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%% 1 % gi 23 A &JE?% 12 A

B EE R R M, B 201203, C _EETEEZG R B OGE R EE R, B 201203;
PR EAT BT AT, i 200437)

OB RERRRE NG —, ARANBER, FEYWRALERE. HFK, R
RIS U 77 £ G 48 BB TR SV BT, DA RO A o AR e 2 O B B IR K L it — P AT R A
MARGE RRAZRZAEY R AEER, HRTAEFNRR 5 RTRE, RESH5ERHL
AR e, AR TR AT B e 4 e An A M RS 2 TT 2 TR B I e R R AT SRk, AR RO
JG B0 2 - e L] F AR R T v PR B T A R AR B KR

ES a0

PRIV AN AR, RmRKEE R 16897 R
MEMLEEEZ —, R T BRI SEuam Y, (Fh
I P2 = 2 R AR A (2020)) o, FRIEE M & R
Wi NBCE R 3 42, IR IE DUREAE 1000 /5 % 2000 /7
HEE BESEAC, B V6 PR TN 2 I ik A5 i 1 1
Z— B PR B RAR I A 2 o0 P 1 S R A
JG (nociceptor) WE 518, LUK ERR, 155
JZ M TC E S s O, AR SR B A I
1S 2 AL (dorsal root ganglion, DRG),
MA&FRE. FERREEL% RGN KNE R, &
R A R PR AR B PR AR A A S
RIERMNHIEAGRE, M5 REHATAK. Hulwr
FERILWY, W& RGN 2 582 18] (X0 8 55 06
PRI K SRR EEEH . RIS 5 ks
AR, R A TR R A B, (EH TR
REAHML, Sy 20 B TS A IS A ORI R M T
TER T AP RR, SlEMAE TR, T
R - S XA E S (LA 1) o BEE A IS FL I
Haw N, @l T %k f E R piG
AT A U AL . Rk, AR gl TR -
o ARSI AR F B 18 N A o it s g, DUOR
PEIF PIALHIAIE F AN PRI T Se = R

— ARSI A U R AN B TR T

KA R B AR ), A% 2 M A T e
UK B R AA IS AR, 3 T RS L R 5

WA R, KM, RIE; KA, HERTHE

135 2 7 T DRG W B 4 o0, i1 R
Z RN G R EZ MRS BE T, IR
AR JE BRI A28, 1 P T o 2 40 6 6 T PR AH 5K
Tk, EEEEENESES, TR
JE R AT, T SR e 2 f =AM EAE A Y.

1. EWR4H i

B R L i e LA 44, HAFET LT
AR F, HEARESHMEEZHEE. B
IR 2w e i) S PSR =5 S = A APS e
—RAFIRIGIIL R 1, A5y 4 AR L KR,
Ferpr CC M CX3C IS AT 475 5 A 22 7T 73k o
4k K 7 CC B A 2 (CC ligand 2, CCL2) /EH T E
W0 4 i 2 T F 324 CCR2, 51 2 s 41 B 1) 3% AL A
JRERRE, IR R BRI, R RS
FHIRZMETC EHZARES GG, WO B &2 28
P FR %244 1 (transient receptor potential vanilloid
1, TRPV1) i#iE, 5|t . ek %
i B A 51 B R R, B G 1 (CX3C
motif chemokine ligand 1, CX3CL1) A K HAr ¥t
A CX3C LT3 44 1 (CX3C motif chemokine recep-
tor 1, CX3CR1) 4 ELWEA0 B 1 (e ARG BT, 30
1R -¥ kB (nuclear factor kappa-B, NF-kB) 15 5 il i,
FHDRG 1 CX3CL1 #yRIEKF L, 5iEEk
Bk 40 i /£ DRG N ()32 8 A2 28 B 7~ OB T8 m
JE e g sz 1,

e TH: EERANR RS (82305423) 5 PEI R ET ERTBITIE (2023M732338) ¢ BT “EHM LS RIH
(2022515) 3 g “BHEOIEATEITR” BHEDHZNEDTT (23YF1447600) 5 g B EE HCoom TaPERIF 50 8099 s 2 1 (SHDC-
2022CRWO010) 5 Fifg iy B R O 22 Al & G HT B R & 550 (SHDC2022CRTO18)
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E W 20 it 3R 08 2 e R K2 A4, 52 B 55
JEBZPPLE TC A WA A R IR T o PR AT 2R L TR AH S iR
(calcitonin gene related peptide, CGRP) it ik 1 i [l
1F (cyclic adenosine monophosphate, cAMP) 18 i fi¢ i3t
LI 200 A A7 2 AL ] 5 TL-10, [RS8l Jrb g A
B K -F--0. (tumor necrosis factor-o, TNF-ot) IR 7,
I 7% P 7 BE (vasoactive intestinal peptide, VIP) I
IR I cAMP 18 A W Ff = AR 2 6 4 B PR 1 (B
5 TNF-o0 flIL-6 55D, S P I BHAL R #8 9 AE )
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B ™. P W5 (substance P, SP) 5 Ik 4 it % 14 1)
M PLR-1 (neurokinin-1 receptor, NK-1) & /K 45 &,
T8 I W R AL p38 22 LG AL B (mitogen activated
protein kinase, MAPK) {5 S i@ B (e 2k & VER 1 (E04E
TNF-a. IL-1B F1IL-6) FUREHC, 5l 50 5% P

2. JlER4n i

IR 441 2 [ A B 88 R 40 P 1) B B AT s
Hoop A T ahan 23 vh Ji [ R R R I B, 2 JR
PR R0 i B ) S PR B 2 4 22— o DR 24 i
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Nociceptive nerve terminal: {522 /&Z 2 KAY; Chemokine: #afb[HT; CGRP: [EF5ZRILKMIM; SP: P Y
VIP: MUEEPENIIL: Neuropeptide: #Z8JIK; ATP: —BAREJIR1EF; Macrophage: EWRANAL; Mast cell: AERANAL;
Neutrophil: FPERIZHAE: T cell: T 40M; Microglia: /N FRAHM; TNF-o: BRI IER T a; IL-18/4/6/10/13:
HS 2 1p/4/6/10/13; NGF: #ZA KK+ BDNF: RJEPEMEE 72K F; Growth factor: AKKF; LT: H=
Jii; PG: TWiFIAREE; Eicosanoids: RICAEFRIMR; P38 MAPK: WHER{L p38 £ 24 H TN LilE; PI3K: BEARNEL
FE 3-30F: JAK: Janus Bl o STAT: BERML(S 546 SR FLEGERF: PLC: BERRGES C; TRPVI: BRRTEsZ
AN FREIRZM 1; TRPAL: BRRFZR A 1, VGSC: HLUR I 1 #4hiEiE
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Jo3 B RORL & A 2 M AR E T T, AR AL
5-F2 0% (5-hydroxytryptamine, 5-HT) 15 A EFEE,
[F] IR JE Rt B 22 Fh4E O ER 7, A6 TNF-a. i
HIJiE K (prostaglandin, PG) F1[4 — 4 (leukotrienes, LT) %% .
AR T, RS BT LATCTE 1 0% AELE T M
W, YN SZ B SRR, B AR T AR 2
JRBEOE RE 0L, RE R 40 B DA SR R T OB TR
PEA BIAGEAG IR, 5L 9 R ZRIBK 5 S FH IR i AL o

P FH M A TR A2 K (BL4E SP. VIP
F1ICGRP) Be8 5] & JE 4 i (v A AR, fE Ik
T FEH Mas 2[R AH G G 8 A BB /& (Mas-related
G-protein coupled receptor member, Mrgpr) iz & Z{E
F, Mrgpr % H ] MrgprX2 Fil MrgprB2 #3815 F
NERANHL, 25 995 M5 W & IR Ik U
SP 1 VIP 3 i #3E MrgprX2 5 SUIE A 40 g fi 550k
R TNF-o 2275113 R F (colony-stimulating factor,
CSF)- IL-8 F1 CCL2 %41 &A1 it , 51 e 48 hE 5 70
MrgprB2 /& 3K Al G AN 4L I B B2 4k, SP il
I NK-1 2 A T AR R0, SRT NK-17 /) i
£ SP 5 F fo S AE M s A i B &= 0 B 2 b, R
] MrgprB2 /22 5 SP 5 35 R e 4 g 5248 1) 3=
A2 R U BV AT O TR T IR K G 51 1 4 g
PEFEIR B HE £l CGRP RE % 55 52 iy 18 Zb J5 R A8 fix 5
HRE R AR AR, IO AR K 20 P ot RORE R T ¢ A
i, 5 B W IE G A S S ]

3. Wk

rPER AR N AR 2 B4, A A A
AT 5 S Bk SONE AL I S A L, 2 R A A
17 5Ly, R GE B SR AR G AL, R AE
T BR A MR A0 B A S AR B VR

1555 B2 2 el i R TiGE AR R - CXCLL H
MRk, G SP. B il = B UIK (gastrin-releasing
peptide, GRP) F1 CGRP, 1 77 HH H44 41 g 1) v 14
CXCL1 1+ r ML i i 2 1 ) 52 /& CXCR1, A
([T %0 e R 5% v Vi i 221 7 1 VAR 71 % v
PrAREL CXCRI F5 470771 7] 92D A 1t R 4 i £E 453 493 48
PR ", SP 5 NK-1 ZkLE &5, SE4E. ik
HPERLAE N, IR RPIROR A, A R4 i A5
W= A K BT PE % (reactive oxygen species, ROS),
WE DRG H kI 52 /K LA 48 25 1 1 (transient re-
ceptor potential ankyrin 1, TRPA1) Ji#i& 5 ZU& A4l
ZIRAE, ROS ILIE I 0 NF-«B 3 #% 1 5 40 i 5 5
M CX3CLI Rk, b0t e dn 54 1.
Ak, SPRE W Il ¥ MR A AR 2 A2 TL-8, IL-8 52
rhPR R 4 i F) B AL R T, RR S In Ja Hpk
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WL 20 L 7E 58 RE B AL 1) S5 45 . GRP 45 & 1 R 41
FAK W 15 W 2B TBUIK 32 4K (gastrin-releasing peptide
receptor, GRPR), 1t i fif i fi5 i CP (phospholipase
CB, PLCB)~ I LEE 3-30 (phosphatidylinositide
3-kinases, PI3K). p38 £ %4 J5 1% 1L 2 (1 % (mito-
gen-activated protein kinase, MAPK) {5 ‘S iE 1, {Eit
PRI SRR . EASGERE, GRP R
Fr 41 i Z5 8 55 HE K 41 B 4 WA TNF-o Z DA%, #E
35 JIE K 40 it 5 BHL B TNF-a JL-F- 58 440 T GRP %
SR RIS, JF H GRP RE6% 5] AR K41
FEI TNF-o AL T, RIUFE&SES, GRP WAL
KAnp. ki gn s 2 85 /E . CGRP & B
rh MR AT I SR AR K B I, AT ) S
L. WEFRI U, A UAEER B T I R B RO
FZANETC T R, RN RS2 & T 43 b
CGRP, CGRP B H R4 i 252 1 RE S M s2 A
M B4, IR0 A TNF-a 75 2 i i
RANMIPR TR, B A G 58 R .o

4. T k240 i

T I B2 200 L R 40 400 e 3R D 23 AR B R AN [,
N CD4" F1 CD8' Al K #F: CD4'T 4 ffavd b )5
FESABIME T 4000 (helper T cells, Th), HA&
B B AN A AR A Bh A T 9k B 40 i S B 1)
Iife, ¥IUh CDA'T 40fd (ThO) 434k Thl. Th2.
Th17 FAVEH T T #REA0HE (regulatory T cells, Tregs)
& CDS'T iEfb/G R E A A4 EEPE T 41 (cyto-
toxic T cell, CTL), X HAty bk B2 40 f A 4 4E o

T Ik EL 4T 0 52 4 55 B S2 A 48 JO R TR R 28 Bk (L
i CGRP. SP. VIP) #i77, s2ma T ik 240 fu /- 3
N G BENZE . CGRP 4] Thi 40 (380, [
et Th2 4HBE IS, CGRP EfEHE CDA'T i
40 B 434k N Treg 40 i, Th2 40 5 Treg 41 i 15 B
BRI IIRE, B WP R AR T (R
FHIL-4TL-10Z5), ] T 41 e 470 SR S 40 D e,
RAEUERR o 2 AE U BbAh, CGRP ik & ¥
B 5ER 40 B 77 AR TL-23, TL-23 AEfg i 33F Th17 40 Y
FEARTL-17, R HESORE R . SP AR i3k B A% 200 i 4 b
IL-1B. IL-23 1 TNF-o 2 P40 B K+, [A]Bf SP 1R
F1 T CD4'T i [ 410 i & 1 /¥ NK-1 524k, SP 5 {2
RIS S CD4'T k4 746 Th17 4H ),
Th17 40 T B30 W TL-17, 555 IL-6. TNF-0 Fik,
SHURMA R KR EARG . VIP /E T Th2 44
MU i 52 /A (vasoactive intestinal peptide receptor type
2, VPAC2), F:#I# Th2 4074 IL-5 F1 1L-13, 5l
FEC g TR A s 2 P AR IS A 200 i ot R S 8 P IR
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g . Ak, MK AERE 5 CDS'T R
4HMI7E DRG H 554, 5 Treg 41 A1 E Mg 4 AHABL,
CD8'T k40 A 23 TL-10 YR 40 5 % 1Y,

5. /N 4 i

NI R AL AR AE T A AR A 2 R GE (central
nervous system, CNS) 1, XJ CNS f3 3 55 o 48 4F 5
UK. fEIEFEOT, MR RE T & IR,
T AEZETR A 3 S Ao 0 R TSR 1 TR 7 A e 22 ik
BoE /MR R, E S EBEREMEUER T, gk
P TERA I TR FH G 5

JINJBE S5 4 L 22 1T 635 CX3CR1, 4545 )5
AN UL CX3CLL, Jf5 CX3CRI1 k45
4, 18T p38 MAPK 15 5@ B 75 SR Btk . /MR
Jo 4 i 2 1 16 28 75 CCR2. CCR7 F1 CXCR4 &1k
¥4k, @584 0B U CCL2. CCL21
CXCLI12 SR 4 g5 A, 9l /N i i 41 i
stk 1,

/INJS2 J5F 4T 2 T P 25 - R MR A 7 4 4 (P2X4R)
WS 5 R AN EEZ R, WA e R
A = % B2 IR 1F (adenosine triphosphate, ATP) 5
P2X4R 254, P2X4R MGG 5, B SP 25 A& Ay
J s AR /N8B 40 B 380 p38 MAPK 15 5 il 4%,
5] K B 2 T B IR R A 2 T P A R P A R )
wh, H 43S TNF-a. IL-1p. IL-6. NGF. —% b
% (nitric oxide, NO). ROS Fll PG %5, i & A -
Ak, NIRRT R IE R Toll FEZAA 4 52 s
TURE UMD i W R« AR 70 B 1 45 4 T M 80t »
T 40 N B NF-«B 5 58, P4 iERk %
KT, SRS S e P,

T A 70N FE IR 40 BB TR 9E Rl - AT LA R T
Ji2 SR A A b (R RH B B2 AR A B, TS N S S I
PEHE U RE R T RS R, TR R R
RER L. AREF T ER/ N T4 | IL-18R,  Hf
HE/NEE R AN RS JCHRE R F TL-18, IL-18 " 454 AL
TV 5 240 B b v B 3R A 1 TL-18R 7% NF-xB il
P, 51 HS CNS A2 TR 03 4 B B8 fa R A2 il K 2
HEGE,  JER R TR 5 4 A R S E KT TL-1B
TNF-a F1IL-6, 34584 20 Jik o # 22 Jo A i A% 508
5 A NS S R N, AR 3R R0 A
BRI B0 B ST R B o 2B 2

T G gB I e A T B A T IR Y

G 955 A 1 5 TR TR 48 14 A ol R 0% B 42 5
M B0 A AR S BT R AR 4 TG, T AT L S 4
oz M EAER, IRRENRAA RSB, IF
WA B EZ WA TC, ARG S LS.
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(T

VRSN TR AE G 2 200 B R 1 40 5 P 2 (i R R O
HAEH, EEMRMENFEREARE . EKRET
FRAC LRI % Y,

1. 4 A+

YT PR 7 A S B A BRI Ny TR, LT
HIEZAEH T E RN, MRS IR 1
TR o AR 4B IR 12 75 DR JRE S N, ARy
A A AN AR R P AT A 4R

G S AT = AE AR R AR IR 7 IL-1B. TNF-o
FVIL-6, b0 98 hE ) B, A F 45 55 152
20, SIEER. IL-1p F Z il KA NMES 5 R
G RIENMERE R T AR E AR Ak, H
o RIA L R T R AL A M RS2 AR B ) 3 (Nod-like
receptor protein 3, NLRP3) ] 28 fiE/MA 5 1L-1B % V)
FH9E B ONLRP3 # A  H0E o » WAL TL-1B A,
FEAE A TL-18 H b = oh, IL-1B Al H421E
THIREREALTC, FHilid p38 MAPK {55 B %
1k Nav1.8. Navl.9 B§7iliE, 5lsEBL, FEE
BEGE A A PGE2 F1 SP {43, IR . b4k,
IL-1B BEWETE Ik CNS M & I R A, (i idk 2
KRR FHE RSB, 51 RE S5 1
K, SHEPAREE PP, TNF-o 32 E W40, e
KN AEAL I NK bk 40 =2, 454 TNFR1
A TNFR2 W fh 32 & . TNF-a 5 TNFR1 454 )5, 8@
it p38 MAPK 15 5l W0 FEZME T B
Navl.8 B FiliE, 5l H:; TNFR2 5 TNF-a
454 G RE AR LA B R A Y Treg 40 M 2E BE
MRS AR A 0, IRk # & oot B
BT HEAE T H IR A TG, TNF-o 16 Al @i
NF-kB Al PI3K %515 5l i, {2 ¥ IL-1B. 1L-6 Al
PGE2 SR RA BRI IE, BRI R, 16
CNS 1, i £8 Jist 5 40 B 1 % i TNF-0, TNF-a 8
% 1R BE Y A 10 4 A M S ik f R IR AT R AN S e A%
i, I 5] B AN G A B B R TR R R TR )
BiEMEE LY, IL-6 SYHE IL-6 %4k (mem-
brane-bound IL-6 receptor, mIL-6R) &5 & E AW,
b5 1% AV 555 FME A gpl30 45 5T 5%
A, FETTICE Janus 3 (Janus-activated kinase, JAK) A1
5% [K T (signal transducer and activator of transcrip-
tion, STAT). p38 MAPK DL} PI3K i@, _LififisE
A AP Z I TRPAL IS 1R IA S 8L P thah,
O BEH gp130 HIFRIA T R IL-6, 3 1 4 i
ML

G AN = A P SELN IR A B4 L4, 1L-13
A IL-10. 1L-4 F1IL-13 3 22 B 3 46 1Y Th2 48 f.
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rh VKL A0 AT AT L AR . TL-4 5 18 (IL-4R-D)
FI A (IL-4R-ID) PiFls2fhd &, T A28 H IL-4R-a
BE S WAL N 2 AR y B (yo) A, A AR
Y ik, T 1AL IL-4R-0 5 IL-13R-al #k,
P LA b R g e 2208, 1L-13 it 5 1L-13R-al
SEAIOE IL-4R-TTPY, TL-4 5 IL-13 3@iL JAK-STAT
PR E AN, TL-4 5 IL-4R-1 45 & 1), %
W JAK1 A JAK3; 24 1L-4 58 IL-13 5 11 B! 52 4 45
AN, 4 B BORE TAK L. JAK2 DA M Ji% 2 IR 184 1l 2
(tyrosine kinase 2, TYK2) » il {55 18 B BEUE 5,
BIE AL T i B S IR 7 STATG, it 2 411 ] TNF-a..
IL-1B F1 PGE2 %5412 %8 /v it 1A il 5 B il 7E CNS
i, IL-4 3833 #4005 PPAR-y 15 Sl g, 2k bR
ORI (1) oAb S BE R T B, A Bh TR R
WAL TR 18 . TL-10 B E W40 B A Treg #k
EA =4, @it 53244 IL-10R | 1A [F] 7 5 25
A, IL-10 3546 JAK AT TYK2, #EIMEGE B
K- STAT3, ¥/ R 4l K7 3Rk, LR AR 4 1t
Y, JE TN IAHEE1#S8NEIE (voltage gated sodium
channel, VGSC) ik, #I4hE L Y,

2. B K

AR TR T 32 B R TS AL I S e AN BRI, B A
2K AT (nerve growth factor, NGF) 1y P 22
"E F-KF (brain-derived neurotrophic factor, BDNF), 4
KPR BB 11T 20 e B 5 S 5 7 o

NGF = 2 B0 40 B R0 AR K 40 A 43 b, 3
ik 45 A R S 1 S RN ) S AR TR LER B (1 2 AR A
(tropomyosin receptor kinase, TrkA), JZ NGF-TrkA
2EY), %EEWiE PBK. PLC 1 p38 MAPK 25
TAEMRRIIE S, BRI, 5 AN E S .
NGF-TrkA & & 90 R 3 A K 41 B A i B il 40 i
5-HT UL K& NGF, [E W} i /&5 4 4 76 5 DRG H
TRPV1 1 P2X3 5 & MBI RIE, FIEKHHE
Btk SERIRE I IR R AT, AT
PEAGER BT,

BDNF = % fy /N B2 53 40 B 20 b o T 5 % B0
Bl 22 452405 )5 6 B A1 DRG o i) BDNF %14 83 F
o DI R I P, SR e CNS
) /I 2 J5 400 L B i BDNF 35 TrkB 324445 &, B
J&i W% p38 MAPK. PI3K %5 F i {5 5 i@ %, 4k
PG R T IR AR BTG5 B 5 A (cAMP
response element binding protein, CREB), /I il 41 ig
JIES b i A S JL #518 4K -2 (potassium-chloride co-trans-
porter 2, KCC2) ik, FHAMMAN ClUIKEZINIF
A% y-% 2L TR (y-aminobutyric acid, GABA) X/

——

S
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PR TCHANHIER, SERRE TR D4, 5l
HHAX AL .

3. RIEAETREDIR

PGE2 1 41l g i 1% A5 1§ A2 (phospholipase A2,
PLA2) & Wi fI5HE C (phospholipase C, PLC) fifLfix
W A AA, TG 2 E AL (cyclooxygenase,
COX) BEMEACH =4, COX %3 N COX-1 Fl COX-2
PIFIEAL, COX-2 £ 2 5T PGE2 MG M. 1
S T AT A K 2 i 5 4 2 T K R 0 ik
PGE2, W40 i [7] i AR PGE2 1) 52 14 2 i
FEE s ER, [R5 55 1 il B Re 0% i PLA2 AN
COX-2 WIRiE, FH# 5 fE PG B HTHI IR = -15- 7%
A A AR 2 B AR S 1 Y. PGE2 1E AT EPI.
EP2. EP3. EP4 JUFP=sz4d, 7= A= AN [ i) A B 2 200
PGE2 5 EP1 # EP4 455 )5, HAZHUE TRPV] #IHE |
T E R R A BUR LN ES T8 18 (tetrodotoxin-resistant
sodium channels, TTX-R) 1 P2X3 52 & & ¥ i@ 1H,
FA ) R T, AT 51 S A s
PGE2 5 EP2 45 & REWs EiA4IL N cAMP K, L
WA PER L3 R Glu. SP A1 CGRP £ CNS H1 )
Fik, slEPHEL P PGE2 HAE K4 RIEN
EP3 454, W N if P3K {5 5B, 76 ATP )
PAEERTR, ARESZ 4 5 R A DA 20 e FE Rk R 5
ZRERATR, IO J R B

LT i1 AA I iR i AL B & i, fL35 LTB4.
LTC4. LTD4 1 LTE4, LTC4. LTD4 1 LTE4 ¥ #&
R IR A =M (CysLT), LT 7l bL5 £ Fh2ikss
4, 45 BLT1. BLT2. CysLT1 f1 CysLT2. BLTI
EAREMA e RIA, LTB4 52 454 )5, 4 NF-«xB
55 P I 8 P4 R 7 R0 ROS FIREAL, HFEAIK
155 T RS AN 22 O IR BRIAEL,  [R) B 32 PR 40 L 1 55
B A0 TNF-o. IL-B KRBT, HAEM P, CysLT1 7
A/ R R RIRE, S550 /N 540
W, ISP CysLT2 fEET#i& TRPVI
A TE AN P2X3 ZAR 4 FH 2 A I b, CysLT2 #
BOE 5, i@ id p38 MAPK i 1% #2 5 TRPVI Al P2X3
ZARBIERIDSAE, FIERANE S A B

PR -G S P A DS

I A 22 TP I RFAE IR 2 — 5 P EL R
NG, NE TR KILEKE T B2
MBS fifH . B WF R CAESE, M-S E I
RAEMFFES R R IEREERRTER. R ES
(77 A A 3 AN 2 AR T 40 0 R S 2 40 i Rk
IC AR S AR L ) 24, P S A 208 1 AR Ak
Gy TR BT YR T IR B R A A o e e i T X e 3

(T
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[ ZRIAL W AEAL 2 T TR & - s, A%
P Hh ot M A R SR AL AV T A A

1. FRZ P9 PR

i 22955 FLVE K9 (neuropathic pain, NP) Hi g {4
TR R BB T Sl AT, RBUN B K
P AU S BES . NP AT 43 8 1 ) ] b 8 5 22
PR (LG =M. MM EmRmA. drk
Y2 AT E) 5P B (FE
5 1 R B A% R O (1) RO o 22 0 B R A
R JE AR PRI A o

TESME JZ T, 4510 2H 25 BB 3 A7 A 22 Fh o 40
R, A 2 28 M DR B B R 4 T IR
PREE g% 5]k NP 7R (A1 55 58 ok, AR K4
oA IR T, SN RN M BIME R B, S (]
FEAR A ELAE FHROSTRRE I A A R 7, it B BriE 4L
FEREREBUMEVE A AR RPE BT (W1 TNF-a.
NGF 25) , AWl e 2%k NP P, B4
JIEE AR 4 i 5 86 A 11 248 o ] 2 o B = A 42 e v
ST KA RE. R EMHEH T,
AR T W4, JCHZ ThEH#F
S A WA 4R B IR 7 3 B NP [ R AR S 4ERF, Ho
Th17 73 WA R IL-17 838 i {2 8 CNS H B2 R J5i 41
PR PO 356 B R 28 1 DR 1 43 B | A AR Ak B

TE MK JE T, #H 4R 98ORE T B MK BA S K
NP. #2285 ot 40 B A6 T2 B R X B B o A o R 5
BAER, AN AN EIR i B 4 i S R
FERAMERAERS ESR, 1mH B IEAES
Tt ()0 LA S SORE AT B R IRE 22, AT 512 CNS
HO AT R R IR RBE O N, k. RS
BRE T, /NS AH R 5 T A R AR £ TT A
IR WAL T B O AN S R RN R
2 J5 24 - 8 T 4l v A g ik e 2 A s i 30 4 L A
TR F AR, SRR s B,

2. T2 VLA B B R

P2 LA 1 5% Z /A (chronic musculoskeletal pain,
CMSP) HHRTT Eik WIS G A A Fe 2l th
FRZMWRBGIE, WAL BT RUAH
G G MR S A T R CMSP P,

CSMP (14N JE B K R B 9% R A%, 5l
BRI, MO K2, SRR
PFFE SR k. S — U5, A E IR AR K
SP 1 CGRP 559 J5i, AE M T dnf, #t—3m
Jal 4 S0 e ORI R, TR E AL AT
TEBATORL I AE AR AR, 7E OGP AA AR AL S5 R R
AHRATAE R 7, HLBCE S T T 58 R B AR O 1)

——
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(T

SEMBRGE PIAOE W BRIB LA KA, TNF-a i
e R A e g, SR A E AT R
15, Bz g E R g A SR A, e 4
IR . B SRR AR AR R AL IL-6. PGE2
R RN T RIE R, Hodr IL-6 o] {2 3k il 40 i
s sl B, EIRR A A It b B e 3 1 P
Treg 20U R, FECH R KA SIS RE,

AN & 98 5 FN A ZR P 1 22 5| S S g% AH L E R e
MR TR IE, RS 5 EBE- oo ) E 3k
JE R R T AR, T2 CNS I8 O A B R B[R] % A
HWOE /N A0 AR TR A0, 5l kRS
HXEL. CMSP thi [ CNS [T S EAR K., Ffiit 5 )
B, T 200 N 3 A E X R AT S
DL i T 25 2 A0 T e ) e, 45 o K 2 = 1)
P> SR 203 5T GABA. PRk 2D 1 [X A 2835
S ORAE . MRS PR AR I, R SR R
NAEPIRAH R XA mORIm s B, 5 Dhre LR
o D] 4 Jixi = v B 22 B0 XA K .

3. 1 N ISR

PP P IE S (chronic visceral pain, CVP) J2IIfi
PRE WA, 52 MEmMER, Rk
JBRRR 28« NHFELE A . S D 8 2 A i e i 55 o,
W T8 P & K3 CVP B B R w2 —, HH6 RIE
P % 9% (inflammatory bowel disorder, IBD). [% % 4
ZE AL (irritable bowel syndrome, IBS) %5 “Y, &5 DA
i i N, 2R CVP H AR - ML

TERpTE S H, N IE S BOR 5] K CVP ) 2
o B A THREA, T P R S K A e DA K
WEFL R I, BiEdh 70% MR K40 S i ih 4 &
43 (enteric nervous system, ENS) A A #1258 B 24,
BT WO I 375 S R T B Ok DURE A % . 5-HT
IS W 55 S AE N 0T, A SRE) CVPs 1 —
DI, SRR T AR, fHE SP. CGRP Al
VIP %5, {23k R4 S 4L e 1BS 5 A i B 1
BWRRE RIS &, UIRARK. KEE AN
BT IEHACE W, (H3H 12, 1BD K40
M A MI/M2 B E R AR, B 28 1E A I
M1 B E AR, JF R TUR QAR A B M2 A B
Y, ZMEAIEEBOR A SEE . A, R
FEM A - P22 oA BAE A Treg/Th 40 i i) 55 45
AN CVP K EER R M.

CNS 5 ENS 2 [a] f X i) £ 3 i, B - i
Hy, WXF CVP ECHETIEN, X RESH%
WATIE B A OC: F - AR - B (hypotha-
lamic pituitary adrenal axis, HPA) F1°F - H E 4
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Z 4t (hypothalamic autonomic nervous system axis,
HANS). 24K B J57 52 12 11 U5 A 2 ORI 0N 7T 5]
FEG ORI 48 70 DX 43 5 o S, (RIS I0GE HANS, AT
SEAHZL K Y (neuropeptide Y, NPY) FJi, NPY fE
WS RE KR MU RE TS IL-1 IL-6 A TNF-a, 3317 ™
A GTEAREE 25, FECCVP. H—J5iH, kil
B L piE + SP. CGRP # 5-HT )R ik, Jfidid
HANS 5] 28 o EAT A% T 2% b % 2 ok ) R A A%
BBRCR M AR R, I AR

g, S4di5R%E

A SR BE E B TE A W ER N, X & - G AE
PRI HIAE AT RIS TR . BT TSI 141
SR 51 JERE B IR I IR B R 2, 47 I
AR TU IS 51 A E A A A AL 2 R R AR T A 4
R E LR, P40 - S X I 8 A ) A 5 R
KARMEFERA . SULFEIN, MRS AL
HREn: OFIFW S T i SRk g
RGEFELZANMX, AT 12 H 5 PR R g A
AWM DI ER:, ZRERNIMNIGELS S 15
PRI, (AHEAR TIPS H iSRRI Sigt—N iR,
R, AR IT AT R AT 2 5 P 1 45 (AR G X
B AT H AR 7 R 28 - S 28 . @ 28 - Ho B TR I R
HAMRAHRR . YERECEHT T2 ME-%
P IR BE L, FFRUESE 7 — 25 nlad s i iy
RN 7 BRI LG %, SR T ARAE A R R
R HIT R IR, AH S AR I B VR T T ) 82 AT
R .

GiLEPTIR, RRNIHNZRER. 2K 2
FONEMZ - BAER, 80 R AR el
i, AT IR NI F 9208 1A 977 ¥ S A3 2 10 40 40 AR i

Ak R FER . AH F AL SR

Z £ x o
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