA)
sttt

8 Rb,# Rg2 climbing behaviorS Ho)x] ¢kgic}.
83 Rb,3} Rg;2 apomorphine®. 2 §=¥ climbing
behaviorS AA|s}A] ¥kt

o2l A¥= ginsenoside Rb,# Rg°l dopamine 4§
Aol FAFNA catecholamine®] BAdo) FFE WA A
W& AARBkE ZAoli Rgpel morphineo] 213h 2zkg-9] X)
B9} diite] 88 AYS AABRs Rolth

L= “Nicotine2] AA-#BF=40l wxe 4t A
o] EFpol] B AolA nicotined] FEIFEOE LEh =
hd-eF TS 2 FAE 9E2Y ¥4 714E sk
el ek sE2E-2 2A5L7] 9131 nicotinedl] 2
3 ApLeE FAAE, vhERoo) o3t JUiA AT B
A&7 22]3 dopamine -84 ZANA FAHL =43}
3 olEol tigh Q4 AlEde aE vlm AESINTH
Nicotine(0.05 mg/kg™3FFEANE nfg-2o] Pk =0 =235
th o] Zg-2 st AFEW(50, 100, 200 mgkg) &%
e o AAEAE Yepdot. Nicotine(0.05 mg/kg)S
1 23] 5 FRF wkE RoshE duiado] FAE9 e o)
2 QUL A4k AtEd] &3 gEFHoZ FodlA o
A&ttt Nicotine(0.8 mg/kg)e 8¥7+ Foishd @Ag &
AT EINE VERAL o172 nicotine HFHE-Fofof 2]t
2AZEAE I ARECL(100 mgkgell 98 A=)
A nicotine(0.05 mgkgrS 1Y 23] 5YU7+ HHEEsH
dopamine &4 2371 do] FAJES apomorphine FJ=
;I 4 YAk o7 dopamine T&A WAL <
A AR AARZ oA H A

o|’e] A= <4tol morphine, amphetamine, cocaine
3 nicotineo]l &J3F QUi E HA1F B4l sl A&
7}t A& AAE AARRE Aotk & 21 7]14LS dopamine
F8A 9 270 FAT AYL AASH= Aot

M= «Bato] YFE FEo) o3 AASEHE W) o]
Az GEe A ArlA U=E HHEEA) o8
= 22 E U#Z immediate early gene®] ¥S B|Fa}]
proenkephlin %2} ¥ tyrosine hydroxylase(TH) S-%%}
L VX F4te] E9E Hrisl] 93l UaE T
Foll e SHHEAANA dopamine 2173A¢] Y5}tz
HIE dolusitt. UFES b Bo39e o 2399
(nucleus accumbens area; NA)® 2 #2]%E dopamineo] <
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7y F7riden YIS BRSNS o ASHoE §
o] 718t GTSE A X g 7% ©]3-2 dopamine
e 7k ARG UIZEE EZuslo(VTA)A
TH mRNA &l d3e wAA &%en NAYAE= TH
mRNAZ} A&EA 29t UYZEL cfos?} cjun mRNAS
7t Z7MZE. GTSE AAABIH S
c-fos?} cjun mRNA2 F7h=
o Zal FAFM Y- o5 c-Foset c-Jun ©
A o] VS #ESIAT A"y GTS 272k
NA2} VTA9)|M proenkephalin mRNA ol 93-S u|x]x|
ottt 28y UIEs GTSE 37 AE39e 4% NA
o4& proenkephalin mRNA7} $5-718Fi Tt

ol de] Axes YE"ol &3k NAZ S| dopaminef2lE
Alsls GTSY &= Agd Aldddel $IX18= opioid
F8A o o3l F/HE AYS AMAkeeE Aotk

A0 <Ak Alxdo] YFEle] o3 sEstel S54
A =3 f nXE @] Beh AreA L")
ofgh A ZqN =ovl Feje} Pt it 4t AT
J(ginseng total saponin; GTS)?] &35 H3ILAl 3F
. UE(, 5,10 mM)ye 35 AxA IS4 FUsNE
uf Az 9] MELN il Tyt UIE FroEroz
Z7FsIE e U=E" 1 mMoll 93 =99 s= $7k= GTS
(100 mgkg ip)ol s ¢A3) 2DFHACE E GTSI00
mgkg ip)ye UEE 5 % 10 mMel 93 =99 & &
7V 27t 70.1%, 58.5% AAIZ T UzZEd] &%t =97l
FE E7t GTSA ot A= GTS F=o&30|). Y
FE(3 mgkg ip)S 43 Ex 73] YIERAEGEE | &
alo] Az =ail Fxrb F7Feth GTS(100 mgkg)
= Yz"e) o3t mall % F7HE &3] Adsidh Y
FEI(10 mM)yE AxAld F47YshE 2Fe] vy &5
Zo] F7kgith. GTS(00 mg/kgrs YR o3 &5
Z715 585% HaAlFH Y-
ZE-8H(100 mMyE AxAY FoFAsHH AE
ool ey Fert 2718 GTSA00 mgkghs Z
Folo ot =Rl FE STl FEE mAA] eIt
GTS 50~200 mgkgs [PHlraclopride®] w}$-2 A=A
32 11~15% A8kt GTS &3] 7181 (400
800 mgkg) I HAYEE F7FIATHE4.9, 52.9%). ©l
GTS®] 3= dzAle =97 D, 84 927t 52
AollA 7hg FA BT

olide] Axte GTSL Aldd =owl A7 gl 2h8-3f
o] Yzgle] 9gt =all felE Adslal aExe] GTSE
Alg2$ =99 D, FEAdE Agsita AzEeE Aol
. = GTS7F V="l o3 &5Fe dAsk= ade

TEE

T

=

il b

1

m\l

2

¥ EERBUE

GTSSl V=Rlel o3t matnl fre) AAastst oz
BHFL AAshe Zeltk.

ol MlENAE v TR BES, WA
Aol viXE QbR gl Ad Aol NAEA
=22 6-OHDAE HES] striatumel] I5HL=

13

oL

Z0l3) &
Tyl T
Uehte 358 2 HF Zieolnle] wisle] EAS 3

32

3L oFESY WPHE ol&dtd 2 J)HE FEsiT 6
OHDA°] &3 Hicolql AR viXe FY&EI:= &7

ol2H o2 YE9 5o JFTFS el A TA
3lAl A e Apomorphine(Apo) Fojol]l 28] £33
©l contralateral circling behavior(CB)’| 2@ =|3lon E3]
6-OHDA 24 ug/2 ul FoZoNe &4 2537 58 L g0l
FeEo] 47717 T HEglel A&

6-OHDA &F Ticolql AAAC vRe S4ads &%
oEHOE YE Hwolul e FIFS el
ipsilateral striatum'] ] dopamine(DA) % active metabo-
lites, DOPAC, HVA &&-2 dA3A Ao A7)
7+ & #HEglo] A&Htt. 6-OHDAR X#¥® 75% male

Ex= Apodll €3t CB7F 3578 HEQ| 13 794 UA
Z718F9 3 ipsilateral striatum®] DA g&Fe] 6-0HDAC £
3 90% o) st e WAl DOPACH HVAS| &
HE 94 A 7243l 6-OHDAC 2§ DA 3 74
o} OAES] Sk HES] FE3 ATt IS FIE
t}. 6-OHDAZ 2] ¥ ipsilateral striatum®] DA% Zo]
A5 FAaFLox B-73LL Apo $9% contralateral CB
7} ¥4 2dsEE @48 6-0HDAo 93| ipsilateral DA
487 supersensitivityel] <13+ R 2t} A€z D1 DA
47 a%AQl SKF82526(40, 100 mgkg) HE5FE 6-
OHDA &% HEA CBE RE3A £3¥oy D2 55
A9 lisurides &Fo|&EH o2 CBE 23 oy F o4&
o] HEFAE lisuride G559 FARE A4S YRR
t}. webA stratumt] DA $-8#19) Apool ™3t supersen-
sitivity &S D2 8471 94 A olH D1 4849 coac-
tivationo] 8+%e= ASo= AZtHEt. L-DOPA Fo= 6-
OHDA &4 HEMA &FEHoZ CBS F7/MIAHLH
Apost HE&FHA] CB & 45388 YehlY. 6-
OHDAZ HEC A Apo FolA] &akelEX o= 4= CB
£ D1 484 2 SCH-23390 Fool] 23] 53%°1%
JA 3ty CBL gl DIFEA7 TS IRl on
typical neuroleptico]™ A€zl D2 ZA3A|Q] haloperidol
2 atypical neuroleptic?] thioridazine® Apodll £J3+ CBZ
FAAUA QAR oY T 2FEELS AAETEES e
Yot fojgde sl

olite] Ao A& NzA &4 HJEZ DA FEFE
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< W 4 e RdE ANEoY T4 23EEe &

R 7| Fof| chEk a2{elatel o &

o]¥= o HHNX fFEE 7k th3t ginsenosidese]
FEFoll B AolA] 7zl tig A EFE 7
8171 fistd 23 W=HYARH] SRR, GABA &
=4 A7 ¢ glutamate 524 Ao v]X|E= gnsenos-
ides®] FEFS AFSIATE FF AlF-HF AR AFHF
R M milEe] AAZ f=d 7HgREde] GTCEA
4 27 7Hd)E w2 Rb Rg, A2 IAISHAL
Rg 9l HAlsEe PdHoZ o|83la $l& diazepam®] &
=9 FAFETE GTCE ¥bge] f=d 2 uztndo
bicucullineS M3l GTCE Whg-o] GTEAIY 7143)3
o7 W) o)k GTE Wkl digted= 4t i<
AAEA7F e @it dluke] Schaefferd® A=o=2
Fad CAlAMS R4 FAGEHE A4 i X2
2 AU}, GABA, &A1 ZaA|] bicuculline] 2]
2X A717 §hgo] At 2 QI A T Al
Eol|lMe] whole-cell patch clamp® 7123t GABAX AF
E& glutamate’d FAFol thste] JEFE mXA] QGAUTE. o]
Aol Ail= ginsenoside’t ZA@wzl £3] GTCH -2l
dadoz 28 YL RAFE Zow B AES
HeEl7lde F3] 2132 Ao} ginsenosides A4
ARG ] F7el gk Ao] ol T AFAEe <
Aol 7191g ZYE& AlAlslk= Bl

HYe «aeilite] 34774 GABA Shunt 2EFAE
o BlX= Aslela AgrellA e elste] GABA shuntol A
GABA T&E& S7MA 7HEa QA a5 JeXE HF
3171918 GABA shuntdl] #ste §258 AA sl 25
o] &4 gk Q4tel H3S =gttt GABA Shunt
off #ojsh= &4 2A Glutamate decarboxylase(GADR= 2~
T HA] HxFozmHE Ao HA"E a4 63
Kd& 712 monomeric T2 ]2 SDS-PAGE o <Jslo]
geoigh o= d%rt. GABA transaminase(GABA-T), Succinic
semialdehyde dehydrogenase(SSDH) 2 succinic semial-
dehyde rductase(SSR)= 4:9] HzF o 2R & By F
At el. SSDHe SDS- PAGES] ¢)sle] E=l#ko] 57 Kd
9] tetrameric protein®-S F21&kTh ¢14k9] total sapo-
nin, Re, @ Rb, ¥ 102% FE 107° 71x]9] FEoM
GAD?] 4848 S/ FH o 53] 102%<] Re fraction
o 9% A= SV 71 =) ZH2ke] AR fraction
< GABA-T, SSDH ¥ SSRol| w3t gaAgAdro] Hgke

—
s
.3

O:

ZAl gk g3 17

U] x]%] skt <14t total saponin 3mgS 10 €7+ F
39S W HZ2] GADY specific activityrs thzz~o H]s]|
oF 15 ¥ F7FelR o™ 6 mgS F3Ae e 2 vl &
7Fe JEhAIe). €144 total saponin oA ¥%32) GABA-
T ¢ 84 @4== GAD Hkele] Ao ¥istE Holx] ¢
Skt 1 wholl SSRa} SSDH 9] ZA$ole &4 BAHE ¥}
& A9 #HAE 4 ATt o) FY AdE ZElstel
GABA &xo] 4% AR 1ty o= ZH(epi-
lepsy), =H(seizure) E= 7 W(convulsant) ol Slo]A
GABA B5E o Fo2X JHAAZX] XF5a 3] 7}t
AL AAKeE Aol

Q200 cufok rat AHAAAMEL] glutamatergic transmis-
sionoll tH&t ginsenoside®] G&Fo| 3+ A-FolA ginseng
saponinit-Z o2 FE] TFZGAE ginsengsidesE ©]-&3}]
ke A A17AMENA 2] glutamate transmissionol] THEF
235 ZAESIATE Ginsengsides(Rb;, Re ¥ Rg)& vl
AZE2)HZ22] glutamate’s TS AA3] F/INZALH, E3] Re
= ¢F 1387k Z71AIAT) Ginsengsides(0.5 mg/m)E A
ZBlal X7 ulY & =43 43 LDH felole A3
TS XA e ZoE Hol 9k 2 ginsengsides?] &
= saponin&ol] fEdhs AL ot X g FHe
amino acid®] ##lF= W37l fIt). 7+ ginsenosidesS
DEXEEIH glutamate®] 218 EX3FEAE NMDAe 2
dto] F7HEE glutamate®] frele AAISITE W Rb,,
Re, Rg,©l NMDA®| |& glutamatef2]2H-8-& A&},
R ©=x2]stds ®ol H|3ke] NMDASH 3 23515
< o glutamate®] f2lZo] @3] ZAsITh HA Reoll
9Jale] [Ca**].& Z7HHTh
olde] A= 4ol 2 ANZE glutamated] FEIE &
1} W2 AgellMe glutamate®] F-2]E A3t KA
P FAEZH7E A& AYE Arbske Aot
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