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Stresinduced relapse and its potential neurobiological mechanism

XU Wei, SUI Nan
(Institute o Psychology, Chinese Academy of Sciences, Beijing 100101)

[ Abstract]
diction. Stressor induces relapse. The neurobiological mechanism of stress2induced relapse is different from that of priming

Relapse is a characteristic feature of drug dependence, and remains as a major concern in treating drug ad2

dru@induced relapse. Norepinephrine (NE) and corticotropin2releasing factor ( CRF) are important during stresinduced
relapse, but a minimal basal dopamine and corticosterone are necessary for the manifestation of stresinduced reinstat
ment. The lateral tegmental noradrenergic nuclei and the bed nucleus of the stria terminalis ( BNST) are the important
brain areas of stres€induced relapse. In addition, evidence shows that CRF and NE may interact at the level of BNST in
stresinduced relapse.

[Key words] stress2induced relapse; norepinephrine (NE); corticotropir2releasing factor (CRF); bed nudeus of the
stria terminalis (BNST); the lateral tegmental nuclei
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YIS IAT A 2RI U700 3 A B S 45 24 (selR
administration, SA) \ 41147 & {7 ( conditioned place
preference, CPP) .\ 4% 4 P £ & JK % ( conditioned place
aversion, CPA) . Z4#)##5!( drug discrimination, DD) - J&
BN H &35 8 (locomotor activity, LA)%5. HayH T
UM 7 £ 252 SA, CPP Al CPA.

SA T VLI BEAS I B B AR A S iR . SA
ALHE = ANHH AN 78 (B BE: 3K 45 (acquisition) « PRFF (re
tention) F1% & (reinstatement ) . 4&F —B Btrl LA %
SN LIPIIAS R T BRAFH B R BT 1 SA 1) B
15 DR FFBY BRT ELUPAl 25 i A A8OR IR B - &2
WA o 220 SRAT FOOREE I, LA A3 Eh /K B Ak
a2, i SA VIR, T 18I 3 Bl 25403 S N ORI ¥
Mkt SA o UL 2 25 1A 1R # ORI Y B
Tk SA BRI NS 1 5 457 R 254 B A AH A
PE, 11 H N SEPTAE HH (1 246K 22 500 24590, Zh Wi ml LA
PA SA J5 :U3k4%, BT, A H ik UE, sh4 ik SA 1T 2
Bl b3t gk A A S AR TR o (H Fl 1 SA BT g 7 A
e A =, AT A IR rh S TR A B T3 5, It A
MNATAEIRZR 5 2k 77 (A5 R AT Ay B 2 SRt 52 B,
%o

CPP Al CPA 53 [ A% st P2t L R % ORI 28 it
S SO 2, B 2 ) s DR S e A b sl
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CPA (PS50 A% 7 B A8 T 3K 25 ) 5 R 5 4k & 456 )l
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IR E2 i #M8 ( extrahypothalamic) 135 311, 25 N
1749 N R A BEAR A . CRF 76 J0a 25 9 e BT 5 351
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(tolerance) » Jx & TR v 4 1 WESE i T il 2 ACTH,
CORT /K, MiyES 9 d J&, MR Rk 5 5 KT %
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M & CPP, T b % P I CRF 52 ARF5 T 71 A30
TR . Ui CRF, &5 N ik & ZW, 1l CRF, A
EAE N

CRF FINE 2 [A][f1 5% R FFEE oG . FIH 0
FrEE A, W52 28 SUK A% (bed nucleus of the stria termi2
nalis, BNST)NE [¥J R BB, 2Kk 1 i = N 75
phe CRF 141 )i NE X} & L V. KW CRF 52 k%
PUAIBHIT T A2 vl 5 R 52 W, 1T AN A s 5 R
NE B, $&7R7E BNST A7 A2 4% A oAt X 1) NE B¢
R, E% B 4% 5 & BNST () CRF B, 1fi . BNST
ff) CRF SZAA4E 407 S CRFE [ 2 S AN b5 i NE
e HEDT . AEH BTN 6 BNST 300 5 AT ¢
AT R IRLAIRE DAL T4 B B, A RedE — 2 i i ok
ARV

Y8 PR Leptin) A2 0L A (1) 7= 4, 2 e IR T 2 R
PHER b ), B 2R K T B e T R RN . 1%
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HZ 5 SRR FE RN YRE T LA
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BT I3 78 A VB Y I By B T A i DX 4 S8 B R
(lesion techniques) 4 & i X 1) Jy 1573 SR A F, o33k 25
Wi9T 3= B A2 h 76 W BT (locus coeruleus, LC), 25 & I
I % A1 B 55 X ( lateral tegmental noradrenergic nu2
clei), BNST, #¥/ #%( amygdala) %5.

BT BT I, A2 ERER REAZ A 7T 95 48 m
REEFE % RN Zah i 2 i i s R 2 AT A R,
T o = 2 56 DU Mo = PN, 3 SR T 5 o BHL T T A2 i i
RUFIE R AT AR . $&/8 NE RGN E K
S L P AER . ARG AR 2EAIE TR 4 G
BRI NE #1280, 7= 245 LC FISMIUYE 5 %, LC #
2 GBI NE % ( the dorsal NE bundle) £ 54 21§ fixi
K3 X3k, I BB AEHRIE B BT (4 e i R 5
JFIX) B NE $i Ao M IS AR LC4ilffg, mH LC
AR AE DU N A EE AR o AN o A%
0 NE R ( ventral NE bundle) 37 Fit 34 5y HxiX. . #Mil]
Wi A% 1 L EE B DCELAE R ik, A A7 R (the
central nucleus of the amygdala, CeA), K% [X, NAc,
BNST! . H i, A7 KMl a5 X NE RGeS I
FENE BIAE FHAIE 9308 B8 2D Shaham 45 W52 31 XL
M LC RS AT AR Bk ST291 A FEmi Hh 2 Hich 5% i
WA ESR AT hy o AT 78 A2 1 iR 3 RE 32 M 3 711
AL LC Abf NE #f 28 o AE . Bl 62f 4
2 A B 20 Wi TR 5 45 24 IR K U 8 o R
XSV TR B8 2 47 A RO VA S, (H AT A LD 58
TE AT PR A e P R R XY RO
At A2 LR 2K RE M S AR B AR AR B Y
UEHE, {HAT AR € A1 ST291 7E LC X M A R L3
— 19z, P RAMIE: 5 X NE #1405 5N L 2
W A2 L o

%A BNST 47 CRF %24k, 3 HLj& CRF %24k
FEFUARE W7 2 38005 A 52 W 0 A (R 1X o Davis 45 £
JILAE BNST Fi#y A-4% CRF 17 21153 25, BNST
(1) CRF 7t JE4% 1 VA 2 [ MY (unconditioned emotional
responses) AL HLEL R, 17 A ATAZ W S rh A A
JW( mediating conditioned responses)!'” . Erb Z5Hff 57 %
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Zen] R A S48 22RO R A AT R A SR SR AT I 2
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W, AR AL I R T R DR O SRR G SR IO

WLl 5 R SRR SR s W) B — U A v il A 2

1, AT AU — P AR S AP 26 SN, DT S 4 2R
Davis [(745 18— £, #eAif i, & BNST A 2 A4~ #

CRF, {E R ARG AL 5 45 W Hle #2845 il Davis

SENLZR 45155 BNST 1] 5% M CRF i % ) ESROR, 1
BNST W 74§ CRF 1] DL & &yt Bk & 3 ( startle re
sponse), BNST WiI:4f CRF 2 4&f5 417 v LLFH W CRF

RIRCRNT . (Al Y % F B CRF ATl BNST W% 17

CRF () N 40 BRI, H At w3l 1ok A A A% 5
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SRS 23 % BNST ) CRF 3 /ER .
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