)) )] U FES LR R
Progress in Biochemistry and Biophysics
' '12019,46(3):276~286

www.pibb.ac.cn

FHERIRIZHIR MR AL

Ei?}élﬂ) ]IA:‘ I‘Qﬂ;l,Z) i
(V) EBL A GBS SRR (P ERREBL O AT, JEET 1001015 2 thERR2ERE R OHEE R, LA 100049;
D i ERREB IR S AR AR s ARG G, 1 200031)

&= 1,2,3)%
g0

e AW AMARDN NSNS E R P ZIE ) A AP LRI —38 2y, 7EA YRR S A vh R 45 BRI (G A R
AOSAEAAFTERS , ST 551 K35 R . SRIESERT MO, B R0 AR A 16 TR, . IR PR L 3d R E T4
WFEE R I R E A MBS TIRTT, SRMIAEBE AL TR PIREE Z At fe,  BIRaRE w2k NI, b
PTG IR A5 AL BR AR 2B, X T BRSO PO Y A LR R, R UISCABRIIRY T T SR B B KRS
G RICICIH B ARSI X 229 B A% . IR A 5 . AR IR A A rh, 3 3 IX R B s O
PR, M HIX s St BA R, M T RMEACIZ IR AR 2 BER . R ] 0] I T 2 M 224 35 (14 G 1 P ko)
T BT U ICAZ R M 2 R, DA HERMBICAZ AR I P S S e, D RMELRH DG R RT A e R IR 7 B A B B i Bl

A

XEEA BMEEE, ZUEidiZ, MR, MR
FESES QI189, Q42

RN 3 N PR B R A A AT A 1Y)
FARIPERY, BB AFE T AKX R s Pk
Hr, TR A ZE IRk & e vh K 45 BRI .
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B A sz i, BV AE & 4 4k 52 W (unconditioned Wi FEJEE AN A5 {7 4% (basolateral anaygdala, BLA)

response, UR), (4G d . FIHAREE | AR
A MEEIRAREE

22 B MR A 2 A B RMEC A2 T 1
HIR L JHIRMN = AP B A EE], —FhEk 2R
AL AR TR (neutral stimuli) R 5%
R 2 IR S X 4 L R, AR —E
FlrCS BBk GaHORBEPLIEI ) SRS
RS PERE US B9 B CAn Bz IR0 . DERC £
PRI CSBEFR A CS+, T AN PF: B DR i) 3 )
CSWIFR K CS- | kil ) & 2% ) S5 i A
AR ER S e, Bk B CSHBLREE & 5 US
VC A AN R R, 1T CS-DIANRES | RS AH [H] 2
N, BB 215 1% CS+HRRMEILC .

TR YN 2 7 e 2T A5 S B (RPAYH
iB) 524 hgitty (FERWHIR) . THIRBY B A9 #1 Kl
EHLEE 5 R BOER, AETA S CS
FRAS DL OB R USs 7R IR I B, 1] 58
Xt R EITA LR AR, DA AT CS+FI
CS-HYIHIRACR ¥ SR, H AR IR T ik w2
i RV R AR AN [ RR BT AR S . BRI A W] RE AR T
DI 3FIEAL: G BT A HERS , RVE 4 B &K
%2 (spontaneous recovery) ; FAJt 52 B PR N 3fl] 354 f
B AW, FROAZMAE E (reinstatement) ; 3§,
AR HT LB S s e, MR
B, FRNZURELE (renewal) .

X R AR HLEI Y E A 100 Z 4R T L,
A 24 BRI BT AR A 1990 448 A
BT IR . 7E20004E )5, X T2HMEHIR 13
FAZE BT RIE
1.2 HIRZE3): #FIWEEFES)IRE

KT R AT RO A PRI . 55 —Fh
& HIBULY, IS RRMEICCA B AR TH IR
I PRI ER; B R, B IR
SRS LA RO - T H2E ), TR 0H
ERIRN VA E U I <195 < T VAR Dl 1) A4 A0 sy =5 T
TCAHEZES, DTS Z i 2 2 87 BRI
P NI, YR P IR U200 S 5 A 2L
PICIZHFATIHIR G, FEREE N T BRIC IR 25
PR L. 19834F, BFFE# AL C 4 Y1 ZRiF B
(AR O A R I AR v ) sl AR A SR 4k
RUPL O S EE B Y AN, AR LB
RUE IR T B N-F IL-D- R AR Z K (N-methyl-
D-aspartic acid receptor, NMDA 5Z{K) =5, [

N 1 NMDA A2 4 0] {7 38 27 > 32 45 1, i
NMDA 32 {4 5 i 28 58 fil 1) 4 B 235 5% (long-term
potentiation, LTP). #H&FIMAAHIILTR, &2
S R ISY VAR UL 7 DT~ 3 I = € 1575 41 S I =
RIFAR R IR T CS 5 US Z R IR, , 12
S I SRR R IR B RS, . R, B
FRATAHHE R BT RMR S, AR E—Fh
XPHTERAS 22 2]

2 MEIRIZHIR R IRH L

M ARG & T 2 RGP AR — R E A
P R ZOTIE SN . AT IR, i
2 A PR B B AU R R, RERS ST
SR A TN T 55 B KM 36 20 1) 8 5728 Ak 72
£ 45 /% 28 o0 4 M i H (single / multi - unit
recording) . Ja) % 3% B {7 (local field potential,
LFP). fisite, (electroencephalography) HlMkif415 5
(magnetoencephalography) 55 . X 2445 AR Fric 5% 3
A T A 28R 7 o FH PR 2 TR I 4 RS2 ik s
HLE Y [] 28 AT 5 | e i —Fh s 205 s =X, AN
BB (AR 7 R A 28 ST AR AR I R S B 5 sl A g P 57
EATE S g U R R, ARG R R
VR Bt 42 T sk 2295 2l N EAILR 1 DX P R R 355 ()
AL REHS Wl 28T ] R R B 2e T, PRI 5 #i
SYRGITeE RS B IRAT] TR TR S ARk, JFIRSE
HAENFIE S P e

PR s MR G B AR, 298 0.05~
500 Hz ', Hh SRS ShA G HY /Y 5 A vh 7
0.5~150 Hz. AN [F] B B i 15 B4R v S L 1 R i )
AR EER S, 145 delta¥Zy% (0.5~4 Hz, S5k
M. BEARAGOC); thetafiky (REK D1 4~8 Hz,
Witk 25 sh¥) 4~12 Hz, S1ESiciZgmmmeg e, =
[ 2 D REAT ¢ ) 5 B BRI alpha#ikv (8~12
Hz, 5#®BEMHEEE . TIEICICAHK); betalk?
(13~30 Hz, 5izzh, BRRESE. A R
INHITRFEARDC) Fl gamma P777 . 1T gamma i B X A]
MRS (30~70 Hz, S5 A T LEEmTA
5) RS (70~150 Hz, 5 ZFHAEITIHREA &,
M SR 2 TG 8l ) gamma JR¥% . FEIX ey
MR T, 5 RVME IS A G B R L IR R
theta #i% 3% LA} gamma 3% ') . 1999 4, Miltner
A R Sk Bz Tl P DN 2] gamma PR35 FE A2
SMACEEICIZ TR RIPER, R IAE TSN IR o R
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W, CS+5| & B TAL I X 3, gamma iz 3% 2 3 5% T
CS-; 20004F, ParedF ™ KB, M0 R 2V
JCNEET, AT N ) theta PR 37 3 58 . Gl AN,
theta iz 3% A A gamma #7755 L AH ) 2] 15 A1 1k
A, M A gamma 3 3 W £ 4 2 5 2 99
IR s

21 5RiZIZiEIRE XA KX

LI BT BN SR A TR R AR R TR ML
IR FE /D, AR s Aot s AR SRR T T S 9 3
AR SCIRAAFN S5 45 M S 5 B RS2 /Y
THIR 20 Bl AR AR A, PR
((RBZ S Y oS S = R TRE VA= BIEY R L EZY NG 3= S RO 3
(amygdala) . P ] fj %0 #  (medial prefrontal
cortex, mPFC) FlI5 (hippocampus, HPC) 3~
g DX 3100 AR SR DA 3 A iR X H R 2R R RV L
THIR B ph 2 4R L] .

211 ATEAERMINIR T afEH]

AR TR, A SR E
MR O I X, 2 508 45 PR 251012 T8 RN it
A7 o RGN, AT B I R R 22
A4 T RME R, AL TR M A
¥ (basolateral amygdala, BLA) H5H ("4 2
() () v (B Ao 22T A 2 e B AMIUN A A R
ORI o el [ETR 2 v D N N B 3
A B S5 A b e A A P ) R T R 22
JC #500  BLA o H B delta. theta (4~12 Hz) .
beta (12~30 Hz) Fll gamma (30~120 Hz) &,
Ho i ik 2 0 S 4~8 Hz Y theta i BLR 7 1 .

e LX) theta IR 5 2VE AT R AE T theta Ik
AR S AR I X B & 3l M s ral A2
BAZ B AR, BN theta IR Y%, LK
S HAWMGIX theta $iz 7 Y [R) 20 A 1 i gm0 B i
Fh ¥R 7 5 T H A9 A7 B 40 i 3K 3 7 A 1Y theta 3k 35 AN
[F], Bz [ B N AL TS s sgme o =
M4 5 TRURICIZ 0y 2T 15 A$E 0, Pk iz
theta $23% S 0 A9 2 2 ELARE S 1 T )

Theta 41z 3% 37T 4 43 4 P A4 FHAS [R) (4 45 Bz
BAR A S RME R FIBAE G, 4w B ]
eSS RUEAN] . Karalis 55 = KB, FEAA -
BRI R I 2 [B] BG4 Hz #2240k 7 Be g i L i
RO K, HAaX A RO A B dmPFC ™ A2 313K 5l
ARG B AR Y L SRR AR I I E
CS-AMICS+, DURIRHLIEA US. A 35 US It
BLfY CSHAUARPEEL US 1 CS-Lh 2152012, 24 h

J& PR S B CSHAT CS-E A7 RME A2 I R O 8 %
NG 4 Ry B3 o7 . S5 R R, ARG
fCHF, /NN CS+HE RV B i & T CS-, &
P, 7E AR RV B R N Z AT LS s,
dmPFC-BLA #H £ BRI 1 B 2 19 4 Hz 3275 11
21k, TR 2R Y 4 Hz 4k 5 [R5 AL RE RS
THMRARA T A 7= A RS

Davis 5 " B3, fEIHB B, IR
BAE N FRZ NG E APV E & T
(parvalbumin - expressing interneurons) Y 6~12 Hz
theta ik 97 1 5, I #f # BLA—mPFC f) 3~6 Hz #f§
Y (SGRVMEIR IR, Ml T R
J N FRRE TG B . S0 PV iR Rl #2200 )5 , BLA—
mPFC J7 [1] %) 3~6 Hz 4z 738 3%, 6~12 Hz fi13~6 Hz
Z A )5 4 P B AT AL, BLA R RG22
(RAETE SR, A5 R 0 s, 1R
BLA B ) A A [7] 45 B 14 theta 31 32 23 B8 ) 1 24AR
ICAZ I FR R AR ED, PV Hh a4 T T PR AE Y 6~
12 Hz theta #%3% I RE SR LI IR b2 5L,

TSRS A A% 5 A i DX 338 1) o — o B2 ) 5K
7% gamma 3% 35 . VT 2 E 4 IE B gamma 1 3 5 BLA
PR 2800 22 18] S BLA FHAth i X 7 [ 25 A6 3
F O Rl SE AN X A LFP &R, ML )Z
B Rz 2 DL R SCRAR S R X 5 BLA (1) gamma {if 5
— S5 A AT (T A B AR i ), (R BCR AR S H A
15 X3 % A B3 1Y gamma [\ A5 E B0 ¢, 19
gamma {5 3l — 20 RE$2 78 BLA 5 HoAth i X A% 7% 3h
FEAE DRI .

1£ BLA H & BL 1Y) gamma $% ¥ 1 43 0 518 1)
30~70 Hz FI#ELH A 70~120 Hz BB ) A5 iF
9% BRI A% K gamma  (30~80 Hz) #& 7 19 1
JE A AL R IR B i 0 S /N RRGIE A TR ) 151k
MM, T 24 hF148 h 5 23 o2 B g
PIUCHIE , FF7ETMIE 7 dJe #-A T IR SR L, K TE
THAR 2% 2] F = A T 3R 2 A IR0 gamma 3R 3%, iX
i 3% 20 b6 5 T AR A HE AT I WSS L 7R I AR ]
gamma i S EASE , TR SR AT /N B £ L
R . X R, BLA P gamma 35 58 5 0 FR e P
R A% Y000 Y 3R A B IR B« T AR 2 > 1) A A A
gamma #RFERRE R, THIR AR s

50 gamma AN [F], =540 gamma k3% 5 & 4
5 B A SC . Stujenske & Y KB, M & B Gl
% LI BLA N 55 4% gamma  (70~120 Hz) 3 20
55, MGEER) % 415 BT BLA 15 5 gamma T %
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Aok . [AIAS, BLA PN EB AL gamma 4% 3% 5 theta
AR OC R g TRMEADCE R, Mignid i e
{5 BB} gamma #1% 37 WP AT 55 %% Mo fx A 3] theta 5 7
Hr, X RUIBLA T S gamma IR T EES 5 T
RUEIEZ B .
2.1.2 AR TE R R R

DAL 7 2601 P 2 5 2 PR A G IE R % Y ki [X 2
— . /N mFPC W 931 % T X (infralimbic area,
IL) FIZERTIX (prelimbic area, PL) BEASHEZ)
s, IR B Z R RME IR, 7EMA
FEIRFHME] 7 TR BRI R B T, AERL
PHCZ g 245 . JURE . IR R E AR
mPFC 5 T i H bR Bz 2 AT IR 8 A8 Y i s L
J&theta (4~12 Hz) Flgamma (30~120 Hz) &% .
1, mPFC AEXT BLA it A theta §i% 3% I 14 15 2R
AR A H TR CAZ T E IR /N, AN
AE R DT R 19 /N BRUHS PL G DX A9 I A0 gamma 56 5 B
e, YN R 2 A (F BT, mPFC Y /=
gamma Y% (i AR AL gamma) 345, Jf HiX
%% gamma#iz3% 1] BE HH mPFC = A4 4

PL I TL 38 3o ) 785 A% AN [ 5 5 1) 45 55 40 531)
P RLE () FE R PG o Hodr, PLE S AV
LI, SRMEICIZ B RIRAC, ILFH &=
R AZ A SR (CeL) FNITC Hh ] i 45T 55 4
X, SRMEICIZAIEIRA OC 7 U IL 2 5RMENH
B B UESE 7 R Z BT Morgan 55 7 [AFSY . AT &
B, IL (MAZPL) B2t A2l iHiR 1Y
FRAFACHR L 25 b, AR e T
PL AL B %Ay AR A . R PL, BLA %R
PL A3 8l Az AL & 7, TSl T DU B 50 v ]
Pr2EIe2eay, NI Ce iy i #h28o G 20 75
07 IL 1K BRARE RS T IR 2R, (BAEJLR)EIHIR
R RO SR T 7 Al L, T A PL A i AN [
RS ST 308 AR AR T4 A AL

/INEUEY PLATIL 43 %F 7 8 A0 g 417 1]
( dorsal anterior cingulate cortex, dACC) & P
[ & i (ventral medial prefrontal cortex, vmPFC)
RS R, dACC ERMEA L AR
BHGTR 77 g M R R R RO B US #RRE A
WG dACC, T 6 H 58 Ay 1 A fig 6% BT
dACC 7, JXSEIEYEARR Y] JACC TE AL B IR 4%
%5 PLAHMRIAOVE T . Klavir 58 ™ SR T3 . A58
AN RURIES X e i A TR A5, IFFEIHIR
IIE) 2557 dACC fRAT HL A i HTG 3l 25 R P,

FETHIB YR R4 dACC FO3E shREE B 12 H
121 A &R . XU dACC 25 T ZMEIC2 1 4
R, X HHEAT T BUGE 98 2 i AR E A2 I R
Mueller %5 5 L2 AN [R] fi6y P 1 LR ) B g o
PO SEERRRL, SR A I R A M C A2 S g
A, DT T AR 1P PR35 7R R R ORI
RPEHCTAE . SEIRXTZ s AW, —giArE
W RIEZ FHEEME N D1 ANEIR, JFT240)5
HATIHIRSEE, I —H B IR RO e ANt
TIHIR, MR T 24 h g e T He e, B XU
IR, S5 R o, 7R BCRVEIE 2T
dACC Xf CS+77 4 T B3R Y theta {i5 ), Ui HIZMAIC
TCHIHEELS dACC (1) theta R HH G .

N vmPFC 2 5 ZHE IR YR i I R LT
Phelps 55 7 ByF5E, AATAI 2 e d PR iR 4
AR, TEHBERET, B vmPFC X CS-1 5
5 F CS+. Milad % ¥ & B, vmPFC 7F 4 LB B
AT AR, MIAEIH IR A > Je R BN 2
MY IETETE . FETHIR MNP B, vmPFC X 1R FAY
PTG AR 5 VAT B R BE T B IEAHSG, $OR
vmPFC U B0, B 78 T o 003 o B g 4100 1l
BRSOV . AERR ARG 2 T, Mueller 3 B A& B,
T4 3B Y1 25 { #5 vmPFC % CS+ K 45 gamma % 1%
(36.5~44 Hz) L CS- S £, Bk Sy it
WA BIHIR P, HvmPFC i X N gamma
T AN X 25 AR B v PFC 7ETH IR 1E A2 A 4
Wb AR E EEAEH
2.1.3  ZMEER S E-

RV IR P BB SOE , TSR
fEZS BINE . s fd BAE 0L s X,
FERMEIEZ B IS FE IR T R IR EAEH Y, ©
FEXTRE CS B BE ALy iH iR, SAZMHIC I
() A TR B AL BE MEAR B 1 g, 1
)i 3 E RS 5RMAE B RS, 1550
AR AL 2L A FRaR el 5 7 I A R f5
RMEIEAC R )

M (dorsal hippocampus, dHPC) F1H& ] ifs
I, (ventral hippocampus, VHPC) #BFENE st
(R 2R S R R E AR T B 0 A TE A
T S5 X A A% AT ELEE AT Y L AR A o )
T S (A5 SRR T AR CS THIR > AR,
T A0 A 5 B S me) 1 9 R A PR . 7R AR TECR
AT, /NRA mPFC 5 E M S (A 2 5 0
L) 1 theta [F] 20 AL 3G 58 ), AIRA0 3 vHPC 2352
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M L AEL T R R RACAR . 3 B 23 R 0 B ) A i vt 5
A REAE RS2 IR AN R B B R HEVE . D31,
FEIHAR I 37 R 13 Sh T A2 i IR 1012 /Y
AR U B RV IR A s e R Bk AR
THIR2= 2T B .

T b -5 A AR BRI 0 Bl A 1 A 1 A L [
R SR e, LI B i A A A% A
WS HRMHER . ERRICAZ RO ], A
LA (lateral amygdala) X 575 CAl X /Y theta {%
AR, e/ N A R LS N R A i
L BLA TR HEEAZ IV B R bl 2 T
W BB X 2O L S AR s Y, i e
12T IR 15 CA1 5 BLA Y theta [R]E1bI855 .
2.2 BBICIZIEIR B INER
2201 AR - T A E 2 A
THIR

AL, BPEIEIZATE IR A IEAREE A I X Y
TR S AR, TR BN X R B Bk A T
15 B AITEE SC I . i A AR BRI R S
AT Z [ AR K 880, BTy
15 B A AE RV IR th R 4525 F R

TERC R 2 4215 5, BLA$ESZ K [ mPFC (1)
theta §f% 7 5 A . Likhtik 25 5 5% Ff 2UE 4 AL A
Gy S B /)N B A AR A T R S R, X T RE
g LI X o3 2 R fa k(s B/ N, Y HAED 3
Rl (Rpe 4ty ) LASHE MR A 248 R
mElZeFE (RIEICS-) B, thetadikP ik sz
th mPFC Jit il BLA 1. 7348, A8t oe 8
K, B4 B 15 theta IR 1 [H] 25 1L 7E CAL-
BLA FR 55, {H M mPFC £ BLA 4 77 [ 4%
5 R BEREEAR SR T — MWL mPFC X BLA
I ASE R TIHIRICHZ & A

IS AMANAER (innate) Z 2% T,
BLA H &5 40l gamma % 3% 19 5% & J& tH mPFC ¥ theta
AHALA ], 3K Fh R P FR N theta- gamma F5 47
&2 I EPME BT, BLA-mPFC () theta [F] 5
fefih % 17 BLA N theta- =40 gamma #i &, I H
mPFC Fl BLA (1) i 9l gamma 56 & FEAG ;1 11 I 22
45 B}, mPFC %} BLA [1¥ theta iy A 5 P2 153,
mPFC F1 BLA 1) gamma /il F mPFC ffY theta $iz % ,
J H mPFC FI BLA 1) gamma 38 J& DA K& i [X. [6]
gamma {15 3 [ [F] A P g 1 1o )

/NIRRT R RUE M 2T
P55 PL, BLA RYMEAE B4 B ) 5B KRR

X RUARAE B Zihith, 00K AT RE RS 4 5 A BRI
RCPEL RN, R A o DU R 6% a8 L1 R AR
T AR P o 28 e 4% 59 2 IL. 55 4h, BLA-PL FlI
BLA-IL #5038 i 22 (8] (7 - g g 1 R R IE 2 50H
SIESTRU VAR EPO S VN

VT 3 [ 150 5% MR A EEG {5 5 I BIFSE &
M, ZibiHRINZR)E, #8 mPFC (1) theta 41z 77 58
JERAAAZAG R HRFEAR T, Jf H mPFC 1) theta
RE T A AV AR BE B AR A 281k, i mPFC 1Y
theta € 7% 48 78 1) 71 18 $5 CRE 05 i BE A5 1A% 60% 1)
TG B AR SR 8 I mPFC BERS I 1 A5 A
R 1 Bl 52 R PR ) TR
222 AT -G - S D) RE A4 45 S
HRUWHICHZ TR

AT . PN AR I A T 3 AN DX e [R AE
A IR GIE I REM 2 2%, R RO AT
B HATKRZHOW S, ZUEIe2ryiEiR F2 2
W A5 4% 5 mPFC Z R {5 B 2C i, 1 il ad
DT S B AR DGR ME B2 5 22HR 01 R o
TR TIRERZE M2, theta $135 & 44 DM ik
X [E] [ AR BIVE T, ATK B B s e i DX [l A4 36 4 B,
IER . Lesting % B &8, $EBCRMEICIC 1S
BLA-mPFC-CA1 PR %14 theta 4 7 F S 10, Bl
BRI EAT, P FED L B8 Es . 7EiHiR
PRI BE, theta B4 7E CA1-mPFC #l LA-mPFC 22
6] 25 & A RIS, (EAE CAL-LA il B {45
A SZHR, BRI RINE S L2
S}, BLA-mPFC-CAI1 Z[f] (Y theta Y350 55, 1M
1 gamma $% 37 [A) A5 AL 15, I HOX A gamma %
¥ B 1] 9 mPFC—BLA—CA1 '*, X455 5
gamma Z: 5 15 i X (1) [R) A Ak 1% sl i 245 S — 3 )
DL e oy 25 AR W, mPFC. BLA fiICA1 3
AN X BT WA 2640035 N 24 2 5 B RVEICIZ A3
B

3B OE

ZE Lk, ASCRSS TS 5MICICIHIR A
{28 PR & I LA K By 0 p 2eBig iU L 2 3
A X Z ][R A G sh e (I’ 1) . BYEIEIR
BF, PR SO AR U P 28 R TR A E LT 2L
AR T PRSI . BRI, REEAFIE AR
AT I Ey AT - NN TS 3 ik X 25 F NS AT
AT Z B 1 theta 1§ 8, DA St vmPFC 0 £ 519
gamma JR 7% E MR IR i R EAEH L BEREE
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FsE, BHETRAAZE ST G BT 5T R ER /4B 2 A
FHS BAGR B A SE B R 7- 100104 - PRS2 iR s HL
() TAEA T 5 gD 5 % AR NFEAH A X AE
RUYEIH IR 2B 2R G B EENS
YRR G SRR 7 3k SE Rl AR 2 43 B TR
T Al DR . oK SR Al LUFI ISk B2 EEG it N EEG
MEG SEH AR, #RF Sl 1) AF Rz A DX 7R 240
TCIHIR T T AR DIRE .

Rt WS T, AT RMEICIZTHAR By R 2t
PURI P RIEARWIINTR, [ —22 0 TAR et
i FESh IR G, AR AR T — R 54
ZEPRAE B AN AR I 1R 7 o 28 20 Bt A
PREAE MR A 8074 . Herry 55 1% X7V
BN e ik A AT 53 0 it s AR R 0 (high -
frequency stimulation, HFS) FULA HL 3L (low-
frequency stimulation, LFS), LT [EHTAM AT
I R iR A S AR S5 A3, AR LA 1 2
PLATHIR , T O LR 1O AR DL e R
HERF; ZRIAY, Maroun 55 17 & B R B IL
Jit I HFS BE 5 A2 oF 2R A9 AR , 177 LFS W 24 4R
TH IR 7 A B . B A, 28 il R 5L
(transcranial magnetic stimulation, TMS) HHEWSAE
HERMEAYIHIR . Baek 45 1 B, FERMEICIZIAIR
Tl A2 T A PR 2 UG R R B, ETH IR SR U

] )RR S R BT S55 5 S Ah, DGR TS
55 A B UONE IL BB 98 4R #F K RO RV 12 1Y
THIR o)

Ph_E X S Y 2 4 T s SRR, S
2R T PR T 1R A% AH O (0] B HE 5 418 F RHETH
iR, oy ARV ICAZ IR B SR AL TR A
N AZEINT, vmPFC A UlRTHI47 ] gamma {5
SIS, DL A i S A A AR RN S 2 ]
theta 41 37 58 & 1980 55 ] g2 2 HCAZ IR 1y — 4>
febr, i T dACC, vmPFC Y7 shakiF o] U2
HEBE RIS TR ARk, 2 g I
25 f B/ i FL I (transcranial direct/alternating
stimulation, tDCS/tACS) . & #B ki # # (deep
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Neural Oscillations Underlying The Extinction of Conditioned Fear Memory®
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Abstract As part of the self-protection mechanism that individuals use to deal with internal and external risk
factors, fear plays an important role in the survival of organisms. However, excessive fear is not only detrimental
to the survival of the individual, but also easy to cause mental illness such as post-traumatic stress disorder and
anxiety, which seriously affects the quality of life. Clinically, exposure therapy based on behavioral findings is
often used to treat fear-related diseases, but these symptoms often recur when the patient break away from the
treatment environment. Therefore, the investigation of the information processing in the neural circuits related to
fear memory is essential for understanding the occurrence and development of these diseases and establishing
new treatments. Numerous studies have demonstrated that the brain regions associated with the extinction of fear
memory mainly include the amygdala, medial prefrontal cortex and hippocampus. In the process of fear
extinction, these three brain regions show specific patterns of neural oscillations, and their activities are also
synchronized, which constitute the neural basis for the successful extinction of fear memory. In the future, non-
invasive brain stimulation based on oscillatory entrainment can be used to intervene the neural circuit and
promote the extinction of fear memory and avoid the recurrence of fear, which provides new insights into the

treatment of clinical fear-related disorders.
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