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W E WEREMSE (neuropathic pain, NP) & — A& M Bl AR 2 648, K% m, LiEH
T EYRRANEERE. B NP RN 3L 2 WF, AT - w4 R 40 i 6 2 B 1F
RE IR R E X B EN. ASCHR T 2 5 4 M 0 78 e NP s B9 FT el JFRE T
ZHMARR A e E LR, UWALAREAGERNwEEM0ET. RELREFREER
W VU MBI T - E NP R R . K2, ACSCER A An R AT X NP g B & A AL B AR,

#8816 R 78 NP F R EH 69 T Fie e e =

KEEiA

225 B VE SR (neuropathic pain, NP) 448 /&
BH T 453473 B 5 v i ] s R K A J i 2R 48 P
AL U H UL NP LS BE R R P A R AR A
WHZ EHER . = XMER 5P eSS,
IR b, NP FERIA B KIH RFEmeuR &,
DA K 47 5 e B A A% T e T A R TR (1) 9%
S B NI R R EIL 1% ~ 8%, fERE
AL 9000 /3 I Z W PL. HEZ, HHl#A < NP
BRI AL A B . AN BT 38 0 (R4 2 7R, NP
55 o 20 2 Jor A4 P 95 R R 5 49 448 ORE e B T 15 5
IR T JCH R B BET A 28 o 2% 1Y % fis
A S AR DA 2 B

SR, EOLWF AR, RIERGEE B A R
45 B AH BAE F 2 R R AR AL 2 —, B TAL
PRAEAE S S O N, IO FE Y A B i e 2
RGRAE, MMGIE NP HEZA7 7. ik, &
g — e HAEH H a2 2 E M. (HE2,
ANESRIRUEYE A7, 2 RGN P FRA R 2
I R 4n e, BY R IR 5 40l (astrocyte) Fl7N R
JF A A (microglia) 7E NP (1995 38 i F2 7 Fir i 1 4
RIREANS AR E o A 9% P9 M I J57 4 B £ AH B 52 0 5
AR B4 2 0 % R 76 NP % B R AR i e
B ) A R A RIS 4 .
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AR, WA, EMREEIR

1. AR o A 5 A 39 A 5 NP

T R AL RGN B R R 2 11— K3
M, PR EE R IR 4H M (astrocyte)s /N
40 (microglia) F1/b SRR 5 40 (oligodendrocyte) .
Horp BRI A R AE PR 2 R G AR R R, 3
B, HoMms o /N5 AERHAR R /N
HEERD, HoRIET N MR & A% B
Wik o 2 T 2 IO 4 R A AN o 22 G 1) B 97 5
R A 24 S OREM T &, RIS S /MR
Y — 2 2 5 0 48 JE SRR 2 e 22 0 2 AR B
oI, RRR, BEEE AR A
55 /N AR TE 32 B G . SAEA ORI R
S0 B E T2 DA Uk s 8 B AR A I 00 R B s, 48
TR OR &5 TV G SR AR 1. MK/
BB M, BRI, PR (substance
P, SP) . M90S % (interleukin, IL) -1B. IL-6 2. fif
JR YR BE R 7 (tumor necrosis factors, TNF) -o 2545 11,
76 NP Hm B R A R rh, 2 150 T M AP & o iE
i i G F ik MBI fractalkine (CX3CL1) 7E##H 4
TG - PRI JoT 0 AE T AR R vh, Y SR Sk A 346 A0 AT
IR L 1SR T A AN X 2% s R A S 1 A L
(3 By Garrison %5 &k I 11 o3 410 i 3 AL 2
HI bR & T B R 4F 4E iR M 2R (1 (glial fibrillary acidic
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protein, GFAP) ) Gt I 3% M 55 9 o 85046 B 1k
e Sy — 7, ) B R e IO AN B O 9 4 Uy
LR 42 490 BT B NP XS e Mk i) i 32 24 11 3 o G 4
o R U0 O P e e 0 5 ) BEL T 8 £ 980 S
IS 41 i DR 7 T B S ] B NP A ACHE R

/N T J5 4 A A8 b 4 o T T A i ) 20% A
MR 10% 4. A A 2 B 5%
fiJa, AR5 15 5 RIS /0N Je I 240 PR A O
ZARFTIL, FHFE NG R, R AR
T o0 2R AR T AR SR AN B ST AR A, TR IR R
T2 R A0 i R 5~ R 28 7T /1 J0T 400 B Y e 1 o
FERTFIER R —FAA (nitric oxide, NO). =R
IR EF (adenosine triphosphate, ATP). i PEfZ S
[A-F (brain derived neurotrophic factor, BDNF), H$#
SRS IR A SR, SUE AR AR P s
A FR /)N 12 J5 40 B FL 3 T ) 22 ok e 20 1 L4 OX-
42, CD68 %51k W n U, & 8 i e
AL 3% T 32 AR B 70 WA o 3 G436 2 220 SR A
2 5% (major histocompatibility complex, MHC) 1
FI. ATP %2 {4 P2X4"", & 4k K T Fractalkine %2
& CX3CR1. CCR2 % ", CX3CRI1 {2 Ul ] 41 1
ZIN BN B 5T 4 B R TS A 2451 B T X 1 B2 A ) AR ik
2% NP [Ptk e AL #2803 Bk 450455
Al B A 0 7 2 VA A S A A A 1 1S R R R /N R T
M APIRA KA H R 23 SOIR AR s Ak
AT AR, (RN 5 22 Mh At i 3 1 23 -k B,
Puik OX-42 Jo % Ffid 4 Rl 730k R &3 Y, 3k
MR IR RIE R Bk, 88N IR
H K 4 3 T R AR A B 3R WA A e 4
B /N BT A0 BB o AR SONEAE FH T AT )
L0, WY 9R R AT P AR NP AR F Ve i
5T FRVRETBC LA B R fih i 5 A 338 o 28 e LR A AR I 1
P, AT RARE— 200 AR J5T 4 R T8 22 ) 2 i 1R
T EROE RN, SEE AKMEEGE, XA
NP K 4ERF ) 52 i A

2. PREETC AR IR o 240 B 1) 1045 B A8 Ut

ORI FURIN, AP AR5 e B I - A
T o7 B, A5 R 2 A 0 £ R A, KRR, A
M= PR RIE RN . AMEM A5, A iE
T ff1 B 4 2 ROR i SPL ATP LA J BDNF %
LN PR CESST T < g:i N p i) e it
Dhfe KA T o8, WEAG I /NI 5T 4 it g ST A 4 e
SR BT A 18] 1557 4 B -5 1 5T 24 i 2 ) XL ) £
BEEACHIBE. AYcied, —H DY g
il /N BT 20 A T 2R B e, AT gk 2D 452473 512 1
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SO BURNERG N, AR R AEATT 51 S P 22 B %
JHRAEER. ok, SMEMAES S, R E R
JBE R AN B A3 K, GFAP RIEME N, ¢4y (a4
K, SRRMER MR R SIRAS S5 R AR5 40
TEWEVIM K . VIgAE NIRRT HEAE R BETS AL R .
PR C AR R & T, AEhHE
B A FYELLEER BT MIRE . RE EATHETT
FEJE T i25h7EH (wide dynamic range, WDR) £
TCRAY, E R OR B AR RZ AR KA 1) S Ak A%
MNMEFGUACKR B AR A 44E1) 2 3= R AE 518N
NRFAR S 2 A EAER, DR AL . SRT, -
R H T W (y- aminobutyric acid, GABA) R[] #1428 7T
PLK AT A R Se4143 7T PAXT WDR #148 7T e 2140
HAEF o S i A ) ph 2 0 LR AT I R 4 T
) Ty fi6 52 30 0 28 9 AR 1R 5 ) 5 BOE R T A AR T I
1 2 e S 25 i T B 5 G R A

KEWFRHETIR AN - #2408 BHAEH
I 2 BULAE Xof Jg I 24 o 11 ok 3 DA B SRl 3 R 2 B
HENEH . M4 2R T R T IRP 4H E id
HH 4% B FE S T TR U Th e Y & M dd, —T5
[ BT 4R (R A o A2 e, 55— 7 TR i i
S BT IR EE AR AL IR E BRMEER -cAMP (cyclic
adenosine monophosphate, cAMP) 1%i$ £ 4t LA I 41 g
) R ZE R A 5 B 3 U7 B G U 42 o 22 SR My T 28 4
A2 TCHITES), B & Connexin36 #1124
BERBRIESL T & /N R I 40 5 40 28 O I AR BB T
FR U EEEET, AT ERE A R
/N 40 i 5 R 2 G R il R SR Ak 2 D AR, R B
H AR ) R 0T S filb RN Rl S BEATAE BT, AT DRAIE il 5%
KRR IEH R A, R A /N o4 i ) 5 ik & 5
DIREANIER, DK B3 T BUR B i 98 5 finh 25 52
BRGNS ILRE R SR Ie 25 RIR 2R BRIR I
5 £ i B 5 ) /0 5 4 e e e T Bk il
HIESME TG R Z A, PP R 5 240 i 2 [A) B
IRAAFAE Connexin /™3 1) ELEER:, (H2AH B2 [H]
HSR B VIR R AAH IR 52 m . BF 98 o, 72 NP
KA, NIRRT R TR IR B4 s A
R T A A TR T S A L, SR Y A TR R T ot 48
ARSI A ) 208 JR 5T 4 L PR 3 1 DA B NOL 3 P 4
(reactive oxygen species, ROS) Fll TNF-a [/ =4: ',
B B 7K R Ji 5 4 6 3 A RT3 R T A A TR 1R A
T P R R L B T 4 28 e e R R A T

3. PREETG - PRI BT 40 M A8 HA 1 431 B

ShJE R Ja, 1 T RS I R RE A T
HHET AL AN L ARBETRIR . e DL R &
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1R SP. ' bR 7 i i = B E (corticotropin-
releasing hormone, CRH) % 5 Jf i % 1) A 5% i 1 42
B, EEREACUERTESE4 s, mEEdS
JI52 400 R A7 A SR 538 5T A AR B B2 A, LA i
JOR A L0 i AT R TG RS R, TR R
S L.

128 22 58 FH A 20 0 R 28 52 57 440 4 e 4 i 4
B Hb e AN By . A e TR dE R
B AR I f 0. BT RS, e
52 5 400 P ) S A A 2 — T, (B R St
HEESEGE— g o, SECREEML. 2
MM, FREEAR A o 2 O R UM 615 5 4 S T i
ST Py A B 2N S5 200 i a4 38 ) e 22 8 T 9 M 4 AR
A TE 2 .

(1) fhgatbE 1

LR, 72/ AN E NP L fE ., A2
WA 22 6 Wallerrian A8 1, &R TRk Fif
AR RIS EEMEM . WAL TR CX3CLI
VIR ERyTwo AN il N R ER= s erik et AN i
AR RIERIZZAR, ki S EUNR R A1 p38 MAP #
ity ) B R AL o

fEH GNP N B, BB A T
CXCL13 423K 18 i, i CXCRS T #UH fiE
BRI IE . Qi@ ik shRNA $ i) i & P AIG
HHE CXCLI3 MR, w LG &y, W
CXCRS-/- /NSRS NP RIS 4 -
BRI 5 4 B ¥ A LA FH AR B BE I A & e R AR 1Y
CXCL13 #0352 R 4l il CXCRS i & NP, [A]
I, CXCL13/CXCRS 15 S 1E A& i 4n i S5+ 4
TG 2] (38 TRA 57 RT DA & — o () R s H A e
2t

(2) CRH

CRH 2 '~ i & 55 2 e R 6 R B i - A -
B b B B2 (hypothalamic-pituitary-adrenal, HPA) %
W R LB ME R, LEN—Fg Ny
W- RIERGNES DT, & ZRIEEFRKHZ
ARG HAER AL L R AN LRSS T, AR, &
5N NIRRT A, RS, i
17, EREAT NI . W FAUESZ CRH K H 22 R 7
BHETS M IA KE A, Hb CRH %% fH M4
YRR : B MAEEEYT ARE, HrhEeE
CRH %24k ¥ % 4) fi /£ Lamina I 5 II /2, Lamina
X Ef/ P, Kk, CRH/CRH 21k 3 G e 4 HE1Y
F A1) 43 A7 B s L AT R AR AL A P 5 O SR
Ml S SR P EEEEMEMN. WENEAN
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CRH 7] ji i CRHRI1 #i% PKC, #i#l¥#F 5 CAl
AT CA2 [X [ % F M 5 ik A7 K I FE 39 58 (Long-term
potentiation, LTP) 2 M. 5 I T2 1 S 4 RF, S
Jo L R ) B

CRH 737 KR AL HE G B A0 A Bl 43 LA K i 25
TCHNTAB AT K o ATV I o 48 i A /0N Jg Jo 448 o 8 A
CRH %24k P2, #Erp XA R4 CRH REMS 0S4
2 R AN _E ) CRH 524K, AT LA S0k 5 41 2 1)
AR 4G P2 CRHRT 8 2% /N BRAE K g 5 1 45 724 o
(1) 98 RE 4533 W 2 08 4%, # 7% CRH W] Rgl i /E A T
P i B 4 PR R 5 A A 2 R e i) S S vt Y

SR, WA R RI S, CRH EN—Fif
20 Uk R I 2 A1 ) 2R 5 B B A 98 R S N TR T, B
AT A8 A T A T A 8 28 S N T R
NP (iR A 5 R B, CRH LI 51&
SR HAA BRI T R L R 4 R E
SN ST N 2 AR NP (1 2 A2 0 e B0 i e 3k — 25
FRRIE 5 1 B

(3) TNF-a

P [ 4 B 7 A ) IR SR BE TR T~ TNF-a,
TER—Fh MR 72 5% Kk A S48 R, [F#
2878 37 R 1 — FE 0T LUTE w48 b 58 N 306 4T 5RIAT 38
o OB ARAARDIWT . ALE IR LR EE o 5L BA
AN I TR 2 B RO AR R o, SR Y
RMZT (DRG) B REN R RN, #h& oo
i TNF-o A8 i 220, fEmEsfE T,
SRGA 2 M A P2 4 TNF-a, 355 HE R4
N izl R SN TR P G BN = NGl s
TIEEPE, FREOE SRR RN, TE R I A A
L E SeHAE A P,

4, B2

B IETT R 1) R 75 B 4 Hh T NP )
RIFEI TR PRHLE] . B AT AL SR R 2]
A B 5T T /0 U2 5 400 R TR U R 4 B 5 e 2
JCHIAE FL AT TR SR 4 R a2 M O I R R R
KHEAER . 28 BT, ASCRGE T #2485 40 i 1)
AT e et b, S NP f R AT BEAL
i, XN INER T NP 5 R A WL AR, B BT
FHRHE NP QIR TT YT TR E br o
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