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1 P ERERBC BRI b EREE B O BT OB B 1 5 52565 b5t 100101)
2 hEEEEBR AR, JEET 100101)

i E CEARGKNEERETERE N — A X MR GNEE EHET TR, Akidizy, BA
TN ARRASAR, ik, BOEEZIER, IANATRARAFAED., RILBRENALEXLETECMY AT
AR AIT 69308, T Bt Tl RIG 7 RILHIEIC B TR EZ L, RIMITAFEBNET BT
B3R IR R LA BARILIE F X3 R RS I B E AR 6 #vm . B G R ABEAKT. 4
KB T HF7 @ EENET FIAE A7 Z AN F A T IR L. BFIE IR G B R TA A 06 77 A 1 R 23
TCRBET i L3, FFEA W RIG T 4 AIRAD K R AT R T FALA .

XHIE et AE; BAE
HEE  B845; Q426

N FE. A M. B, AT K
I A BRGNS JAh, WIZETE
IRE NASFIAPETT TR SR SR AR D o 3Tl 42
MG — HRAE . OHY . TRV R
SRS

BRI I 22 75 2R (consolidation) i
AR Tk, ARG ny oL g R Kiidiz
MR R A A — IR ) AR E T2k S2Br BARGE
L2 i 222 IRYLFE L FE A fETE B Misanin (1968)
TESER o e M HE T A2 1 T UL LS
(reconsolidation), HIEAZIMIIE (retrieval) FEL
SR YU 12 3 N — BT I, Rk
R R SR AR S BIAR T RPIRAS . X b HAh B ) 43040
12T B2 [ 1) AN B 2 B A e IR IR A A2 1 R AH
Ble XA FRMEAE A G, 10 EBEERA 1125,
REGZ AT (. ik, 495, R4
FEUSAT LIS, FEE T RER I B FEULR
WROEY R T2 MRz 288 E, W
MR HEZN ), IR BIE %),
DR 2 B35 ) A S PSR B T TR UL B
% . (Anokhin, Tiunova, & Rose, 2002; Dudai, 2004;
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Eisenberg, Kobilo, Berman, & Dudai, 2003; Milekic,
Brown, Castellini, & Alberini, 2006; Nader, Schafe, &
LeDoux, 2000; Walker, Brakerfield, Hobson, &
Stickgold, 2003). WFFTIEN] T i 2380 o i) F- I [
TR T YRR I O IZ AR OCHE . TR B e Pk
TAEGOCAZ YL PR WL . 7RIS 2218 40 4F[H], [H]
SN RBIZR S8 AR HIRE 2
T AZ IR PR 5 B B YA 2 50 4 X T AZ L] s
EREGI) SN RPSERI VSR E RO
ERREE R (RMHAEIZ . WA 812
&) T R I A TR A ILSEI, IR
R TV T B BRI ST T, A2
FIRARSACAZ ). H VAT 2510 R R I 2
R IRS TV TR YT T ok s 1
WZIRIEANR R B, PRV T RBORAN L BIAR AR
Z WEE G IR YT 25, TEREAHCE R, .
25T IR R A5 K7 T SR I HY 58 Y
TAEIHL, N SBEREEEA TS HH
It B A PR L A I R vy i B A 2 SR i T ]
Ao AR IICIZBOE S, Uk AR MY
B, IXMIE R IGRBEAT VR IT RA RN B, S
R T FRT LA 5 A0 S AR D A LR R A2 R
725, X TE DL ISR T LN ARA I A . T HLI
IR BRI e AZ ARG ST PTSD (6045 )5
PEFBRRT) (K AN SIS T HeTh. SR B S sE i i
U 2R, T PUSRAH DG TR, w B
FHIFBRICK R AT AR AR B2, BieNE
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N TR GA ) 75 T 2 MR PR ¥ 9 793 B (RIx A B LE AT g SN R A o R 25T

CZ IR TSI, T AR 5 AR 2 (A FRAT)
PRESIIR

AR SCNFFDLE R TR T2 FROLE I GAH I
Va1 e a Y E R N AN e S B ey I H )
1 BULE MR IK
1.1 BUERITAZMRAZE

TR EANE 2R, RS TBok
I PR IS B FURR e 1 T AL, R4
RARCIZ AT YL, B U B A i S A A
SRl FRE BOmEAPE L2 CnB g2 25 REAH
KWL RIEH R A W B2 1A R0
(retrieval) Ji 37 R I & A0 T 20 T it Canvi
W), REMEINAZMEML R, T
WE BRI, FEAT R SRR h 7 P
ARSI, G Wk RLEEL L P R s
B0 SRR POBSE . HIE AR bl A WER AN
RN, BB ) SR AR 5 )N B 7 IR ] ) A
Furpre Hob s BARTR M IRt 2 4 7 O 2 A 1Y
(conditioned place preference; CPP). #; JLf¥] CPP
AR By e, mf-REED CPP REAY, &
W) CPP #:8Y, 4, Hop, FROLM BB T b ok
Bt 20 SRl A S BIAC A AT AR T it o P T vt
AT 1
111 iBI1ZRYBE

IR (L 12 56 A IO 2 Tt I 2T T it )
HIH o R R AT 1AL B AT B B U 20 BT
TR 22 Ji T 0 ) A AR B PO Btk R TR . TR
[ AR PRI AT 2k ZE T 5T b T R PR A2 iy =X
TAH LN B RO 2 B4R (conditioned
stimulus; CS) I @ 4 £ H ¥ F1 4E 4% £+ 0 ¥4
(unconditioned stimulus; US) [A]# S8

WFE—FOr A, RIS (CS) X
RSLgR BRI rh, QA2 O Ty R Al RIS
SR (CS)o DLEHTIE R IE 14 R
FRYLERI 4] - TEVIZRB Beks CS G S B 50
FEEZARRIB (US, a3 AT ITRC ISk
CIE 5 ZEEAT 1-2 IRULIED o FROLE A e A Z38emd
TP LRI RN (CS), IFFE I 5 AL
RIZ5F 2581l 2900110 24 /NS, BEATAT %
WL WA MRS 4T CS JaRTblyl
EAT R N (i, SRED, SRS S5 AN 254 T T

TR SNIAT N R N IK 2 A% 2 B AIG, I BAEZ S
(P DAL ARFFIR - CREIRTRIRE 7 KD #EAA U
A, AU T A R T T BRI R
BNETS

(RS e LT W S N GE [ LD oo
(CS+US) [FIIF BRI AZ 0 7 X 24 iefrdic
LTI T IR . LR R CPP 3-SR [l 455784 Ay 441
Sl RS R (US: R 5 4 (CS:
FEERIT 50O BUCHEIIGR, 025 ERsEE - AL
EAmE . HATE) T IR H [FIN 230 CS #1 US
WZ S 7 B, 48 24 /NI 2R AT A 24 R
th A2 I H R AT R 24 A 10 i 22 A RO 2 3))
W NI, JF HAXF AT T IURCR TR
TRAFEE . MACR B CS 7 BT i IZ80s 1)
Y, PN 0TS e oA . BT L, %
IR G B ARSI (ngE) Fi4%
PRI (FEZ9TE 5O [N 23, KRR EILT
WAL, Rt ROE 77 s T A
RIRAR, A LA Bos e . B
P RCAZE 7 I HLEBE AR T, B2 %
JE BRI LSRR IEMER A MG A R L A A 22 AL
l_EAFAEAE 7200
1.1.2 g8 FE

ACAZ DU R b i B 437 R X LR 22
XTI T o BRI, ZEF IR T2, A0S
IR UE 2 I T NP YUK P 5 2 [B) 2 T A7 AR 3
A 43 RUHL I E A AT SR VI i 5 A Tt
FERATAT R PRAE — Ll UL R Y 2%, . &
FIE Al Bar, FHd iz T B AR AR
A I I R B A AN A5 T e Sl R A AT
P AN B R R R I TERR € 4 T IE s A+
VBT 5 4% ] B 5 (Valjent, Corbille, Bertran-
Gonzalez, Herve, & Girault, 2006; Yim, Moraes, &
Ferreira, 2006) %5, 104ZFE30E Ja 1A BRI 1) 9 2
AFEN), PRI F0E i BT 2 0 5 AL B 45
Ty AR EAR A P R R A S AL R 4
Ty DU DR FUAE 24 R0 Ve 1) IS A B4 T

WAZBOF G, IS A2 P4 A H e
SSJ 1) A ) DL I B O ) A ) . G A2 TR
FYEFF IS AR GEHENT D siliddiz g
RYEWE IS, BHRA IR E R, Rk
BT ARACZ B FE T DA R RO I A Gl
WL 14 R, HERWHKEFE] 21 R, #AA 1A
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A RVEWE,  WIar DLy B R A (i 12 R CL 28 4
% (Lattal & Abel, 2006).
1.2 iRIZBNE S BILE

FROUIE] JT 5 A2 e A DU 1 a7 o B 0 — AN
SEMIE AR, IXAN A E T FR L E R E . AT
ReER SR HIEALIE P FRES, HER
RIENUH EAATE— B RN ES, 2, I Z
DU AT R, X BT DL 2B
il

TRIUE DX 301 DL (0 # 2 AL - AR INAE, 2
L HILE M AR FAEAE R e, B I RS
S5HIE M RMASSIUE R, A% R
SR IF N 2 5 P AN I FRAE O SO 3 o T LD b 22
St Silva FHI [ S5 /N XS 1 ) Sl 1Y) S 50 TR T
TEVNGR G FCIZ8as G, MM E A A . P
AKF-LA K C-fos (113 Ik #R A7 AL i DX i) 22 03], £ 2L
AR AR o R A SR A JE A% 5% MRk AN 4% 141
(Silva, 2004), WRWEPEBEAES T, AL EEE R
Z 5 A2 5 f I (Bahar, Dorfman, & Dudai,
2004) HIATIH B R R IR AMIN A% W 1) C-fos 1E
ARILEH LA U o F R A R, A2
WS R LS S R C-fos M3mAIAA L BLAE 4
¥ (Tronel & Sara, 2002), {Ef5 SR EAAY R I
WL K F- ZIF268 (zine finger 268) Fll BDNF
(brain-derived neurotrophic factor) HiHl X 4> B
%o MR EEtms5HAEgR, mEais
LR [E i FE (Lee, Everitt, & Thomas, 2004) .

FRYLE R[] 2 A AA AT — 58 AR, sl
SFHEIEEIRS ES: 2R IZ I T F1
T, AMUE AR A A S % (Dudai,
2004), #il BLA PR LR A 9T S0
SRR POEACAZ I DL RO DL I FE - (Koh &
Bernstein, 2003). Rl ZIF268 K SR RN nid
12 7 L& F1 7 L[5 ( Bozeon, Davis, & Laroche,
2002) XFHLHIE S REREEMF S S T
20 T 1 R0 2 1 10 3L R A - I 52 5 ik T 90 47
(Long-term synaptic plasticity ).

1.3 BIEFHER

K ICAZ B0 J5 23 5 R P ANTEAE 4 25 1 T
FEDLEFIEIE . 4B (extinction) W9 HAE & —Ff
BRI 21 R R ) CS-US IR B0 T2 K CS-
TG U'S CRIVEE 52 304 A4 1 S 380 ) ) AS - S B S A DL
BEI AR AR SRR TR TR AR 1M A
WAZa TR M HIEZ DI E R G, el

WoEid i TERE . WEE S IR LR IE BT AR
T —FhC 2 R ILE 2 4 3 AT

IR AT AT A KRR A2 5
1A 25 AR B (CS) AT LA R A2 1 PR
[l T HRF ) PR G A P ) 38 S T ) 5 45 A A2 TR T
iE (Pedreira & Maldonado, 2003). I, [& A1V 1B #B
AR AT R RIS T B e A2,
WA 5 T —RFNF- filln, &Fxadiz
WoE a2 R — A% ? B0 LRk i R
FTREMSRE? MBUEPE AT IR A 2
(R VR AL AT A RIS ke 2

T T 0T T DL ] R B R RS, RSN AR
T — LB i A4 (boundary condition):
(D B IZ B FF SR ] (es FULI A RFSERT R
R Z S I T o] LU R PR UL IS, K
OGRS A ] LS R I IE  (Duvarci, Mamou, &
Nader, 2006; Pedreira & Maldonado, 2003; Suzuki,
Josselyn, & Frankland, 2004; Tronson, Wiseman,
Olausson, & Taylor, 2006). (2) CIZ3KISFITFif)
AABEIA] Cage of the memory), B MICIZ I i 21 it
IO FRCsT B (AT RS () I (B B o BiddZ (1~3 J)
55 R AL, TR TH A2 AN 25 55 155 R T
[ 1 % (Eisenberg & Dudai, 2004; Milekic & Alberin,
2002; Suzuki, et al., 2004;) . (3)AZ A5 & (memory
strength ), RPAAFAL IO FR Hh 4 1135 45 T I 71
AR . X5 ENPITEAT R I Zib (0 T332 1) U e
RIIE LG, B2 I ZR5E VOB 2 3 W TE B IR 4 A3
SER SRR ] o R 2 2 1 T L R AN 7
Z 3T (Eisenberg, et al., 2003; Morris, et al.,
2006) o SR A I XL 564 2 i) 2 BLAS S, b,
A I ] F# A AZ 0 W RS R R TH A AZ 1 AR LT 5
A RMEACZ M TR FE 43 )5 30 KA
P H A G HANH R TP, (Prado-Alcala, et al,
2006; Suzuki, et al., 2004;) ok, FHE C 205
W PUABRNTHMZ T B S, FBEUGE W
it {ZF%A% . (Rossato, Bevilaqua, Medina, Izquierdo, &
Cammarota, 2006) (4) CZ R 7=, BFEREAS
R 2288 Clnda tid iz 838 IR e 2D fEibAT
2 IE I TR AN RIAT 45 o e alisg
HI I CS, 802 CS FI US JLf] L%
2 BIYLE/ S FHLH

R BRI O S AL R R SR A
TV LA AL e T, e AR T T 5
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IR AN -G ROt M2 mAT A WaE gz
S8 [ — BUBT B R 2 28 1) i 2 T A AR KR
Tk, TR S B A A AW (PSIs)
ATCATHURAE 2o B A i 350t SR X 31 75
T AR, A S8 Ul A R A PSIs T8 T
PR A A THHIE (Duvarci, et al., 2006). Jf
ARFTETS T PSIs HSEI A& T 12 U .
e gt PSIs WA TR 4 8 9 (inactive
avoidance, TA) [FRLH[A]1Z (Cammarota, Bevilaqua,
Medina, & Izquierdo, 2004; Taubenfeld, Milekic,
Monti, & Alberini, 2001) . 7 PSIs -t 5t P2
7L 20 K5 I T eAZ 1 B A Pk 52 (Lattal &
Abel, 20060, T HAER SRR PR ICIZ 28R i
i PSIs Ja & A B TP % (Hernandez, Sadeghian,
& Kelley, 2002; Hernandez & Kelley, 2004). X 4[]
P (R 85 SRE0) P IR T 5 1R A7 A LR 7 L ] R TR
FEMRH T . HILX LS R Re 5 SR
JE EERAEA DG VM RA B .
un, AR BRI S PSIs ANETHU 1A
DI, ARG SR e il R SR 4 2 I A S TR PR LA
VI IA A2 A AE PRI ) ( Taubenfeld,et al.,
2001), HARSIFEAZ 5EANER. A28
Jo o BRI S PSIs 3 3 B0 I 1 8 A A e DL
FLEIAT MR, (AR 0N )5 8 B A A
RS, KBRS T S, 2 4
J& (Milekic, Brown, Castellini, & Alberini, 2006). &
A AR TR IR G TR R, T
FRALAR D I T 5 53 fish = 00 10 Al R s R4
Ko Hedmn, A7EE 90 % 1B IS, PSIs 140
HHEHA BRI K, X st e g iz m)
ettt . REAFAXLERRA], TR b R H PSIs
AL T 2 ARG 5 AU 2 58] T 7
T
WO I, AR Tk 40 K P B ) B TR
(immediate early genes) W] LLR WS 51047 5 L[]
TFRRRE AR, DL S X AR O 2T AL
LRAMIZHIES, T RARERZIY zif268 F1
C-fos FIGEERE N & SRR MIZ s 5, 5 F
BRI zif268 6 PEXE IR, (RIS S S CAT X
) c-fos A1 Jun-b 3GPEWATH N ‘Hall, Thomas, &
Everitt, 2001; Strekalova, et al., 2003; Thomas, Hall,
& Everitt, 2002). BLA P zif268 &5 T Wit &L
ZA PP A A2 YLIE  (Hall, et al., 2001; Lee,
Di Ciano, Thomas, & Everitt, 2005) . It4b, HIZ)H 3

PRSI0 Ay T AZ L 1R PR AL I i L i ) 22 e i 1
TR . 7ERETAES P, SMURA SRR C-fos
TEAT S5 NG A AZ S v P 3 I, T 7E Ay A 4%
AR B J A AR I 255 A H B0 1 19 ) 30
%, MIZIFILN SGK3 L& FIHE JZ i % S 10
HAWES FNGFI-B (FFMEAKET B) 25
22 HIAH DL, R SGK3 2 5 T UL )ik 72
(Kemenes,G., Kemenes, I., Michel, Papp, & Muller,

2006) . s L 2 1 4 RIHE AR 41 B B Y ] 2112
FRYUE, R 2 0 Ja i R Ik BA R 2 11 AR A,
W o A 1) R DL 1R 40 7L, DIt m B Ay
KR BT S (BT AOHE A

CA R FTESE B, — 285 51 (0 4 5% R
FWUSL5A T HIIE SRR R e D
PAZAZFNRIA H7 J2 1) CREB (cyclic AMP-response
element binding protein) 1] LA$ W it RLHFOH 5o 2
IS TZE YL (Kida, Josselyn, & Kogan, 2002) .
ARG R SAVEN B AW % (CPP) SEit ol 5 5
NAC # A CREB Fl% 35X 1~ ELK1 iF 54 i (Miller
& Marshall, 2005). AN, HoAh b5 S 52 9 A 5K ) e
KR, NF—kb FiE A AR DL 2 THE 1

R, HLES 5 R BT R 2510
PR AR T AN RO R R o A s B A AR v
RO R 5 IR F ZIF268 (zine finger 268) £+
B2 5 fYLE T 2  BDNF  ( brain-derived
neurotrophic factor) HZHI[EiEFE (Lee, et al.,
2004). {EMMAPUIMESS T, ZIF268 [FI 25 T
AL AR (Bozeon,et al.,2002). ZIF268 7EIX
PIAS SE56 P R BN A1) S A W] B2 R T AN R] AR T 2
FE45 TS AN 43 Tl Bk T B Ik4h, ZIF268
55 (o X FId 2 R AR 45 BLA R G
RUEFZ5 YA L1242 (Duvarcei, Nader, & LeDoux,
2005; Lee, et al., 2005) o 3 4h—ANFE Rk 13 5 M
7& C/EBPB. 7EH Ik Gl e o, i 15 ¥) C/EBPP
Z5NEMAZ SR AN,
C/EBPB 2 5 WA S 5 (Tronel, Milekic, &
Alberini, 2005),

2 5 T[] 1) e s R T o e i O U e 1 TR
o VIR MIAME S MG : ERK H1 PKA Mid 4%
[A-¥ CREB,ELK1,NF-KB Z 5 f L [fiZF. ERK
5T W ZMEZ TR, AR AL S
£ E W% (CPP) (Duvarci, et al., 2006; Miller &
Marshall, 2005; Kelly, Laroche, & Davis, 2003).
ERK2 FEACHZ TR Hh R 1) G B4 Pt ok iz
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FEM (von Hertzen & Giese, 2005). PKA &5
TP REACZ M TR o« 7E BLA iR PKA 1)
PHIFRIL, AR RS2 2T, A R
ST PKA (R 70ml LASR s T i 1k R 1242, 1 7
IU[# (Tronson, et al., 2006), SZIH A& B BLA 1)
PKA %S5 RAEAZ IR, USR8 531 AL
il X 2 A 25 T RAELCZ IR P DAL R R
Fio ALV JE 6 /N (MR 24 /NS BEATIEIZ 80,
LR PKA KM TR (Kemenes,G., et al.,
2006). PKA 7EicZ - IUE R 3es £ 7 I TR 4
F BRI — 2R T AEC 12 B DL (3 41
FRTEEEIA . RIS IZRGE 3T CAZ B R L o i
TEAEX AN, X P X AR AT 65 PKA 2 E S 51T
Fo

3 BIYLESHmEMIZIT

VEAZ P DL FE VS (R S R s R VAT 45 o B0 4
PCAZIRAE T A FAS LR . T A DL 40 B R 4y
FHUA AT LA 7 08 B 02 5 DR 2 LR L e ZE AT
A BRSO CAZ B 5 T T AR
o RIS IS SRR E B S T2
BT GRITRIRHL o 4 508 B P S 12 76 B0 S5 #
A CLE N B AR RS, A8 A A XANBY B
I, v LA SR AT i A AN (9 B CAZ,
11 PTSD, ZMEAEFI 254 55 (Lee, et al., 2004; 2005;
Miller & Marshall, 2005) . £EA {4 I 8] (1) FF 4R 45 Tid
ZIULE I RH AR ANIUSE IR, W 25 BT B T
IR I Sfe v B A 40 1 AR AR AZ ZE I PR LAt B A R
o H WX 7 T T 3 SR R R f Az, 7 T
PTSD (post-traumatic stress disorder). I JLHK,
Wi AR BB IR 35 52 e ol 7] A Ak kb VR T
PTSD J3 A RRMEPEACAZ . 5o c 2 TS E ML 05t
SEAEARILAEBE B AW SR, A R eIz K
WIAPAE, XA IR 25 i T T U8 N I
IX 83T I G 2 L AE AN M Tl FE AR A,
cAMP FITF 4% %K F, W CREB #l FosB, 25/
B AR BN cAMP AR BB ES ERK M1
CREB AR, X SeRuE (s ] LA 9 B0 /5 0
PTEMZ DL o X P AL () J 52 R R ALY 25
SH— B R R B ICAZ AR B S IR
4 BYEMRIEE

YU (7T H A 35 2R BRAE S ie 248 5%
AL -, i) IR A DG I 2 a7 AT
B AT T2 R P T LR K A AT 2%

(K9 B ALK 2 00 R P B30 v he ST A< S T S,
K A AR KA IR TC AR AT ] A5
6 3 25 R A2 ) I W LA 7 T AT
15, FFAEAE 25T P2 ) ka2 07 Thifig 17— 4%
S BRI ST A

RIS I (RIRIE T I BLAE PR Jo) B AE B 7)1
WFFUHE 2 (9 JE B AZ P U 4 4544 AL R RIE 5,
W 2 SR T IRAICALAF A K 2 AR e is A0 A 1
ST, DR RE O 22 1 40 B AN 237 WL AT DG B )
I DX A7 LA B AR ER B o A2 IR T 3 R i
AR A0 1SRG RN AR IB 1A Al s B FE I
I e 77 300 e DR 3 O R R S E R A A Al SO
LR RS 5L PR E R, XA A
K R A P AL T [R5 0 e Ao K P I 53 L
T FRIE T A AR L5 30 B ™ 8 81 4 R AR A S BIE 5
PR A A2 B h RE SR AR A B . 1M
[P B G2 A 2 W LA RO 5 LR s A 5 Ao 2 ok 240
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Memory Reconsolidation and Its Potential Neurobiological
Mechanism

WU Yan, LI Yong-Hui, SUI Nan
(Institute of Psychology, Chinese Academy of Sciences, Beijing 10101, China )

Abstract: New memory are stabilized after an initial learning by a process called consolidation, and the
consolidation theory proposes the memories are stable once stored. However, another date indicate that reactivation
of a consolidated memory can return it to a liable, strengthened, changed or even erased. This process has been
named reconsolidation, and is hypothesized to be an important component of long-term memory process. The main
point of this review focuses on the progress of studying on the potential neurobiological mechanism of
memory reconsolidation. It will provide crucial insight into the mnemonic function and some
exceptionally strong and salient disorder memory.
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