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BEAE 5 R ILIFAE X WA B AT INERAT A 6 5T 6 A F AR BATIT R, A, ARt = 5 |4 R,
AL F A Fe B % B mAR B T AL AT H 67 A M F A e SR . FFit—F 3t B wTAFR 49 B IRt AT
Tatit, ARRIRRAFATAHE T OEMFNFRET H5 .

ES 35|
5YKS  B845;R395

NHIAT M6 YT (Cognitive Behavioral Therapy,
CBT) /& H il IR b 1 FH $5 2 HLY7 %0 BH 0 ) — Fof
BEMLEIGTT, AU E/R CBT A LR 2ok
P EEAS R YT L IBUR 5 25 A R S a2
AUIRIT AU (Helen & David, 2015; Prazeres, Souza,
& Fontenelle, 2007), HAZ &R WEAR T WIRIT
(5K, 2015), CBT M7 EA 70 MG UEK R,
ABAE S B (1 R R FH e A7 A /038 43 /35 % CBT J
AU, RERECGE ANME . BT, CBT BIRITRUER
ZiE T R IATIEAL, (AR RS R 0 IR
il T XF CBT AEW2 LI Y 38 o AH LL 2 2 1P AL 45
R, EY R EYE LR, A0 —5 W
B CBT WA bl . FRIEE h& 02 . M4l
A PRGNS R RE | L B R 2 A R
Wk, B2REFHERET CBT JraUH
KEVEYFhrEY), WNZMERR CBT IAEY)

BL, S CBT BYFROTAL S 4L 1 HO T i A9 P,

oA & CBT M RN FH B85 T R 57 34t o
1 CBT 5RIIGERINZT
Tl 28 A% H AR B A 250 A S I 2 i 1
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K& AT A6 97, B4R A B, AR A Sk R @R T, ANEA

A B AR R AR ORI E KR, A
K CBT 5 I 2 fE U2 Y SEUE AT S8 BN 1 BR HL 2 %
B e AR TR RY . SRIB R | HIAR R A A5 AH DG K
PR AR DI RERIT ST . A T DASHE 42 D A A BE AR
CBT 7EA AR #2242 Bl A3
TR AR ST B S A R, 4 43 ) DA B
fiF . SRIE GG . AR GT XS CBT B A= (4 il U g
BUE AT
1.1 EEERARMINEEEL L

PR AT 45 P& 05 109 il fh 2 ML RIS v, 38 R
FEIERE IR 1 77 28 15 S A R S PR 2 i
4 % (Etkin & Mager, 2007; Lissek & Rabin, 2010;
Shin & Liberzon, 2010), Z4AE M 55 (A 4 bl 2 25 14
SERh TR G . AR BT WS . A
A [0 LA K PN 900 50 R S5 25 R S i DX i Ak, e
BEFR Ry RE A AH 56 ik B 4% (Sehlmeyer et al.,
2009). T LI SSIEME BT S5 3 R CBT fig
AR A A T AT S I R AE IR (Kaczkurkin
& Foa, 2015), [FAFHAFRIER CBT il it s AR
H DG X 118 S8 R L B AH O i DX 22 ] 14 B R i
e AT A5 R B FE BB T AR i A v R 3 A
i 75 A B PR i A0 1) 45 JECRE IR A5 3198 4% (Linden,
2006; Blechert et al., 2015), 2013 4F [ — I 55 ],
WF 5% N 51 R 2 RE P g At Ik R R (MR,
functional magnetic resonance imaging)’R4E T 42
% fut 2 B A% 1 3 BT 2L 4R JE (panic disorder with
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agoraphobia, PD/AG)E F 75 #F17 ZMEME &b AT
SN SRR, SRR CBT RY7 A,
AL M ETFT ] R P A Y 9
AT, HA % T [l (inferior frontal gyrus,
IFG) 3G T BRI X5 PD/AG & 1R if
HX. Britbz A, 5K A AR &I PD/AG &
H, IFG 5 T8 AR DG M 190 £ > r HLA i X (A9 48
B [ ) Z M R E R E R E S T
TEH XS IR T ZE A Sy <R AR A O i ) 4% 11 S
BEWLI T 5 MR R4, CBT 7 DhdEad
W IFG (TG R BE, 27 9 75 R PEAH O i Y
EIRH, B B B £ B 45 (Kircher et
al., 2013), 75— AHSCHT ST & B CBT W] LU i
PRT AR AR G P 46 T PD AR ISEAR,
SERR 25 R CBT ] LN P8 7E S 20 /K 30 7
T te A O i S S0 B B, MRYE PD AR
16 CBT JRYT G IDUE /R AR I B 3R AT B T B 0L,
W B S T IR YT RN 0 AL (BT % >50%) K&
07 RO A 2 35 4L (BT FE<50%), 45250 % B,
TRYT SN ik 2 2 A 0 B A A AL B 5 e A R
T B TG H O, TR YT S 2 A G 1 [l
RS . AR S SRR R AR S IR
NG R, S — 2 ) A R T AT I ) e 4
AN, RIIRIT A 2 A o pnFs [ 5 A
AR Z TR R I 2 TE ) 4, VAT W 2 4
%S . LA IRIA Ny CBT ANMHA] LUE 7
T AELAE 2 P 6% i DX 1 95 R ke A R
R IEAEIR, I H AR LR Y 1 DX ) R i H K Pk
AT CBT AYYF 54 (Lueken et al., 2013),
AAREAE AARAR S R 48R AR EE
EH, BFZMEH LT EME., S OEE
TS5 T REM KM . BV B iR IR
VB AR S5 B A R CRRAE , REBR,
Zeht, 2007) WAMEFE BRI B E D, SO
B I B O IR A, L < A EL A O i o 44
o At i XY AR A S B R AR
(Etkin & Mager, 2007), R IL1E AT He R B i ) it
b, BT DA CBT 35 < RMEAR
I Do 28 A U S B o X — R AE T 2 M
[% 1% (generalized anxiety disorder, GAD)f & H115
BT HAE, WFIEA G LI CBT Al LI fin g Sl sip
U Bz 0T 0% B N 3T A BT Rk PR A A O
i S SO T £ IR S (Maslowsky et al., 2010), It

S, CBT i 0] LAY 55 GAD F& A1 M S w1y j2
J2 DX IR AR LR A5 A T 1 36 2 B (Fonzo et all,
2014), [AREIE A BEFE A, FIFIEE CBT X432
FE R0 R 55 (social anxiety disorder, SAD)i#t1T
IGIT, W2 CBT [RIRETT LAY 55 5 8 20 A A
o7 B S 80, SRAIZ E I 7R 4 CBT
IGITIG SAD BE MY REEBAE O, 45 R LR
PN 25 - B JOE P ST 1 5 5 2 IS AR AL
P4 95 3 e A B A AR 3 1 AH DG 1k (MAnsson et al.,
2013)o DIFEMFFEUESE I IE R B ot 5 A% 2
[ A B F7AE 2 K 3R ()45} 1% 3 (Ghashghaei, Hilgetag,
& Barbas, 2007), X463 i 55 2 LAY IR 1 B
YIS Milad et al., 2007), FTAEF]FH# B S fE
WG IR A% (restingstate, rs-fMRDFARX} CBT &
IT R R R AT R A R B, CBT Al LA
AR PN A A% S A T R B 22 ] T R A
(Klumpp, Keutmann, Fitzgerald, Shankman, & Phan,
2014; Yuan et al., 2016). ZiH LA EAESA fMRI LU
Je B IMRI P E5 5, CBT X5 & B As 1) 1 220
AL FE FEARIAE LA AR Sy o 1y < 2R AE O
i P 24
1.2 SRIBFERGHINIIAEZ L

38 fE % (Obsessive-Compulsive Disorder, OCD)
H CSTC (cortico-striatal-thalamic-cortical circuits)
PRI S B R BT 2 DA ) SR R R AL
il o LIRS T EALFEHERT I K T . SOIRAR . i
BT 0] B B A S B 2K X . CBT Xf OCD
EIT AR A] 3K 58%~76% (Prazeres et al., 2007),
BT 78 CBT % OCD 1 fil Ky A o 28 3= %
PRBULEXT CSTC Bl A 251N X 22 18] 119 D) BE i 4%
P (Moody et al., 2017), DIFEWFFE & B OCD
BEAESAT A ALY 2 88 A 550, w0l [ A HE
AT B T A o 28 CBT IRYT i AR B AE R
P2 i, T 1A [0 R 22 M50 P B2 BT %) Y30 o il 2
[l (Morgieve et al., 2014), IANRATF HEEA
fMRI H AR K CBT W] LA ki 2 B A 2 0 45 4 M i
Fg B 5T i B L M (degree centrality, DC), [RIA
7] LATF 98 B L AT 22 AMU AT AU K i 5 4
HE 250t B T 22 () S T v A DI RE i 42 (L et al,
2018). Joseph O’'Neil 55 A HI#% AR 15 73
(magnetic resonance spectroscopy, MRS)H AR & Bi
CBT A LA F AR 4 OCD 35 A M ai iy [ i
il tNAA (N-acetyl-aspartate + Nacetyl-aspartyl-
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glutamate) [ ¥ B LA S i F070 [0 i 8 1) 4 =0 R /K
3 (O'Neill et al., 2013) (O'Neill et al., 2017). T 7E
AAE OCD &, CBT J& 5 45 MR H0HE BT
Y INAA BFELKTA W gt v, (R g
FFTH [0 R 3T DXl 09 7 2 R — A 2 I e 1) 7K - U
B B T J8(0Neill et al., 2012), FIHLEA L RH;
A% CBT JA¥7 OCD 83 it Ty RE it A8 i F 9% 45
CBT A LIXF OCD 3 5%  CSTC kAT
A5, AT FHE R B AT e CBT IR AN K
B . 28R, WA BFSTHE R CBT AU
X FAESL CSTC ¥R, AT REXT IR A1 14 fiki X
WA VR, Fln CBT a] ARG /i 5 R
VA /IS Bk 5 75 A0 S J A i 5 i 5 5 22 8] 19
REFEHZ IR BT, T XX o ) B 34 2 19 384 5 T LA 38 AR
55047 A FIHEPT J1 (Moody et al., 2017).
1.3 HIERRERE R INEER B

HR A VST A TA B e, SRR B 05 AR 3 48 %
B A T W0 A8 5k (Beck, 2008) L K& A Fk & 1R
Kifm2, P afatritt RARNEKS R
(Nolen-hoeksema, Wisco, & Lyubomirsky, 2008),
M 82 BOD T a0k A8 A bt 28 Bl 32 2 ]y o 00 i 850
M R J2(MPFC), HIFHAF (ACC) A B AF {2 4% 25 A1 5
i X4 /.(Zhou & Hu, 2014), W55 %A CBT 7] LA
VRS A A A PR R R B, OF HAE R
IKFETEM ACC HIRLTE TR SHAL 5 X CBT A9
YRIT N B M S (Fu et al., 2008), 75— A 52
CBT JAYFAMAR RS 1) fMRI AIF 5T 45 5t f s AR
A8 T X T A S8 R 00 850 P R T 1 98 T
g (Ritchey, Dolcos, Eddington, Strauman, & Cabeza,
2011), [AlEE, ARG RB/RE CBT R A, M)
AR B MPFC 2 vACC S50 76 1 % 1E 14 30 3 Bt
BEN R I S RIS i G T o N 5
(Yoshimura et al.,, 2014), iR 45 R 4R
CBT X} H1AIS B g (14) fii Ty R e A8 3= B2 BLAE P90 i
AR T, DL B 3RS BRI T AR Y b2 A
AT o ILAME A R R Y] CBT gt BT
IR TN A 10— B 2 SRR TR, R E T
M ERE AL PSR (Fu et al., 2008; Ritchey et
al., 2011),

Zi L, CBT X fEIEREIG . &AM . MHRRE
sk FB 3 19 ki ) B AR 32 B AR B A X6 A 0 5
B PP ZE IR B B IR T, IFAS BN T B 2 BRI IE S in
PMETE

2 CBT 5#ZB4IEMNT

5 4 4 5 #2L{i7 (event-related potentials, ERP)
B —FVRR IR 04 B 75 & AL, S A T R
DURRIR O3 2 S, B e 1A 2 v K )
A B ARk . H RIS 5L 2 ) R
i P o B A R SRR A 1Y RR A R AT AT S5 L
FEAH 25 ks LA AR (9 1 26 R 1 S /e, kAR
AT L SE A A (A7 T X SRR, R OC B
JEFBAL e A R B SR IEAS CBT BT HITE 284k .

Hum %5 5 R 36 IR A £ A i L3 1E it
NS, #id Go/No-go 1155, R AM & HE R
FR T 1 Sk R . 285 12 B CBT 897 ), A
11 IR BRI ERAE R 13 ZIRIT TR B .
WL AT ERP 1 PLFT N2 AN A AY o 45 5t R IR
SRR B N2 4 7E CBT WRY7 /e W& F
(Hum, Manassis, & Lewis, 2013), 7£ /5 FIWF 58
B, ERP H [ 1E 543 (the late positive potential,
LPP) AR B8 A DG (9 248k 3, LPP 7E RIS
29300 ms I HBL, LPP iR A9 K/ AT DU B
FEE T ERAREZE ARG EENRSINE
WMAEhS, SR AL, 1EZ4E R B LPP RIE
K, X—IEWFEL 1000 ms (XIHEEH, PP,
2012), EATMBFR SR B, 7R POEE A E
TR E B, 5B RES E#% ERP ' LPP fi /458
A &, CBT BYIR Y7 AR s (Bunford et al.,
2017; Stange et al., 2017), [A]4F, Burkhouse 55
ERP 11428 5% 1E 3% (the reward positivity, Rewp) i
SVEAXT CBT GY7 AR . f2 R DL R PR3 i i %
IR 2 i AR B bR, BRI CBT MyAE=#4L
il o Rewp /& ERP HVREHE S ML i A 422 52 22 5
YT G AT B R X — R AR S, R
AN RAE AL S R AL B 1Y) 22 5P (Proudfit, 2015;
Proudfit, Bress, Foti, Kujawa, & Klein, 2015), #F5%
JOSRET 52 45 A AR . £8 18 R 1 = 4098 A
AT A I A AR BET T 22 ) 155 i) Rewp HYIE L,
R W RG5T CBT IRYT )G, HE4/KTF- Rewp UK IR
BN B X CBT ¥6)7 B s v s R 75 —45
78 Rewp BN AAE CBT {97 Ja HAMARAE
IRAH LY AR JECRE IR 2% fif 72 B T K (Burkhouse et al.,
2016).

HHT, CBT 5Kl 5 B A= 3 AR b 1 i 2 Ak
TR BB, M SCHR Y & ZR 0T B DL S B ok B
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J& T3 3 480k HLE R4y 8ot . {HFIH ERP 1Y
BT R SHERE CBT WYY R A —E A B X,
FEANE LPP iy, TE NS4RS & WAE xR,
CBT W] A7 LPP M9 ¥R 1R, LPP 4 i 55 fin B & 150
N CBT IRYTRCR I R AT, BE4h P1. N1, Rewp
5% ERP W80 ANy WA B T CBT X £5 JE R
HEERITRL, SRR CBT 5 K&t
P AR B T AR L A 5T S A

3 CBT 5#HZATLREE

3.1 #WERADH

PR, A NMIRIIRe RIS 5 THE
MBI 5 LA BEAILTR], 9] 4 7 4RI e A S 2 v
o — 2 R - FRR Rl (HPT) R S RE R 0, SR
L0 AR FPAR IR B 2R (TSH) X £ H R IR R RS s =
(TRH) Y S5 AU (Fraser et al., 2004), 1fif CBT
WO AMARE AR 1 [R1 B, 26 7] LA B 28 9 23 W6 19
i, AT T4 FEES T4 KT B B R A
(Thase et al., 1996), 5% 1 & BT RL 15 &
Ll RAEIR 5 R B - K- RSl (HPA)
FY T RE % A O (I 30 4%, 2017), Ableson 55 &
211 T4 e BIF S IE S DA T 0T DA Il 3 R A R
iy £ 2 A B R B BUMR (ACTH) L B B BT 14
W, JFUAY HPA HliAgZhAE R (Abelson, Khan,
Liberzon, Erickson, & Young, 2008; Abelson,
Liberzon, Young, & Khan, 2005).
32 RERXEETF

I 10 453k, Mok 2 iBIFST Wos S E R R TR
RSB 1 A S B T FOCHE E AR,
SRS AE AR, EIIAR A rh A2 4% A i X T
40 HI /2 6 (interleukin 6, IL-6)LL & Jifrgs SR FE A
F o (tumor necrosis factor-a, TNF-o)[ ¥ i 3
= T 1E % %) B8 (Dowlati et al., 2010; Liu, Ho, &
Mak, 2012), i CBT 7E S0 AR 2 5 i FRAE IR 1)
FEEF, BFIMBH IL-6 B7KFFEBE TR, X4
7 CBT AT LAY 5 8 1 1l ;Y A1 58 200 B K -
(Gazal et al., 2013), AR EILT CBT
10J7 J& , MDD 47 L3 H IL-6 1 TNF-o 354 28 240
PR - 2k B T R, R SRS R AR 2] T
I 2 (14 24 3% (Moreira et al., 2015) . [ T AR EETGA],
e HABKE #OBR AT CBT M8 ;i # A AE 4e 4i
LR K S R B S OB, AR N A8 T R ) BE
e, CBT AJ AR A ML N TNF-a 1 B2 K

Vo HHIBKBED CBT IR R, WILRHE 28 i
TRl ¥ 5 o 1 R 8 ok 8 I 10 35 R % i AR
BN, BT REPEEMEPTE R, XA
i FRK - 1Y 5T B PEAL t B K (Lasselin et al., 2016),

Zi b, @It CBT S48 N 43 i B AR R 4hi
HF RS, AHIREST CBT MY A YA HLHI 4L T8
FIBFFE T ), CBT AYY7sn] ARl i B &
LA 0 22 PN 3 W6 T i LA BT IR 4% 40 i BRI B K
Tk R

4 CBT 5i#ERERMIEE

4.1 mRNA

PELAESR, B ST N B3 S A A A 2
S JE I 4R E S mRNA (9K, RRIZRERLE
H g h Rk T fg b RSO, N 35 1% 2
A £ BE IR XK B o 5 BELAIL 1 A9 B A . CBT £
DS A o IR ) ) P, o 5 T LA M) 5 ol
YA 2 DI AH DG 1Y B B0 45 i B I mRNA (3R 3K
MR PRI . AR R FKBPS (FK506
binding protein) & [K 7E € 4 J5 IV 3L B 5% (post-
traumatic stress disorder, PTSD) 5 ¥ 4= ALl i
BAEERMEM, /BB f FKBPS Jk A
mRNA 7KV _E 98 a] DL AR S MU /D BRUAP A
1ML P 2 J B £ 7K F-(Touma et al., 2011), 1fij PTSD
BHEL CBT Ja, CBT W] LAMS iR & 51 & i i
FKBP5 # [ mRNA [ ik (Levy-Gigi, Szabo,
Kelemen, & Kéri, 2013; Szabo, Kelemen, & Kéri,
2014), [FFEFE CBT % MDD Y3497, CBT A LA
U A BRI AP 1 A S TR Y TLR-4 ]
mRNA L) NF-xp 3£ [F mRNA [k (Kéri, Szabo,
& Kelemen, 2014), 1M TLR-4 FEK LK NF-xp %t
FIAT LA SR AR R AR i 7= A, 51 R 2
it Y S AL B 3 405 (Feng, Xia, Garcia, Hwang, &
Wilson, 1995; G d rate et al., 2013), 7] I, CBT 7Ei&
JPRE M ER  RE v, 3] DAAE IS A% )2 1 1 R
LD mRNA (187K - T 52 e 5L D 19 3638 5 T RE .
42 EFEREKL

Wb, A WFTE 7 A i DY 3 W35t 4% 27 14
RO R 1) e TR g Y R A 2 4 AR B R KO 55
CBT RJFRCRZ RAIEMIEE, Bl CBT Al LLid i
DNA (14 F 35 b 7 35 DR 2 s ok 78 ) 58 26 45 5 i ]
MR BEAT IR . AT R AR OGSO R B, H T
ENSMAE IR E R D, FEMISEE SR AL
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Lo B i 22 36 oA G Y SE IR . 2014 4F Roberts
ENE e LRI 5-F8 (U 32 1K (srotonin
transporter, SERT)JH )+ X 35 7] LA 37 #] DNA H 3
BB Ve, M SERT (1) H 3L K5 48 FLER
B M ME AR WG 39 B BE R (van Lzendoorn,
Caspers, Beach, &
Philibert, 2010), IR 116 44 L3 £5 & 15 &
FH % CBTRJTRIJG SERT Ji5 3h T X 88k 4 F Ak
-, SRR CBT IR YT RCRAE M 5 T K7
Frim, WX CBT 1A SCR AW i iy 8 35 H koK
R B%(Roberts et al., 2014), 2016 4F Ziegler % A
&K T CBT ¥@¥7 PD B 5 HME LA A S
(MAOA) I B ALK - AR Ak B AH G iR JE . 7R SE 8 vh
IRXHATT 6 K CBT ¥&YT, 4R WoR, CBT IGJT
ROR AP R MAOA FEE Y FH 3L AL K7 |
Th, MHAYFRORAER B 5 H MAOA W AE{L K
BE— B, WESTIE A IR FIR T T MAOA JE
189 FR A 7K P 1T A S — R e 1B % 1 oA R
W35 12 R P 1 A ) 27 8 B R R B CBT 7 40 2% 57 1Y
— Bk, MAOA FE AR F BAL AT # oy 2
B OPD m R I A W b, AR SR
BEIRE CBT WIRTT SR A FE(Ziegler et al., 2016).

5 CBTAYIZgIEEHLE

MR ST IEYE AT WL CBT fEIR Y7 Y #2
AMAFECHEEZ T DB IE T BAE SN A RS,
BEERAT R, BA LN A SER, 2k
PUAE AL B R A 2 . 1 e e i A% 2 1T, CBT
A DR 0 F e R 36 P mRNA 1 7KOF, HE I 45
RN Bk S5 IhhE, R CBT i 0] LLSE i LK 2%
Wist 1 i AR Ak, JRR R DR Y B AR OK O o Xt 4R
7R CBT (A 24800 7 3 PR Sikad Bl & 2 F
W T o HROR AR B KNI . g
Az DA KA 25 PN 43 0 5 e, FG v i ) )
HA R Z MR o 7685 BRI 17, CBT
FE B b R G il X 4% AT R T, A
VUJAE S CBT 815 12 4o 22 30 36 v A A% 00 0 A 7
MK BARB S TR AT U R X
—iI %, CBT X £ IERER AT I 3 ZAR YRR AE
ZAF B S T B, SR P 2 8 Rl R ol 8 D I i A8 A X
RUARL A7 SCRHCIZ 2D Ak, W3 B 1) s R N
(Milad & Quirk, 2012), [Al#E CBT J4J7 OCD (1
ZeHLHIAR R E 6 T AN OCD g B b 25 5%

Bakermans-Kranenburg,

fili CSTC P EEHATIANT, HrhaiHn [ & )2 (ACC)
MIFEDy CBT Wiz 855 0y o S A B . 7
OCD & ACC fAAEE I ERIE, MESST
Gl R W D R T R 4% AR A R0 B R
(Endrass et al., 2008), P aTF0H7 (] 57 SR A7 /Y
T f ZE 0L T LU B A R S B B A O R R R
TFRRPATIE R, HAE T A AL IE, [
R, 2 5 | R A 4 S R N 2 (8 B, S T,
2017), T CBT W 1E 238 i ™ s A iy 7] 52 o
SRS AR AT H S CSTC B rb oA i X #)
IREEHE, R 0 [m] 5 5T AR R X
B2 18] D) e i B R BVA YT AR . I n TEAIAR
RREfin rp, AT B & BUAMAR 2B 3 e % 3 kAT A
SR B B SR B R ] 998020 (Seidel et al.,
2012), A S EZ A UK AT,
R & BH: H I (Zhao, Luo, Li, & Kendrick,
2013), TX AR H TMEREE B RS B Tt
R T S8, HA & pLH EZEAMAE ACC
K MPFC Hii X 1) 5 006 R B, SR L, 2014).
A SCHEAMER EEAG A 18 38 HP 4 8 CBT nf BE St i
1L IS MPFC Je ACC By % B0, 3k 1T 52 mer 4l
BENARS BN T RSB SCk. TUE
H CBT X6 i Ty B 14 52 i) 5 2R BAE Xt S 5 ft 26 20
BT b, 38 A B B PO O AR
T A IR A T, I R B A A B
PEATIRAY . WAEAR 2 e AR O T, BARAH I
b, {OAEAS T — e —BO g R . B an A R
15 JB A DU 15 25 R R RIS, CBT IRYT R LASEn
LPP H4iRiE, 1 LPP J o3 5 W2 KM AH G 1% 45
P RGMIE ), XEWE CBT 0l g2 il i
R G 25 VR4 R G0k A 1R T SR (Bunford et
al., 2017; Stange et al., 2017), [&] B} HARBFFE I
HON2 AL R T A X — R, AT RAE SR
TR PN R A I B TR B A FE bR, $R CBT
A B A B = A B DTS N TR A R A IR
JT AR (Hum et al., 2013), HJa, TEMZ N0 M
GaEh, CBT 2B el ok 7 5 % 0 et 22 P 43 b
TIRE, B A B 5 A0S I N 2 5% 200 i PR 1) ok B
IR B g R B E R AY B ) (Kéri et al., 2014; Moreira
etal., 2015),
ZEAOH L A DL G AT 2 T B BF Y 4

AR CBT (A4 W2 ML= RO | ] s
M2 MBI 2B XA, BT <3H-
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HH T I—AT A -FREHELL T A AL, GE
Tk SEUEAIF 5T Jie BRAN A0 B B 7 55 BB 22 ) 1
RR, FEEBOHEWHREX(ZIF,
WE, 2008). 7ECBZEM L, WFEA, NS5 TT
. NESG 4 L LA 4 S5 AT R Z (8] R] LA R —
ANAAELSZ 0N, AR T fNGE 0 = A3, 1 CBT 7E.L
U T A RO I T D RE SR PR AR, 3 AN
RAEAT LA K S PR 1 23X =35 48 B AE I M0
R (Beck, 2013), 7ELMERIBSEH, LIRS 4
MR MAEEBVMRR, HFEERRAEME
NI LA KA e R, X = RGEZ AU
T KB 11, 15 HLABE MG =2 8] 3 2R A7 4 1 2 1 3L
[0 S8, 55 K A I 11 2 AL T %85 DDA G (B A%
B, BEE, MR, WLz, 2003; HREN,
22, BFE R, RFENR, RHL, 2016), EMAER
girh, M S 4 A B B UK R (LR,
ZHHE, 2006), I HAERR 2048 BT & U#AE REL
DA K Wt st B v, AT AT — AN BR Y 52 3 T4 Kk A
TIReE, BmT BT E LA AT 1 S
LN R G SRR RE(E LR, FhazAL,
EHIR A, Wk, 2013)FIf25 W AF7E & AHOCHE, A
AR F18 S5 T 15 2 T LA 5 1R A 28 P 4 W R e i AR Ak,
T T TR 155 28 DU) T L B A 9 ok 67 T 1 28 i e ke 9 1
W&, X[, 2005), FTERERSGH, A
A PR 5K B TR R R0 BT ) AR
SEAROC, HRX R G P I A 5 A0 L U)X i B RE RN T
o B A AR TR, ZER, BRI, S,
2014; Héansel, Hong, Camara, & von Kénel, 2010),
PRI 3 REAT Ay 1 A A7 HG A T 1) o 28 A A A
VT SEAE R MR AR S e DX K% Fi X =22 8] 14 2
RETE S 4 R RFSE AL, H CBT S5 IRERk
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The biological mechanism of cognitive behavioral therapy

GAO Jian; WANG Pengchong; LI Zhanjiang
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Abstract: At present the biological mechanisms of cognitive behavioral therapy are not clear and need to
explore. This paper will discuss the biological mechanisms of cognitive behavioral therapy from four
aspects of brain function, neuroelectrophysiology, neuroendocrine system and immunity, heredity and
epigenetics, involving multiple mechanisms. Combining the results of psychology, physiology and heredity,
this paper proposes that the biological integration mechanism of cognitive behavioral therapy is a
multi-disciplinary integration model which develops from micro, middle and macro levels. Moreover, the
limitations of the present results of previous studies are also discussed and a new direction for exploring the
biological mechanism of cognitive behavioral therapy are provided. We intend to establish a foundation for
promoting the development of cognitive behavioral therapy.
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