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RYH R R *

T/@:@; 1,2 ﬂ'iéli 1,2 A g’ﬁﬁ'} 123 A

YL T34 BRI 22 B S SE06 %, #8200 2210045 ° VL5548 BRI 5 80 N HoR B 5 S8 %, #8200 2210045 ° #2HE
BER A0 IR EE B pRIFER, 4821 221002)

H E PMWZL B (dopamine, DA) ¥ ¥ 2SR5

ERTmEEN, 55500, NBAORSE S

W £ F B RATANREE. HN2HEUKR, EERTENFHEARFRORGEM L,
BRFEARNEGH S FETERREGEROLT. ARGHEXBIH, BF T RN —RAE
PGSR AERIRFERANAR. AN T EMETE AT I L BERT A RELRHEF
HIER#AT T A AR, HHRE X — R G AR KT M.

KR FRZEEEAAS BURER; 2B #ERE T8 & 2R

AEDRE T, SR RNE 2 — PR
P ERRI I s N, TZH LR 2RE S 5] D )&
I U — PR RS . TP RN AEE T S A
MLy, EBRAA 20% KN DR SRR, K
IR RS . IR AR S5 4% B 7 T RS IR
WK Hh 3 5 5 8 N Bl Mo P R A SR I R T
HiaMg CuoplrEs) , Samch— ekt
AFL A . [EH FR& R 52> (International Associ-
ation for the Study of Pain, IASP) & ¥ AT T )
TE SR “ A0 1 B0 A0 4 2345 4% Bl 51 RS B AN e B
SRR AL o LAk, BEE TS
RN AT TR 30295 AN A A 35 A SR 3 ) i
1B IR DS, 62 2 FiE BAE AKX ELAE A1
S5 T SE R M BRI AS T, i SR
SRS IR AIETT, TASP 75 2020 453 T &R
E S PRI — M S B B A B A 2R 4 1 AH ORI
At PR R B R 28 17 AR TS, B AR 2
I HAZE U 7 /ST RS, 3% g R A S Al
FERAREG A b, MO BE. AR & 2 7 o 4
T Hi AR T P ) SR

BRI AT A B ETR N, (HiET
FORBI RS, — B LURAIR L 0t 58 1 E AR h 7
ARG ARAE R GE, W R s & FE R,
TR LA AR R AR A PR SR, SIRAH RIS

JEARES . NN S AL 4R B R R T N E 3,
XS e R S B S A =R HL ]
e PRFAR AR L e S A 7R BR BRI 27
e 2SR RN E S T F RIS K
&, @atgmn THEM SR, AR
S50 AH BT B AR A S DU AT FEREN T — AN
AR KR I R ANEERE T SR, i 5
S GBI SR DhRe R 5 B UM, b
i % iz (dopamine, DA) 3254 2 4t 4 1425 5 U
MIFE 5B 51 . [RIINE, POt — e 5
B RGLIh e SR AR G &R ®D Ik
AR BN, ik DA BErpZ e MEskE, DA K
SRS IS AR SRR IR I A ARG B A
SECA I BT DA B 22 TT REASIDLIA <6 AR 138 3
RERAARZZDAEIR CANBEIR) T [R] I 5845 1) 45
% [X (ventral tegmental area, VTA) J& i DA fig # &
JCIN AT AGE g i A5 RIS sl IR, #2785 VTA DA fig
P28 TOAE W <5 AR AH SCPIRAT Jy vh R 4 B A R 4
PEFT Bl AR SO G35 40 0 38 8% 7K T 3 ik DA
LRGP P e BT RAR LA, TR
X RGP AR 7T 77 1) 34T FR 2 .

—. i DA %% R4

F11i5i DA 225% A4t E 2 VTA DA BERiZTe M
TR AL, VTA %R G0 DA 13 Z0KIE 7.
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VTA i T RBRALAZ 28], Z—HZ A
TOH IR E, HAR AR 60%~65% [ DA REFHZ
TG~ 30%~35% I y-24 5 T IR (y-amino-butyric acid,
GABA) fERIZ LT 2%~ 3% A IR g Tt .
RN DA RE RS IEEG ML SR
FAEA O B B R R R AR . R
Z [PUEHE B, VTA DA BEFEE 0 L HAR AP IR i
FEPIR R i sE R E. T DA REfZ T
TSI AR PO S ARSI I E BN L BV, 4t
MNP 2 — P AT R, &R AT VTA DA
RetP 2 JuiE 1, kb DA BRI S N —
CALTR” USLRERS G DA BE RS, N DA Bl
Ak, WA AR IS VTA DA REfi£E TG,
M Fi] VTA DA REME TCLE RIZIR . IXEEHE IR
VTA DA fet £ 70 B 5 2% W5 F0 ) B 7 ot 14
[RlUk, 45 VTA DA RERIE LS S5 m ISR 701
RS EALE], X — R i DA 2 RS%
TE R 2 00 AR A E 5 AR SRk Bt 5 1 R AL

. N DA RE R 2 TR 35 K IR 42 A it
ML

Fil P A — AN T TR DX 3 e 6% Bt o 5
PRSI FE IR 22 Il X 2 TR #2248 3R A T4
BRI 5HE 185K 1% B8] 35 BT ke s i i 2
NS N R ESY IR W N R VA (S EZ 7N
% R 4 AR T ATL 1) A 5 V75 o 428 D) 4 ] Ak 3L 0 15
S E R

Tk DA 225 R4 E 2 VTA DA BEfZ T &
H RS X AR B4 (nucleus accumbens, NAc) 41 /%
J7 S i DA %2 R 4106 B % VTA DA fig
P d B AT AU B R (prefrontal cortex, PFC). A7/~ 1%

A

©—< Glutamatergic
©—< Dopaminergic
0—< Cholinergic
O—< 5-HT-ergic
O—1 GABAergic
O==< Orexinergic

1 Z 570K bR SR

e D] o

(amygdala, Amy) PL K5 (hippocampus, Hipp) &5
X [\, fEAZRGEMZOMIX, VTA L3552k
H NAc. I (hypothalamus) F14MillZE4% (lateral
habenula, LHb) 55 58 1 /2 AH G X 1 #2424
S OB 1D o kR 2 AR 3R 52 7 Nl 2 DA
BT RGN RE I U A2 12 P A M HAE DG B A
iR 1 EE B B . A 24 BE 22 7 RS VTA
DA e 2 TCAE B35 AT /)N R AL 24T 9 I ) It
2> FRAR BN 1) R4

1. VTA->NAc DA fg 5kt

NAc M SCHRAR R £ B BG4, BN A
95% IHhZE e A F#KIE DA 1 8 (D1) #1 2 A (D2)
AR 1) GABA Be 2 £ B 28 J6 (medium spiny
neurons, MSNs). NAc Mf#HI%% E 0T BLr A% (core)
AL SR 1) 5% (shell)o

NAc #& VTA DA B # 48 70 ¥ 55 22 N Ui 4% 5 il
[X, VTA->NAc DA fg#% 4 tho2 ik DA 25030 i
PRz, —H LR, X—HEEANEN T
15, BHLAR ¢ A B 05 B R 1) B B N S5 1,
FeA R DA FRIR R #2257 T (brain-derived
neurotrophic factor, BDNF) 15 5 2 5 T i1l #l B,
AT NIIRYE . 2017 4F, FRATHE 50 R AR 14 4 22 9
HEFR AN R, VTA #2241 2 NAc [ DA B
PRE TR IEIN,  JeIB AL S HI X — PR % v] DL A
SPERAAT N e AR AR B T R AL B 2 5 3L
(sciatic nerve ligation, SNL) Fl3 Jf5 £ 714 /)N B (1) VTA
DA fefh 4 TR FEAIS, 18 6B AL 2 BR Ry
5B VTASNAC 1) DA fé i &6, 7] LZE A
SNL Ff s sl A fm AT 10 X st Sk A A
B, (RS AR SR, M VTA 24
S NAc AMISE, TAMI VTA WK 2 #0485 5 51 NAc

(A) W5 2B PR MIHY% 55 [X. (ventral tegmental area, VTA) DA A28 705 H R A% I AR AH R R = 1K
(B) VTA #K _EUiEtZ A0 n & Bl VTA I DA BRI JC-53E DA RERPE 18 5250 AR S IR iz 1400

BT RoR WA 2.
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From LDTg

From DRN == Glutamatergic
mmm Dopaminergic
mmm Cholinergic
mmm 5-HT-ergic
mmm GABAergic
=== Orexinergic

Glutamatergic neuron

From LHb

B 2 VTA IR CAMRIS 5 RS AR 48 TG < 18] 5 fil i 22 7R = 1A
VTA P DA BERNEE 052 5K © N BG4 57 57 (medial prefrontal cortex, mPFC). 1 MU 4% 55 4% (laterodorsal teg-
mental nucleus, LDTg) DL F14%754% (dorsal raphe nucleus, DRN) [P RS (BRERRE) , /MEE R
%>k H LDTg MHMEE S K B DRN 1 5-HT BEF ST, X Le i3 5% AR, MR s (lateral hypothalamus,
LH) 0% R A2 A PE A B 8RR RS (orexinergic) 55 5 I E (1) GABA BEFST 2k VTA () DA Rt e, H
HEAIKEERSTZS TR IR, MA, R MERR, HAMUZE (lateral habenular, LHb) #2451 ] VTA ] GABA

AEFP L TC M A R IR REBUN JUMGT . VTA 1) DA BEFfZ

TCREWS HE L BTN ) GABA R 5B IR AESN - LAh,

AW B 2R R4 05 GABA BRI JC A7 1E AR R

SMUTE,  HAE/N BRI SZ RIAE 0 L S F e R, VTA
PIAMI 4 22 0 IR AR I R 2% A e Ak, 12, 5
4t AT RN WA 1 SR B 52 B PR RN NAC %
W) DA BN, 5 N 1) DA WIAE I OR 4
Fase U, XU R — TV T VTA %2
NAc ] DA et o e M i EEZAER, 5
— T WIRR VTAS>NAc DA 3 0] fEfEE T REA
[F L AR S A BT XCRE e AT #80. S3 4k,
VTA kERAEGHIIRTY R Dhfe B2 T ge 2 ik
W 5e e I e 22 S 1 — A B R

W EPriR, NAc 251, sl RAT N EY)
R BIZ A, IEAIE SR 3 5 5 PRBAT AT E
ZX . XEEUEEIE R VTADNAC DA BB Y
ARG R R BOCHAE R, ARz
TSR AR A BILAT .

2. VTA>mPFC DA BE#5cHT

P AT AR 7 T (medial prefrontal cortex, mPFC)
eI RGN EBARBGE S, S5 R,
WA AW TARAIZ5E % 2 mAmtiae. ANl
il mPFC #1242 TOE 3l A AT LZ g ide £ 1 p 22 4547
(spared nerve injury, SNI) /] TSR I 08, [ 4
B ok 2 19 1k 2 T A B 1 OB 4 1Y, #2278 mPFC
2 VA 428 I S 0 B HG A S 15 e R ) R X
VTA KK DA & mPFC 25 Lk i Th g (1) 5 2w
Z3B)5, D1 ZMAE mPFC 40fil) 2 %k, 1 D2 %
PRI T BERIRAE RIS 5 6 )= (Layer 5, 6) 4L,

I HLF R 224K DA (045 &t A A [ 1, $2
7~ DA fE mPFC #2047 R (7 F el R R &
Ao HATHEEARIE UL S Ll RS 0SB4
mPFC 7E 4 1 2 AN [X (1) DA f& 3, 1 18 14 74 I i
mPFC DA N 4t T8 %7K *F, H mPFC 17 4 DA
A DAZZ ARG M PR HOREIR U7, I L 4 SR 7 43 1 B
T mPFC Wi DA 25 7 PSR B i #2 . EAk,
Sogabe ZEHIMF AR KB VTA B AL (50 Hz, 30 s)
REA ) AL 22 R i 1A R BRI 4 R A 35
SN, I HLBHG T A& PRC N D2 245 11X Ff
R U G B TR BB AL B RS VTA
it 2 mPFC M2 TCAR NS B s A0 SR AR MO B DT
FEREEEAT AN, LRI /R VTA>mPFC
DA 835 AN AE 7 B i A 4% v R P EE AR
(] ], 22 5 P AR DGR SRR R 7 PR T4 o FRATT T A 1Y)
WFFEE— SRS T O A 050 A% 1 N T TR
FIR# (chronic unpredictable mild stress, CMS) #4) %
PIHMAE RN R R, R 2822077 (RN
SR 5025 HE VTA DA BEMIZ T sl /I
BAMERFI AT N (ks B2 W37 588 K i &f
L B 2 R ST B

g BTk, EXRIEIRE T, VTIA>mPFC [
DA #1 e I R R, 885 20 B0 E mPFC
P TUITE B, X Al ol BT e 2 S & 2R
mPFC 2 51 @ hkE. Hit, 7F VTAS>mPFC &
S R IS ThRe 2 A, FLAE S BT A BE A
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TR TCAZ A8 IR RORE H AR F R 4 51 R 7T 3 1Y)
R

3. VTA>Hipp DA fE#5f

W RN N 5 R e A, Y
BT HEWNHERPIHEMGE I, B2 KRN
Gk AERN, AR E VTA [ DA G4
AW TR IS T 5 1 D1 8¢ D2 2 A& W] DA™
AR RO Y, A IS A W U SO VTA #
75 ) DA Re 20 70 n] UG 9/ B 4ERR1d1Z
fIfie 71 P 5 IR 8] (dentate gyrus, DG) ) R 4E
W2 K 2E (adult hippocampal neurogenesis, AHN)
St TN FI A A R A e RE D N B, B A
KHIRF T, Sk A AR H AN 2 o AHN P,
ATEWRAE NFIE MG R0, 185 2 FRAK
AHN 7K, X P /b ] e 518 1 08 B S S0 id 12
Diee i ok . FATBOIE W FE R . 7EE i 18 1
A B 1 28 3B 4514 (chronic constrictive injury, CCI)
T TR 1 o 22 P P /N BRBE B i, VTA F0 4
F| DG 1) DA REFI 2 Te 0% A PE RS/ 7 118 M9 T
5L AHN J/b s fa i iz sz 4 B, Ak, fiiE
PRI A OGRS AP (W E AR 5 AHN
TS, B AHN 1] G842 22 518 1 0 AH 0%
fIiCAZ 35 55 A0 St A I A R0 v P

XS5 LRI DA 55 A1 VTA #5255 235 (]
1 DA Ret 2t 25 1 R AHN, JFHAlse
T I AL R AR R S AR DG B RIAT A o

4. VTA>Amy (1] DA fig#5+

Amy 20T N ARG, FETE 25
L DA SRR FEAAT 45 & SR e h # R T
BEH, [FIET Amy 952 M P9 2% 00 17 86 4 1) 1 42
b, JFHZE TEMN N T 208K T . Amy
2 AN EfRTIFI DD e A& ASAH R AR A B,
BAUFE R /MU AT =% HE (basolateral complex of the
amygdala, BLA), #7{=H1 Y44 (central nucleus, CeA)
PL K & J2 40 B Bf (intercalated cell clusters, ITC).
Ho BLA & Amy #5252 05 % VS 5 /& N 1) 3 255
gy, EH KERHERMZTT (85%~90%) LA K —Hf
73 GABA REMI & 0. BLA Kb 3 5 IS BAL 34
CeA. CeA XAEWAE “MhEIKZ AL (nociceptive
amygdala), J2& TS PIFEAH O 1E 12 B 1) B AL A
HAMMEFRIRF (laterocapsular division, CeLC) & &)
FHOC AT B R AR I B X 38, ITC 52 Amy N4
TR R B LA R 4, F 22 GABA Re 40
Ji, AT AHIH ARSI CeLC Hrth P,

APERGMIMIE VTA DA RERIZE TG, J53# A R

e 23 o

i X B DA, Amy P DA & & Bt 5 T mPFC 5
NAc Z£fi[X B, DA %A 24K 4E Amy W 3E 4370
ERABAAAE— C L ke S, Tl D1 2R 7E =
AN X By R IAH A ITC 2 ®, D2 524k
7t BLA WA 5 D1 4L#5, TifE ITC A5 D1 %1k
A7 PO BAh, BLA B2 42K H VTA 1 4MU
[X 1 DA BE#Z TCRIE A Y, T LA CeA N iE
SFEIL B PR AT R R S0 W) R IR S B Amy 1) DA g
PR TE AT TR VTA LU BB FR TR B oAb,
A FOEFREE Amy A ) DA BEMHZ JCA R AT LA
CeA W — ¥ 48 J0 7= A DA S35 it B,
8 PE P AT CeA TG, T IX L i 28
T T LR AR S 18 M O AR DS I ST I 4 Y, 3R
Amy #PK 1) DA #ii A\ 7T G IE I 52 CeA #1148 015
B R4 P I b S FL AR SR I S JECREAR . T E BLA,
DA U RE 85 12 15 2% A P 4 5 4 28 7 1) 0 1) 42 2 fol 5
L A AT Y, ISR PE 4R 78 DA 7E Amy FI1E
Al e EA X AR

Hurf — Mo T4 5% E Amy A H/EH
PO HERE . VI 5 i A 155 JBOIR A5 A o %
IF H3E 5 Amy 5 R X ISR BRI
2B H Amy N S HIEIH S L Y HREF] VTA
DA BE 0 AAZ O 11 HP G 22 B R SR % 5 B
WS RER P, LUK VTA 3] Amy A [H T [X #
S SZR R Ih e 22 5, TN DA R84 0 v] R ik
Amy SRIEE IR R AR R B E RN S A

5. VTA [P)_L i 2 30 2% 8 42 0

VTA #2505 K H PFC. AMII R i (lateral
hypothalamus, LH). LHb L& #4875 4% (dorsal raphe
nucleus, DRN). Amy 552 M X 6 A fil
BT YE (5-HT REFIKRE) &N . X [
B RS VIA JE R A Bt 25 TR
ke

mPFC & H 1943 2R REF 5 1T LB #23CAC VTA
) DA 5 GABA fg #1470, 3% mPFC A DL
I VTA B2 BRBE, BeE DA REfZEt, {2it DA
MR, B B R R R E . i S K
JE K 5 BE MM X (ventrolateral periaqueductal grey,
VIPAG) F#[a VTA K et AR pe i, A
A /DB ) GABA R4, I Haxseis o
2 ht 2 VTA K93E DA #1470, Ak, X%
TE AR Sk 5 B Bh A L o ol S UK 4% A g T LA
A Sk AT S 2 RSB 45 O

VTA 52K [ NAc ) K& GABA fgfiiA .
NAc N ) GABA R 28 It Re % 45 B[R] 452 Hh 5 5
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B VTA, IR B4 28 5043 il i T B E20 B R0 B 32 1@ 2%
B % 1 8 e o S AR S N T B v 4
WA EN D1 24k, HEBESSEIREM VIA, 5
BN o (A0 B 1) 44 0 N = 3R TR R e T
P02 A TR D2 224k, BB A B A Bk
AN M, 83 R VTA S ik 4, 5 5R% K
BRI G GEAH G . A 4R R I JE e 20 45 1 1) i) 4323
AP TE AT M 0 I 2 hn R v e B

VTA 4252k 3 15 /MU 5 4% (laterodorsal teg-
mental nucleus, LDTg) 1 JELH8 A1 2 B BE 4% 4
H, 3 LDTg 7T BLIOE VTA o (1 M85 2 B 0 B 25
TR R IR AR T B I NAc 1) DA B ™, I H.
LDTg>VTA IHIEEEFFZE TCLIH 40% 24 HIi BT
BOE M, AR, a8 LS LDTg>VTA
FEBR AE AN R BE Al 22 70 I TTT 2B A 12,

b 4h, VTA 4% 525k B LH ] GABA fig P K&
AR (orexin, hypocretin) REFEHS, 8 g f% 2
75 0% LHOVTA ) GABA BE# 4 ot al DA~ 4
WEAER, & AKRT LIE R VTA #5 2 NAc 11
DA REMIZ e 24 A1 B, VTA ST akik A 7]
PP AR AR, I FLIX R F AT BABE NAc i
D1 5k D2 ZAFEBAI TR W Bhath, 78RR
KR, S B AR 2 o0 nT A= A e A
TSP VTA P63 BRI 52 A T A LA 300 )X ol £
VEFE M, H bl W, LH>VTA (£ &)k 68 35 aT
A I8 I 5 M R i 25 2 H R BRI A P

LHb 9 RE & H 4 2 B Be #2542 VTA ) GABA
Aeti 2 70 LA b DA BEMRZE TG, 18P 0 2 W 5
% VTA GABA REFIZ JGI LHb 5 & IR e # 4 T,
J5 I 0T R R ) GABA RERPZE TCHIHI DA BEHh
L TCHIRL AT O, HIX 4% 38 B AE P 1 T
ANBRHA

DRN & H 5-F2 )% (5-hydroxy trypt amine, 5-HT)
AE M R B R AT B VTA, A R IF 2] ix 48
B SR AT N . DRN B &R AE 4
JUHRT— 4 5-HT 545 & B 3% i L A7 b 48 o0 vl DL
MRS R RRTE AL 2 M J5 DA R4 T0, AR
VTA>NAc R H %A P W%, 10T fE A2 18 M 0%
i} DRN 5-HT B #2800 B 538 n B9, VTA
DA BE 40 55 R B0 4 SRR, TP I 4% 1%
AT BE 20T PRI S AH SR = A 5

6. VTA PN # = R 2 70 2 8] (AR B

VTA 5 60%~65% [f] DA REMIZE TG 30% ~
35% I GABA fE 42 70 F1 2%~ 3% HI4S & R fg #
2t M, IXERZITE VTA N B AEAE SEfil e 2R,
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FIRR IR, S5E RS,

VTA DA RE#H& 0852 R GABA RE#LIT
TR J5 3 AT LB T GABA, Z A& HIH] DA fEF 4T
2w, ELAT BLRZ I NAc N DA IR S 2
VAT N 25Ty FoAhAZ B a7 g8/ T VTA NI
GABA R 28 J0, 3X 2% oy 3B $5 5  F [a) B2 4% oh
i % LG 225 RA M) ThRe v e 2, L LH
GABA feffi £ o] il it 5 VTA GABA R4t
TE % 5% il Bk 2R 0] 42 B35 VTA>NAc DA BEFZ 6
I 2 5 4 f8 45 kA B DA R R & AT R T 4 B
VTA W IS R IR 2 Tt R B A% T Y 1 oAb o
ZICIFEER MR P, FI, VTA WIS RS
5 GABA fig t 2 ju ¥ %35 D2 %246 ™Y, $7R VTA
DA BEMNZ 0] BEAE A S MNHT 870 A6 SR S0 A i
SR, RO B 7 R S A SR B R Ok
FEEREMIEF A itk — 2B 5E o

Ak, VTA BRI (astrocyte) A1/
0l (microglia) B2 5 T Ji15. 1E18 & 3)
VIRERY (fff FHEE M R 118 1 A R 22 R 3B 454D
H, VTA W EI/NE RN B0s, 8 o8 VTA
P GABA BEH A1 £ 70 M /1 9 5025 86 5 5 DA
WAL FAT N Cnal KRR, X 25 R oR
VTA A B 070N I3 41 i ] RE A2 18 1 2O I DA &R
GUINRE I — AN EEER B ghah, BRI
JI L RERE T VTA N GABA R4 T DL B 1k,
J 1AL B VTA P T I 5 40 g ] LLIE T 45
R i AR I Y 7 U3 v B GABA BEATE T
FIRLAT I, MTHIH] DA BERIZ T, 55/ ki
1Th; R VTA B IR R0+ B AR s ik
RE A A1) 3 P ik 84T 4 % DL 45 B B VTA A Y
G2 IR 44 P A1 i i ] 2 2 i e 28 0 Dt M 1 5 5K
(FEZN GABA g4 I0) 25598 KM AT N
IR .

i LR, VTA £ B R 4o B 81 2 A
TR, iz LIRS, X E
F IR TR, 2 2R R R [0 X 1 22 B4 DL
T Je 8 B F 1 9% fk BB R 6 43 v i 22 B i 3 R R i
TE PR S FLAH G Pk 2005w R bR 10 T8 4% R 4 At B

e 4.
=. T DA ¥ RGIHIEAIR I THLH]
1. DA

DA 2 P 2 2 LA B B R 8 T 2 —
YE 9% A DA ) 3 ZR IR, VTA L B33 T il
BIX (41 NAc) [ DA Z 5. Fhibl. HHEEL
FAEEL B R, AR O BRI, NAc #
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PN DA B 0T 52 N DA S =i, 7ERIEOE 2k
W, 52 DA KT E . fEEEARIRE T,
VTA->NAc 3 % DA B0/, D2 Z &~ il, X
F AL B 2 IE A9 B, $R VTA> NAC it
DA f] fg it D2 SR AR AR B 7RG 2%
SV, SRR PSRRI (AR AR LE,
D2 SZ AR BE 75 AR /R Dy bREE 5| R s M e B
RE BRI I B B NAARHIT 78 3 WH J6 7 1) DA R %
B A 5 R 155 IR T S PR BB AR 9% s ZE T 1 i 3h
YRR, W DA RO BEAS A R P A 1 2%
AL B RLE Y. Hk, AR VIASNAC F i
DA BT SIS 25 AR i 5 2 i s Rl
1898 5 L 1 VTADNAC 1% DA Bt /b LA
D2 SN Y AT B SR AH S BB ERG (reward
deficiency) ” #H&, KILNBIHLIE >, 51 17 &
o TEXFR “RBERET R, BURAYWR Y
Vs RS>, —TJ71S VTA DA BH0%
/b, DA R T e/ B I (extracellular
regulated protein kinases, ERK) 15 5 % Jhfig T~ [£4H
IO 5 — 5 T 508 M R 5L I w BT A2 AR A
S G EA RS IRDAHE ,

2. BDNF

BDNF | Z 3 i TR & Zgih, EiT
S i ] $E M DL K AP 28 0 A TG RN 3 g R R $E L EAE
Fl. BDNF 5 H Z AR 2 1R B (Tyrosine kinase,
TrKB) 456, 8 T iF4n (s 5 i R A B AR
YIRS, (£ #E/K°F, BDNF #{iEsL s 511518
PP T F A5 B 3 P IR B S R . AE
DA 2% 2474, BDNF 2 5177 DA RE# & 0K
M BERUREBOS AR, R DA B TS . [
i, VTA DA & et m] LLA A BDNF, Jf Hifl
To 1 TR U XOREORFEAE R o B, AT A S
KBl {E CCI 5l M b & m B &ML, &
JHIRA N VTA A1 NAc () BDNF & ([ RE# N, 1
BDNF mRNA H7E VTA RIAH N, #2/8 NAc 11
() BDNF 1] §& 2K H VTA; 2% 1% i i VTA>NAc
4 57V BDNF B B il 20 B 47 o0 P
Ab, FEASPEZIE R, 5 N BDNF 7K P HU B R B 2409,
7E DG i 3R1X BDNF J&, 18 58 PR AH 5C 1 8%
B AHEG INRIBRAS AT g i T FRATIE R I CCT
R 5 s 2 B R 2 1F . /MR DG AHN
W, 2 SR T e 2 B, VTA>DG DA fE
PR TEIE PEBRAR, P0G 1% e 28 70 W] o038 YR R +H oK
() 4% 1) % 21301280 DG AHN 59, b 27 8 4% 22 0
FPEATE VTA>DG DA R JniG X 1 DG

« 25 .

BDNF & [ /K F; 18 & IR4& T, VTA BDNF
mRNA J#%/)>, DG BDNF & FH/K VK, 7 VTA i
15 BDNF 30 5% 1% 4 g 3 12 S 9 #H OC 1) AHN 5245
s )2 2] ez 3 B

ZE PR, X LEE RIS MRS T
VTA DA A& oig R A 28, il id 52 m BDNF
AR A B L R X R, AT A 12
PRI A D% 190 o Ik EORN 27 2] e A2 R

3. Bl F 2 ik

Rif 25 e sk By S52 A R PR A 2 20 1
LA R AR Y B BRI R . B
ZAKALHE 1 (MOR). & (DOR). « (KOR) =35, [ A
L) BB AR AR MOR. Bk T i 57K
BB AT, VTA A1 M MR 7 A8 1 FH 1 G Bk i
X — R BT 5T B U B 35 4% (rostromedial
tegmental nucleus, RMTg) Hl VTA ] & ¥ 71X — i
FEh R EEER Y WERES T, VTA i MOR
hREZ 4, DA BBIRD ™, 1T g 51 B LA
FAHL AEBREERE G HRER s BT 254 ] R i R
fili i GABA BE AR CkHE R B4 MOR, #
il GABA B, MM 240 VTA DA getiton, 3
DA B, RIEBURIER " FF, VTA DA f
1T FIEF K KOR, I H 5% 5500 M HAH
K A BaR ] e R I E AR . B, 4b
JE Ao 22 453455 5] S B A 2 0 B AR /N R 2 PR AR B
PREERIAT SR, FAERE NAc 1 KOR FRikF1T)
fe L, VTA Rk T KOR ##h7 (U50488) REHD
#l DA REMHZ T, Y/ VTA M H R NAc DA B,
N FEAEN B RBAT N AR VTA DA B
L ICH) KOR Jo, {8 PREAT AE R T, il —
THURIE 78 3 B AR08 1 R MR R, NAc 58 s ME ik
(dynorphin) #£8 JuEE3Z MM A2 N FRAK, 51 5s
MEKA B I, 3900 f s MERR/E F THE459 2 NACc 11
B N2 S i BT KOR A2 44 H oh g vG 3 0, ok
A NAc H1 DAL 5-HT. B2 GABA 5 BRI,
T S B EOR A T, X e E 4 $E 7R KOR X
DA BB F1 2B AT 4 1 1 AT 82 18 M 4 o I 4 4
ERORAEREENE 7, EE, A RERERED
NAc 7271 ) KOR FHAS G & A1 5 (1 AT A 7Y,
XA g AR T NAc 7 i AN [H X 38, KOR Zhfig
SR EE R T ERIEIERE R, i DA R
GBS AARTE P S A O 1 A 1 A B R R
FEEEERMERM, 2R R AR AW I .

4. BEIR P H 52 Ak

BRI T R YL h B R PR 48
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Jit. ik DA 2E R GR T NAER DA fE Y E E )
PREIE T2 A, 3452 KB AR BE I ) SCIE -
-5 -3-FR AL -5- F k-4 S R T R 52 4 (a-amino-3-
hydroxy-5-methyl-4-isoxazole-propionic acid receptors,
AMPAR). N-HEE-D-RAZH LA (N-methyl-D-as-
partic acid receptor, NMDAR) 121 74 % 2 %2 14 (ka-
inate receptor, KAR) A& 7} K7 & IR & P AE F (1) 8 2L
RBP4 g M O AN S MR T
NAc #' GluAl (AMPAR [ —FlF ) RiAH &,
fif AMPAR Gk = GluA2, J¥ j 4% il i% %Y AMPAR
(calcium-permeable AMPARs, CPARs), 24 # 2 [ b
J& I E PRI AH AR R I, 1380 Ja 22 i 40 A
BEFR I, $275 NAc H' CPARSs A G A i 55 & A ¢
ARFEAT AR 53 FHLH] U0 [FIE, 18205
PR IR AL 2 512 NAc 72 NR2B B R ib. Ri&
W&, G A NMDAR % iy P4 58 fis J5 H A7 % el I 1]
HEK BT, AMPAR Ih R FEAC LA 2 NMDAR 3 7
20U 5] S D2 2 AR PH 1 MSNs #1128 0 52 firh Ji5 K B
FEHMH] (long term depression, LTD), X Ff 2% fil o] 8
PE AR 508 M A 0 N 5 SR 2 B S ALAT A ie /b Al
5 U8, Ak, NAc 7 D2 #1400 SR Ml i B9 43 E R
124K 1 (vesicular glutamate transporter, vGluT1) 7%
B, SRR BEBREmARD ", FH NAc 5
mPFC 2 8] [ 4T 4% e B 2 980 (1 B el 43
1 mPFC>NAc ¥ 4 45 2 B2 RE 1 42 70 RE W6 22 fif SNI
512 P g SRR AR R RE IR B X SE AR R
mPFC % Z R BE 4351 7T g il 1 142 e 55 NAc MSNs
P28 0 2 [R] 19 R ] 98 1k 22 518 M 9 0 B L AR O AL
PRI . VIA A5 A& 2 2% ~3% £4A
AR IRBEME TG, X M4 70 SO NI 2R
X RE S SRR WA R PR

5. Ak

BRI B LH & AR RE PP 48 0 s 5 V& Lo
AR — PR T R . T AORI A AR BR T RE AR R IR,
TEF T W32k BARIK 244 1 (orexin receptor 1,
OXIR) FIEARK 52 & 2 (orexin receptor 2, OX2R).
VTA 1 NAc ¥ OXIR il OX2R £iE+ 5, B
PR 2 AT N I BB A X e S VTA &
WO Z AR T84 I VTA>NAC ¥R DA FIRR 4,
LH P 5~ B IR AT A 20 2% A /R S bk 5] i 7%
SRR ™, 7E VTA 5 NAc 1% ] OXIR B OX2R #%
PURI B AT PRI IX — R B, JF BAE VIA A H
PLOXIR (U F 3R TH59T OX2R (FHEDmIEA ™,
[Fl—SZR7E VTA BYEF 3 T7E NAc IPER ™, ix it
48 RN B AR 2 AR FE LHO VTA 3K #4550 A
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PP B, PR R G AR K B T 1
NS IR T TR N

6. FoAt 4T HLi

P It (substance P, SP) #& —Fh kIS & 56 i,
BT 5P IR 1 (neurokinin-1 receptor, NK1) S 47
AL TEIK 2 (NK2) 2RI L PR 3 (NK3) 24k 45
BRIEEH . KEIEPEH R SP 78 4h & Fl v fix 1 28
ZAT S 5RFRE. £ VTA &0, NKI1 Al
NK3 ZAK4 434, {H NK1 ZAA%E /DT NK3 %
A, I HAH B mPFC FIZ 6 LIS 3] NAC [
ZILRIE T L[ NK3 524k ™, BEAERF TR VTA
PRI ERIE S NK 1. NK3 324K fse B ash 7= A 48
JEAVEH ™, ££ VTA th, SP it {E T NK1 3244k
WOs GABA Refi & ot, 1EM T NK3 Z K0 DA
Redpze e Y, SR, SPETEIEE T VTA i
SEAMZ TCRHA S LA PO AL B R A AT 2

T2 %K 2 (neurotensin, NT) & — & 13
REROMAIK, 20 MTHiMa /g, B
TVEH TR EEM X “on” 8L “off” 41U %
A 5 1 32 B R R R ™. [, NT AT 5 b i
DA ¥ RGMEMEH, WML NT @
AEAT 1 B2 k30| D2 RS20, 190 VTA DA fig
FZE TCARRYAE NAc [ DA 3 R, AT 50 2 5
P, {H NT 5% DA 5 R GH BAE R
ZERATPOR, U RS A IR AR 5 ) B 1 K
BT BT

FAR I AE 73 F LSS B B AR T i E R
R RS B8 AN At e 22 0 Y BRAS, ax gy
F ARSI T P i DA 8 RG0REZAR . K
M5 T Sl 4N R R L TR
fi T 5P 5 22 oL ) 3 1R 2 5 90 s R 1) EE A
b

Iy, 4hiE5

FEPEIR I — PR IR [ &N,
P DA R, DA 30 s AR 7= A= 1 22 5 2%
N, FEEAN DA &Rl K R, HE TR
R AL 22 R B IS R ARt 7 A6 i DA
B RGP A PR IR BA R, X
WA IEAE R IE M A . VTA S H b T UG X 78 i
HAN T e ST MR AE AT P i DA 225 R 5
TE P W43 b A FE BRI 7 A 17 o T I 4 S0 4 A A
T X5 S SR B K P R B . RN i DA %
LR R PO RS TR S Y B R L, 2 TR
WF 5B S A% AE S 80 4 T AW 2 4 R B4 B R [ 25 3k
A7, UM 5 R S R T 2R A A S
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I BRSSP 7 P B A0 2 3R B RN 43 T AL
TIF FUHE I I X I R R (76 97 SR s B 245 )
TERFEHRE SIS A B MR ARNERE,
i DA 225 KRG 5 A A& M 2%, PRt an ] 76
P22 IR B 7K P R B T i DA 25 R G5
A THT AL 1) AT B 2 AR SR o AL skt B7F 9 T s £ — A
R

AERAT BRI PR ATL 1) B2 R DG 2454 Bt O 2 P T
A3k P — AN RHE A, FP I DA 3R PR
ARG R R e R AR R 1, PR
AIRE A S SRR BRI AR . Rk, SRR i
DA PR B AR R v BELR B 40 i 5 o T L, RTRE
SRR A — AN T, CNSEAR B AT H aR L 4
BRIy fa LAl KA B

FAb, BEE AT AR A B IR,
Sk 22 (1) B N B ) S, R B i
DA 3 RGUTE BRI B 2 AL o I E
PRIT S P R 7 22 (8] O AH EL S, ok 2 Rk IR K —
B [a) B — Ny ). BRSO AT IR,
{E R 0 DA 25 2R G0 AH ¢ 1) 22 7R R A F LA
PRI 1) 38 WL I8 A% 2 ML DL R HH i 22 B2 Jie 22 5 R G0l
KW AR FEBERIRAT Nt — B2k
i A3 P K ) 75 T AR P )

ZE PR, ARG T 5 S IRER KCT R
DA $FH RGUEIIN R PR T KRR LR,
Mo 3K — 22 G R 45 8 A A R 9 77 TR iR AT T TR R,
ALBE N ANATTE HA R il DA 5 G878 00 5 8% 1
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