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FHMTIRICIZHRIERFHCER
R EAE R R EHLE
WHEX ERE K B B F HERH AER

(HETE T R 2 O A2 5 A DTV DR 2O BB, I BIE 5 ool
JUARAGOIE R SN B E S SR E, )M 510631)

# OE AT AR E R BRI R IR FUE XAHE Y T AR 20N B AR, RLRERTRED
B R B 750 Xl it 0k 2 LA R SOS0E RO BRRle, it it ERRB RS, MEEBRE N EF
M AT I AT RA R, B AT XA 6940 B A 5 R A, ARXLAENA GARFR AU ARR
R b, BT 5 4. At REL AR ARRKRTFRIRZFTHER, LARZEABARLGEZNE, HZ B
R RAEE I,

KR AW R BAE,; BRRT]

HHEES  B84S

TG A I B A BT I iC A2 7E W) Phelps, 2013), Kt SEHUER] T $2 0T F3E 7R 1
WIATE, H—BIE Tk, MA S 2B IR B 224 BT 12 DA KB 1k R AR R 9] T T B A KT
AR SRS R, ACAZIEAF TR R ILIE B (Agren et al., 2012; Li et al., 2017; Liu et al., 2014;
2, BIEIZIE B 2 — ey, 2 LR id12 Monfils, Cowansage, Klann, & Ledoux, 2009; Schiller
WE G S EH M BARERS, MAAHNE et al., 2013; Schiller et al., 2010; Soeter & Kindt,
RS A B AT R Ra & ok, B Rie 2015; Zeng et al., 2014), (AL —LLFFFExTZIER
TP AR, A SRR R AMERSE 6 4/ (Dudai, PR T B B8 (Costanzi, Cannas, Saraulli, Rossi-
2004; Nader, 2003; Nader, Schafe, & Doux, 2000; Arnaud, & Cestari, 2011; Goode, Holloway-Erickson,
Sara, 2000; Schiller et al., 2010), X WA . W5 & Maren, 2017; Chan, Leung, Westbrook, & Mcnally,
o R DAL, HETT VAT R 6 f e 17 2 2010), F T HE BT PR A AR IR ZURC 2 AL
ARk THESE . R T 02 I E Y BE, ARk LUK ARG 5 D 33 % 7% (Post-Traumatic Stress
LT MR B T PG, FOE Disorder, PTSD) . £ J&F% % (Anxiety Disorder) % Iffi
BT WORE A AL, feinte o RPORIATT LRTHTR, GTAERZ SRR AT
[& 15 8] 7 (reconsolidation window)PN, i 254 . I, AR5 (b 2B 9 AN DB A SCRE A
0% T BT B AL LB R, Blisgyye  NFPPEMSIIBIIEI i, AL SR T
AR R TR i, e PSRRI R IO IEERLE.

1 RYH & % (Schiller, Kanen, Ledoux, Monfils, & 1 EEMREmEsEEER

SAFHERAEIT I B e % M B PTSD Bt
W H Bz 2018-04-10 FUARL P 108 1 15 28 T A A o R, TR T Ok
* A HAREIERIHG1371057), BEHSREIE proemug oz 358 R E 5 IR SR (Kim &

@A H (142DB259), I A4 F1 462 3.4 91 H STV S
(2014A030310303), S CoBRNR 25154 S 3L MLV D) Jung, 2006; ik, XA, 2008), PiualUE

B N & By D e arr N T I I 2 F I ) R SR, 1 S sh it A7 DR
WIEIEH: HA T, E-mail: zhengxifu@m.scnu.edu.cn PN IR S5 4 H13%, unconditioned stimulus, US,
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ety MRS TR GEAFERBE, conditioned
stimulus, CS, 4075 ¥ . ATCECERED)#EAT IC FC I 25
(CS-US), ZJaMahWmiEmiX 1 CS i, Hak
U SRR R N o T 4 SRR R R R
B, HURVLEC US i, Sh¥ent A A% CS 1Y
ZAFPERMEL RN 2238 1 2 (CS—no US), X f#%
FUEH RN AR ER B MEREREZbNA
P I PR E X645 )5 N A . RMELE S AR
FRERITIE, RILATHIR 2N HIEA B (Hofmann,
2008).

RAEFHPXT CS ByEAE 07 REAE i 3 1 R I
GRATFN DA, H 53 ol L F S 198 S A2 AR e i
TEZFEOLT FIREREE BB K, LK (renewal)
RE B3k A5 (reacquisition) . H & 1% & (spontaneous
recovery)., I f#(reinstatement)%F(Myers & Davis,
2002), EEEMHEIRH &AW Z /I CA ARk
RARILIZ(CS-US), M T —Fh#r i iH R 1]
2, BV ] 0 42 (CS—noUS), W # # B 5% 4
(Bouton, Garcia-gutiérrez, Zilski, & Moody, 2006),
ARBYAT R 2B R PIMIC A IR I 35 Fr iR 45 51 .
WIHREMICILE G B R, KXW HRARTIL
EAT I PRYA Y 0 3228 () J 00 fR] B 407 3 R K b 3
RAVRICZ, —HEFRENRENRS(EHE,
I FHEHE, HAH, KA, 2014).

2 FHMREMERFIER

VLAEK, (812 P DU I B PR ] B A 5T AT
HYRLEF, Ay fife e RV AEL T 1B A7 1Y ) 4R 3t 17 3 1Y)
B CICEILEEEIN, MiCIZER R BB,
JCAZF FT REBE E AT RO (PR BO#E AR RS,
X5 S R I U e 12 B ILE I A
RACZILE M E R, e ILEAN R AR IR
ZJa, MRS N & A A OO A 12 BB
WZE, MWIEZ AR R Lo Rtz
A, Z5WAB B RS FAEERE S,
W& e 2L g B X (R4, 2=, S
B, 2009; R, KR, THUK, BAE 1, 2015),

PEEE I B RUBACAZ 251 & WIS %) 51
P FE . BRI IR o WS AR IR Rk B At L
S, R RMEIEIZ & T s I R R E
(destabilization). WFFTUERAIEIZ 98 BB IR IUE,
I 7 P DL I B B ) o B AR R R e AT 2 B
ST, BB P S AR AR R A,

MTZACAZAE B 03 S RE B B B, 3 3 B
L2 ] BB O B B B4 A Bl (Duvarci & Nader,
2004; Nader et al., 2000; Sara, 2000), K, #id
45T 2 BRI R R4 2 50 I H LI 4 5
AT DL EAZ IR 9 2 TR, BHBTEAZ 09 B
[, IR X} CS BRLME K M  Kindt, Soeter Fl Vervliet
(2009) By St A B AE i 12 PR OL I B B B
Z AR 157 .0 45 42 (Propranolol) #E47 T 11, Wih
THIR T RMHICZ .

PRI Ay SR8 4 L VBT 7 28 6 14) 245 40 %o A AR 8 7
W, BTLAABERR S N F IR A . O %
YR NI B EA # M, PR R ae AR
25 7 IR BRI RCR, W BA . i)
WFEE AT f R R A AR 25 147 T 10T B
IRIFHEICAZ AT BEYE . Monfils %5(2009) 1 4513
Wy B AT T IR T R 0 S, H AR R B
) % PN FH AT R TR AR T B3R T RMELE 2, BHAE
TRYEICIZ R A KRS RN E T AR T UL B
7 Z AN TEE IR IC A R

Schiller 4£(2010)KJ5 ¥ $2 B SLHEAT R 1R
BB —R BN IR, MAHT A, 43R E
7RI R T TR T BB R K, HAUR
FRe—AE L Lo R BB T — MR =R
W 5 —RMKFERMR BB
FMICAZ IR —TE 1R B B, J il o 2 3 — >l s
FIHRBUR IR —— AN ERBE L A CS+, BE J5A 1Y)
AR Z 3 AL, 10 4005, RI7EFI
[ 2 TR IR, RIEI—FR Y] CS
AN ERBf L7 55 = R ARV KRR B .

R, FE L BB R B A AT R
FUEELMICIZRTITH, HAETE A4
BH 1 SRR R R B 9 & K, B ARG i1
PRI AT . AR E LR TR E5Em
FPEICIZTHIR, WA E] T — 8k 45 R (Oyarzan et
al., 2012), WA N TA7 8T M54 T 1P
Py X, & B 7R T AR 2 b P ROR 2
L4 (Ferrer Monti et al., 2017), oA 152528 2 FE N
B B T T AR 3 — P I [ 47 A 3 =X Ay s
YeE 2z —, TR R R i A AR A TR
Ko FATHFIE LI, BB R 6T LU
EZMEICIZ IR &2 & (Li et al., 2017; Zeng et al.,
2014; BRfF %, 2018; JERERE 45, 2017). BARREE:
H— LS8 2= B0E T 4R BUH R S 20 7 (Agren




270 O B R 2 it B

%27 %

et al., 2012; Monfils et al., 2009; Schiller et al.,
2010), fHZ HHTRFA7 0T B S B0H IR 38
B REAAFAE—LE 4+ (Costanzi et al., 2011; Kindt
& Soeter, 2013; Chan et al., 2010),

PRI LA SR A5 e A TR YL A T R 4R i
TR AR B 250, BDRTIB (e 12 T I Y
“H 214 (Elsey & Kindt, 2017a; Sevenster et al.,
2013), BUARFTERY, X2 R G R IR
1CRSRIE . PRI R 2 AT | $RINER R MAAL,
VLK T 4 1R %5 (Beckers & Kindt, 2017; Besnard,
Caboche, & Laroche, 2012; Sevenster et al., 2013),
FEARTEICIC BRI B, #RAEFEIT b A 4 25 )
#2352 W ) 2 A5 AE B R IC A HE AT E R,
MIMTHRAE T B 2 BE A B UH IR iCAZ I BLIE & K
PRI AR D 0 P2 P I 8 174 3 3 A5 P F 50 R 4
T TS A5 A T AR TR T SR T
PR R LR B BESE, BEAEHEXS ICAZ I
SEARATATE, DA T 4 X6 P, 8 30 S 2% A AR AR 5K

3 BEICIZRMTFHCE A HEH -
AHEHR

31 B/E&

AR IR TE BT AR IC 2 1 26 A AT 2D [ i X,
RARIEZ B A R K T A NS S,
HR X T AN R T IRl — € R T RMECIZTE
A ERIRIE, Agren Z5(2012)%% 22 £ #GR 7>
RPN, SOG4 A B I A AT T AR, X
TYE 21 7F T3 DL 181 B[] 7 20 i A7 0 1B (R Y TR ST
B, 4558 X A Mo 7S = R
B I B T RVYE A B, AR TR, ST
I 2 A U A R /> T i CS SR 4%
FIOE I B T 2 5 2R a6 . AT T BAZE
18 A~ H e %t Z AT i A TR B, 1 iR e
B R AR A I, S5 R I, RN RRZE A L,
SO0 2 ) B TR D b B RMVER P LS . St
A, % B2 B0 = IR A A A UK T 1 0 RE 08 T
18 A~ H Jg X Bt g 21212 B3R 11147 B (Bjérkstrand
et al., 2015),

Schiller 4£(2013)Ay—I0 fMRI 57 45 AL UE
W T ARG TR 20, R AT B BT Y S5 4 4 ARV
1R ¥ B B T 4 gk A A AZ IS o Sy — BRI S
FEHH, RO IR JE IR T LT R I R R
Ik RLEIE1Z, Johannes K H:[R] =5 1) A 45 B IR

1 A 5 e 22 R B S U/ T K ke 1 AR,
BORZ DA LIERE 6 N $REGH IR XS T XF
TR 2 T BB A8 R 2 A 1) A 4% 19 1 3l (Bjorkstrand
etal., 2016, 2017), XHE7R T #2 I Fyu X 80 2
PAASATAZ S SERE A, R 7 3 R S 0 T Ay 4%
HITCAZ o 3% F1 Nader 25(2000)%F K B I BFFE 8 78 1)
T S S A A% B 1 BT 6 A A BHL LR 2L S
TZH FEDLIE 2538, LA K Monfils 25(2009)% A 2
AR E T B R S A T M SR A
AW A

3.2 ERRMAETEH

JI8 AN RTA7 - 2 J2 (ventromedial prefrontal cortex,
vmPFC)H% 1A Jhy 21 45 S5 o7 100 4l ) G S i X, [+] s
WS 53k, BIREH . BEAWEL ST,
vmPFC 76/ R E AT 2o SE s il Fn i 5 |
SR R R E BEEEM; ERER
WAL NE P9 00 8BRS 1 A, E AR JE 43 3R
B B A 23 AT S R ) W D B F (Boes et al.,
2011),

TE Schiller & H:ABARY fMRI L5, 1E#HR
TH—RAIFLUFAE: WAAFE CSHYILHE H
iy, =4~ CS—AILEH S K, Hrh—4~ CS+
SIPAREL, T — AR, X E WA R
B CS+A Rl REL I UL TR, T A w42 B
CSHEA AT, HEHT TR XN
IR HLAR B IR AT AT R IR, AE AT IR
B A B, SREA AR TR R B B T
vmPFC &5, i H R KRR CS+HETHIR
B & T vmPFC (W25, BIREUY CS+LL K CS—
7 vmPFC M2 58/ . X Ul B 5 & 50 1R
KA, ERBUERER P, vmPFC £ 5 1958/
B RETE A A F IR, FRERH R MR IEC R B &
WRE o BRILZ AN, XFAA A% FIHE Py A A i 2
REE AT & B, 45 ] 4L A i X 2 (8] A9 B g i
20 T HE B B 4H (Schiller et al., 2013), Agren %
ANQO12)MAFFR MR, RIUHBEE S vmPFC
Ry Y AN UN WS Y 7 N SO S S A S
T W R B0 IR A% 42 T 1R 7R T R T F v LR E A
TN SE, BEFCETES S AR S
I AT TR B BA 2 5 RS
Hoyg D 25 A B AT R AH 9% (Koenigs et al., 2008;
Phelps, Delgado, Nearing, & Ledoux, 2004), X i
7N T 9/0 vinPFC 1925 81 BRI R T IR 5l 52
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FRERIATT, IS - i B 1 E =22 I A B AR S o

QAT ST RS A vmPFC PR, E4RBUHIR
ST vmPFC 25198/, W REZHIS T vmPFC
XA A% B WEE IR RE 7, AR BT b el A8 3 R
FIHERT, BB T 00 (B2, X —WF 58 9 AN e Ui EH
vmPFC & X 73 £ BUTH 1B A1 4% 55 7 18 19 4 55 14 il
X o 1T HL R T 5 K W 4 8 45 68 0 W i XA 1E —
A, BN SO . TAEICIZ RTINS
) R %% M- K2 B (dorsal prefrontal cortex, dPFC)5%,
HAEH IR EAR R

Kroes 45 A (2016) W53 7] LML Jhy % 2 [ A
MR 7, FLERE R, EEER UGz T, ik
B RO AR, T LA 2008 55 24 AR B g I BHL IR
BUHE K, Kroes F AL, 7EHESREP, TH
) 7 %5 B % B (dorsal medial prefrontal cortex,
dmPFC) YW FE AT BEAR, i — 2D Ml i
A BYVEFABLHE — 7 T L dmPFC 1380
M S T 2HHIC 12 4R T
33 §/5

5 5 F vmPFC DL R A 3 8k, s
PR FRR RS, TSR R R W
B ayEN, S0 5 R AR R R A
PERUEAH 2 (Orsini & Maren, 2012; Tovote, Fadok,
& Liithi, 2015),

Milad 45 (2009) £ X5 6 475 122 0 B 19 B 120 A
HR 4 B Ty 1R A5 1 B AT e A 4R B & R,
AR T LBV R Bk, AR BT AR A B
TEIC A B I B T L DX 3ok o 0 R R AR, A
Kroes %(2016) 5L 56, A FHFE R Y 2k 2 mij fil
H LR R IE 2 B IL R, SCin g R A,
Bt 5 AR CS+HRYRMELZ Tk D, 1 IX Ik
T R AR AR R, XU WYV D sl e A R 4 — e
IR E A AR, MITREAE IR (H R e 42
BT e, WX — i X R R A NS5
B, SRR SAERICT I
I,
3.4 HihX

& Foa 1% 24 il T.¥18 (Emotion Processing
Theory, EPT)FRie, ZLUELAH 4515 LS A 1) TR K b
B, —EEMEM I E YR, —RAEiE
1P M R 22 )5 B # 5 B B (Foa & Kozak,
1986). HNFTSCHrAR, $RICT WE 74— A
e, PR 1R (prediction erron) i JE — 58T

FRMEMERXELENN T KM, 7€ Rescorla-
Wagner FUHEFRBIAR g, By T JRA TS 25 3 3L AY
US SEBr B B, X RO AT A 25 R i I B 5 5
By A 25 R Z [ AR TS RESE I T CS 24
(associability, B AFri#E#EMIGES) (Rescorla &
Wagner, 1972) 314k K5y £ M, ic1Z$2 5By
B T B 158 2 1004 BB B ) £ B A P [ Y ¢
i (Asem, Schiffino, & Holland, 2015; Sevenster et
al., 2013). HUA BT BUY AR (61 )50k CS+It
BHu i, AEAFRIEAED), oA BREH s,
WA WU A, WEAZ A AR I, U 4
PRIBIC1Z 2288 %E (destabilization) 1) 6 B 45 14 (Beckers
& Kindt, 2017; Elsey & Kindt, 2017b), —#iA A,
ARV SRR 1 BUH S R 0 o 2 (5 5 A2 5,
Bl N2 5 2% 3] it 42 (reward-learning memory). 2%
- 2HEE 12 (fear conditioning memory)%5 . 7EIE
i b 2% 7 1k 2% >J (appetitive conditioning)#& 7l H |
Z W fE S A R B B ARG, R 2R
N LE IR A R AT R e — Fh R 3R Ak
AN I BIRY, (HJ2 LR b, TEPOEE SRR
AR ME LSS B £ U R T AS IR I R R (L &
Mcnally, 2014), X & AFPERMAIN =, I SCRK
(ventral striatum, vStr)#J {558 A A% S B T
A 55 3% 09 48 BE (Schiller, Levy, Niv, Ledoux, &
Phelps, 2008), >4 T B iiF T 5 38 76 RLE IS B B
FHH A, Kroes %(2016)3 i 447 i 20Tk
AR 8 TR i B AR R AR 27 194 R LA 5 =2 T 118 06
R, RBFEELEP vStr HIERESE =K
BEARMKE SN EEBAREME, HEHRT
Kroes % AJFIRH A EWMER, H2a0T
T R SCR PR i R, T LR D SE g
PR\ A 1%, 2N X S N RE L] — 2 S H
TR R HH . Bk, RETATFRE LN
TSR AR SR IRCT B P i OGP AE L (HOR
TR R T 5 10 12 T DU FEL A R 2 AL 479 52 SR
Mo B, S RMECAZ Y T A5 DR 15 S 1A
FEMBAS G DX, 52U IR B R R 1 C R B SEAE,
I i B T 2 I LR SRR o

4 FHRIZIZRETFFSEN R E L]
R

41 B
— MBIy, FEAEG I RME IR SR, o
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TR SRR R A FRIE L EREHE,
MG MR T, EIMIB T IEES
RAR 2% 3] P 22 T RN AR 27 2] 1 42 50 19 43 B8 (Herry
et al., 2008), i 3CTELIAZ st it A
BIRAA AR 0038 43 s A TR AR BT B i
0 TN R, XA 2SS R E DU IR
B, S SEg EAFTRFh Tk — B s

Diaz-Mataix 4 [#1BA (2014) % AR 2 )5 78
KR P R O A A R T R R
(anisomycin), BERERH IERLEICIZHE ATRYLE, %
ST A e AR PR H Y Bt CS—US 2 [ 14 Bisf ] i) s,
IE B T B R Y 7031 48 1% (Temporal Difference,
TD)W ] LAFF 3 1A TR o 78 S U R R A
S VUZH, I 2 A3 AR S A A T g A
BHAEAETER, NDWHNZEFNA, 755
TESMNA A I BB AR R E
PRAE SIMIIAS A A% B i ACBR B B A 350 14 /8 BR
TEFRE 24 /B2 AR S 0 i AR T oAt =
Mo AT IMAAAZ 9T IR 2 2] W 48 78 X
BT R HINECA O, T LIS 5 N A AT (medial
prefrontal cortex, mPFC)Ai% 4% (Orsini & Maren,
2012), XITHUL TAERTHEER H, it
EE WA I R N R e, -
vPFC #1255 JIT e 19 1 F & — 350

AR, 2S5 5 e RS E B R] P T A 4 0
SRR PR @ il A N oS i AT TE | e SRS 3
WEA A . A TIEMMATRA LS, Ahfiixs
R EEFE B F 225 (zinc finger protein 225,
zZif268) AT PR AR AL HEAT I o Zif-268 REAS AR 4f 1
St R T AR T F L T | R ) 5 fih AT
ARl . SR KB, MR TFE KRB MIE 2 AR iR
B B AR s CS-US AT IR I &, A
45 %8 CS—US Z [BI s [|] [A] B g A 7 4 B iy /e, b
MR Zif-268 W FIRER T3 Sh I . DR
TA Sk Xof DR TR T8 ) T A0 A 5% R 000 2 i e A A%
P ROCERIE R ULE AL . FOESSS
T X P AS R I . XGRS T RSN
R ) B () A A R TR 22 A S AN R Rz, I
AH L M s — S A L TG B AR AR .
4.2 FERMBTEMH

W58 & i FH s A, A58 vmPFC 7EiC 1242
BUSEE P RER . Quirk 28 AR5 & BH, vimPFC

3K — i DX 45 A R XTI AR I 1 2 2 IR R R
i, (EZ AN T IHIBYIZa A2 PR :H(Quirk, Russo,
Barron, & Lebron, 2000), Milad 1 Quirk (2002)3#
— PRI, X TR 452 i i R I 2R
KM, fELRI CS IR, FI#HH vmPFC X,
B RME R AW T, M4 R Y], vmPFC
BV HOE M T RMER Rk,

4% 1 JZ /2 (prelimbic cortex, PL)/E & vmPFC
R —NE 2, R RMRRGR A R W G X, JF
AZ 5B ICIZ B AN ILE (Laurent & Westbrook,
2009), Do-monte, Quifiones-laracuente F1 Quirk (2015)
F G BARXS KUY c-Fos 4 Jfd (5491 7 RV e
A9 —A, T LABR I 20 D= 5 B0 A T 5T
R, RRAR TR WA Bl 2 2 B 23 B A I [R] 1Y
AR A AR IS5 FLBI(6 hyXS R 2
PICIC AT I, T B 3 MO T 30 2% i Rz 2 -
I HMU A {7 4% (PL-BLA, basolateral amygdala)
PR, T RERE IR RS 1024 h, 7 d)I 23 2 A 6]
NG R - ik = 55 8% (PL-PVT, paraventricular
nucleus of the thalamus)¥f i, X 3B M4 RLUEICIZ
PR, R FR MO R (] % 23 B A TR
R KLU o Penzo 48 A (2015)3E— 20X iX — 4L
HIEAT THESE, & PVT MHIZoCREXT thJe i
% DX Sl A7 AR AZ Bl 2 TR A T, (A R
ICAC AN T, X AIG PR [ N A 287 R A
“F(brain-derived neurotrophic factor, BDNF),

TEfRE L, ST EZ R T 320k A SN A
R BUS, 32 R A 50 og 1 2 18N,
AT vl T 1) 3 ] 50 ol 00 B i B U2 DX f 22
JC2% 45 (Ishikawa & Nakamura, 2003), #7310
B 20T BRI o ok H AR R XS 15 57 A —
BeAr Bz SO o AT A A 5 A B R T R AR R 2
TEAR BRSO W S . BRILLASE, &S
UE B0 B i P 2R (dMT) & 2 S S A (B D
24 h)Je R F2 IR, IR e ERMECHIC RO PR B o
43 85

— Ny, B CALE AR TR, ieiZ 4
DU b 78 i AL 2 I BRIV A 3 K 1 )2
DRERT B &/ WD U N N bil ST VAR SR SRl B -
IR E) A AW R ARCR, AR T P A
I B H (Schiller et al., 2010), X 7] fE 2 H iR
BT 9 2K B A8 1 4 I R A2 B BB S 42
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AT, LSRR R RE

Debiec, Ledoux Fil Nader (2002) ) — il 53 &
B, A0 T 98 1 A A8 35 AR A A B R U v
VA3 3 1 S A T 1) 2R 1 A AT A 5 AR
GRS . AT —2 R, Bl A~
145 45 KUJG P HEL, s b AR IH A7 7
BREETR T X T S e L TS S R T
Yo ¥ I A PR AR . EL Tshii 45(2012) B9 — T A
45 SR 00 3 W4 BRORS 3447 8 11 5 T 12k T K
Fifg SRR AR ERMRIEN 2. BRTm S, WF#
BTy R A B R T S e I A

Graff 28 A (2014) 78X} TR K B m R 02
TFGEIT B IR, $ BT 00X iR o7 7 okt 8l 18 i
ICACHRTF IO o AT K B A B g B2 BT
XS5l EmAEN L LB 2 (Histone
Deacetylase 2, HDAC2)JH 15 {135 Zh 5 o ¥ £ 50 Al
SAPE AR b, Rk A a7 S I 1L TP R R
M PR P SE 5, AT & BLAE IR s U
PR X ) X I S HDAC2 R [ 4 57 B A% 11 1B
L RMEICZ . X ZE /UL HDAC2 JE [ i 571
RERS e H2 U R U 20 A JE LU B ic A it eV .

7 RS s b, X FARECT B AR R
B8 T BT O 10 1 B RS A AR R T I 4
XA fE 2 R O e = 48 B T X T R A PR
TR, T 3OH T 5L 50 Tkt IFOR 1 S PR R
TOAZ AT A BRI, A 4 FYLE R R E
Ivi) st s 5 1T 8 2 R Sk ¥ A T AR 2 2] i 5 U
YE, & BE RE 3 i th e {2 F R iy %ok . (12
Graff % NS4 R AT, AT B,
TE T 3 — i X 0] i 5 38 3 RO A 56

5 BHESRE

PnierLY/ PN PPN S e 8T S
PRI A2 1 48 BT T 2R A2 e T R Y8 52 1]
AN R B SR BUAE R B2 J= b, H R R B A
P AR SRR I B = o DRSS I P i
WU EAR T Pl R R AR, HEE
SRR AR AZ P R T B X X T
PSR E A AR S eI X, i B HA B
SRR SRR DX, AR e A DX ST 5 R
(955, 3 SE AT A T 2R o (W] 28 F 52 19 56 TIE AR
Ko ##, vmPFC TEHEGE T P 94 B2 (A
TR o AES R MEFTE R, FATE AT ISR

JUANTT T o
51 FAHMBARIZERFHREXERNBE

AR

CAWFFEUEN], A& 52 3 B 7E
AAFPERME B SR T G X R B 7 B AR
(Schiller et al., 2013), {H H fif 5 F 4 £ 25 % B 5T
I Jr W AE A A A% — I P00 4 I BT R
IR 51 2 MM X AHE, BT A Bl (ACC)
JEMBCRA (vStr) . R AZ (Caudate) | I3 & (Insular) |
T HMURGE T (dIPFC) % . Agren %5(2012) & B A
HEA DU )X PR A AL S I . SR
H LR AT (0] 2 AR e vtk T IR AT T ER U IR
HISEEH . fRZ MR AF5T#0 & B M0 A Fs ol
(dorsal Anterior Cingulate Cortex, dACC)I#4iG 5
S5 5 (Cheng, Knight, Smith, Stein, &
Helmstetter, 2003; Knight, Smith, Cheng, Stein, &
Helmstetter, 2004; Milad et al., 2007; Morris et al.,
1998; Sehlmeyer et al., 2011),Fullana I Sehlmeyer
H R BTG TE R 2] 1358 2 IR I, dACC #R 2 #
#9% (Fullana et al., 2016; Fullana et al., 2018;
Sehlmeyer et al., 2009), dACC 45 1] A& M FiT ik 5
52 TR DA R B R RS I E S,
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The effect of retrieval intervention paradigm to conditioned fear extinction
and its neural mechanism
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Abstract: The memory reconsolidation theory holds that consolidated memories can be reactivated into an
unstable state again, which is called the reconsolidation process. During this period, the activated memories
are susceptive to new information and therefore, the interruption of it can update or eliminate original
memories. Behavioral or pharmacological interventions after memory reactivation are proved to be an
effective way to extinguish fear memories and prevent relapse. The behavioral intervention, which is the
so-called retrieval-extinction paradigm can eliminate conditioned fear through applying extinction training
during the reconsolidation time window. The neural mechanisms of this effect, however, are still largely
unknown. Based on reviewing present studies in animals and humans, we concluded the critical brain areas
which were proved to be playing an important part in retrieval extinction process and their effect
mechanisms, including hippocampus, prefrontal cortex and amygdala. Furthermore, we summarized the
controversial points in theories and manipulations in order to provide insights for future explorations.
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