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FABAE S —Fh S 52 AR 1 I B i e G o
I, LAREL IS 4 I8 RO N T e B A oy 32 211 PR A
IR, BA S BRR GmE R 5 B R S EUR R
FEgilo BEXTIIEREE B HTA — RIVIRTT ik AR
B RRHCINAR 25 LR R0 O BT VR AR ST
1 (electroconvulsive therapy, ECT) . H AiHrilfig 2y
WA SR ZIRYT IIARAE 1) 2 SR IE A & Ty
) B XTI T A SO o S I A K SR YT
T A e AR R AR T AR 24 ) | S
X 0O BT NI TR R 24 1) ECT I7 ik,
EAT A 30% 1 5 107 JCROR 1 AL, N, 4%
PRI TE AT

2% /il 0% 99 % (transcranial magnetic stimulation,
TMS) & — AT i 0 B A, UL TEA e
P/ ERAETR BB AT 55 452 . 1 2008 4F TMS
Bk 3 B & 25 5 B8 LR (Food and Drug
Administration, FDA ) #1t i F T35 Y7 55 % 30 AR fiE .
AN, TMS FPE FRPLEIAS ZARVE A, I r &
AABAE , PEAFERA G R FI R AT 2T A, Ry
TR TMS YR 7 IARIE B I R A SR A R 3
A, R SCHE TMS XHIRAE 13RI T o il R UE T 203K .

1 TMS ERRIE

TMS J2 ] FH PR3 Fsf 228 3 M A R i 47 3 g A
SRR SR E738 R R R R A A
2 B DI A A I ) A DX, I DA DA A ol
TR S o A i s L P TR T O 7 A DR i 4
5 3 PR T K , B AE K s B g, B
AR R, R R A SR A Al . S TMS
Jii e g A AL~ %ok J 08 B T DX 3l ol 8 1 W B S
N 2 2 g ) 3 (repetitive transcranial
magnetic stimulation, rTMS ) J& ik i 7E — Bz B[] Py LA
o AR A B S A T RN o AR ' TMIS 3 8 S 97
<1 Hz B3, i 26 24 22 00T 58 R B, A ORI A3
rTMS W] 5 SR ¥ Bz 56 3 i 8 w2 s g
rTMS $5 (2 494 >1 Haz (R, 8 1] 5~20 Hz.
{4 T TMS T3 i Jmy 50 R BT 2 2 I S S, 5

A CTMS BRI o BRI 2 A1 R
SRR TS 4 5 B ) 2 5 T
FrRT R

2 TMSIBTr AR AY G RIX S

TRYTIWABAE Fic i UL A R S MR AR
J% J5i (dorsolateral prefrontal cortex, DLPFC) , # %
Y S 25 7 22 0 &5 4 0 33 (high-frequency left-side,
HFL) , i A5 00 ) 25 37 5 A3 018K (low-frequency right
side, LFR)™, T f ¥ (1) B 53 % T2 R0 o7 1) 32 48
D4R T OB R HE o — TR X X R P AT
(treatment-resistant depression, TRD) & 3 [ #1 28 5%
R2ERIEGE R B, A WA AL N PEC 43 550 5 HilT 1177 Bz Jo
(the subgenual anterior cingulate cortex, SACC) 15
F1iHY 2 J5T (the posterior cingulate cortex, PCC ) L fE
R, ML B AE sSACC FI PCC AP E S G Bl
I35 S Y PEC 37 i3 7T RE A R TMS YR 748
JO Ty — T T JE AR AE £ 4 (major depressive
disorder, MDD) 3 17 1) Bl AL %5 JEAF 55 1 & B0, A
DLPFC X [ #E47 c TMS J3oaT [ i i ol A
{28 SRR AR A M A . T IMRI Y
25 190 2 D)) i 34 22 1 0 Sk T 000 R R R I PR 45
PALIAITS, BT MRI A2 T i H A DU B 6% X6 o
WAL IEA T TR MR 14 28 67, 48 5 rTMS T4, file
By — I RAAL O X BT ST, 1) MRIZCHE #6470
T A T A b 7, SR 10 Hz FF2E 5 s, 120 4%
B, B4R 6 000 ik ifr i) i 77 it ' T™MS BE PR ok /D
TR R Y F ARSI AR REAR™

TEA A R I T, 1 TMS AP R4 Fh 2480, 1
FE VK R AR R B R R £ B ) R 41 ()
bS5 IFANGE— , & SR B AT R RS
E o RfASTR]SR BE rTMS RN 4 BIFFE R B, 35 52
80% 1112 Bl (7™ A5 B0 , 100% 5 H B Xl 380
120% Fsf XU HiF 451 -0 1 R 43 5B I R 1
14 120% 132 Bl BB A N S AETNOR B . — TN
1 754 BR8P 25 A0 A LU 1 5.10,15.20 1
HA[F P H)E ' TMS J7AL, S5 R R W 1697 17 914K
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B S AR AR AR A ARG . TR S A R B, B R Sk
MPECTE 1.200~1 500 Z [R], BEAS IK I 5 ¢ TMS 19 B HE SR
RORU, FDATE 2018 4R 45 I HELAIR YT 7 o0, R 874k
P % 220 DLPFC $EA T = AR0R0 5 , 0 00  hy 120% 1 2,328 31 [
{8, BB 10 Hz, BN PN RREL 4 s, T 754791, 1790 1] bR
26 s, Tk 3 000 A4~ A8 A Ik o i ] 285 5 34 14 B (1] ]
P AT e A PR M i e 2 4k

AR AR AL G R iR T 2808
VAR, AL FE 0D Ik P 3% (theta burst stimulation, TBS)!" il
Y rTMS (accelerated rTMS, arTMS ) ' 0%5 - [a] &ML 075z ik v
# (intermittent TBS,iTBS ) & —FhECHT 1 rTMS JE 2, AT 7£ 3 min
PS8R, TRRIERY 10 Hz rTMS VA7 8124 37.5 min, TBS 4=
BT R IO FIy PR 1 i . 252K R W], TBS1RYT &
BEAMARIEA B BRI 7" — TN A 414 51 5 B PAIAE H s 1
BEHLZ I RIS X G iTBS 5 FDA HEHE AR HE T TMS JAYT
S5 R ILITBS RYT A ERAMARAE R . A FRPPAG 15 FIE YT R
IR 52 55 7 AR 10 2 AR, arTMS J2& o — o 1 4 )
B, WFoE W, 8 arTMS AT L) R b 24 38 I AR SE IR
Holtzheimer 55" BB #& AT T 012 A 15 7R arTMS R
7 46 2 dJ VRS B B W BTV E R, 42 T 3 JEL RN 6 Sl g i
Vio FHiAfth—SEFFE AR, A F AT AL 1Y rTMS AN 2377 4 1]
W RIVE o Fitzgerald 55 ™2% FH BEHLAT IEIAIGXT L T arTMS 5
fEGE rTMS BUIT3K, 25 5 £ 0H arTMS 54558 rTMS J7aH 24, FF:
A3 arTMS IR E A2 R 2 JEAARIE IR B 0%

3 TMSIRTTHIEBAE R Bh ) SETG HF 5%

S SRS A 1 TMS (1443 F LIS T K ik di
X EBIFFER A A AN [6] AARRRE BR AR TMS TR YT TS ENL
i, 52 P A AT 10 L4 5 RN A 3 (chronic unpredictable mild
stress, CUMS) £ 18 | 5if 301 JiF vk 455 80 | ML BR D) [ (olfactory
bulbectomy , OB) A %5 . Wang %" ] 15 Hz 125 45 rTMS ¥4
J7 CUMS AbHR 14 K R B0, A8 M R 5 RS A 7 A 2 52 5 4 i
Hi%H % /> T BDNF H1 Bel-2/Bax 25 [ /K -1 3 ik i /0 ¢, [l s
rTMS & 3% b 98 CUMS 5| & 19 i & KR £ 1 8 32k
(cannabinoid type 1 receptor,CB 1 )ik /b, fe#Ei6E S ph 28
AR AEFE , SCEIARA T R L 1N, FH CBI 32 AR5 57 W) mT L BH
AR AR ER . XF R 2 ARV F 1045 3 Tasset 3 Y HIE
S AT R BZE TMS Ab B | Caspase-3 i i 48 Ak 7= M i) A=
K B BN IE K, B ' TMS Xk LU B AL B0 A 8 2 i
HIVEH . Feng %2R ] K fl CUMS #:5 , E 48 M 1 TMS 34397
(21 ) IESAYIE IR, 45 9 WoR , 7R Iy TMSIRYT 2 B, 5
CUMS K AR , 18 ¥ rTMS 1A YT 1 2 300 % /) R DU Bk = 17
g, BN T T 4R i 145 BDNF 4K 14 K ERK1/2 (BB 1k,
FEUA A ' TMS T RE LA FE A RN . Kim %00 75 CUMS A
ISR rTMS X K BRI 40 R & GABA ZKSF [ 5210, 25
SAEIREPE ' TMS VR T7 IABAE S B (4 A S A7 A 4R Sk
PRI 25, BEZ AR R ELLS diYsRa RGN
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SR B Y S B RARAEA 1A, I ELIDARAR 2 mT AR 4 A, 30 i)
XoF T HALN H rTMS 1RYT 5, SR B v TMS Y797 B s e
110, F — 25 1 A= BAF 5% & BEL, ' TMS T g J2 i 2o |- 3
Homerla [ 3A 5 Ak BK 3 T8 ] 15 4 28 70 1 D4 A P e S B —
PR ™. Heath 55 i 7E /N OB IR R R AN
[Fi) 36 (14 ¢ TMS (1475 A R 28 A 302 AU O 30 P o T
JE Y rTMS Y5 RE R OB A7 /N BRI 32 Shfothi iR, i 1 FH B
A2 S PE T AT A, o, AR 3 B4 ' TMS 1] fiE 7 A AN )
(AR 28 2300

I W) S 5 % rTMS RIS A AT TR, Peng Y
FOAE T AR (1/5/10 Hz) FIAS [R5 5 (0.84/1.26 T) £ 43 %t 18
PRI R BIAB A YT VE R, & B S Hz A1 10 Hz 208438 T 9T
1524, AN ZH00 rTMS B RIGTIm AR 1 F W] g 5 PFC h 2 JE
JK BT A Sirtl/MAO-A {55 il B Y FGA A G . B H AT IR
W, 15 Hz Fi125 Hz B0 TMS 05038 108 P o 3 AR /1N B
TR ANAE FEREAT N, A e TMS S i sl 2 eaE T AA T i
HERR 28 T Az S fl o] 98 1 R AR AP A T, A % rTMS 7] g
3 S EE L RO AN TR D T T e A4 e TMS (9 4 28 D4
FHTTAE 5 p11/BDNF/Homer 1 a {5 538 f{AH G2,

4 TMS & FrHIVBRAE B AT BEHL HI
4.1 rTMS T VAR A% 238 i

5-F2 (A (5-hydroxy tryptamine, 5-HT ) 4255 F & Ii-TE{4-
B ERR RGP R E M M T, K AR L P 5-HT RE R
GAEIIARAE rh AR EEAE T, R, 340 5-HT Refh 2153 gk
2 rTMS SR YE I Ll . BFFT 3R], rTMS AJ L A i
PIAIAE 835 04 RS AR 1 AR A el AR B, o — T oE 3%
B, 23218 P rTMS TRYT R BUT Bl 2 fil = 5-HT 1A 32 {4k
PEBEAL , 55 SSRIs 2R 24 J6L 14 VT FRa 2 VG 1T 4 3l S 6 o
FIAE FAARARLET I R R ATIG ARG, DA B —Se 25 6/ Hir 1 3 Y
22 U A B P AR LA T 2 R S ISR Frypg 3R B~ rh (14
H o Pogarell F P HHFGY K& B 1 TMS 7 -5 4 i 2K N 2 A0
P BCRAR Z T I RRRN , Hofth—SERIFFE 3 B, r TMSS BT LASZ i
Z LI 7KF , TR AR IR . ) — T 3T R 3L, 46 rTMS
YRYT S, AR AL N- R &2 BR e FE T e, X Rl s 5
BEINFIYIRE R A DG Ak, rTMS 38 RE IR 2 H 1t
ARG KT
4.2 1TMS T DR L Ty At 22 K4 Fo R AT B

WE5E 2RI, ¥ Eh 0 28 % A AT 2 rTMS BRI T L 2 —7
TERAE, #028 J Ae 28 R A S DR 0 Ay B2 JoT T )22 B A i .
MM X, Ueyama ZE5 05T B AR IE 18 P ' TMS X il AE
KB ATIR 1 22 5 A B R ), ' TMES T 35 A BRI [0 10 S
FHAH A ) 4 22 (HZRIE R R T R A A R B 283
T FFE 2R, 15 Hz #1125 Hz () rTMS g il 3005, CUMS 75
AL YE T DG X 2 B RN XA P28 R AR D, X — I nT fig
55 rTMS TR AE 3 AH DG S SR IESE , rTMS RE VS
Sl T IAPE AR RS 5 (long-term potentiation, LTP) Fl
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KB FE ] (long-term depression, LTD)®Y, rTMS i 5 i) LTP/
LTD 5 3805 5 A 6 , 45 rTMS 2377 A LTD, ifif (25 93 rTMS 1
JEHLTP. rTMS 55 LTP B 43 AIL i AT 58 5 2 firh ) I 1) 45 2
fii NMDA Z AN, Liu ZE5%F KRG T 2 00— W 5 7
BB TMS YA YT L T 4071 [0 NMDA 374431 356145 NR1.NR2A |
NR2B 3534 i 34
4.3 tTMS T AR SR % 8 & R T

MM 2o 0 PR R ) 1 2R 8R4 S BN I R K TR i —
AT T A0 2 JE AR, v TMS W] 38 3 5 M o7 A S B
FRIKSF SR K AR AR T o Keck 250 E S Sc i b & PR, 43
TR A I DX AT ' TMIS Y47 AT A L 7 S 3k 3k
rF R I BB A IO RN ) SR rTMES i S 2 IG5 |
4 AR B MR R TR 38 4 T v L X S BT 24 o 5 M 28 I
AU SN A FARALL . Czeh Z5F5 W MIF 5 th 2 W ) ik 97 P
AR5 O IRN R TTMS BIGAYT , AT LARRE 1 25 9 43 1 il , fefi 7
R PR AR 1

2 I I AR A 5t 6 W rTMS X R N - 3 4R - B R
(hypothalamic-pituitary-adrenal , HPA) i i 1H 5 VEH . He &Ry
WFFE 45 R TR, 45 T HAR B 10 o B AR A0 FRL 1 3 92 Y 1 TMES B
1E45 rTMS RE 5 2 WA B 2 1 HAMD SRR 43, 5] i R A 115
{2 '8 MR R Fifk & (adrenocorticotropic hormone , ACTH ) Fl JZ 5t
fi (cortisol, CORT) A 7K -, i i3d B rTMS BE 4 1 7 384 5 | A
HPA #1109 & 7% ¥ . Zhao ZE49%F CUMS AR K BL#EAT 15 d 19
tTMS J& , 5 55 ACTH il CORT 7K it A, /R rTMS TEIG
S ARAE i3t 7 o AT AR 52 HPA ik (P-4

g5 1 ARG RIS A s SE 56 b, TMS 2 7R T AR i bt
BB, J0H 5 AR AU MR 25 16y 7 il e
B R o AREEAN 2 ORI 2 07 1 TMS L 038 Jik w388 o
(1 rTMS A2 2 AT B R oA Sk BLAT Hin S5 i LI AR iR 7 = AT
o TMSTRITIABR 24 B~ AL v R s e i, B A
— BRI B 53 W] BB MILTR , A RATY R T 22 KA AR I R
WIS AR R
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