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Abstract Pain represents a complex sensory and emotional phenomenon. Acute pain acts as a physiological
warning, indicating the necessity to prevent severe injury, while persistent or recurrent pain has the potential to
evolve into a chronic condition. The yearly incidence of chronic pain is steadily increasing, impacting over 15%
of the global populace and imposing a substantial socioeconomic burden. In recent years, with the advancement
of brain imaging technology, extensive research has been conducted to explore the neural circuit mechanisms
that modulate the chronicity of acute pain. This article, from the perspective of combining neuroimaging
and animal experimental models, elaborated on the potential changes in the sensory perception (thalamus) and
emotional processing (limbic system) related brain regions of pain in acute pain chronicity, in order to provide
insights for the development of optimal therapeutic strategies for chronic pain.
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FEE, T 40% BITE PRI AKHRAT TG 7 FE AN
B, XU H AT AR IR T T B R . BRI,
1B Y) T B S T 12 W A R EIR TT 7 R RE
77, AHESRIIX — 5, T E IR N TR 1 R I
Jii DAL AN AE B

Beecher £ 20 th 20 50 FE AT 48 H, 7RI IR
WEFEH, 18RI AN AN A B A B I R A R
PEFCIR, H5 g S I 4 3 R S 2
T () 26 R AN L 0F (1) B A5 IR0 K 4 28 18 2
FALIZ IR T Beecher HI45 16, BRI 2 1R B
RSP RS R AR T2 KR
PEFCIR R o lan, — T 0 I S PR S R A
RV 1) o AR A FE s, B AR AR, i AR 5
W PERWTREAR Y, FLAT AU 25 (prefrontal cortex,
PFC) 5 {k % #% (nucleus accumbens, NAc) %5 5% 1] 1)
RE R T 7 7RI R aEFE BT Ah, 7R 18
N, Apkarian 25 BV IR 7R T IX S5 A 1 AN
(thalamus, TH) &R 52 5 R AR B o/, 3% 5 4
AR TE S [y SR R0 A Ao 52 31 1) AR Joi 4
TITE s B o 2 M 14 SR 3N )18 1 o 28 g 38 44 92 e A
R, Metz %5 3% B 52 56 20 K R P9 00 #7400 52 o
2/3 JEHEAR P2 JCH B R R AR 43 SCHEm HAR
R B REVESE . DL BT R EIR A A
i 12 %5 o [X 38UAE S 1 A 8 B8 M A R T A A v
AAHEZEN.

AR, ORI Z N T 6 G0 “ A& 1)
MR A7, WEAE T 5 = BRI RAR T B,
R AT B> H 2 RETHI®, SBHYEE
IRV HLH A A . Rk, ASCMIER
BERE Y LIRS G AR, MR T ESE
PRI 7 R NS M R R B PR R - TR CEE D
FMEE-IGRN T GAZ% RS0 KK X2,
Kt — IR TUAE SRS M FE R R e 2
I EE ML, AT AT K BRAR A S R 12 Rk
IR YT 7 R WA

— SRS AR T T R

75 20 HELCHTHA, AR 2 s R i AN M 457
B AT AR, R A LU I B = R4
KHIEREA. HH 20 LR, KRG
PR R ST ST, AT T 2R A 1 P
HATEEME ", G, BFFCN G i
BNE M PRI AR SR A 2 Tl 245 ) AR I T 12 1R %
YA, I Ak R TR T I A E R Y I R 1 R 11
fi AR P, EE B, 3 It g O S A 0 e A
BARIRESE, WEFCN LR DA e B 7 [ B e b=
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T, IMHRH T “APHRedh” fkEs 1 4h
JE SR A i A RS AR R R ok 1Y, AT
T I 0 T L R RS R . BEAE L RO
97 (140 B 0 A EH 0 e o A P 350 [ 2% o 1) 45 B A
HYE R, 8 R T AR UL P R g A
T ) Ao PR IR ARG e o R0 R Jo PR 3 1 IR, i 3
WITR MM E R Y, H b, e s g
PEACRAA SR O TR AL RS, AR
W T AHNEAE NG T2 A IR R
F FATINE R G HARAG  BARSR B A A SRR
WAERE BT 2, (B E 7 AR R YT 7 iR
SRR IR, BTN 5155 704 H AR ROR M
YR RN,

H# 20 4L 90 AEAX,  HE T e LA IR AR
(functional magnetic resonance imaging, fMRI) [¥] &
JE IR, 1% 07 0 G AR T A E B IR TR
W1 2 $1 4 (positron emission tomography, PET) $5
AR, IR BTN I D fE ) T B, MR
FH O B 8 b 75 8 715 2 S8 9 R 1 A 9 g ) o 48 [
7 T LA R M. A AR 2 DA
FEN A BENS I8 I TC B AR R AL AR 2 R AENS
PEZIR R A YERE T VR, HR AR it A 45 R W
T 22 B AN [ 1) 02 A 2 IR S 5 AN [R] 11 K i s A
Ko Bltn, FEmIT AT T R I, 181 R A AE
SRS 1IN S5 =0 N oI 1171 x| G 1 K 4 T
J5 (anterior cingulate cortex, ACC) HJ &K 45y 5 & &

(low-frequency fluctuations, ALFF, & 1 K i i1 P
FEVEVE SRR AR R S8, Ty TR AR AR
R NAE T WPRAH G X (anfisi &y A2, |
Ji RS ) ) ALFF FHEr, 7EERABE N 24 (default
mode network, DMN) H1 ] ALFF [k "', b4k,
P E R AR 5 B E 5T 2O T NATTRE i 2k e L 1) ) 28
filt, PREE AR 25 A o Sk IR i A AE D Sk R AR
A 1) R0 AR TR BJCHRR AT T3z B M T g U R g )
B WA B SRR, A Sk R S IR R A
3 1 L el B S i R S R E RS
SRR AR AR R L PR T DX I AR T BE VUL T AE
RAERTRRAERS R Bl 5 = SRR 25 5% A 0 i
My (B D REEFE R A T o8 o BRIUEHEN,  F Fefiwi
TSR I 2 1) Ty R A2 A T RE A2 i S I R A 1) B IR 3R B
g P, [RIFER, TEMEVIRBI M A B A
Baliki % ™ @EAT 4 0@ M, MR BIEB 5
4 JAwS, AAED G R G A DL 3 G 5 45
K 2 TE B 32 ) AR Ak, 3R BH Bl A P [ RF
B2, AFAEAE AT 35 1 45 4 B 1 A e A A 1 A A B,
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X HE T 5 45 B T8 43 I AIE B 118 1 A )RR A B R
AN B R b 35 AN Th B AR, B R AE Tt y%
AR S MR R AR T B A X
A AT AR AR P 22 2 G0 IR PR 5 R i 400 O AH ELAE
F o AT = A8 B R A PR KRS

ZE L PTIR, 8RR rh RN AN K A
15 T EAE S A SR, T TR I T T R R
e PETRAH A 2540 O (1) AN TR ok X 2 8] (4 AH ELAE FH T
PR E AL FL B, ANELEIRKR NG
B b, SRR SIS It 0 TR I A I
) b PR B, A e AR R R B B A
LA, EH B — R B R - 1 28 L IR 2L
B R, ISR RE A . AN IMRI A 5E
FEWT Y, AR RN Py T A 19 o I R SR LA
X RS, BdE . ACCL Byt i, #)4k
AR B R AN 58— R AR B B X (primary somatosensory
cortex, S1; secondary somatosensory cortex, S2). PFC
A% (amygdala, Amy). X R K 0 I -
PR I 28 - 155 S P 77 THD PR RO DX 330 2% e R Ay ““ 9%
JAERE” (pain matrix) **, Fifi 5 6] K2 2 2R G015 45
PEIT IR R AT TT, DU I 3k o B 1 9K
SRR AR R U B, B G IR RIR . 1
PR 18 PRI R DL R PR AR B P S
PRI T 32 Bt 5 1% I AN 4R L B2, a8 e x %
I /0N BRI SR g e A D e AR R B, AR
R R R R E RS RS L SR
R ORI E K- % R Gk
R LA 2L X AE SRR R A AR P ) e

—. Bz 52 rRm g AL

720 2 B, A NPIRUE T ik, X5 X)
SRR SR R 9 R DR 2 5 P SR AR 2> 5] 7k 9 s ) TR
FARFE BT, FE M AN e A R A 330 38 DK 2 R
ks SE ST ER %S s 2 AR DK 1PNINP JE PNL75'3
RN B A, AP AR A R
SR ELAR F SR ] = A g B

1. AE SRR R Y

FESIE AR LRI T T, 05 VTS MR 4 o il
I A R e 06 TR FL A R A% 13 B I S R
AN TEAMU N, X AR 2 5% 2k T B
fIg f5 #MAZ (ventral posterior lateral thalamic nucleus,
VPL) R BH 2275, £ 30% HE1n] Ll I8 )5 T
#% (ventral posterior inferior nucleus, VPI). VPL-SI1
] 8% 2 15 R 15 45 5 IR RS2 I S v ) D7 T s VPI-S2
Mg 25 TR YA DIRE, (B RS T EHE
B AR D e . A iR 2T 4 ) K 23 (40%)

| T T —6—

e Q7

AT WG RE, B G B B AR AT
(anterior pulvinar nucleus, PuA). PuA /& 25+ J5 HAX
PR A B A 1T G IR DX B, IR AE B kA2 19 0 1 9
B 2= AR B ORI RN, B 252 5 i e o AR N 0
00 5 A% P R 4R A 2 TR B T B, X PR B
T F RIS AR BE . PTR IRTIA 0 DL R AR T T
PP WG, 29 25% M N R AR e 2% 1k T e
%, BFEE WM (mediodorsal nucleus, MD). H?
S HMMAZ AR 55 4% o 425235 B e 106 oA N 03X 2 4%
P 4k 4 it 3 245 5 1) ACC A1 PFC IR ES, X
LERF I 23 5 18 1938 B AN L R 1R S

2. EMEBVEIR T A2k

(1) G5 JOEFEEAR A

N IR 2 P g L R O 248 7 0t AR B bk
BT e SR B EER B, LT RA
ST T A R SCHE N AE IS MR R A T A K )
ReEH 7 T A8 4k B dl i) — I fMRIT BF 5 38 i W
SLLERE PRI PEIR T N i SRS TN A K [X 35 1) A
Kig s, 45 R 2R i iR J5 #% (ventroposterior
thalamus, VP) Fll MD F) Frfo 238 P PR ©. FIR,
A AENVRR NS ERET, Bl A By i 5 5 2 8] 1
BB VEIREAG . FEME A S BN 118 SRR SR A A
o, MR S BT A VPL RN B RE S PN R
(ventral posterior medial thalamic nucleus, VPM) [1] ft.
fi%i X IR A% (thalamic reticularnucleus, TRN) i, /) B
(RJR BECREIRAS 222 i, 1T y-24 25 T IR (y-aminobutyric
acid, GABA) AE 3% 5 (9 /D (2 33 7 9% B i sl gh
5 — IOULEAS 1 e 22 B A o N Ao FH T4
RIESTHEZWI R -3 R, BE
TRN A1 ST J J5i 37 14 PR BA AR A A e Jok 49 i) 1 o 22 5
JR IR, Fefiw (AR 2 2 i /s B

(2) WEMEE

CA RENT SR R W, o 3 PR AE 18 1
PR R PR A T BERN. MR FIA
N, B B R AR ) E i JR) I L (regional
cerebral blood flow, rCBF) 74 2448 B 7 — Wi fdi ] O-15
() PET IR R R, 78 E AR A A, i
() rCBF A B384 0 s gm /b P07, 15 4k o 48 0 B 4 9K
I 55 R SR A E i M ARG DG I ELAF B i 2 o
BT B A8 T 6 5 5 00 e fi i 35 ) 3%
PENFEAHOS, H5 AR RN A 22 o s BT 31
F 328 J S A A 9 B g v KA R B A 48 G P Uk
D JE TP R A A 28 TG e, HEL e R
R, MR B Rk, A EWFRGERE
B, F e SR AR A 1 e R 35 R AR
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=, WG RG S5 SRR LT

NG Ry NIDE TR 2 i T 45k, Hdid
ORI EL . S SEEL SR
R NSRS REEZ. F e, Ha
W R oM 2 1Y

AN A (02 M PR SR IR 7S B A A R K R, (H
HARI) SARFHIE R IO 2 KRG MREI R ThRg E 4,
BV I 5 B2 JoR AN R R T G5 R R 5 0 ke ik 2 [
TR NG R G KFEFANPAT AIZ L, otk
PRI, B h gk sh Y. 7RI IR
WEHFE R, 1% RGN K g P 59 (1) R
A2 P, Baliki 5 ™ 35 Hoott 2ot IS e )
fMRI A & 450, R 7 — DA A R E LK
B, B NAc F1 PFC 2 [A] Th Be i 42 3% s 1l 1 &
P B [0 12 M S IR S AR, I B S5 it
PR IIAR 5 M U Lo B JE, R R A 70 1 o 1
TEMEKESILE ARG MNEIR. BOEHI
N BRI TZ 2 G R 18 P P2 10 1 45 155 2% 9 THI (1)
R ORISR Ry .

1. AR 57 i

PFC 2 K B2 o FR i w3 i X3 . o i
AMll PFC (the dorsolateral PEC, dIPFC). # Pl PFC
(the dorsomedial PFC, dmPFC). J§ A {lll PEC (the me-
dialventral PFC, vimPFC). HEAFH Jz 5 K A ] wif 5 -
J%Jii (medial prefrontal cortex, mPFC) f2& % UWLI¥) I fig
73X ¥ mPEC XN ACC. 8% R AR L %%
F i . PRC 2 5800 545« YR A0RTR L2 S 1,
BRI, B A8 PR I A S0 5 TR 356 2 e B 8
MfER B9 Ak, — TR S8 A I 1 o M
B, PFC FUZEJRMIIB R IEAH S, HAE 2w et
et fE, ZXEAE T AR E A P,

(1) 72 b Ry

ANZE IMRI B TR B, B it 5 #3531 PFC 1)
M) 52 i 368 3% 97 B R0 T AR 0 R R e O AR
TG Wi fz B A dIPFC 35, o5 3 o0y
PR W, H PET 45 B EoR, SRR
Jfi. ACC. My EzJi Al dIPFC 78 0 i fe o 2 25 3
W T A TR i e N 2 sz 00 M e B (elec-
troencephalogram, EEG) W 7t H, mPFC {54z %%
e G 5 58 L PR 1 SR LR e Y, PRC 1B B2
oK AW AT B B 5 (AR N, A AT B 5 DA R
W5 ACC/mPFC 2 [A] i) D e 1% 452 5 AL 0 26 2 0
PR AR R IEAIDE W [FIRE, Wrat e AT LA
PRI, X BT A B 5 A5 ) dIPFC 2 (8] (158
LLSUR AN
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TEMG U BT 7T, Lee 5 BV {8 F it 4%
FEOREARFAH A2 1747 K B mPFC 5{ mPFC-NAc
X[, 2 SN S 2H KRRV i U B S
JHAH AT NG . N T R FUIX — [l B A S PR 1
[B) ) a0 A, AR 9T N B 3 I Dl gt A% 2 41 ) R BRI
mPFC-NAc [H] %, U %2 31| SE6 4 K B0 #4911 48 /2
TR IARRAC HL A4 T %A B RBAT A, R
2 [ 18 T KRR A4 9 e S S RSB AT B

(2) TEMRYEZIE 21k

GER ORI P2 AUR, fEEPEK
Ji5 B8] PFC 12K AR AR 2> . IMRT 45 R 2o, Bl
FPIRRREE, 1Y R AU dIPFC A ) Fe i
IR AR B 5% ~11%, 4T 10~20 FIEH
A EPRFERN LR, HE5RERAMLL,
X Ee N5 X 5 mPFC 2 8] 13 $2 Pt K e B [
& B ke, fEMSVEIES R AR, R TR
SEAEIG, PIRSEGIEAL 5 i 5 K K
(periaqueductal gray, PAG) & mPFC [P A7 15 i
A B, X 285 A R mPFC 5 DMN J5 i
B3 BV EERE AR, B B i Je o R e g oy, 1
TNFERE 5 P R R BAE sl B0 phabh, fEfedE R 44
PE XS 27 B A A ORI, mPFC 2R 5 22 41,
FAEA 5 58 PR (PR R 2 5 48T 2 1) (1) 3%
FEUk A, X N )RR 5 5 e v AR e N
=R IR FR 2 IE ARG, (H5 XU dIPFC [ FR 2 61
H< B,

TEMG T RN PIEFi A, AR R gEAT AL B f 2 40
14 (spared nerve injury, SNI) &b 1 & J5 & I, mPFC
HHEE 5 T2 R A MR D w14 7 S R R 42 04 T 1K)
SSIAD T4 50%, B R w1 SR A FLI R A A e
1, FLT0m R S0 B2y S B FEM M A
o, BRI R SRR S EL T AR IARAR R

WEEAA: YRR I FEF, PFC (3G EH
KA T AL 18 VEEL R ) mPFC W R B 57
I 45 K T AR AP (blood flow, BOLD) =i A5l 7
5, XGRS 5L TR R X ) Dh g4 o
WA I, XL PFC H MR B b, (H/N
o g0 B 1 n B, R RE, JEId PET 4 AR e i
TE R DA SR B, E SR TR AR R A 52 29K
PO PFC [ M & ks> . SEIS S st 7R B,
KR Z B2 FERIE)SE, mPFC Rl S X k)
LTS INTSORAER . 18 VAR 2 T A R
PR 5 R TR R 22, {EL A I R ARD' 18 4% B0 mP-
FC, 23JK mPFC 7= A4 () BE il B A S PRI 175 K R
CAFIHIS B gt iR SR, N RS
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PEAG X 1) PAG 28 V 2 B R B #4201 % At
P 552 PRI 1

VN

NAc 7 TH R 5% R G 7 ab, MR
FEERR AN LT ZE IR 2R B AN [R] AT BA 2y P B 40 B P 3
H T 72350 (shell) FTHE S8 A5 %A 898 Z800 () 1% 356
(core) s NAc P i 95% I # 48 JC /& GABA fig
Hh A 2 A 22 70 (medium spiny neurons, MSNs).
MASAZAZ ¥ S R AN AR R T s K ) D
HAM RN, I MIEMIHE 5 X (ventral tegmental
area, VTA) ¥:%2 2 ELfZREAE N, ZATTIHL. 1H%
ARERANLE I SCBEN X . TSR, KEUFEFE M,
NAc 7512 1 IR AS LA S I St 7 21 1 T i 1)
FEAR R E) TARAER 1,

(D) TESPETRE IR

REAE BT T 2, AR K B fMRI 45 2R 3
FEH NAC 75 2473 55 P AT B I 4R B 5 25 O
T 7E SR B ROR 2 2 0 Y oAl A MR B 7
SERET], 4T 2SRRI, VTA-NAC 1)
RETE LM, HAZM X ) 2K A4 AR A s 2D
VTA F1 NAC H 14 53 A B 2% Ak B % Tl N 32 835 1)
TR BT A TR AR 5% AT o P Y0 TR 15 25309
WFFE R, Moriya %5 ) IESL T 45 T St 150 1 0
ANER, O VTA N 2 T RE i 48 G 1) 3 P PR 0ok T
M.

(2) eI A4k

SER) R BRI — I P — AR
T NAc fE S ZIm e e, &R,
Eifg gext IZAAH L, A A J o ie M o4 g ARG PR T 2
PRI i N B AR B AZ AR AR BN FELEAR 1t By B e 48
fEAE; ESG LBV, 2RIt A NAc
shell M1 ACC 2 [A] i) Th RE 2 55 H. 15 74 i B2 R E
A2, 1M NAc core Fll ACC Z [A]f{) BhhEIE et 1,
H b, EW SRR R N K R R 1 I R v
NGB R TR I, NAc ThREE B8 MK
IR )R e A ROE A 5 E B AAH L,
NAc Fl mPFC 2 7] 1432 422 38 P 16 3 U 2108 14 7 gtk
SRR AR, sbAh, AR RE RS DU
HIHERAZE (> 80% ) Tl Hi It i ot M 2T 1 4k o
mPFC 1 NAc 2 [A] 1) Dy BE 3% #2158 ] B Rl A 4% i) 1]
(eI REST BRSPS MECIUN o

X0 5B A1 A e 2 3L AP A e R TR /DN B R A A
T, il SRR KRR BT VIA N2 B
¥z i 1 22 0 8 L e 2D 51 S NAC A 22 2 1% A B2 I
IR 2T NAC shell (RS M2 T (indirect

——

¢« 80

spiny projection neurons, iSPNs) (1] 2% &7 14 14 5, FF
FLEW gt AR H b KA 7,

AR X W S S M R N NAc
DR T BSE  FE Mr R, RIS VE PSR
BCAARAT (0.01~0.027 Hz) IR R, F I NAc
(I A S 1B PE PR S bR 2 2 FE G 145 23
YIWFFEH, Moriya 25 “ESZ T VTA-NAc [Fl#% 5 5
TE PR R R . ARSI 2 B R AR A
M VTA-NAc shell (125 ELJ% fie 2 53 (1] 6 3 E FEA
HAE AR AT R I, AR AR /D B R 31 NAC 1Y)
% B BE VTA #1270 10 [ D5 MR . B
e AL 4% VTA 4 To B AE NAc 15 AT £ I
PR A e B R U R, $ROR VTA-NAc [l i
L5 2 FORE S R A A PR 9D 5 A A 8 0 BV AURTIR
AHEK,

3.

AL D Z R G0 WO ARG 1, 3L
I JEE AMIM A5 1~ #% (lateral/basolateral amygdala nuclei,
LA/BLA). 1 Y7547 #% (central nucleus of the amygdala,
CEA) F1[E] i 412 [4] (intercalated cell mass of the amyg-
dala, ITC) JE A A2 S I IAT A0 1 il 1)
%01 B% . LA/BLA $2WCR B R 5 A B i 1) 22 B =X
BAAE R, FFEAEBERAGER, REk LS
CEA. CeA ®4 7R H BLA [ B3 WA,
LR IE ITC M PESN - 1ITC 52 —415F BLA
A CeA ZIH¥] GABA ferPIEIfFZ 0. MPTARL,
AR IR T 4232 Fe R R o DX ) 4 5 A5 BB N
Y sl S ke VIR S SV NTTE = ]
PR IS Sy . HAMGE T AT s R4
VAN, 1 ELAT Bl S = A g g 1

(1) fE SRR B

AFF 5T N DR I AMIRT SR AS I {2 B 52 4k 3 %of
SERRR I R B . SRR, ERCK.
2 i XS 2145 5 S B S 5 1 i 72 N TR
DA R E S Dk T, im e T AR
HIRE T NI - %2 Gt | BB SRR, #iltn,
BRI K B 114 6 A7 B Wi 43 3100 o A P 17 i) v A 3
AT IR, RS TSR KR 2
P FE RN CRAENURERPRIED 5 H A A% ) pf
Zoouea e N, FLS AL G Uy 1E P E R
B, SR T EiRA L, HW SRS
TG PEARICA) o-Fos . 4l i AME 5 18 g B 1 14
U Ak, A R R 0 T R T R
PEHCR RS, MR 25 51 878 U A5 A %05
R 2 1 8 1 I UK RS 5, HA AR

S

(T
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(2) TEMB MR AL

gER) A AN IMRI B FTIESE 7 X 2
R BRI AR S ) 18 1 BRI N MRT 45 5 7,
PFC-Amy-NAc [f] i H oh R PR E 2 1 0, 514
ARG /N, PEC-Amy-NAc [6] 4 25 ¥4 () i 3 435 4 7T
DLAVE N TR e g i R Fa b U pkah, B 4t
DX IR £ B A N B A A1 4% 5 PFC. ACC Ml
B AT Z M SR E A, %0 58
PEJR BT AN S Z B AL R A ok B, e
REXTRRZHAH LY, W 5 2% A 1k (irritable bowel syn-
drome, IBS) 97 A (A AZ AT S H g i [l AT e e
Jei 181 DA K Bt Bhia 5 [X 2 8] B A o8 g 1 IE i RS 2
BEIERE, IR IERE A1 N5 PR 0 FE 5 1E AR 9%

TR CeA & 7547 W% P A S Th BE I 3=
B A%, IS BB N S AR S S AT
OB SEBUK. R EPOBAT N, BRch “is%
P B R ek AR X EIH N,
{HA A X IR 2. (DK H B 5544 (parabrachial
nucleus, PBN) 2% #x PEHT N @K A AHAR (Il BLA
HIFIN . CeA HIAFDNEMY) GABA REMP & oL,
I 52 B JR B IAT M0 22 O AN T AL ik M 22
T MM EAEA. B, EEmET, kEsh
JE R B 0 2% 16 i N 39 58 9 47K PBN-CeA H ()R
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