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P AR ERATEY PRI TR VATHE S S N 1
2 $REL. VHIRAE AR, Boax 2l i R (1 v A B
H B AT h B (Kim & Jung, 2006; LeDoux,
2000; Maren, 2001, 2005). A FE 3 LL 3L AL (1) 2
Y% R 4 1 S O A s, R St s kAT DR 1
8 (BN JE 4 144 4134, unconditioned stimulus, US,
i ) SR ) (R 4% R A9, conditioned
stimulus, CS, QKT 75 & BRI ZRIRE) ) K 45 L
BC VI ZR(CS-US), 24 34 7 & fih 3 A v 4 1) 8
W, s RIS R RR S Y o SR, A AT
PEE R I S R I, T AN VT PR N, 3
WISEHT A0S CS 1R 4 At Pk AR s B 23 18 W 4
K, IXHT RS A R 1 1B (CS—no  US)(Davis,
Walker, & Myers, 2003; Kim & Jung, 2006; Maren
& Quirk, 2004; Myers & Davis, 2007). ik _L%F
Kb G145 )5 Y 35 % 75 (Post—traumatic stress disorder,
PTSD) i & 1) 2 #7977, it DU R I 2k H A A
J5 #(Bouton, 2002; Craske et al., 2008; Delgado,
Olsson, & Phelps, 2006; Hofmann, 2008). 247y,
TEHERIATE 5T Ak, 308 5 SR FH ViF 26 T L B 7 4 [l 1
FE 2R O R R AZ . AKX I
1) AT AR 2 2 R D A2 A AT R B AR 2R I 12
TROLEE 14T S 5k 2 B2 1 0 & WL R AT 250
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1 UALiE R IIZRIZ R IR g iH 1R 18 1Z BY < BT
iR

JRUE T B I 25 B 0 B0 % 4 A T 2
TR, AR T 4 400 ) %) 4% A1 1tk R AR s B v] 7R £
ol O N W B S R, W4T (renewal) PR THCHE BT
3K 15 (rapid reacquisition). [ & % & (spontaneous
recovery). 1t Zf (reinstatement) (2 . Myers &
Davis, 2002 [F125i8). bR, THIB HKH IR
JEA 1 4% A Tk R AR 2 (CS-US, X AF Eid12),
T AE TG 8T — T 1 L A v B BN S5 R e PR 1 7
B id 12 (CS-noUS, #1 # ¥ id 12 )(Bouton,
Garcia-Gutierrez, Zilski, & Moody, 2006), #i#Ffic
A E S, KR a R e T o IiATh
KiK. g ETsn, BEACIZ— B3RS )5 B LR
K, HHHER, MX—mitifE PTSD SCHE K
SEARRILZ — o DRIk, o) B 47 B 450 A H 4R oK R
PHAdZ, & —AEAAEZE IR AR E ST
e T IHIRSZ A Z I I ma, DA e ) A8
A EWRIZMN &N S8, DAL RIAIZH
KINFEORFE, & HBEMER . AR E L
I PRI I (] R 22 60 1 B e 12 1
1.1 S AN IME S IR FOHE 0 H IR 20 0% LUE 3 iE

RIZIZHIZ 4k, BER SN

HIBFBCS ARG T 4 ZFh & LRI CS MR 4
BAT US ML BATPIFE XK CS(CS-US &5
CS-no US)H IS, H P 7R i 5 1E & 2 4 i)
AN I A 2R 455 14 1] 222 (Bouton, 2002) . B WA 5T IE
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4 AR PE RV A2 — ELSRAS AR X 2 [E], FL Y
TEREE, RIFEAS R T4 AF M B R0 A2 3R A5 1 Ho Atk
MBI, RO CS WA AT EL )RR
BT T 45 A 1 AR R AR A2 20 BB 59 H
JE K #5 T 28 35 (Bouton, Westbrook, Corcoran, &
Maren, 2006; Ji & Maren, 2007), Rl 524 CS 7
IR LN, A BRI A EI AN AR CS 1Y
BRSO, T2 CS FEAN R T B I ZR 45 (1 1
TR RN, CS vy SR AR R N, X IR
TRk 8258 %N (renewal effect). H T~ % 55 97 75 LLVH
RGN BEA T IR, W7 BRI FE 5206 97 SR8 1
BRI, DRI iR 828 U0 PTSD KR 97 A K
MR E X o 0T HBREIECIZ MRS R ik, 18
B ok 8 497 20N 16 H ¥, Bouton (1991)& HifE £
ASPREE AT BN ZR, AT AR KW 4 A
SN G 1 v A 3 A B R0 455 o (RIS A b g
BEEHBN). XL R AN IA R E, MR
I AESRAL IR CS TV AR FR 3 b (1) 2195 1) Y (context
stimuli) /B BUBE4S, 4 e AT ) H AR M R S5 v
I, FRE R B T ANMER I CS—no US 312,
AR V2 AL . Gunther (1998)HIH 5T 7,
S 162 MH IR IR GTE— DA T3R5
ZIREREYIIR e 2 U AR R W 228 AP E 1PN =
DL TE IS I EFN, X2H— IRIUESE T Bouton
¥ % (Gunther, Denniston, & Miller, 1998). [F] £,
Chelonis (1999)fIMF 5T {2 7 1 1B Jim [9] 21 J5U oK ) 3k
AT PN, 2 P 550 AR TR T Al R A SR8 Ak
Io AN, 722 ANFRED T W R I B0 12 S
T AR S P B O, DR bl Al (R 7 v IR R 358 LA AR 1) 21
I SR B I 02 . AH L TR BRI
HIB, 2T IHERSE R CS—noUS B4,
WIZX CS-US W& IIZ T4, A il
2323571 %% )W (Chelonis, Calton, Hart, & Schachtman,
1999). Bouton (2006) 5 56 # 12 H T 2 PRIV IR
FEJP vl BN 1B Z A1 = Al GEMLET . 36—, I
T2 P 555 0V 1B BRI A ) (R RO R R
WS R . 2 BT REAT R, IR
R85 o B ) G 2 R AN A B 8 AR R BT
FAATHEZINILFE S, 13 CS—no US B4,
AP K — AR AL R PR, 1002 7E 2 A AN )
Wb #Re s IR IE, 24T CS—no US HIAETE
FAFe T3Ah, WRAEZ A ET S BAR S A R
HAE R — IR oxt b, i CS-US (k&5 %%

SR RAERF e W 8, P R CS I, AME
H TR CS RREAeM. £, HIBHET
HSER I A A Ak, RIAE VR R, AN
BB BB A2 b, KIFAF TR
KA, AR Ae AT RE B XT CS-US HR& I 4
IR . MR RAETEZ IR, k&3
AN FIREOR R BRI SR, R R

BREEIEMIE RN . 26 =, JHIBX CS-US B& 1)
S B T B R 58 A Mk 4 A P VIR S R .
U, T IR (R s R L Y 4 T O L R A 40
9812 - Rescorla (2001) W HEM, 4 Sy B i B b
S A PRI RN B AR A ekl TR 4 dERRAK Y CS
RO G b v R L R R R N . I ATE 2 N
IR, FFUOHREHIA T T8 AL
(V@A IS PN 7 e B U BT SR G o G S
(Rescorla, 2001), M ifj i 2 5 4F 1) 4 & 2R .
Bouton % A% BL_E =FALHIREAT T HFFCEAE, (H
AR EoRIEATHIE M 36 MIIER K, ZIREEN
Py ) A O N elA S A E ES TR S AN E IR B Yt a3
BOKPE 5 &5 W I SR JF AN 2 A K
(Bouton, Garcia—Gutierrez, et al., 2006). X J&,
Neumann %§(2007)%f A#EAT THIA, KRILL F
Bouton [1JZ${bl(Neumann, Lipp, & Cory, 2007).

TyAl, A S R IR v B I RS R (4
M 160 XHTINA 800 1), A E A fAXS CS
AR SN, PRAR SR B AN o X th T KR
RIS 23 s 4 ] 1 3 12 (CS—no US) I HE 45 5 2,
%38 CS—no US Xf CS-US BRI+, M 5 ik
T A AR FREE LA AN IR FR 35 v g 4100 1 1 DBk 4l 0 12
H1 42 HX (Denniston, Chang, & Miller, 2003).

1M Thomas (2009) [ S 5 F S22 W Bk 2L 5 30
R 75 4 Bk P g AR 2, RIAE 2 AN SR8 T BEAT
R Z ) CS—no US MBI K. Mikh, 1E

AN E BT IR BRI s B I R 2 T IR IR

PV RE T BAR L (W gm T, DA B 3 SB35 i) P 7T 8
B N e A B H VR R D12 R E R R
(Thomas, Vurbic, & Novak, 2009).
1.2 AL ERE PRt B REH#HRIRIZIZHK

FH2iHIR
1.2.1 #R¥E € 15 B % B $5 0 A (8] AN S8 S A B IR

5 B2 3R 15 89 B i8] (8] bR

AT AN, AAALAE I ARAT T HEAT 12 G B F)
1 ZNEF PN 2 35 2 B3R 1 (M e Gaugh, 2000; Schafe,
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Nader, Blair, & LeDoux, 2001). 5GHTFIHFFT R,
PN T o TR S B A0 A0 A A A 5 ik ) K I AR 1 5
(long—term potentiation, LTP) & 4 i 2= ic 12 1)
ML #] (McKernan & Shinnick—Gallagher, 1997;
Rogan, Staubli, & LeDoux, 1997). LTP ] %2
INFTR) AR R 72, 7E 153 LTP Ji5 A2 I TR N 45
TR ¥ (low—frequency stimulation, LFS)AJ fif
I LTP, {H LFS ANRERIA EFE5E ) LTP (Staubli &
Chun, 1996). Mao (2006)/JHF 5T &I, THiB I %k
Ji R AR 12 IR 78 2 50 B AR B a0 T A BEBR L O T
YR FN IR I B () (IR o SR AR VRN ZR S 1 /D
7 Vi B I 25 AR AT R S BEL T i A2 1 DL ] T 422 B
REAZ, BRRRE RN . IFH, ERVHEREE
BB 1 /DN ERp kAT P 2R I 25 mT 300 o 4% 1A RV
IR T 1 S 5 1532 1 AMPA 52 44 7. GluR 1
HI3E N . SR, RRARRAT S ARG 24 /N IS REAT )V
1B HUAR AR A BRAG R R S N, AR A 5 M R
GluR1 B % & (Mao, Hsiao, & Gean, 2006). A i
FEN, BREAZIER AL A 95 52 AMPA 2
A% 7 75 (Rumpel, LeDoux, Zador, & Malinow,
2005; Yeh, Mao, Lin, & Gean, 2006). 1 5 % ff] ji,
FELIT GIuR1 524415 52 fish I &5 & S P00 85 12 4% 1)
LTP J 4% AP 24 RAT 4 R 1% (Rumpel et al., 2005).

AR AZ T AS S T8 18— Ff 3 (R 0 ) 1 2 >0 3242
g BZIH R I R, AT A LG 5 1) 5 ki S5 AR Y.
M2 155 (depotentiation) o H T 251 35 N AE7E i
3 HH LTP (¥ %6 I ) P A e DR M5 5, T 220
BAKAEIR N T8] G s A R s th o DMk, BRZI IR
AR PR < % 2] (unlearning)” ) i 72,
S IR VAR )38 3 2% >J (new learning)” HI AL &
A 00 1) 2L HE A2 B R I8 (Myers, Ressler, & Davis,
2006).

B, 15 2 G R FT R AR & T 645 5
NIRRT AT O FTF I, AR A RS
A . H, WAETWORR, RS E R
5| PR U R OE AR YR AR N, T S 3 N R R
& W) "] g PE (Bisson, Jenkins, Alexander, &
Bannister, 1997; Gray & Litz, 2005; McNally, 2003;
Rothbaum & Davis, 2003). Huff (2009)H%5 T I
209 1B N GE IR R TR AN 2R e B A
Pk, I SE IR T B B RE BRI A AR T BRI AL 1Y
a2 A A & MK 2 R R ¥ (Huff, Hernandez,

Blanding, & LaBar, 2009). 75 &b HF 504048 B, F
S0 R TN 29 AR AR 7R R IS TA) P e 0 3 4
R s B, HOAS B2 JiT Ab 3R 55 19 5% 9 (Chang &
Maren, 2009), fH 30l 50 AN e 4E K 2 58 K
(Maren & Chang, 2006; Woods & Bouton, 2008).
P 8 7 X A R L T g T — AN’ Y, AT
TIRIEE ) 3G B I R, T AN 2 A T R I o AL i
Hl A0 AZ B 4 (Chang & Maren, 2009). 41 %, 1
ROERAS S5 RIS 1 RAEAT H v IR (IR T B ) H) R
A A H 0 R R 0 12 (Chang & Maren, 2009;
Maren & Chang, 2006). Maren %5 [{11ff 57 48 7~ + 1
RF AN A 1) AR K S 2 — AN BE T A A7 IR 1Y DG
DRI 2, T A A Vi R 1 T ) BT 1) 22 HE A £ BHL 1B 2R
CAZ K I FE M IR o PR v 7K T S BE L B 203
IR YN ZxF B A AZ DL PR, I WS R e 12
DL B G, 3X AT A8 5L TRk SR AN 1 19 R
[Al(Maren & Chang, 2006). T A5 KM, H
ZIW IR R 5 N ATA T )2 NS X AL
JEAE B (S, C. Kim, Jo, Kim, Kim, & Choi,
2010). SR WL, AR T ER K L& 2
BRI RN A s v AR 2 5 . T
Rk 2 B Z R A 1 PR AT B TR R
Tile 5250 % B B R SRS 5 AR AR 2 18] 1) [8) b
N NEIPSE 3 @ R K i) E= 8 d IR S VA ES RS diiK
B RUSR B o X2 ™ AN, X — I [a] R B
AT BE 22 AE K 2 JLR B A JLA A2 W (Pennebaker,
1999). SEAR, IR 52 RN N BEOKAF T, 008
L AN A5 1) 58 2 0 AT S AT 280 N R T B
17 X o

1.2.2 HEACH R4 X (8] 8 18] b Bt (8]

B — RIS B £ CS AA T
AR S XA PR R B4, BT B Y (trial-
spacing effect). Bouton (1993)#&H, HTAMKYE
IR ZRh 3k 15 1) CS—no US (1] [ 3 ) 1 1 45
& —FhFT B 2% =), B DU R, 75 2% =) 400 1
S U s SR N < 3 e I 2/ O A 1]
Rescorla (2001)TA 24 74 1R I 1 2 H e B 7K~ 5 78
B2 SRR IEAH DG, BTV AR S 2 (R 7K S 8 v,
TR 22 2] S R M IR TR AR BRI CS N, YT

A CS GUR I i B 2 ST RIFI S 2210 CS BRI
ARSI —i. Bk, b Tom i 8w R H % 4
HEI CS WS ATHFRHEEBER (SN
Urcelay, Wheeler, & Miller, 2009). 5 #4F 5527w,
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T TRAA A AR AL 1L 2R K AR OGS i) TR 3R 20 i -721-

AR AR YN G54 70 I T P9 B B PR S e A +
XS CS MIRME [ B, B I 280 AN B A ) 2
{RFF(Li & Westbrook, 2008). il 3 0 i 18 #& VK )
V¥) % I 1) (R e V1 20 ) 0 T DAAE 99 R A 42 A e FR AR
FF, BRAR S0 PR 2R I Y I 8208 A B R VE I B AL
M (Urcelay et al., 2009). £4 UL _E W 5, HHIFTH
BT T AR I Sk BT 1 BER 25 AR I ol gE 1k
WS BT R IR A 5, ARG TR Al kAT
B VI 25 AT 18 5 7 I 2% 4 (Cain, Blouin, & Barad,
2003).
1.3 AAEENIT AR

T ERIT AT BB 0 Uk, Hk
J7 A Re AL HR 4 g P AR BT R, HARE KA
R R 52 . BRIk, WF 9 Ay B AT DA
FH — S 25 R 45 AH O 2 R Gk Al B AT R IR T,
T AR R AR AR (K A - NMDA 52 & 750
A B DL A B I 2 Ok PR A AR
HI, A% NMDA AR5 HUR 281 Fd 12 m
PL B #2, e B o Wosh Rl D 2 SR
(D-cycloserine, DCS)#I#z it #4F H (Lee, Milton,
& Everitt, 2006). Walker (2002)[113)4) 5256 B 7R,
EHBINAT RALE T NE T DCS w1 LLE
HEA A PERV L IZ TR, TSR ZE N A AT
1B U %k WA fE 9k B2 CS 5 R 10 2 1R (Walker,
Ressler, Lu, & Davis, 2002). IG5, KEMWITTE
AR ETEHBINGATIE L% G4 T DCS #
A 1 5m K BRITH IR R, A RE A 1 VAR Iz A s
BV (BP 7RV IR 21 B8 L HLAE A — R XAy PE CS, #4
R AIG L5 A I B ARUKCF), BRARE @A 3 R Ik E
(Ledgerwood, Richardson, & Cranney, 2003, 2004,
2005), 1HANfE 8k 59 £2 97 24 % (Woods & Bouton,
2006)F1 % 22 5B 3k 75 (Ledgerwood et al., 2005).
Woods and Bouton (2006)3 4/ 3 15 417 ol 3 18 X i
SR AT TR M EIL CS MBI S
U 1B PR B 2 4 1 (context—noUS) X —ic 12 1)
JERk, I CS-US iz T a4, ik Cs-Us
Wiz RIE, FEOHRAT AR 4. DCS 21T
context-noUS 12 4Z T /&, AT i 388 2% 15 1 v
1B HEWRIABL RS T US BUH AR AP CS
I, R context-noUS 0125 CS-US {723
4, Rl CS-US IdZ IRk, M 2 iR
AR BERAR T . B R W ) AT RE 1 (Vervliet,
2008; Woods & Bouton, 2006). Mao (2006) H 24

Fric 40 I SR T 52 AR 1K 723, R I DCS &5 4 1 iR &b
T ] 0 A o BRI ZR SRR 1K GluR1 Sl s
JE T R IE I B I P B E R AR . 45
T DCS A {2k NMDA 175 5 1185 18 B /8 1 1) 0ty
Sk PKA I, AT BT IR, X2 W] DCS
45 5 1B I 25 fie i 38 1 B T T L [ 4 ok AL 1R
il 2. (Mao et al., 2006).

BEAN, B 58 R FA b 22 30 T R e AT T
ST, WXt 2 W RGN, IR I ZRTT
47 D2 ZAMESHURET LA, (RIET SR AR
#1784 iE (Ponnusamy, Nissim, & Barad, 2005); i# T
5 P Y5k K FR % (endogenous cannabinoid eCB)
RECRIE G, eCB W7 AT LUK B
B ERITIRIAYT PTSD MIH At £5 18 R85 IN 1) 4 B 24
#J(Chhatwal, Davis, Maguschak, & Ressler, 2005;
Lin, Mao, Chen, & Gean, 2008; Marsicano et al.,
2002).

2 PRETIEIEIZ B B I E

P2 L] ) R AR 12 12 25 B AL S o
SERIHLHED: TR AR (Lee et al., 2006). BEAK
REALIZ I FB T H R PIRN Tk — M2 AT 3
Frub BRI, Ty — Mg SR RS IZ B AR
[l FPROCEEIL CS 2 HOFT G SE T SR A5 i Ry R
12, 31X WO W02 2 B I R R AR E RPIR A,
Ry R M R/ QAN i U S (I RERAN B O W s
T 4% A% % (Alberini, 2005; Dudai, 2004; Nader,
2003) . W2 T BTS2 UG I ANERE I TR0 S 152
] (o) S 1) B, 2> RS JLAS /NI (Duvarei & Nader,
2004). FFILIE T H B a] REE A T B S IR HBL
B 15 & LLTE BT ] 124 & 1E (Alberini, 2005;
Hupbach, Gomez, Hardt, & Nadel, 2007; Monfils,
Cowansage, Klann, & LeDoux, 2009; Nader,
Schafe, & Le Doux, 2000). L[] 72 7 %241 ik
9 5% ()& B (Nader et al., 2000). K& HIRFFTE B
WA TR IS, T 76 ORI ) I T 2 B
ANFESE (AL AT 24 R 22 0 o0, 40 ot 7 4 ] i
TR I ot 0 1 5T 5 e, R IR A 12 A B S 1 3K
TS RE AR L, X R AL T e O A R B
A i (Alberini, 2005; Dudai, 2006; Duvarci &
Nader, 2004; Nader et al., 2000; Sara & Hars,
2006). DA, IR LE A PR RS2,
25 T A ERHIFRR I 2 5002 T U B A T,
U AL IR 1) 531 A, BEL WA 12 1) 7 R ] Y
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LI 55 2% A 0T 5 S0 g v 1 2 .

EH T BEL BT P DL ) 25 0 A RS AR AR TR, AR
Sy I RN, 1T 3B IR SUAS BE Ak A
HIAEATAZ, W Monfils (2009) BT 9% & 76 RL1H
WL E RS F AT E . BB 1 IR
fi] Fof ) o LR AT R Nk, A AR I 25 oh B B
R CS—no US (¥ % A 12 587 R 4 1) CS-US R
HASIZ, IES IR ICIZ A B i E . 5T
48 L 80 R 3K B 3 2] B 1k R AR N A 22 B
Tnss, B, ARKRENE R, SEHI
(] B TV 471 ) A B ] B FEL 3 AT 1 0 3 1 5 AH
b, fiE 5E FF A Hb P& (R 2 1 X N (Monfils,
Cowansage, Klann, & LeDoux, 2009). 2 J5,
Schiller A 3X F J6 A1 £ A T FA (9 B AR 012 1) FF
W, BRI RN DA 1 FERARERIE, 1M
HAZBR R s 2 1t H AR R 12, Asgm It
232 4Z (Schiller et al., 2010). X8 % I3 B 7E H
IR B I A L R N g MR 2 e A E T AT Y,
HAZ G A R BR824 B R S HiBH b A R
BRI K

3 HiE

ZE TR, AR I 250 BE BT P IR A
TR R RE RN .. B IIZEAZAR 212
1) 5 T I e T ¥ 3B FE 3 5 R HCAZAH 5% 4 TN
il U2 BE BYTR BER E iE 2 s B . RN £
PO AN R AT 10, 5 2% i H 2 %2 1 61 4
FREEFIGI 2 I DLIE R . BRI, B4
WCAZ YU 25 L1, SR R B TR A R LI
BT E m, GI IR A2 PLIE £ LR R, R &
RFTgE G HAMARE. AREEZ DT T
AT R 2 10T IR S EXFF 2D 1 2R
12, B EMFC 2B Hae e g = . ik
R PR B, CLWIE R B ) B B2 T v R M=
T 697 2 Bl 5 B AR OC 1 R 05, A0, 5 24 AR 0 F
PTSD, {HH: &% 3 54~ ¥ 42 (Simon et al., 2008),
R 2 H 204l Bh AT S va a7, AR IEAR S A
i#i B (Cammarota, Bevilaqua, Vianna, Medina, &
Izquierdo, 2007). M JLAFE # 18 i 57 s 21
] 1 RAR R, Al 2 NN AR E I LR A,
SR 5 25 1 2 B A0 A2 AZ 7 DL ] B R I AR e
A R, BURMEATAT A TR, DB A3 1 4
TCAZ T BT TH 0 R e 12, AT BH T 2 AR A2 1
DL, Al 2R A 25 B R A 7R R R

WEFLHL, T REK AL R BRI B K, FRATIS
i AR ER R A . AT B

S 30k
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Analysis of the Factors Influencing Intervention of Conditioned
Fear Memory
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Abstract: Posttraumatic stress disorder (PTSD) is a kind of anxiety disorders developed from severe
traumatic events. The key of treatment for this disorder is to extinguish conditioned fear memory. However,
acquired fear memory is hard to be extinguished and extinguished fear memory is liable to recover in certain
situations. Therefore, it is of great importance for PTSD theory and clinical practice to highlight the ways
that persistently extinguish fear memory. In this review, we discuss two emotional regulation techniques that
have been investigated as means to control fear: extinction and reconsolidation. Clinical PTSD treatment
may be benefit from these pre—clinical methods which effectively extinguish fear memory.
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