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TaW xfBk FHH
(RIS WS EEHERTTEIT, WTHIA LB ST BETEIT, WIHIR P BT RRE 2, RS 475004)

=

B 7| 74 1B #& 4% (immediate extinction deficit, IED)Z 45 £ & ML AL T 13 )5, L RP#HAT 09 B I 4 R 4

¥ A LTI IS, IED TH L HBRBHG BB FFES4LIANTREA L, ESREKET, 4
RBIBIHIE LR F5 IED; mEFFREKG LBMAKTFEHT, PFRAERAXRKIXRTRE H 2 FH235

OEACE

I[ED #APZ A FIR TR B g R EERET R LR ERAL, FFF LR E51 251K

# (basolateral amygdala, BLA)iZ & 244, & J& BLA @i #4F % fkdy ) 2 2 7 38 A2 A7 0 8 A 49 ) 31 40+t
ARG ES KRR R R FE B2 BB ARG KIER, FFRANIR I de T RACRR 20 3 RAL NG R L9 A
KR FAEAM, BRI, BHKTE, FHoE

SES  B84S
1 5]

A 2 5 T A ity BN AN R L bR M
JETFREQIM R, A AR SRR N UM G RS 14 XU,
A0 B4%5 J5 R 34 = 5% (posttraumatic stress disorder,
PTSD). AN =4 % B i 2% 1 Pk 2 e A2 2
£E RN N PO 6 B A 1Y) 2B T 9 B L filf (Careaga et
al., 2016). JG i 0 il 9 B 22 AR G0 12 7T e 2
PTSD 8 TE QI KU 5 TS R v 7K F B g B
R (Weston, 2014), Z& 4 R4EE(fear conditioning)
ZHAFR AR . Rk HEBME R WIKE
FHFE R Z —(Vervliet et al., 2013), 7EiZGIHE,
*/I\EP@M(%I(QD?S%L, conditioned stimulus, CS)
Z W5 R E M ¥ (&, unconditioned
stimulus, US)ACXT B, MMAI15 CS B
US B, JE R CS-US MRMRICIZ. Z )5, MA
YA B CS s A RV N, RISk
R, WE S EHIIMATERE US 1sRik,
AEXF CS ARV [ W & B WAL, X —id R
A IHIE (extinction) . ZEVHIR 4R, AMARZETE]
CS AHHzR US i BE, L CS-noUS fYiHIRIC

il
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1Z.(Britton et al., 2014), LLIHiE LAt 10 5 #2571
SR BRI R B Ok o AR, BORER
PR RRAREZ R A Tl IR, . ARE
i — BRI AWK E) . CS BRI B 5 TR 1S
SRR (228 . TR Z UG () (Vervliet et
al., 2013), ZMAE R IR R, WHIRIF A #EIR
JER B RARAC AL, TR 7 AT — o B i
MCHIRIENL), 5 RMEIC LA B 58 4 ok I 45 R
FEI o [) I 2R AR T A, 2 WY T 2R A A 53 AR S
o, MRMEICI AR HORRBS 5 . B TR
WCICFRAIC IR TE R &R, PrLANG s R 1212
S 55 AR A B T RLIERMA R &

BRI ICICTER IR I 2 AR E 1Y, Bl I
I EHER, Zad —DILE Ry, 1818150 E
TEIX AT SE H ILIE (] 67 B, G125 5 BiA T
24 B A7 i T 5 5 B B R (MeGaugh,  2000;
Alberini et al., 2013), 52 ¥4 K A AERMEICAZ L
[P I [H) %3 (15 404 ~6 /NI B TH IR I 2k, ik BD
Z 7418 (immediate extinction); [ RLH 2% 3 &K
B [H] G B 2 24 /BB DL R)BTHIB ISR, FROFIEIR
7418 (delayed extinction) (Maren & Chang, 2006;
Chang & Maren, 2009; Totty et al., 2019), A W5
KB, ROZIH IR AR B A R R 2 R
T4 38 9 38 2H B9 R B3 B Hh B I p MR R R
(Myers et al., 2006; Briggs & Fava, 2016), Myers
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S5 N (2006) 4 P, B 220 38 3B AT RE 51 A2
(unlearning)”id #2, B3R T RAEICAZ IR, Tk
RIHIB 5| KB (new learning)”id 8, HETE
JGHT) CS-noUS HIRICIZ, 55 Y CS-US ZHiL
CACTESr, BT LATERESE i BN 24 SO 23K AL
SR, 205 9220k A N 26 Fnmi v 28 sl Wy F 52 1 245
SERWY, B 203 1R T RME A AT S LG B A B
RIAEERITEA AL o, —LenFse kB, Bzl
TH IR FIE R TR I JE X, Hh 3 T 2 A
H & ¥k & (Alvarez et al., 2007; Norrholm et al.,
2008; Schiller et al., 2008; Golkar & Ohman, 2012),
BT Z VTR, EAR RN Z0TH 1B 2 I E R
B 2 7 R I v 7 2 B L ML S ) % AR AT
{HAE 24 /N (Woods & Bouton, 2008; Huff et al.,
2009; MacPherson et al., 2013; Stafford et al., 2013;
Merz et al., 2016; Singh et al., 2018)m¥ 48 /i
(Maren & Chang, 2006; Chang & Maren, 2009; Chang
et al., 2010; Kim et al., 2010; Chang & Maren, 2011;
Fitzgerald et al., 2015; Totty et al., 2019)J7 A9 illix
o, B 209 1R 2H A R SN 5 A T IR 4 Y R
S I T2 A, T S A8 9 AR ) R i AT 2
T B THIREH, 3R 0T R 2008 18 7 A i 2 AR 40 )
ROV AS I AE IR IR 7 A 4R A, RS AT T X —
S FR 2 hy B %) 3 1B Bk 51 (immediate extinction
deficit, IED), XUER—BH)SLIRLE KM, H—
PR SR AE S A B 20T IR Y ROR, TESRSE R E 1Y)
THBL R 2745 IED.

2 53 B0 203 B AT T804 05 08 L T
T390 T P B SE p gz v, IR A Dy 2 BR
Tl 5 SIkE P B % R A5 350K 1 (Rothbaum et al.,
2014). 73 4b, PTSD &35 R WL MR 2= 3 RE T Y
B4, JF HAMIR BEJy Bk 4i 5 PTSD 4R A K
(Giustino et al., 2016), FHt, T B K& S
T IED KHAR YL, kA B TR
Xi PTSD i BRAL AR BUECR AR, IFA
B T RATAE Q0 52 85 5 & 18 0F A &b is H 1 BT
Bro ARTORs DRI 207 18 i 0 T S e, XA O
PRI R IEATAR L, A3 T AL 45520 TED 7=/
9 R 2R B A 2 A 2 AL, JF e AR R (A
AHIBEFETT 18]

2 HmMAZERRRIK T ERNEE
I8

HIRE—Fhae o], HBORE S ZFIRZ R

s, A FZURE 8 IED ~A KK Rt
T THT . BT — B0 I 18 45 B Y i I R
5% 4 e i 7K 72 30 IED % R 32 B2 2 (Maren
& Chang, 2006; Maren, 2014; Totty et al., 2019), #f
FEA TN, DR 3038k (CAn i < )3 5 380 T
LS FiF & (locus coeruleus-norepinephrine, LC-NE)
ARG 25| K G4 iR (Giustino & Maren, 2018), 1£
A, FRATAESRAE L3 me > SOh N
)5 NE /K -4 T & (Fitzgerald et al., 2015) 5 4k,
#¢ it Dunsmoor FI[E] ZF{7(2018) 8 H Z 147 %1 LA K
Merz Fl Wolf (2019)42 Hi 1% 4% [H 2 7] & £ 4% IED
B A . T TR B B AR X L s e (R
2.1 HIRFSIR AT B S RN 1 4 MR EE K T

X b 3 B 2207 1R A9 AH DS Y AT RS & B,
B 2207 12 ) 2000 SR 3 T A2 31 AR A A 1 g 3 2 g
17 2 M B KT B S . MG RS i g, Y
SRR YN b R A F T R AR S (D 0.4 2
%, 0.5F, 15 MRIK) (Myers et al., 2006)3k L # H
i — Wi (Maren & Chang, 2006; Briggs & Fava,
2016), #HLELAERHIR, RO ZI3H R 2 80 B A AL
S, FTDABHIERMESE & Y Ao 58 B2 O v S8 B (an
0.7 2%, 1 %, 3K), PIFMHIRMRCR T2, #
PR UEL AT % (Schiller et al., 2008); >4 Ha T8 iF
R 1 2%, 0.5~2 0, 5 W), RIZIIE H#
SR B4 B4 (Maren & Chang, 2006; Chang &
Maren, 2009; Chang et al., 2010; Kim et al., 2010;
Chang & Maren, 2011; Fitzgerald et al., 2015;
Giustino et al., 2017; Totty et al., 2019), LT L,
TOF 55 TR ) B s i T R 209 R PR . 55
WA, RIZITER AT ARH (R RMEE &, SURIE
FHER IR SR AT, R 20 R AR e,
AR IR o T3 o6, TR RMR IR A S,
S BIAE R RIE RS B-B FARE Z IR (B-AR)Hs Bt
FIE 259 /R (propranolol) AR K B Me K S, 45
SR TR 2R SR I 0 3 AR A2 i L R
T IED (Fitzgerald et al., 2015), LAJ7EER B
BFZHA T —REGES WS, 51k MR
JOF PRI R AT, AR R AR LT IR 2 4
%, BIVH R R A BE 4E FF 2 56 — K (Maren &
Chang, 2006), X %b 4k HLHR 37 £ 14 18 2 46 B 1 =
I 5 RIS 25 451 T IR IE A2 T 3 3L TED YR
Feo BT, 52N, IED J2& i TRUA 1500 72
(Bl T DROE M R, anvl i) 51 & B R
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VTG 2 e /K F- 7 B 22038 R AR A TS AR AR v, 3X
ol B CIRZS 100 1 IR 2 > 5 T B P (] F #f
o, RMEYE & 0 ORI 2 0 KT B R B,
T SE R T 1B S B AR A AR, HOH IR 2 ) AN 2
Mi(Maren & Chang, 2006; Maren, 2014; Fitzgerald
et al., 2015; Giustino et al., 2017; Totty et al., 2019),

TENFEFRAFE MBS b, 2 LIl A A
AR PBAB AL 1 T I 3 H o 5 O o, X T R
RO A2 Y B R AR — R, R
ZSTA 2 % TEA AR DROBAR A X — e it
KR, B R BRI ZH IR BRI Z R LR,
BPZ0TH R B S 1R VIR T 22 5, I RME AT i
B4 (Alvarez et al., 2007; Norrholm et al., 2008;
Schiller et al., 2008; Golkar & Ohman, 2012), %[t
FER R ROR 22, 3R B R B4 (Huff et al.,
2009; Merz et al., 2016), X 7 BH M BE/K - 45 = i
B2 IR SR IE AR

TR 2, o LRI 2 e R S 2 4 T AR
CAZ AR R R ILRE 2 B9 K B, B 2030 AR i
AT T 1B Y Gt A2 v e 3R IR 2R 5 0 32 i R
i, HAEHREMME 15 48 ngminr, 24H RN
P47k - (Chang & Maren, 2009), HJE1EH
I ] J5 20 24 /N JE B b, 2R N 23R
(Woods & Bouton, 2008; Huff et al., 2009; MacPherson
et al., 2013; Stafford et al., 2013; Merz et al., 2016),
X B i RS T RE S T IHIRICAC R LI
FATRIE, ZURICIZ SR I SR B Z], X AT
ABJZ RV 25 2] o A o L ORI 28 e AR S 2 i T
RUAH A ] FIRVEIEAZ B L [ (Cahill et al., 1994),
TX o i IO RCER S B MRS AR T B VI G
H/MEAE S, (R Ik 45 3 T IR A2 A UL, X
v B ARG N AR AS I AR AL . R R R
FUH R Z 0 28R A 2 15 Bh FRATTHE LAUJS 1 B vp
WE CS I, B IR IR sl 3 X i o o P R
A5 BAECAZ AT AR 1212 B 5 A AN (] 2 TR Ry 2R AR
AN R AL 3 I FRAEAEAS R (14 o 2238 % 1
(Senn et al., 2014)FIAF - % A6 ¥ # 2 oTBE |
(Tovote et al., 2015),

HA3F B R, [ED 82 DO R R i
WK BB AL S5 (Woods & Bouton,
2008) T BEIRER S . Ai, BT RS
THIR RS A i 28 [l B AEAR R AR B | 5 D0 %
1} )2 5+ T & (Goode & Maren, 2019), %34, #F5% W

N, NEMN YR E A2 2] 251 kL
SLHYSE I, S — Bl i 25 e AR 25 (Ebrahimi et al.,
2019), AR SARPE 2 HN R RNE R 2 il & K
UG PN A &5 R NE S (Mingote et al.,
2004), JFH, FOMEEYRFISEEELTEY
)25 K — D EOE R BB ), 1 LC-NE $f 250X
R MEARBUR, NE #1480 30E SR W%
il B 3% KT 3% 58 (Bouret & Richmond, 2015),
XLEZE BRI, ARk W5 B S RN AR v g
X Z B S R N SR, ST R B B
Yot AR BB g minge e, BT RLH B TED

SZ, Y AR G B O IR 2 noe K O
BARET, BPZIHRFOR I TR TR, P IR R
PICAZ IV, B kAR AT s 2 0 ORI 4% nb
A AR, B Z0 3 R A AE R 9 AR AR T 25 5,
HOHH AR K 24 ORI 2 e i KT AR = B
1= DL R AR E R e ILE, $8 IED, &
TAENZE OS5 M R AESE G vy, o7 84 RIS & i B
TR R AR PEEARAEE, WA BL IED B4,
Ji R AT B8 2 S % AR DR AEUR 94 1 32 AT
WEART, FBLPR A A AR, BV 284
A ARAL T R e ERR A, BTl IED MR AT o
22 EHSEMBFEELR

AN % 2 1 ST B R TN B L
HEAHSCER A AR AT I T AL B, X4~ i R AR
NEFA447#](event segmentation) (Zacks et al., 2001),
I — A FA LSR5 J5 — A fs Z Y 4 S
AL E, PR Ry FH A 5 (event boundary), 52
b, AT B8 0 <o e f B T e e
INCRIRE R, AR A g R AR R R AN K
%5 510 (Radvansky & Zacks, 2017), Dunsmoor
FIEFAT(2018) K& B, 28 i AR AT FH 18 22 []
AR PR RS AR |1 BR 15 4341 0 323K
HRIW IED, MR LE 437 % 2L B 2071 1B 1Y 321K
BWEAT o % 22 R 20315 1B 245 0 1R U1 2k B Pt 2R AR
JRINGSE R4, WHZ IR —E# K
[ b, A W F il A . Dunsmoor H1[R] 4]
N, BN RA ST R RBEENILE, RETLE
CAZ G 455 B CGRIEIEAZ), DUYEAR A J5 A
JefH R A5 B E R 18 12) AR (Dunsmoor et
al., 2018), WA FHMN A ELANZIHR AT HES]
RAFIR A3 BB EAZ i 8 T4

Totty 1A ZEA1(2019) 9 56 ik 35 424 21 FB U3,



CAAR G

FEL: BIZTH IR Bt ) S5 PR oA B H 22 2R A L) 153

AT TR BLAY 7 A5 R BE S 5 (l SR
1mA, 2 7, 5 1K), MAPRARAER TED B8 ¥ (R
RN ZR 5 RN G2 M W B8 15 404, BI4r By
RP 2034 R ) 5 7 22 1) B 20T iR B2 P AT LU 3R . 4521
BN, 43 BORTE 22 IE AR R T 7 AR R A RUR 1
B2, SRR R e, RVHEAT hIC2E
5o X FRWIIH BR 2R RS RN 1R 2 6] i =R B
JEAREIE R IED, A SZHESH il AR (Totty et
al., 2019), DIk, Totty FI[a) A 1473 9K S 45 i S A%
PP L e 5 R [ S F = VR € N ER
THiR 2% . % E]FE Dunsmoor HYSLEH, SR H
B US J&H 8 A O e iR OB & 1 F
R 7, X — US BRI A B 5R, DL A=
{4y #IBE e & TR, SFIEAN Dunsmoor Al
[FI AT g AR RE, R4 55, MARRH
AT AR Y 1Sk B AR A SR SR DUBR I
RSB IR 2 2] {5188 T-Pi(Totty et al., 2019),
R AT B — PR SE

1E 85 10 A8 A SR IR A B A2 2T i 12 i 78
AY5E A T H (Sun et al., 2018), #%iT, Merz Fl Wolf
019 ikB B A O — A, ¥ EYE
R (CS)ZRFMI N B (US)AL 55 (h & F2E >
1E55), @8R BR, MM 5IHR > R AETE
AR PREERS, B IED; W24 e AT R AR FEA [F] 3
BEnE, FFANREMEZ R IED, 2 W% ko s - Xt
IED £ W5 1E H o 5 I ENZ S50 IR B Y 42, 7F
XFIH CS #EATIH IR 2 > IRl I SUHEAT 138 CS 4%
P, X—HEAEMES TR CS MRS,
FHEOY BWIH IR ICI 88, &I CS Fgn
CS WM& S ER R AR — 5%, FEgilih
RXAFEE R US, ™A R 155 -US &0
222] L, EEIN A A AR, %0
SR H B ] B R SR i &, TAEIH CS BYH
IRIEAZ LI Z 45 T B4 R B R, BIEE AT SC
FriR Y TED B4, Pk, fEr e 52 AT 55 b
A2 B IED PAKAG BEXT TED 2 75 A I 45 1 H]
NBERHE o FHI5 L, TEDR NI S5 P R R 5
b, ANEIHIR 5 AR RS KA TE AR )
55 B IED #F4siH Bl (Woods & Bouton, 2008;
Chang & Maren, 2009; Singh et al., 2018; Totty et
al., 2019), FRUITE S AR K-, IED 197
A Z IG5

SNZ, YV AR T Y L ORI 2 e i K T

R, AR ZEREALR, 2
A IE B A, XA UK B e e IR 2S5 e AR K,
IED A/ 3 B2 J2 i e P bR 25 0 3 0 1B 12 A2 IL [ BT
o 2 EORT R R KF- T S BRI, TIED 2
A, AT RE BT RVE 315 FE IR 2 B2 A A B
Hy S A, BN S R Y 22 B Z0 R
AT BB 23 A VR %5 = i A i 2R 2 i UL, BHLE
IED 9774z, i WA i i 4 SR vT Re s 5 Al 5k
U ZMEEZ, DU b i R e i R &
F IED (Dunsmoor et al., 2018), {H HH[EHEIEAR
KI5

3 BIZIERERRAMEEYFIE

2533 HSC A R A Ay B, RATTE LR E],
F {43 %] (Dunsmoor et al., 2018)F11{E 5% 45 it (Merz
& Wolf, 2019)%} IED BY5¥ Wik 75— UESE, F
Y3 AR R R A R SR e R KSR R R, A4y
FIRE B AR H R IE 2 R s ., Rk, AR
TN A AR v R ORI M B K S5 & TED AR
WA 2R 2L o FRATTHE 1 S 28 PR ) i 4
Ji% JZ (medial prefrontal cortex, mPFC)—3&JiE /Ml 7
{~#% (basolateral amygdala, BLA)IX—#fl £ 35 B 7E
BRI R A% O, SRS TR 28 I v
PR RR S i B R B ST R B F(corticotropin
releasing factor, CRF) &AM LC-NE &%, 5l
CRF 1 NE BRI, 5200 A s e bR 285 1) )
520 mPFC-BLA FHZEERE, HEMIRZMR IED (174
3.1 mPFC # BLA B IEHIR

mPFC 931k /i X (prelimbic, PLY#IA A S5
MR R B FAPTHR, Mii% T X (infralimbic, IL,
XF R T A0 vmPFC)LE T B 1042 (1% DL IE A4 B
i E % OAEH(Sierra-Mercado et al., 2011; Giustino
etal., 2019). SRHDGEE - BORBE IL $iZ 0]
FEAGRY I R T FE R 98 R 212, il IL ph &0
AN 52 M I R 24 SR 45 IR 18 12 1Y i 47 (Do-Monte
etal., 2015). ALAE RS R I, IL B2 o e iR I
SR R 55 P 2R 5 AR ) ) R BE LE A G (Giustino
& Maren, 2015). #R1M, 58 HL o (9 S 2R 1 25
2352 L PP Te B0 SRR L R A FRAIG,
HAENLRIE (9 F) 10 4380, IL M4T0 B R
A5 05 F2 B K Y (Fitzgerald et al., 2015), TiAjA
W58 Y B 205 R 1E & AR FE X ], X AT g
IED A= i J5L R FLI TL W] LL4SE s TED (Kim et
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al., 2010), FERTHIRAS, IL MR A 2B #
L0 A OC) K T R (Siddiqui et al., 2017), 1%
i, Singh FIRZEAT(2018) & B, RIZITEIE4] IL N
c-Fos (& ITIE shbn i) R A 1 L Bk K
B R T AER TR A, (TR 2R TR
2H; BIZIEIB 4 E I IED, X Eess BE ], IL 2
I LA N 1 SR X I, T4 AR 12 BT BRI
[0 TL P22 JO SR G, T TL 1 22355 3k 559
Al B/ TED F=AE FARAR B A

BLA J& mPFC 7EZME % > i iR i 72 P i 5
R, WA EICE CS I US Bt fs B L R 522 %
A EREE(E B Y S8 X d(Maren & Holmes, 2016).
Hirh, BLA B3R (BA) 1] PL 35T YA & IR BE Al
ZEUTE AR T SRR, ¥ PL (Senn et al.,
2014); i) IL $5 04 4 oo 26 ZHE I 1B BB i
TG, VR T P b )k 2 ook 1L
2 TT I R (— PR AT SR I HHLE]) (McGarry &
Carter, 2016), X HEiEEH A%l BLA-mPFC
BEoE s, AN MG BLA-PL i 240l BLA-IL
(R 2 0 25 B R AR IS IC I AR S, R R AT IR,
X F W] BLA-mPFC 5% 5 1 % ik 1) 42 5 241 04 1
(Klavir et al., 2017), F5E 1, BLA fil mPFC 2 [A]
AHE A, BLA BRSOk A mPFC (19 2% A P B0
o3 B 45 (Cho et al., 2013), YGRS
mPFC 29 Je3i i BLA M9 %A71E, SR & HER i
T y- B AL T BRBE(GABAY R M2 IT, ARG i il
Jr 2 BLA 24451 (Cho et al., 2013), S5 F MR
PRGN ZR 2 A PL-BLA F 2445 P 45 5 1 AS 5%
W IL-BLA F 4418 #% (Arruda-Carvalho & Clem,
2014), RUEMR YGRS BN IL-BLA #45#h
Z G B 24851 (Bloodgood et al., 2018), #HiE
e, DGRBS IL-BLA #5938 %, 2k TR0
TR YLIE, T IL-BLA 3 B0 2B 10 12
K3 [E (Bukalo et al., 2015), ZE& LA F4ES, ZUA
AEAHIE, BT IL-BLA Fll BLA-IL 1 4545 53
B AT RE S AT, BATRIIHBE K. Y
BLA 247, JuHGd B 247vH), BLA-mPFC #4544
HEE PL AT, TR IL AT B, AT f kR
JSRVATIEZ & -S(=BI=STan VAN
3.2 LC-NE RZHIBUIES M BLA F1 mPFC Xt 7&

1BIHIR IR

LC-NE ZRGej& /N R 25 0 i b X, &
) T A B & 6 R A, Wz AR

Uife, AR . 014, AL BRI AT
RIGYEFN R B B (D, T, Chandler et al., 2019;
Hayat et al., 2020), 7 3P =5 7R 19 28 88 250006 T o
I 25 5% 1% (PVN) FILAS £~ 4% v e 2% (Ce A) 462 ik X HY
CRF #1470, CRF 2 M2 i g Bl 3 LC H, i
LC 1 28 70 il Hia 455 2 028 Sy vy i 5 — I A o7 (R %
TR (McCall et al., 2015; Zitnik, 2016; Borodovitsyna
etal., 2018), X Fh i LBl NE BRI Bz Il ik 4
DX, HEIN TR 2R Mk R TR B, Ol s A OG
SR Il A PR R BRI v v A 1 i
SN IO B TE R R o AR, AnSR LC-NE R4¢
FRELIOE, 20RO PREE v I8 G A s
R, 52 MR A5 (Zitnik, 2016; Bangasser et al.,
2019), 51 RAEERRITOES A (McCall et al., 2015),

LC-NE RGAEDT{EA REMWMH L0106,
RHADGR AL = TR LB 2 5T 2 BLA ) LC-NE
WETE, SRS gL e BLA BRI NE,
17K 1Y NE 83T al-F1 p-ARs BIAE I A REAN
St SR (Arnsten et al., 2015), 41 NE a5
B-AR Z54, U MG BLA B 58 EMA
PR DR EAT A B4 J8(McCall et al., 2017; Uematsu
et al., 2017), JHiBHT CS EBUMIME, e g mikl
LC-BLA #4555 fih, w] {2 #F 7 iR 30 12 i LA
(Uematsu et al., 2017), I3 Giustino F[FZEA]
(2020) & IR, R 58 H, 5 1Y 2 A 1 2RI 2 25
KE BLA Tl ooy A &M b B e B2
I, X — R AR5 4R 1 /N,
Horp R Se T SRR SR A o B T T S 2R R
A BEL1E 0 38075 S BLA #h oo i3 . x5
ZAFERMBENIZREE R, 7 RV i) K SUME B (Fitzgerald
et al., 2015)af, BLA (Giustino et al., 2017){3: 51 ¥ %%
IR, TEA 1 E ARSI L A1 L ke T
IED &5 RAHTF Gr; 1R FH 95 i o i S5 AR U1 25
HEE BLA il H SRR R, A& IED, H
e 55 L o B 2R AR 2R 22w, SR AR 2R 1 7
WS LC, HE—EHEhn BLA R 20 il By A0
KB ZMEEETT N, 5% IED, 1A BLA
P S B-32 AR BEL VBT 751 387 2% 94 7% A BEL BT X — 2800
DI S5 R, SN TR LC-NE &%, fidZ
#) NE # B E] BLA, 51 BLA o 244y, #Ef
PENRICICHIE, S5 IED,

LC-NE Z%itl]n] mPFC #ft. R, LC-mPFC
BT 22 filRE T 1Y NE B4 (Chandler et al., 2014),
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IR I CS SBUMAL, is4% 3 i ok B v
LC-IL Ay 5 P 28 ST 23 B 3 11 1R 24 2] R iz,
AIHRRT, fE I FS al-ARs F5 05 UKk e R
(prazosin) W] BHWr ik B #iE LC-1L XHH R iICAZ LI
A, T R e 1 R ol P A 25 T T AR 12 1Y
JLIE, Xk RE I LC-NE X} IL DI g B 52 I ] 5
R—FhE U R, T AT DU SRk B AR AR 2], i
BT 240 NE /KFRE 5 T oK o B Rk
NE A[figi#id al-AR MRS F Ardint 5 515
S (Uematsu et al., 2017), #ERTHIE 5, 06 LC &
B4 CS V55 1 PL 3R 28 [A] A [ AIR IL s %, fiff
AR DA ER ST Sy RO S, I M S
%, JHTAT %5 (clonidine, a2-ARs ¥&#IF)FE{% PL
o BLA (9 NE ZKFA] BH1E X — 3500, T fE 2 H &
BREFHT, 0 LC IR ARFH 1L RUMH & % (Giustino
et al., 2019). 74k, FERDZIHIR AT, A IL F4E%
ZEV IR WA S0 #% TED (Giustino et al., 2017), LA
REEREY, LC AT PL R RN I =0
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Immediate extinction deficit: Causes and neurobiological mechanisms
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Abstract: Extinction training that occurs shortly after fear conditioning fails to yield long-term extinction
memory, a phenomenon that is known as the immediate extinction deficit (IED). The IED may be linked to
levels of stress at the onset of extinction training and event segmentation. Under high levels of stress, the
consolidation of extinction memory is impaired, resulting in the IED. Under moderate or low levels of stress,
immediate extinction would be effective but susceptible to event segmentation. The neurobiological
mechanisms of IED may involve stress-induced activation of the locus coeruleus norepinephrine system,
which leads to hyperexcitability of the basolateral amygdala and the subsequent inhibition of activity of the
medial prefrontal cortex (i.e., a region that plays a central role in fear extinction) through synaptic
projections. Future studies should consider long-term outcomes of the IED and optimization of the clinical
application of immediate extinction.

Key words: fear conditioning, immediate extinction, stress level, event segmentation





