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C VTR IR 2 B 200 %, AR 221004 ° VL5948 BRIV b5 UM R BOR B S8t 8, A1 221004 ° 4RMIES
RER 27 MY I B2 e BRI, 43 221002)

B E W% B (dopamine, DA) X% A AR5

FARF s a M, 5550, MEAEREF £

5 A YR AT R, SN 21 MR, RS T AN E S HEEH AR L,
GHEHANER RS T TARGERNAT. W5 HEFBHE, BT RAAE— R 5k
PR G SRR R (R AR, R SAAT 5 R BT A B B 2 B IR R R AR
AR AT T R Geak, IR B3k — B SR TAE PR B K R 557 1

R PEISEMEE ARG MRS SEE WARE ATHH KR 0

AFIRET, SHEIERENIE %2t — D5
i E Ry R, TG RORESE 5] &
SR — RO BRSSP R NEA T 2 KR
&, RERAH 20% PN DS, K
HIPIR e FE RS JRHR . HIAR SR By TH FFER
WK MR 8 N 50 Mo P R S A SR I BT
HHomg dufr el , @ — ANkt
AP A A . E BRI %4> (International Associ-
ation for the Study of Pain, IASP) ¥ AT )
TE SR R AT B TR L 245 4 B 51 RS AN e R
SR A BARLS o IR JLAESR, B BT R A W
RN ANATIAR B AN R A7 5 TR 3 1 Je o
TEBARLS, 182 2 P 5 B AE X AH BAE B A1
iR N T B HETh I I IR, 8 SR
SEREIE TSI RYATT, TASP 1E 2020 4F 5 H 1 7 1)
TE S PRI R — P 5 S R B TE 1R 2H 45 493 A I
AR RIS 25 1 AR IS, B AR AL I8 0
FEHAZE UM T /ST RE, X Sy B 7R IR i
15 BARIG Al b, MO BRL DAL S o R 4
T HE PR T 20 R J

AR NATDO IR A o B RN, (R T
FR BRG], — B DRI BIL R 0 ¢ B AR 7
AMNEFR R XA RS, SRS TR E,
X AL AR R AR A BR . A1, S IAH R 1S

RIS . WEN S S 4E RO R T NS s s,
X EFEOI R T E BB S HEZ RIS
I RFAAR F R R A S R B ROR A AL 2
s SR R U RS T TR IS K
&, @afmn) s TN SAHEER, AR
S5 06 AF DI A & A MU TEEN T — AN
AR BRRGER Z2 I R AR T B, R 5
FAG AL SR D Re v 1 B UG, Hordd
i % B2 )% (dopamine, DA) 254 22 4t 2 4% /4 5 B
RS S CBEAN E5 e . [FIRS, ARt — e S x %
ELhe RGLTh e SR ARSI (&A% 2D IFK
SR 4N, i DA REMZ TR ER S, DA K
BT RS A AR PR RE IR K A AR G B A
SBEA0 o PRTT DA R+ 42 75 R ASTADLIA 6 AR (1038 3
FERFIAEIZBREIR CANSIR) 170 [7] A B 45 g A e
6 [X (ventral tegmental area, VTA) & # DA fE 1 &
JCI AT LAGE fi e A5 AR s s ER, #2785 VTA DA R
PR ZE TCAE W 4 AR AH SCPIRAT 9 i R 3 B L 1) R 4%
TEF B AR SOK S T 5 91 4 38 8% 7K SF 3t F i DA
WF RGP T IE AT KRG L0k, IFxt
X — RGP AR R 7T 7 ) AT FE B

—. i DA ¥ R4

T DA 225 248 12 VTA DA REMIZTC ML
FUFEX A%, VTA 2% RS DA 13 ZRIE 7,

* AT EREREEIES (81720108013, 31771161, 81070888, 81230025, 81200859, 81200862, 31970937, 81771453)
LA ARRFAES (BK20171158, 20190047) 5 VLHARFIE AR AT 558 WA A A 5 EIF AT H ; iR ERIEE TS A A FH
JABhHEE4 (D2019025) 5 BIMTTEFEAITRIX “Ehill” BB AATH; HMERCFREAE HFAR EH (TD202004)

SHEITAEE IR0 hxzhang1982@hotmail.com; # F | caojl0310@aliyun.com
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VTA G TR M2 6], &—AHZ ki
TR A, A 60%~65% [¥] DA R4
TG~ 30%~35% 1) y- 3 T B2 (y-amino-butyric acid,
GABA) BERIZE TEHT 2%~ 3% IR A TRAEM 2 0 ¥,
ik DA 28 ARG AR T, S shPLAI
SR e A BRI H AR R R PR AR . ORI
ZIMIEHER Y, VTA DA G40 L HAH K& IR %
TESRIR RS P e BRI A A, I DA REMZ T
TEBh R H RGP S AN I i S A L Y. 4
WS W RN —Fh AT, PRI VTA DA
REAHZZ JLIE M, Wb DA BRI PR R —Fl
CRE FUNBENS R DA B RS, 11 DA B
AR, WA AV ENE VTA DA G Z G,
M A0H#] VTA DA BRI TCEMRIIN » IR LEIFIR IR
VTA DA R £ 70 5 2% IR A5 A ) e e o 1
R, 45 VTA DA BEFRZ 02 5 M IR I 701
Y H 5 PR AL, X — PR i DA 2 R4
TE 5 5 P B4 H A dE 5 AR R Atk 5 e R 2
HEE N

T N DA BE 4R T R 4% R 1 A 48 30 it
ML

i A 38— T X ek B 0% Bk vk
MIPRIG IR, PR A 22 A X 2 R4 28 I 28 EAT A
B S RA A R W% A R R BT A B #
BRI 4 () SE A BT, T AR IR SR 22 3A
% TP 42 R IR (P ATL 1) A 5177 ot 225 ) 68 2ar ] Ak B 6 15
S EEATE.

Hix DA 2.5 R4 2 HH VTA DA Betf£& oo &
H R X fRF@1Z (nucleus accumbens, NAc) 2 /..
J7 L i DA 325 R4 HE 2 52 VTA DA fE
5 A AT AU 57 5 (prefrontal cortex, PFC). 4 #%

A

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

1 S50 % 00 A 22 5%

——

e 2] o

(amygdala, Amy) PL S i#F 5 (hippocampus, Hipp) %5
X [, fEAZRGERIZOIX, VTA L2k
H NAc. Ffi (hypothalamus) FAMIIZE4#% (lateral
habenula, LHb) &5 5 /& 15 BAH O [X 1+ 48 4%
B CHE 1D o 8RR 2 B UE R 42 78 ik i 2% DA
AT RGINRE RS VR LA OB I R
S R 1 B L FE AL o A A 24 B 2 7 VA0S VTA
DA REHIZR TCAE U AR /N B AL ST AT 9 R LI [ i)
2> FEAR BN B T R4

1. VTA>NAc DA fg#5

NAc A& MSCRAAE ) R ZHRGR 7, BNE
95% WML G N T ERKIA DA 1 AL (D1) fil 2 7 (D2)
S A& ) GABA fig i L 2 B #h 4 JC (medium spiny
neurons, MSNs). NAc Mf#if| %% E Al Lo A% (core)
DL BLEEA% 1) 5% (shell).

NAc /& VTA DA g # £ JG 1) = 22 0 $ 56 fisi
X, VTA->NAc DA fE %5 th2 P fiki DA 22 33 i
Mz L. —HLK, X—HEHEIAAZN T
5B B ALAH ¢ A B B o R 1 B AW N S5 4,
FLN R DA RN Y54 40 4578 7R K ¥ (brain-derived
neurotrophic factor, BDNF) {5 555 1 #IH8 ik
TEAT AT 2017 48, AW TE AR IR LR 225
PR AL N B, VTA %51 % NAc 1) DA B
FHES TCICR G N, St AL S 3 i) 1X — 2R % mT L& i
SIEIRAT N P (BRI R B AL B M g 4L
(sciatic nerve ligation, SNL) Fl1J Ji £ L /)N B ) VTA
DA REFHZ O BRAR, 18 F 68 % 22 B R
5 MEOE VTASNAC [¥] DA Rt 46, 7] LU fif
SNL A 51 AL AT A U I e 4 Bk A fd A A
B, ARG RGBSR, JEM VTA E 24
2| NAc RMFE, A VTA K 2 203% 57 21 NAc

(A) M5B YIS MM 75 [X (ventral tegmental area, VTA) DA REFZE 705 H R U A% A4 BT AR 3R 47 72 1K
(B) VTA #H2% Ltz B R . VTA P DA BEMIZE 0 5 E DA BEMNEE 033 52 R AH S IR L e A A1 #5055
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From DRN === Glutamatergic
mmm Dopaminergic
mmm Cholinergic
mmm 5-HT-ergic
mmm GABAergic
=== Orexinergic

Glutamatergic neuron

From LHb

e 22 .
From LDTg
From mPFC
From NAc
GABAergic neuron
From LH
2 VTA JRIRAHSRAN KA 5 R AL 70 2 7] R Ak 27 =

VTA N DA BEFIZE JuH: 525k 3 W AT &M 2 5T (medial prefrontal cortex, mPFC). 5 #MMl# 55 4% (laterodorsal teg-

mental nucleus, LDTg) PLJ 1487544 (dorsal raphe nucleus, DRN) 3%

PR (RAMAE) , HANEE R

ok H LDTg FIAEGAE 52K B DRN [ 5-HT Gefitf, XL 5% K. AMI N /i (lateral hypothalamus,

LH) 8% [F] i & H %

PER) B ARIKAE (orexinergic) #4511 1 GABA Re i Bik VTA ) DA Gt 0, 3

FEMIKEER S TR . thAh, TEISMEPORET, HAMIZEAX (lateral habenular, LHb) #2441 %] VTA 1) GABA
REMH 22 TG I A 2 IR RE P ST A0S - VTA [ DA BEME TCRENS 1 22 BN 1 GABA R 5 B & R Re #5245 . b4t
HHIN PR RAEREEMNE TS GABA e & e A E AL R

AMIIFE,  HLAE/N B 52 R 1) 2 I F o T, VTA
PR A MU A2 HE A SR AT S I DA A4 U2, 2R
Ab, BTSRRI U SR EN Y2 2SR R NAc 1
P DA BEFSCE N, 1 5E ) DA U ZE I PR RE
Fase U, XU AR — UL T VIA 5 2
NAc 1] DA B & CIE RIS R I EZERH, 7
— 7 AR VTADNAc DA % ] BE17E T REAS
[FEE A B AW X R S AT 3. Ak,
VTA kBRI A K Thie b )2 AT g Bk
W 5T BT R 22 S 1 — A B R A

B AR, NAc 2515, ST N E ]
AL, BB UE S A2 28 5 POBAT NI I &
B X . X EEHE R VTADNAC DA REHE AIX
TEPIR L R R B OCEER, RIS S
T ISR S BRI BT A .

2. VTA>mPFC DA REFST

PN AT AT B2 )i (medial prefrontal cortex, mPFC)
LG RGN E ARG, 25K
WHE. HWr, TAEICIZEE 2 mPmsigE. ANl
il mPFC #28 J035 B AN T DA Mt 5 356 14 4 2 451405
(spared nerve injury, SNI) /N iR A2 o, [R] B 4
B ok 1 P 2 BT A B 1 RO 28 1Y, 3R mPFC
J2 U 28 P B i S LA O 1 4 RE IR I EE B X
VTA KR DA /& mPFC 2 5 i i o fit (1) 5 2 A
236 F, D1 AR mPFC 40 2 %Kik, D2 %
A E B R ITEAE RIS 5 F1 6 2 (Layer 5, 6) 411,

I FL Rl 32 0k DA B 45 SR IR A R A 1Y, R
7 DA £ mPFC W sh AT b e F T R &
Fo BRTHIFERNBT ORI Sk s B s a4
mPFC 7E 4 [ 2 AN X 1) DA F& 38, 1T 18 14 7 i i
mPFC DA N &b F 8K K *F, H mPFC #iE 4 DA
AT DR A M P AR REIR 10T, ax e i LT 4 1t
T mPFC W) DA 25 T % Bt 4% . o4t
Sogabe ZE 1T RI:  VTA H I3 (50 Hz, 30 s)
B 1) AL Al 22 395075 A 1) K BRI 0 t R J A  E
B, FF H IR T 2 PFC A D2 A5 73Xl
/e R U A B TR B A R B VTA
5 2 mPFC BIME T AR WS e DA S5 A VAL B IR,
FEREEEATANY, EiR4 R K VTADmPFC
DA BEH S ANMAE P& B v 2 p R P S R,
[ o)t 23 5 P AH DGR S R o 2 o FRATTRT A 1
WFFEE— SRS T WA 7R (6 AR P AN v TR
FAN L (chronic unpredictable mild stress, CMS) 4%
PAMARE IR R, RO 253507 X HET AT
S e L AU2S) T VTA DA & o s
AIABAH ORAT N (ks B2 W35 S hE K il
UG HIRI 21 R sh s 1T P

gi LRk, fEEEARAE T, VTA>mPFC 1)
DA #H & LI Be K, e A At 204 mPFC
A TCITE SN, 11X Fh A v] e 2 e % 28 7 2
mPFC Z 51 m % hfg. Hik, & VTA>mPFC @
P& (0 o A T Re 2 A, FEAE P BT A4 B IR A %

S
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3. VTA->Hipp DA REFT

U T Ml N S R OB A, i
BT B S NI ERME NG 2 4h, 552 KE
GERIZEAAERN, BFEKE VTA 1) DA e .
AW IR PGS M S D1 8¢ D2 32445 m LA
AR RN Y, (R HA F FUAE SE O VTA $45
FI M 5 (1) DA e ph 4 7o m] DL 9N BRZ4ERFd 12
[ fE 71 B R[] (dentate gyrus, DG) [ AR
P2 A (adult hippocampal neurogenesis, AHN)
SopF N FI A IR A AR NG RF G N B . AR AN
KBTS 2 MO A 2 2 AHN B,
BTGB NKERWE R KN, 18RS = K
AHN JK~F-,  3X Mg /b v] 5 518 1t 700 B BUfc 12
Digedith A oc. AT IR SO e 12
Ak #2838 45145 (chronic constrictive injury, CCI)
e 3 (P M 28 g B PR /N B AL H, VTA #00
F| DG 1) DA REME T A PERRAC A 3 112 1T
S AHN /b F1 23 (e Az 32 41 B shah, g
PEPIR AR S RS P (U EE IR 5 AHN
ZAAIE, 125 AHN 1] G822 2 if 518 MR IR AH ¢
A AZ A5 R S P B Tk B

XL RURIG D DA {55 A1 VTA #5235
5 1) DA feti 2 c2 5 1 RERH) AHN, Jf H AT RE
T I X AL A AR R S A S BRI T A

4. VTA->Amy 1] DA Ge#4T

Amy ST AT ARG, RIS 2E
L DA K £ S AR 45 25 MG i 3R 45 1
AR, RIS Amy A i PR 1 R 4 T 1 e
tuty, HFHZE TR T Z40E KT . Amy
H 2 M EfRHI AN DD Re E# S AR EAZ M R,
BRI /M A A% BE (basolateral complex of the
amygdala, BLA), 71" J24% (central nucleus, CeA)
PL I 2 JZ 40 i # (intercalated cell clusters, ITC).
Hoh BLA /2 Amy #5475 F 15 5 4% N8 3 28
97 B RERHEAR M Z TT (85%~90%) LA —
5y GABA BEFI 4 JC. BLA H AL B 5 015 B AL 1B 4
CeA. CeA XAEFRME “1TH KA1 (nociceptive
amygdala), 2 W2 IR AH S 1R 2% B 1Y) HE A% AT
HAMUZLIRER (laterocapsular division, CeLC) & &
AHOR AT R AR R B B X3, ITC 22 Amy P 1
TR % ) B LA R 4, E 2L GABA REAHEZ TG
F, T AR G CeLC it B,

SRS VTA DA BERIZ TG, 53 1M T iif

| T T —6—

« 23

1 X B DA, Amy P DA & 8 25% & T mPFC 5
NAc 2 [X P, DA %% 2K Amy W5 2045,
HRWBAAE—CREN R R, i DI ZRE=
AN X I B Rk E R AE ITC £ ™, D2 %4k
7t BLA WA D1 &85, 1i4E ITC NI S D1 3244
7 BY B4, BLA B 332K H VTA #i 4l
[X ¥ DA fig#f 2o ism A Y, 1 B CeA SN E BE
SSHL B A AT 7 i S8 ) R IR 5 B Amy ) DA g
ML TEIAT T RN VTA DU B R 803 B, ghat,
A RIEFRBEE Amy PIFI DA BEF#HZE T AR AT LA
CeA WH— &0 & 077 A DA M S i B,
I th TS CeA PTG, TTHHIHIIX Lo T
T ME T DR R S e PO A SR I S AR 4 Y, SRR
Amy #F K1) DA i N\ ] BEIE I f2 1 CeA #4820
B R % I K S FAH S (K5 R IR . T 7E BLA,
DA T it 1% B2 15 D41 1k A5 B 4o 46 0 F 40 1) 12 % Ao S
HLI AR Y, IX SBE 4 $2 R DA 76 Amy I 1E
A g EAT DX o

H 0 —Ff 26 T 15 2 5% AE Amy A ELAE A
MBS ARES . VI 2 Y A 15 IR 765 A o 2 %
I B350 Amy 5 UG X B R: BRI
5 Be ] Amy A S KT S B, HER] VTA
DA BEA £ T0 A% O 1 FP i 22 5 2 G817 1500 5 B
PR Y, LK VTA B Amy AS[F] T X %
STHIZ AR RE 2 S, RN DA RERH 4 Jo AT BE I it
Amy KRB R AR AR I I RO B AR A

5. VTA [ bt & 2R R 42 9%

VTA #4504 K H PFC. Ml R FEfi (lateral
hypothalamus, LH). LHb PL X #4475 4% (dorsal raphe
nucleus, DRN). Amy %52 M IX 26 astE. $l ik
BT PE (5-HT REFEKRE) M. X2 i
B RIS VIA BRI &Rt 5 7RI
i

mPFC & H FI4 2R e 135 7T DB 52 it VTA
W) DA 5 GABA RE 4 J0, BI% mPFC ] LA
I VTA B2 BB, BUE DA Reti 4 ot, {2 DA
MO, BRI . Sk
J& [l 2K J53 8 AN X (ventrolateral periaqueductal grey,
VIPAG) F [ VTA Kk H MR ARAER S, H
AT D EHI T GABA BEIS, JF Hixeeiz o
RAHESHT F] VTA [ DA #1450, AL, X &30
TE A Sk 58 1) SRR Hh g S, A X 4% P % T LA
ZZf S BT S B0 RO 4 Y

VTA 452K H NAc {1 K& GABA BEfii A\ .
NAc W ] GABA RE#i 2 It e 1% .15 55 IR 332 Hb 4% 53
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B VTA, 1X e 20 5050 5l 8 T 4218 B ) 4228 2
L 2 P ) 48 G S AR IA O B AT i v 4T g
MATVEN D1 24k, HEBERNHEEM VIA, 5
I, AR I 0 A 2 0 ) 3 B3R A W I ]
PO A X A M D2 24k, BB B3 (1 Bk
AR W, 83 H VTA S it% B, 5 R % &
TR 25 M OC . A 4RI & BN A o 245 405 1) 18] 32558
20 0 A I B R i LR i S B

VTA i&4252 K 3 1 SMU# 25 #% (laterodorsal teg-
mental nucleus, LDTg) X HHBE A4 2R BEF 4
F i) LDTg AT LABGE VTA FF 6 R0 2. B FE Bl A 5
TSGR S AR T 0 NAc 1) DA B ®, 3 H.
LDTg>VTA HBRAEFI L TCLIH 40% 23 Rl i
BoE B, EARERAESS, 1EE) A LS LDTg>VTA
FEBR A AN ZURR BE A 22 0 T 22 P 12

HAh, VTA 4252 K 3 LH 1) GABA fg LA &
T ARK (orexin, hypocretin) fe#H, {3 i fE %
J7 0% LHOVTA [ GABA B84 28 5t 7] PA = 4
LHAER, AT LA 5 VTA #2452 NAc 1
DA REMZR e Mg Pt %, VTA WIESHE &k A 7]
DAL= AR R, I HOX R F AT AR NAc P e
D1 5k D2 ZARIETAIFTEEDT . dah, fE R
KRB, S BRI 2 70 T L= A B AR,
MFEHT VTA P 1 AR 52 4 0w DA )3 i
PERT U, b A 0L, LHYVTA B 4%k A % 4 ]
BRI 52 1 o o 0 25 28 B4 R G0 SR R A5 50

LHb 58 & tH A Z R Ae 545 2 VTA 11 GABA
REARZ JL LA K DA BEMIZE TG, 18P 2 Bm F 5
% VTA GABA fEfH 4 01 LHb 242 2 IR e #H 42 7T,
J5 B SRR 1) GABA BEMZ TTANE] DA BE
2RI A Y, (EIX 2% 08 I A R R 1
ANHA o

DRN &} 5-32 0% (5-hydroxy trypt amine, 5-HT)
BE MR A TRAERSS B VTA, ARG IE 241X 4538
e S S EhHLAT A PP DRN B &R AE 4
TR — B4y 5-HT 5 A& & W 1% i JL A7 401 2 o6 ] DL
RS BRI R il G DA e &I, &R
VTA->NAc RSN ATE %, X AT fg 2 18 M
i} DRN 5-HT fg444 o AR B B 48 n Y, VTA
DA BEFHE JC S % O 0 0 TR, PR 4% 08
A 623 6T B SRE IR 77 AL 52

6. VTA W& =P 2 o6 (8] (A AR

VTA B85 60%~65% ] DA e I0. 30%~
35% K GABA e 4 01 2%~ 3% 45 & BE 1
270 ™, XL TTAE VTA AR AR S fillEe &,

(T
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MRS, S 5EEBS.

VTA DA Bt 22 042 JRi i GABA Re#&it,
Ok Ja 3 7] LLIE T GABA, 24K DA REMZ 0
(245, IF AT LLEZ I NAc I DA FIR S 3
BT N 5T iy oAt A% T REAE T VTA PE)
GABA REMI 4 0, X 2% J&) FB #5050 F 1) 2 1/ 4%
i %2 LG 28 R Th R vl RE A 2, L LH
GABA g4t ] figilfid 5 VTA GABA R &t
TE B S fil 1Bk 2 7] 32 4% VTA>NAc DA BEMIZ T
1M 2 5 FE R 25 61 175 IR DA R 5 84T D i 4 B2
VTA P 4 SR 10 22 70 B 0 R T -5 % ] PR 1 Al e
LI RMBER D). FR, VIA WIS RARAE
5 GABA REM & ot ik D2 %416 Y, I8 VTA
DA REAHZE T T BE VR N T A BT 43 ¥4 F s A 1
SRIM, L IR ARR B E P S S AR IR () A 4%
FEERERIVEH M FE il — 00 9L

Ah, VTA BB AN (astrocyte) F/INEE 5
AN (microglia) 125 w4, fEIEMEAIHS)
IREAY (fff FH 2 A 2 A A P A b 28 T 3 52 455D
W, VTA W RI/NER A0 M s, @ s VTA
P GABA fg 1141 22 0 B A 0 50 766 52 B2 DA
R EAT N AT KRB, X —25 R IR
VTA PR B0E (/N 57 40 B 7T RE 2 18 1 O DA &
Giohfie L — AN EEER B s, BERFE
M AL 15 VTA N GABA REMPZ TT (1 D4 75 1k,
Fe 1AL Z s VTA P2 T i 5 40 i vl DLad ik 4%
SR I 18 AR 1) 77 AR R 0 GABA REARZ T
(o 2egr e, MMM DA BEMZ T, S/ Wikl
1785 RbR VTA B2 e B 4B 10 23 R R % s 1k
BE A 1) 33k ol w6 3 47 9 B0, DL B SR VTA 1)
IS IR 411 15 0% 8 ) 2 5 T o 22 76 4 A M 1) 3R
(£ )y GABA A4 0) 5 5708 M HAHRAT N
ORE

g LT, VTA 2 ERZRESH & o 8 3 2 A
T, Wiz 2 BN, EXE
F:H IR EE p, 4T 28 AR A 01X f 22 B4 DA
T J5 S S A 1) 9 Tk 2R A5 45 F G 2 B i 2 B A B
TE P98 B FLAH 6 28 K5 4R DR 1 18 42 o 4 AR S

s 4.
=. ik DA K RGOSR 2 TALH]
1.DA

DA 2 il N 2 (1) Lo By e R 223 i 2 —
YE 9k 9 DA B 2 R IE, VTA il i B ] R i
fililX (W NAc) ] DA Z 585, Fhfl. HHEEFEL
FAEEL PSR, FE RS2 R BRI, NAc

W 202179 1 .indd 24 $
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PN DA BB N 52 9 DA &b, 7R R
i, e DA KPR A . FERMERRIRAT,
VTA>NAc 3 #% DA B />, D2 24 T i, X
FA L SR IEA 5 P, $R VTADNAC i
DA ] A8 I8 D2 2R AE BRI B fEmk 2k
YA, SR IR RN (RO M,
D2 52 RS 7 AR R D bREE 5]k I s M b
RE PRI S B B, NARHIF 70 36 W46 27 1) DA K
Bor A1 5 28 155 DB T AR IR e A 5 1 E D) TR 36
YIRS AL, R DA REOAT FELAS A1 B P AR
PEALE b Yo Rk, B FEE R VTADNAC I #%
DA I FZMABIAL 25 IR T 5 AR i AR
TR SR VTADNAC PR % DA Bb LL &
D2 AR N i A e S5 IR AR O “ AL B FE (reward
deficiency) 7 #H K, RILNSHHLI D 511 %
o TEXFR “AEEE T, BRAWWRT kY
VISR I 2 N>, —J7TH S VTA DA Bk
/b, DA BEMFZ oA A AT B U (extracellular
regulated protein kinases, ERK) {5 5 1@ TN GE T [ AH
5 O I — 5 T 5 18 Mk R SRR A BT B2 AR A
SH) G B A B AR

2. BDNF

BDNF " Z A TR & &40, ER
5% ik v 9 M DL R 4 8 0 A7 05 R Th e R R B AR
F. BDNF 5 H 52 R B 2 FRBUES B (Tyrosine kinase,
TrKB) £54, I T W40 iS5 30 B R 35 A0 N 2
VRN . fE /KT, BDNF #{iEsE 2 504518
PSR N S BRI P R L R . R
DA ¥ % R 4i 7, BDNF £ 5175 DA fig # £ J0 i
M BB BOL R, e DA BEME O TE . [F
i, VTA DA fe# 4 ot 7] L4 % BDNF, J Hi#
3o 1 R U A DR OR SEVE R . i dn,  BRATTE A AT
KB {ECClaliRM L mBEMEmAL T, &
SRS N VTA A NAc /) BDNF & (3£, 1
BDNF mRNA R 7E VTA KA hn, &7~ NAc 340
) BDNF 7] B K H VTA; 2% 1F 1 fi B VTA>NAc
IRER S 5 1% BDNF REZE o0 200 BRI AT P 1k
A, FEME R R, iE S Y BDNF 7KF H BT B& 2490,
MTE DG it %1k BDNF Ji, 121 %8 V20 A 5% 1
Wy TR I HIBERS T T, AR R B CCl
R 5] R 2008 B O 264, /MR DG AHN
Wb, AR I 2 DR % 4%, VTA>DG DA fe
PR TEIEPEFRAR, IG5 1K S A 22 0 1T 2 35 PR AT %
{) 72 8] % =112 1250 DG AHN 53 b 228t 4% 22 4%
SR VTA>DG DA A4 65 M XU 5 DG

| T T —6—

e 25 o

BDNF 4 [ K F; 12 & KA T, VIA BDNF
mRNA Jik/b>, DG BDNF & /KPR, 78 VTA i
275 BDNF 30 % 18 P4 955 2L 1 O A1 9% ) AHN 52 43
Az [a) 2 S ez 7w B,

g ERTA, IXUCUEYE S R RIS MRS T
VTA DA et o Mk B g4y, Ji it 521 BDNF
AR A R L R X R, AT g
PR IFAH G [ o BORN 27 SR

3. By 524k

BT i S 2 et BT 52 A R SRR A 2 20 e
f R AR P B B S R B A
ZARFLHE 1 (MOR). 8 (DOR). x (KOR) =&, [}y
A5 I BRI A 2 K MOR. Bk T ik 37K
ERFEIKT, VTA 2 0 e R P50 1 F 1 D% E i
Xo — &5 B0 T8 B B 94 55 4% (rostromedial
tegmental nucleus, RMTg) Bl VTA ] & 3 £ iX — it
R R ERETER " HERE T, VTA i MOR
hEeZ i, DA BBRA ), AT B 51k B L
JENHL I EEEAH SR B 239 v] e dd it R
fil i GABA B R CR BRSNS MOR, I
il GABA BEJf, M 240 VTA DA feti& oo, 3
N DA B, RAESURIER " HR, VTA DA f
M2 T FIEF H K KOR, I H 5 #7800 M HAH
KRS B P el B R IEEEAEA . B0, 4b
JE #4545 51 S PR A 22 5 B R /N R 2 R AR B
DB HIAT R, F-FEBE NAc # KOR Ri& 1)
fit L, VTA R4 T KOR #zh7) (US0488) HEA
HI DA BERIZTT, /> VTA K H T NAc DA B,
G B RBAT N, SRR VTA DA fiE
L ITEHI KOR Ji, A7 B REAT MWL T, i —
T 70 3 B AEAS M 2 MK N, NAc 52 H 3 ME Ak
(dynorphin) #4148 JCHE5Z NI AR NBRAR, 5l ES5R
MERK A BRI 0, 380 i) sRMERKVE B T80 42 NAc 1)
FE N PHEE I fll BT KOR 248 FLTh R vl PRI 9, 04
AF NAc H DA, 5-HT. BRI GABA S5 i B
BETG S B E R EOR A& U, IR e EHE $E 7R KOR Xt
DA PRI 2 54T 4 B 15 1T 662 18 1 A e N 4
HERE AR EENS T EE, A RREEDR
NAc 7 H [ KOR FEASFZ M &S 5 i RSB AT A 7Y,
XA RE A TR T NAc 5 ANH X 335 KOR I
SRR T ERIEEIROR, P DA KEH R
G IRIBAT F 52 AATE PRI B FLAH O (1 F PR A% B 5 v ok
FEREREGIRIMER, FERRMEERIIRATI.

4. RER R L2

BRI E RG T EBE A A IS

W 202179 1indd 25 $

(T

2021/1/20 12:52:28 ’7



. 26 o

Jii. 1 DA $FH RS T NAER) DA EREER
PRI T2 A, B KA E R RE S ) SR -
0- 2, -3-F2 3 -5- H e 4- R B W Y R 32 A& (a-amino-3-
hydroxy-5-methyl-4-isoxazole-propionic acid receptors,
AMPAR). N-HHE-D-RAH IR ZMA (N-methyl-D-as-
partic acid receptor, NMDAR) Fl 41 # % 1. 5% /& (ka-
inate receptor, KAR) &4 R4 & IR & #41F FH ) 8 22
S ARFERE . 1 P A 42 0 HE M O AN 8 ME R R
NAc 11 GluAl (AMPAR [ —FhiE3E) RiEH &,
ffi AMPAR @t = GluA2, J& i % il i& %! AMPAR
(calcium-permeable AMPARs, CPARs), 24 F 2% [ Wt
J5 N E I AE A AR AR R I, T J5 22 M 4 AR
FERIL, $278 NAc o' CPARs 1] G & i 5 7 i A 5%
PEBFEAT R I o FHL] U IR, 12 o 20
HEPE P R 2= 5] k2 NAc 52 H NR2B B i 1b. RiA
M, 38 K NMDAR 2% i 1 5 firt i A7 368 sk i [A]
WK PT, AMPAR Ih RE 1) P LA S NMDAR 3 7
AR 5] D2 52 AR BHPE MSNs #2870 28 fi ) K B
FEHIH (long term depression, LTD), X Ff 5 fih n] %3
P D5 AR 508 M 92 I 3SR 22 B S LAT D e A+
U, EAh, NAc Hh D2 #1470 S fil il T 13 2 R
HIZ4K 1 (vesicular glutamate transporter, vGluT1) &
B, RaRBRBREmARD T, [N NAc 5
mPFC 2 [ f£F 4 et g 1 ™. Jeist il 40
i mPFC->NAc ¥ 73 &2 e 42 70 e 98 22 il SNI
512 AR I S AR FEREIR B X S F AR R,
mPFC % 2% BE #U0F A] g il id 1 42 3 5 NAc MSNs
PSR TG 2 [R] (1) 5 fb AT 38 14 2 508 1 0 S FLAH 56 471
PRSI . VIA A S5 20 2% ~3% i h
MR APRBEMZTT, XE 4 T0 S H R 2 R
2RSS 5P WA R — BT .

5. AR

AR S B LH AR RE # & o e e ME & B
WATK)— b5 W B AIOR F At A B D) BR AR 2 IR
YER T P32k BHEIL3Z 44 1 (orexin receptor 1,
OXI1R) Fl & BAMK 52 44 2 (orexin receptor 2, OX2R).
VTA FI NAc P§ OXIR 1 OX2R KA+ H, LB
K R 2 PR AT N I B A R X Y, S VTA &
AR SZ A AT 01 VTASNAC R DA (R %,
LH S~ TR AT A 28 52 fife A 2K T #R 5] A 1) 9%
AR ™, £E VTA 2k NAc #13 H] OXIR B OX2R #4
PUIL AT B — B AR 7, JF HAE VIA 1
P OXIR HIEURIE R TH5PT OX2R MHmIEH ™,
[F]—SZAR7E VTA M1EF 3 T7E NAc fIFER ™, ix sy
g R PR AR ZRTE LHS> VTA g R R0 1E
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R A, I S R G SO B AT A
SRR IR T 1T ESE A

6. FoAthor T AL

P ¥)Ji (substance P, SP) /& —F kSt £L i3 i,
T S ZEEAK 1 (neurokinin-1 receptor, NK1) 5244 |
TR 2 (NK2) 2K R4 2 801k 3 (NK3) 524k 45
HREEH. KREIUEHREIER SP 7EAME R X i 2
RAH S HEWE. /£ VTA &+, NKI1
NK3 Z kA 4045, {H NK1 248 &> T NK3 32
i, I HASH ] mPFC 142 76 EL B B NAc [
ZILRIE T L (1) NK3 224k B, BEAAF 78 R B VTA
RS NK1. NK3 5244 Bk £ 1 8 7= A= 81
JEYE R . fE VTA o, SPilE it /EH T NKI1 32 &
BE GABA Ret 4 ot, fEH T NK3 26 ¥#7% DA
Aerpe e ™, ARG, SPRASIEIEAE T VTA F4F
SE AN TCRE PR ML P AL B R AT AN TS 2

L %L 2% (neurotensin, NT) /&2 —Bt&H 13 4
RERMMAEK, T ZamtTHimiasRfgth, @
SEER T AEE W) BEREMI X “on” BK “off” 4L 5
et S 2 Bl B AR . IR, NT AT 5 b i
DA RHRGMEIERH, P4 TIRE: NT @
AR 1 B2 A4 D2 RIS24K, 190 VTA DA fg
FZETCARRSAE NAc ) DA 33 BB M T 5200 22 5
R P, {3 NT 59k DA %% 2800 BAE & 7
Z 5T, UG P AR R G 1) £ A R
E T — 2D I I

FL A 7B 1E 4 T ML A A 45 BN BR T 9 98 1 K
KK RS B FEE ML SRS, Xy
T AR R T i DA 2% RG22k, %
BHINAE T AL FBEE . S mgn R R . T
fink T 98 2 22 b ML ) [ 2 5 1R 4 oA 11 7 AR
AR,

M. 5B Ee

TE P I SITAT — PR R 3 [ [ W& AR, 0
BEAR DA R, DA B0 s B8 7= A (0 32 5 %
i, FEJEA DA 2RI KL R, EE LA
RS AL 2B AR B B R R AR HE T A6 R i DA
BB RGAE PR A AR IR AR, X —
A5 IEFE R B 38 . VTA Sz He b T i [X 78 i
HIAT T BE ) S AR AE AT N DA 225 R4t
TE P IR P2 P FH FAAE 90 A 1 2 B 0 240 S50 ) 440 R
MV DX AR 5 P 3 B KPR . AE VIR i DA 22
BB R 2 T R WA I 3R B, A ORI
WA NAZAE S8 5 T A 2 B R (1 4 B (R 25 gk
17, GOl e 58 S AR S R i A TR oy S
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I BOAREE o o BEARE S 1 A Ao 20 30 B AN 71 Lo
BIE TORS NI A 6 PR R R IR AR 9T SRS B 25 )
TFRSRBEREHA L R PO — DN RRNIERE,
il DA K3 RGATE R AR M4, A i 72
A KT KBS EE T Al DA K5 R ST N
e THT A WL AT S AR SIS I ATL e T 7 T s ) —
HRPRAL -

ARRAT - ERLSrR FAT AL S A D% 25 W R BT A R 7
R — A BRI R i DA B %
SNBSS — M R B R, R 3t
I RERA S 5 ARR A BRI RE. A, SRR N
DA 2B B AR BT F SRR A 4R 5 > T AL, AT RE
FEARRBEFC ) —AT7 ), NG ff AT H a4
ERBA] S AL KA 2

5k, BEE AR A WR N,
SRR 2 (K B B AN B PET E S b, B rRe
DA 28 R GUERR PSRt 2 A HAd B3 AR AT
TRV & R 7> 2 6] (AR ELSE A, R AR ORAR A —
B[] B — AN BT[] BARASCAH BT R,
B ik DA 225 Z A 5 1 22 BRI U A LA
PRI AU AL 2 AL DAL b i 22 T R 32 3 AR 8
R (ISR FERERPORAT vt — ERE
e A PN K 5 R 1 R

LR LR, ARSI T SR IR E KT B N
DA K5 R G I Z P AE AT R G40k, JF
XX — R GE IR IO AR KRBT T T AT T 2,
AREA AT EHA R T IN DA R GEE & 5 0% R
FEHRNERRBEEZRESE, AETE RGN
WEFCHG T AT RER RS TT 17 o
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