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CHEABIRIE R OB A AR, dE Rt 2R SN E N S s, Jb st 100048)
CHETTIRYE 22 B LR B 2 B B8 & &R, [ 4% 524300)

ARV ATAZ B X 07 5 ) W A T SR SR AL SR IR R 2 WL, OfF 40 R REAL O 6 A k4L
AR 2H | R R L AT R o SR B, S s L A R 8 Y i M A T D R
PRI, T A A2 RE A 35 40 ) 23 RS 0 X A o G R AT S, SRS SLROT AN e
SR SN ROAT I EURAL, BT RO PR 2G W A IR L, S RN SO S R R T RN . BIFSE A SR AR,
AT RS TP BE A 100 ) A P 2 R R 7 S 1) A O R s, 3R I S TIEL A P eI 4500 A5 R BE AR IR

IT 25K A TR TE 259 .
AR 17 UL, MM, R
B845
1 55

25 R R S T b AR ™ ) A S A ]
Wz —, HHEGAR B —Fig P I & 1Y I 90
17 iU Ak (behavioral sensitization)Je 24 W44 #fi 51
W) EEATNRIEZ —, BARSE RS T R ZY
Ja, AMERRERZ Y 25 38E (I 52), Smifii sl
YT 25 AT R S W S SR IR G2 o AT R BBk
FOMAE iz stk 24y, RIS A &R TS 3l (5% B)
FZIBR AT ] (s L metky | ML B MEAT N, HERIE
Al L B 1547 M%) (Robinson & Berridge, 2001;
Jessica, Hector, & Martin, 2008; McDougall,
Charntikov, & Cortez, 2009) . HF5E £, /3254
A7 R R AR AENE 5 8 5 24 1) 2 B 0N R 2 AL
JLF-58 4 4 (Robinson, et al, 2001), Hitt, X417k
TR AR A 28 A PRIl B WF 55 AT B T 48 7 25 ) U
A PITENLE o 17 R BURAL AT st B 38 85 0 =4
BB T il (development) 3], %% e (transfer) 1] Fi1 2
ik (expression) o LAREHEFT Sy 85U A 2l A5 A g 2
SR, 5 ZAXT RN S ASB B (1) 2
A FROE ) o 2570 BB BRI s T S i, B K 1

e H 45: 2009-06-14

K, L 5~T K; (2) WHGR (). 1524 48
INEF~1 AN A5 24 3 AT DU S 3l % 24 0 1) 1 1 50
PERAL AT R EURAL; (3) WU (RIEI) . 4 T4
o7 B A 56 B4 25 ) B — A i R A 0L 8 38 mT A o
SR AT R,

N CRFEFE NP IR £ R TR, HLA T Ak
() B KRS B BT B £5 Fh S g, MR AR
R 2edy | Mt THAL S IE R . MR RE, —
S T I I 2 5 24 ) U =2 TR A A 3 Uk
F, AT KA A S A5 P AR
2 Tl L IR 5N 2 25 W R A RE R B i A ¢
(Franco, Hubbard, & Martin, 1998), < 5]#—
FRYVHH I DX P0G B e RO IR S IR R iR
B4 1+ (corticotropin—releasing factor, CRF), i
1M 38 0 A2 B b B K2 5t 3% % (adrenal  corticotropic
hormone, ACTH) . B¢ il . JLASER e AP Y 14 Bl -
2k ¥ i (endogenous opioid) i B, e AR 3
% £ B & 48 (meolimbic  dopamine system,
MLDS) N £ [ i (dopamine, DA) Y B i (Piazza &
Le, 1996; Vanderschuren & Kalivas, 2000), K=
R, KRN, BIKES. ETRE. SR
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2 Eibd 42 3%

TR A8 A2 P I AT FT B S G N 25 T R 24
Ysh¥) i) H & 7% 3h 1k (Shaham & Hope, 2005), {Ht
AR ERI, #5832 4N HOT IR W52 ml R A
%R W AT R 8UR AR 1Y 2 35 (Monika, Jennifer, &
Katrina, 2002),

AT, EFR 8 0 3155 28 s i ok 2 %
W S e 251 T o R R B 2, W fd K B
B ful 4% DA 77 A2 2 4L 1% 4% (Blanchard, Nikulina, &
Sakal, 1998) . &5 K Bl At o A0 (s HG 7™ A e 5l (o] e
17} (Croiset, Heijnen, & Veldhuis, 1987)%: , {H%} T
NEMF, B TAUE, Hgaa2MEX, i
&R BOSE . T ERFE GO ISR T AE YO
PRS00 5 T T 2SN B S MRS (MO, R
52, HBAN, 2003), 73 IO R 7E LA [ 45 71K
IKIGET ], R4 T3 — A K, s
W 25 ST A AN B 7K, DT A i g . AR v i 33
WY LTI 25 R 51 . FEIRSE LR TN
wy), mMUMES R, s T RN, B
Y2 7e A W R AR R BTRVIE 25 (Aitchison &
Hughes, 2006), &4 45 7 i 551 i 19 2 JF fl B G %
5 &k sh ) W b A £E R8N 4% (Clemens, McGregor, &
Hunt, 2007).

Z Tt NH B, (acetylcholine, Ach)J& & — >k & Fi
YRR 23 0T . T 25 ) R 2 — Fh BUREIC A2, i
Ach #IEIZ 5 TIEH 2= 1042 72, JF H sk
BURE L AR Rk N Ach B & R os AR AR AL, DRt A K
JFUB, B8 28 Z6 XoF e M o5 96 119 52 il 30 4 R 32 21 AT 1Y
] ¥z X 1F (Takatoshi & Yasuji, 2003; Jafari,
Zarrindast, & Djahanguiri, 2006). MINA KIHFFE
HORE, fEnguE R A, PR RE R ST Rk
W5 MLDS B2 BEAR S M5 0L R 5
RAEAVE  WFoE 1, ZoPEvESF K50 (10 mg/kg LA
)y g mE 30min 2 & Bk BLAR B A% (nucleus
accumbens, NAC)%EK X AU ] Ach YR K
871> (Fiserova, Consolo, & Krsiak, 1999), fij & nE4e:
PEAL PR K BRTE S HECT S ) 1~21 R, Harikik
F1NAC H Ach Bl B 5134 11(Tjon, Vries, & Nestby,
1995). AT UL NAc N Ach 7K -5 i ffsi fh 34 iy 45
Pk 5 2 —— 4R Ach I BE 7E XNl B2 87 (77 AR
HC TN ) BEARR, I A T (7 £ DR RGBSR ) B T 1
(Rada, Jensen, & Hoebel, 2001; Mark, Weinberg, &
Rada, 1995). Ach HYX 2L #A R 2 48 R GE N
B ED P TR A P I R A 8 3 IO PR AR A o T U
X IRBEBE R G225 T N S B 5 2 5T 1 A

i # (Xiang, Wang, & Wu, 2006) . f1 42 s
(Huperzine A, Hup-A)Z 4R MR EPEZT 2
rp oy B R — B W, RS
TR A 174 T P 0 0 0] (8 ARRD, ERKAE, 1992)
A K28 AT LAz 5k o Pk S R, A0 o i PN A P
2. U A XU SRR AR R B R P, KPS Ach
& T, DN i P E AR e &R SE 1 D E

AT RY], Ach TENL IS & Wh it 283 Wi
A7 R BOn i 78 b 2 A7 51 24 H (Meshorer, Erb, &
Gazit, 2002), 4z G4 B 7 g 0% vk 55 22 H AR A
rh ) My 14 2L 1H Iz %7 (Greba, Munro, & Kokkinidis,
2000), J/ Tk E T s P17 R (Degroot &
Trei, 2002). AHFSEEAERTT N . X IHBR BE &
Ge 51T A BUSAL = Z RO R B FH 28 I IR
RUFNAT Ry SRR ARSI, 25 8 N SO0 i MEI S 947 R
URRAR X Fh BCREA T A 9 5 ) I R0 A A2 B R X A
R B0 S R R MEA T R BURAR R S2 R, LIRS
rhOAX EL B HE 22 8 78 0 U305 5 14 245 0 e P AR
2 MR
21 ¥z

S B R EYE Wistar KL 40 H (b 5t 4k A1)
LIS EARABRA A, AR (200£20) g.
BAE 45cmx30cmx20cm ) EERE S RE i e 5 (B
% 4 H), HiPok . #EE. eI Y 8:00~20:00.
PRE R BE (22+1)°C . s AE 1k 2X L 56 I 46 Aij i Iy P
WSR3 K, N A AR R R R s,
I N SE B N B A
22 FHRERE

KEUKFi2 3464 40cmx40cmx50cm (1)
BOG YL ISR (AT RHRE), ISR AL

PG R BR R S8 (P E R Be.O BT ST A e 4ik) B i
SKENP YK F-12 SR

23 KBKHAM

EhER " E(morphine hydrochloride, %157, 4FH
B—H2y) ), A2 (VLG AR R TRHE A R
TR W], A AR R KA ) o TR 240 34 Ry I B 1
B (i.p.), HEH AR N ImL/kg. MHES: 557 & A
3mg/kg(Rada, Mark, & Pothos, 1991), £7Z%8 H! fiY
5 A 0.1mg/kg (Ashani, & Peggins, 1992).
24 mHH4E

ASLE T KR 40 H, FEHLSN 5 41, feH 45
8 K ArdliEie y: £k 4 (Sal 41) A AZ 6 FH 41 (Hup
). MR (Mor 4) . NIAL(ES ). AAZHH +
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W4 ZH (Hup+ES 4H).
25 KBEFMAYLIE

ARSI AEAT A SO AR I 5 38 R SR Y S5 56
KA IR FAE T % (Kelsey, Beer, & Lee, 2002).
T 31 A 1] 4T3 %2 oA 120min AR 53 ) T 52 16
SR, YRR B RIBCE TR, Sk
REZ29W S, HEA LA §5 T8 SR RT
h, TETT 60min PNRTE SR, AEAE)E, o)
P03 Sl el D, T DA A B B A 3k
(B2 A 60min; #3225 KA B B9 20min P, 3
YT Bl i AR A de R, BT DA R R B ) 7
20min, HARSCIG R P A2 Y A AN T

e W (day 1~7): ¥4 Fr A st A LA K4,
5min Ji7, Sal 211 Hup 41 8h #4716 fes v 451 0.2mL 24
FREERK; Mor 41, ES 40l Hup+ES 21 sh ¥ ¥ i i 14
5 3mgrkg MG, R 120min NEYTE shaE . R
Rl —k, i 7 K

25 GR 1 (day 8~21): KT A shIA LAKS
DR, WL 60min N IRTE sl BRI — UK,
L 14 K

SE IR K W (day 21~30): FTA sh¥y i e 53
ORGSR SR, X T EELE 10 KA B HRK ]
, BH 2 &, ASWIAER KA 9:00~9:05 F
21:00~21:05 P~ (R B koK, HARAF AN 457K . 10
K0 B K 58 U5, #5240 sh i ¥4 82 32 WO ik
I, B LA REIAS, 5 60min.

& W (day 31~39):

(1) 2Ry s & M (day 31): K. 8:55, Sal 41 .
Mor 211 ES 20 s I8 Jis v 4T 0.2mL A= #ER 7K Hup
20 Hup+ES 4 sh I s v 5T 0.0mglkg A AZH8 .
5min J5, Sal 41, Hup 41 . ES 4 F1 Hup+ES 41 5h¥)
Z5F 5min 25 ML, 1 Mor 1 sh¥) BR S IR K
5min. SREH TR S LA D46 20min,
L2 5% 2 e 2 L 98O0 R A Sy R Ak 2 3R 1
EAER . UL ESBESS RS, A48 g) 3mg/kg
ul, A LA RSIUAR W 120min, LUK 2o R
O N Rl SR P AT R BB AR R S

(2) 18R K W] (day 32~39): % 32~38 K,
K 9:00~9:05 F1 21:00~21:05 i 8 % 1 Fr/R (9
07 IR e 4 Sal 4H . Hup 2. ES 4481 Hup+ES 41
ST AN, Mor 41 sh ¥ BEH E K, 5
39 K, K 8:55, Sal 1. Mor 41 #i1 ES £H s i ks vt
St 0.2mL AEFER /K, Hup 41 Hup+ES 41 3h ¥ i i
T4 0.1mglkg AFZHEH . 5min J&, Sal 41, Hup 41 .

ES 41 Hup+ES #3257 5min 25 fHIEL, 1M
Mor ZH sh ¥y B8 & 5 IHIE 7K Smin, SR 5K A sh ik
A LA KIS W) 20min, D% S8R 23 3 1 106t
N AT A U A TR O AR o

x1 FEHEHRERF

K
32 33 34 35 36 37 38 39

B

9:00~9:05 N N ES N ES ES N ES
21:00~21:05 ES ES N ES N N ES

TN ARIEH K ES A2

26 HiEgit

T A B0 35 0 7 S bR fE 1R (MESEM), 1704
TR AR T B A0T N 24 4 4R 3 R s R P A £ 1Y
PN 27 2% (two-way ANOVA) 74T 7B R R 5
7 (one-way ANOVA) 73 #T 4: YR B & 3 2% 41 sl 1 ) 1
Bt 22 5o L BT AR 25 R 3, SR LSD Jrik
AT 5 2 8 A5 B (LSD Post Hoc Tests).

3 4%

3.1 FREA

Sal 21 F1 Hup ZH s W) #4181 5F 0.2 mL A= B
IR, X A B AR s A 0T o — 4, o AR
Eh /K 4k PR ZH (Sal Treated group); ifii Mor 2H \ES £ fll
Hup+ES 21 sh ¥ #4 1 s 732 5 3mag/kg R HE, Bk — 2]
S A ECE A 9 o — 4L, Bk b g e L ZH (Mor
Treated group). WK 1 Frx, EE M 200
B, 17 AU B ] 9 40 0 328500 3 F(L, 38)=
52.670, p<0.001; 3K 328500 b 3 F(6, 228)=3.953,
p<0.001; 5 x Mk 38 H.AE FH 5 3 F(6, 228)=5.545,
p<0.001. X L5 KW LN 3mg/kg MMk &
BNV AT R BUEAL IR S o KRG ek 2 B )RR
TG sh e AT EL SR R R, shITEss 4. 6. 7
KETE S W= T4 1 K(p<0.05), 17 AU
IS W .
3.2 YRR ER

A 3 7K A P 2 R A 2 2E Y Sl P
A LA KiAs, Mt H 60min AYIG S, QilE 2
Fran, A7 250 A R, 25008 1 09 4
TRV B3 F(1, 38)=4.627, p<0.05; iz 3500 i
2 F(14, 532)=8.893, p<0.001; ZH 51| x M1zt 32 H A
i3 F(14, 532)=2.981, p<0.001. £ [] . #5455 7,
AN PR S FESS 14, 15, 16, 17 KEiGsh=
2 T A B K Ab A, SRR R X AT L
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I 2%

300007 _, _ sal Treated group

—e— Mor Treated group

. I3
{HI /1\{ /1 1
l

B
= 20000
(¥}
{
g
2 {
§ 1
3 10000 4
£ — —
= * * i—F
\i/___.-'
0 T T T T T T T
1 2 3 4 5 6 7
Test Days

B AT R SRR 0 A B ER 7K b 320 A e Ao 1 2
S 2 AR Ak
* p<0.05, 4N Day 1 [b4%

10000 7 _.— sal Treated group

—e— Mor Treated group

)i a
7500 I i
%$< 22 T
N\ H A
5000 - 1 :
N > 1 :41

1\ /1\1

2500

Total Locomotor Activity(cm)

e

Test Days

K2 25 HuR ) A4 SR K A B ZH Ay AL B2 B4 114

ARk
4 p<0.05, HAHEMELAKLIEA EL; * p<0.05, 415 Day
8 b

AR S e Iy T — A e (5 8~13 K), 4kifi
FRHHOR(GE 14~17 K). XTHSMELFRZH s 5 K1Y
TGS LA BRI, SAFESS 18, 20, 21
KT B3 B T4 8 K(p<0.05), Jf Hix —
KEITE sl 5 A FER K A PRZA AT B 2 5,
FEZJYER I, Bl B ) IS, RBE R X g nk
Ab BRZE S0 )5 e A I, B T S ik 1 T
X, HESXHAKRAE B EER.
3.3 AR EA
BASYEZ W 10 KA E MWK, BH
A LA KA, ik 60min, B[R Ry 22
W, S sh & 4 ) 22 58 i 2 F(4,35)=0.651,
p=0.630([&1ME ), iX —&5 SRR & Iy BROK BRAEA 23 %F

Y ETE s A R, AT DAHEAT 4 ORI
K
34 AR A HR
341 BMRNBMITASBLRIEINBELER
wWE 3 iR, R ZEHP R, 5 31 XiT
20min N, Sh¥ESha AR 22 5 W, F(4, 35)=
12.806, p<0.01. F )5 L & L AT E£ M, ES 51
A VUL A i 2525 5 (p<0.01) ., Sal 2H sh¥y i1 sh i
BN, A ALY S0k s N SO AS 25 I 3 R R K
BLAIK iz shAE . Hup 405 Sal 4Hi%A 25, ¥l
B 0.1mg/kg A A0 B A £ 5% K B Bl ik 3dt i e
S Mor 415 Sal %A 2 5, Ul Z 0t 25 YR
W], AL REAC LPIR; ES 45 Mor 41 H
AW 225, VI SOk s N O & T RS MES T oA A
BAb Bk, ES 405 Hup+ES 4 HA WS, i
HH A7 A2 B X 0 28 O 0L 38 1 8k 1 A7 e
il

6000 4
[ Sal

I Hup

Bz Mor w3
B ES
E= Hup+ES

4500 4

3000 -

1500 4

Total Locomotor Activity (cm)

/

Treatments

K3 AR RIONAT A BRI AU AR ]
** p<0.01, 5 Sal 4 b

AAE f) 2 T IO 0058 280 S 6 B A 8 7 IR 25 )
XAHE,  HE a5 O s AT o i R,
T TESE N ROK IS, AT REE 3 K9 AS NI
ARV Kt sh Wy T Sk 9 A R SR (BB AR, ARSCUR,
R 22, 2003) . 1A S 56 75 ol P 2 7 SR 28 ) ik
fifi b, AT RIS P B, S e Ak B Y R R
ARG IECR, M ZS KO & T sh ) N TE s Al
SRR, AT sh ) R A7 Bk, dE &
L AT R . J34b, LATE B 28 N S0 70 52
5 E B PR K S 10min, 20 M R 0 B R
10min. A S 46 70 R Y (g Bl EAR T8k, &
IF MK S 47 % S Smin, 2 R IR A R Bmin.
XRE B T 2252 B O JORE BE W N, AT 2 B
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M 23 O N B — RS R T s I AT
IV o
3.4.2  2MERLHT G HEE S HREI T A UL R R
WE 4 PR, REEFT2ZPERMA, 531 X4
2 Sh ¥ 3malkg MG HESS 120min 1N, sh¥)iE o)
AR 2% 7 8%, F(4, 35)=7.732, p<0.01, H5%&
EILRHTEY, Hup 5 Sal A RE LR
(p=0.001), i I 41 2 4 341 Sy 5 — Yk 4 32 W e 1 S
A 0.1mg/kg £ A28 GEWZ i 3mg/kg M MHERY &
PEIB B ITE SO . ES HY5 Mor HERA B #H
(p=0.336), FIIL MR SHRIE, 2PE2S N BT
WA B sh W AT Bk . Hup+ES 415 ES
A B3 25 5 (p<0.01), FEIA A AZ 66 40 i 1 e
SRR 0 2 O I 35 A AR S [R5 & AT o
AL

25 -
25000 — sal
. Hup
Msor
20000 1 EEEES

&= Hup+ES

15000 - ]

10000 -

5000 4

Total Locomotor Activity (cm)

0

[ 4 2P REEON I AR AT A SRR Y 52 )
** p<0.01, 5 Sal 41 IL#; * p<0.05, 5 Sal 41 LA,
ap<0.01, 5 ES 4H L&

Jiobh, 1 R, Rl kb B ZE 0 A e b 3
W T W 04T Uk, il 4 b Sal 5
Mor %A B#E 25, /R 3mglkg BMERIE I3
A Mor A 3h 1 0947 AU, X Fh B4 A BE
JER R R BH IR S5, B Mor 4L sh ) T35
LRI RZ I, DA R I AT N UL
XELZE IR, IRBEER RIE R N AT N B AL i 2L
HEZ—,
3.5 BRI A& HA

WK 5 fs, RERETZSTRY], 5 39 K
20min FOREINHA PN, S iE s i i A ) 22 S 2
F(4, 35)=8.114, p<0.01. F 5 L& LI #r#« M, ES
4 5 H A DU 494G 1 35 2% 5 (p<0.01) .. Sal 41 (%
BN, 2 BH Al 08 M 23 N SO T AR & B R K

RAIGshie . ES 415 Mor HA B #25R, Ui
18 2 N OO T M HEAT D SRR B R 3K ES
5 Hup+ES HHEA WEZES, WA T X
P 2 LIS 9 ) 9 e A A A 3 1

60009 — gai 4

I Hup
#ZZ) Mor

. B LS
45004 == Hup+ES

3000
I

1500

Total Locomotor Activity (cm)

Treatments

(&1 5 ARPE RO AT BRI AU ]
** p<0.01, 5 Sal 41 b#x

4 g

ARG LT A A28 % B 305 5 4T Sk il
JRAL IR I R o 7E S0k B 20min A b A
N 20min K, ES 405 Mor ¥ 2% 5,
2 Y 2P /18 M 223 N DA T 8 i A e R A T Sy Rk
By RIE, s TGS S B s S AT A
HUBAL Z R B FETE R B VI FR . BFSERIT,
RENZ WIS T B —3 A — 5 I iR il (hypothalamic-
pituitary-adrenal axis, HPA), il it 43 CRF FI iz
J5 18 2 (glucocortiocoids, Gc) i 5 AL X i Jea 1 24
Y B BB o HP A Bl e AR (4 IO 85 o7 vh R 45 A%
YEM o LU T TR A b 28 213k B il 38 % 55 4%,
TG CRF 40, #Eifi 5| & BARHT & 5. 4
W ACTH, e ZR gk I R B2 o Y R A - IR
B AT LA R BT SR e Y Ge, AR (EHLIA LS
A RSB AR SV . CRF il Ge 4 RER i 24 9y fil s
f & AL, 51 NAc Y DA B, 74k, Ge
A St A s /EN, © EEEER T DA #i&IT
) Ge Z A&, i NAc N DA VR TR, i n] i3
T DA SZAA 1) 32 35 B I B 1R A1 T 1) 37 1 4 ek
PR MLDS BTG M, M o8 1 47 Sk Uik
(Piazza, et al, 1996).,

TE 2P 20min Rl 3 AT M 20min K
DU, R T A1 o) 550 A2 B P S 2 s o T 2k
1% 1 22 07 JORT N A Sy R A 2R 58 A TR A,
F W EA T A SRR AL 5 T X BB R R S A AE B V)
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I 2%

KFR. MPRE R, UK B ] B 52 #2858 5
DA Fll Ach i1 DA Xt HEA XA EH Ach
M EILT e . iR ut, SCIRIRINFE DA Fil Ach
(3G A 2 s o A2 18 3l X
(BRI [ 3% 57 3] DA H1 Ach £ B VE38 B AE FH 19 B
PEPEPR T, LA R HE R B NAC S5 ik
X Ach BRI . DA 600, M ma 17 ok fusie
A= BEAILH], 3 —AIL T L fige R RELAaG PG it 0 741 751 BEL
i M M 15 5 A A7 Sy SRR A 1 Dt DRl —— I i 1
il 71 BE U 2 = MR e R e D BE, S BAE
A pR e S 20 DA BB N 5 R 1932 3 D)
e 58 P % (Nakanishi, Kaneko, & Hikida, 2003).
WO, AR RE R A S5 T M RE A R, IR
ool Pk it 410 1) 700 A0 A2 B R 1T 8 O S 3 A v v A
2PN IRAR BE R ST DI RE, AT ] N A T A R
(Ao

SRR B R, S A s EST 3mglkg M5
MEJ5 120min N, ES 415 Mor H2Z R A%, £
Zer g SRS, SRS IR PO B R B
YrAT A URAL, $EOR 5 RORE M 25 0 PR L,
AL AR A Smin 25 0N 06T A SRR Y R
i 77 B /NG o FESE B RE v, FRATR B2 5
R % %) B0 4 2 B T - R A O A B e ) T
AP EAT R, SRR TSR S, 2 R el
FEA T PR . FEIRAEIE Y . B S SR
ASZEAFAR B, LB BT S0 4 T Bl 1145 AP
LT BTG HR ant, YAUE A RS
N2 Ik 2 = AR s ZU R 25 R SR, T HSE R
PRI ZR AR TR L T

FiAb, B R B R R R, 3ma/lkg Y sk
AbBRAE (8 K BUY BB B AT M BUS b . FE 2P
IR, BRAEE LR 20T el kb B 2H S A S i DL
TH#aF e — A RIBAR S RN R, kS
Bt B[R] AR 4% 3 W0 55, SN ) 17 Bl e i Wi R AIR,
HESXRARA B EES . e EMEN,
A s E ST 3mglkg S HESS 120min Y, Mor 26
Y TR R B85, i A RN
T HURAL . IXEEEE R, MR R WL WAT
HHUBL P EERN R —.

AW FEAE S A AZ B A8 02 410 1 23 N A5 &
R MEF T A BB AR A 3R, 3K A2 SR T 1 ] A X
HABKARE 22 48 2 5 98119 25 ) 0Ra HRoRG gl ok 7, I
LA R0 b 0 ) 7 385 | AR ) RE A T O A L S
M E, (BAArE—SR e 2 A ARWFFE R T H

B2 g 0 BRATF 93 T S 560 3 4 ST 1) 23 ORI 3
RS, 2R Y v g s I K I R S 0 1 A O N 3K
PR BIN TR RS AR R 10min, 31X~ ]
BERENS(RUE Sh W B K B IE H koK, AN pl B # E
BRI, DT TT LA 380 AR o iR B 155 28 7 355 3k
(PRSCUR A, 2003) . A5 A BLEEICE I PROK U 5 A
10min B, ELAR AT DAULER 31 K RN 28 - F1 s i 25 1
S E TN, (HEIAE LA BRI R 75 s B
JEARBE, TR R UCE B KA 4R 4 Smin 7S
BT IR R AR ROR, T AR SL 5 e i IR K 2
BN 5min, X FEShY) T4 7 0 0 SRR 2,
SCIGES IR R, 2k BESIRERISE RT
Sl S sh NG . (R R T BERG N T
R U S LA e K i 7 A A BN R PR 2, BT AAR
AFF 5845 30 049 7 380 38 17 2% B fig Sy 1 2 Do S8R A B
NEEIR A, T R A BRI 2N 45 XL () 5% i)
YER B &, XA BsGR 75 2 LLIR 1) iF— 25
R

5 4Eip

A FEAEAT N B AL AIE T R B S 3
AR HERN EAR TR, 7R B T A2
Xt 2 BT S B R MEAT S UL R B IR . S
B R R

1) 3mglkg f18 kR E AR BEAE S i RUE B
b AT O U

2) TEZG Y MGR I, BRI L ZO0 Mk 4k 21 24 5l
YIRS R I DU s e b — DN R e
FIK K, gk 2 B I a] A4 RS 2 d ek, s
(I S i BTG, B2 S X RO W 22

3) kA A LN AR BE S A N HEAT S
ALY R IR, s T RIS S O 2590375 = i AT
BUEAL Z B B AF AR B VTSGR A A2 RE
9% b 2 IR X AR AR, B AR B B AR S A
M AT o SR A B R B BRI, A A2 B X
25 JEL s P 400 ) 550 A T BB R 36 0 24 AR A Tk
TEZ5Y)
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Abstract

Behavioral sensitization is defined as an increased behavioral response after repeated intermittent treatment
with various drugs of abuse and is thought to be involved in drug abuse and addiction. This experiment
examined the effects of Huperzine A on stress-induced expression of morphine behavioral sensitization in rats.
Rats were treated with saline or morphine (3 mg/kg) for 7 days to induce behavioral sensitization (defined as a
progressive increase of locomotor activity in the current study). In the subsequent experimental sessions, a
stressor (empty bottle during scheduled water availability) was introduced acutely or chronically to elicit
expression of morphine sensitization. The locomotor activities of the rats were monitored daily by using
computer-interfaced monitoring system. The distance traveled (cm) during the development period was analyzed
by two-way ANOVA with treatment day as the repeated measure. The data from the two challenge tests were
separately analyzed by one-way ANOVA. Post hoc analyses (LSD test) were performed for assessing specific
group comparison. Morphine induced significant behavioral sensitization during daily treatment. Environmental
cue elicited marked hyperactivity during morphine discontinuation, which gradually dissipated within 7 days.
Acute or chronic stress treatment both markedly induced expression of behavioral sensitization. A challenge
dose of morphine markedly elicited the expression of behavioral sensitization, which was prevented by
Huperzine A. In conclusion, this study demonstrated that stress induces robust expression of morphine
sensitization and this can be inhibited by a cholinesterase inhibitor Huperzine A. This suggests that drugs that
act as cholinesterase inhibitors (e.g. Huperzine A) may be useful therapeutics for opioid addiction.
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