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Abstract Pain is both a protective response necessary for the survival of the species and a global health issue
that affects human health and social development. In the next decade, China will become the largest and
fastest-growing pain treatment market in the world. Pain elimination is a significant demand for scientific and
technological innovation for the public health and China's major strategy. Finding new analgesic targets and
developing new analgesic strategies have become the frontier scientific issues of international scientific research.
This paper briefly reviewed the classification of pain and currently-available treatments, focused on the research
progress of analgesic strategies and molecular targets, and discussed the possible development directions in the
field of pain and analgesia.
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(B P RECR R ), 5 DA ZUmAG 1)
BRRMEIR R BB BRI IR, BT AL B4
AR AT NI IE R B T4 . 1K Eh
SRS A, DOkBRAEERACE. HE
JRVE T AT A AE — LE AR A Al R 1) I e, 9 I A
BURAYEEAIR . BURSCR A BT R0
AR RN 2 G T BRI ZE 7 LA
LR RS ML 22 Sk B, DR R S L A B
Z L BRI E GO D . el (R Ak B 2R 254 )
TBIT R ST RO IR 25, BB R T R e
PRI PR 367 PEIR B— AN AR AR e 1 1 i i

BT, Hur R BRE S T Ry
TR 2 G AR R A DA SRR SR I AR
Mo AR5 [ AR ST AN T A SR B AL R Y
Bl 50 MOR B 1) S 44 4% (1 £2UJ 24 M) BE AR A
I RRER AR A B DA L R AR . L
& F G 5 FEECSZ & (G protein-coupled receptor,
GPCR) HIH7 A5 I LUK 25 5383 kv7.2 Bk 1 1R
DR R I SO W] REAEAE AR 2l B R B R I
B 45 AR SCERIR T I A% SRR FE A (K BT ML AR
FEPPAk I R HIT T A B BB 5, AR SRR 24
YR SR T 1 o
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1. FEIR I 53 3

PRI 43 2T Haz W, 697 Ffs BA 2
SER . 2021 4F Cohen %5 g P98 43y 17 5 1k 9%
Ji (nociceptive pain). #2255 B % %9 (neuropathic
pain) M %3 [ ¥EPEPSE (nociplastic pain) = Fh2EHAY,

PR B H E BB A S
FEC FEMER RS MA TR, A REFERE
T ) B BB TR, WnNLR IR s
BNEEA AR AT MR A CGRATVEMERI AL . K
WRRTW R R RE) B (B,
WL BIPERTT 5  ULPEZE. NIER
W (Bt BaAa. RIRRSE .

PREE BRI HH AN A PR R R A 4 R
G ARSI, S A TTRIRE S AL 3 )
R GESYERAC L VIR Ll SHNEGESS Cl St s o S
(A 2205 PR A HR AL MR . = PR
A E PRI AT BRI B P BUR AR . MR e
B EGRIE A A GRS . m R b, PR B
PRI RN B K 4R B2 BRI P I 2%

VBRSSP ST ST VSt ERS R 0B HIEZ o T
ECHIPTR, 0 H A W O 2 2500 B8 SR
ZRGHIRBE, o RPN REE AR Sk .
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CRE R el CRE SRR AR IR N TR €y
FEFN R A PR 55 . IR b RIS 2H 2Bl e 22
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2. IR R R

PR — MR R 240, AT, OB
tHeRRZ M Z AR EEERE. X—dREER
PRI 1) A e R iR B B A A o

BATR IR, IR SRR, R 1ol
TR S R R EE YA G AR50 5 5 K,
DR S P 0T VA TR T 52 1 B vy 5 2 A g ok
R TR IRV 1 R A AR
Ttk B E SANERA A1 5 N 4 A 2 IR
RAS s FER G PFEE IR B AN AT 9 R B R 5 Jek
o hh, AR T NAT 23 80 R 1Y)
JRDEARLS .

R R B B e 12 1 R I R R B 2
PR, PRI IR T N FE T AN [R] (10 S8 R0 52 e R 25 K X
AFER) 2R AR .

= HER SR

1. BRI L

R, NE—BELEWT TR I AR,
FHEMRIKE T BAEATTHT 6000 4F, Fh e
FA 77 5 LA B0 AT S RELRE ] o] i mT DL . At
47 4, B & Scribonius Largus 2 H H 8% By 77k
DGR A Sk IR AR L. 1805 4, 1 [ 24 77 ifi Friedrich
Sertiirner MY F 70 B HH T HE, 1898 £F, [ A
BT August Bier 1 idh FEAE 27 ) 25 B 33 56 w] R A
UE B 1A Bl PRI 1A RA o 1899 44 [ FF -4 /] %)
IK AT M, &R T BB SBK R (B
A VCAR) , AR R]UCARERC N T HESE A iz
BRI Z —. 1936 4, HRIEER T Emery Rovenstine
FEOI 7 BRI BRI 18 g 1 —— & B . BB XK
RN, & TP IBIT B 7 S A BRI .
1965 £, Ronald Melzack fll Patrick Wall #2 H T %
I8 19 |1 4% il B2 (gate control theory, GCT), #&H 15
EVE(E BAEE BN B R4 v s P i
B A BE /KT I A ) M ph 22 o P 4 S B e
TORE R b, RN, hE R CABNI,

B2 . 1962 ) R, R e e S 3 o S

KA T BB AR B 2 AR R S, TR T R PERT A &
GUATETR TAT W REW T 7 e OB 5O
{E47 N¥7 7% (operant behavioral therapy, OBT) Fl{7 4
W7 VAR T IR TT, NSRRI
O PRIE AR, 8 TR 5 R A RAT AT
PAHGE S HERIR A . AL, 0 B2 (RN EN A AT
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RNTTIEIN NG VEIR BT 177 2245 B BB 2 1A
Al o P T ARG T 10 M\ B A (1) A 38 5 D O T i3
Bt a DBZ T, BT R B A - O PE-
FLo B,

FEMLERAL b, HATERIT ISR R 2 G T
ZREAMAL R o 26 EAS VAR M2 (Ameri-
can Chronic Pain Association, ACPA) Fl#fiH 45 K24 9&
SR FECE KA (MR G B e M) B
& 7SR SRR G IT eG: QZ4MIRTTs @0
HIRIT: @FAR/NMNEIT:; @WEYTE; ONE
RI7: ©H BN . I R EEITAER AN [ 2R 8 (1 7%
i, BAMH @GR, ST AMErIaIT 7
%, DR BImAERIT R .

2. 4IRIT

IR b, 280K 22 BB 25 1) B0 A I R B
THAE SRR, g, JEE BT R 2 (non-
steroidal antiinflammatory drugs, NSAIDs) 1 & % Fi
. HEr, RA=MAY GREBEIK. JLh R,
MR R EE T EmE ST K, Hhifh e
IR, ISR B RS 1S AR T
K. AL B R F R A I PR A A i A
BRI, BInAES ARSI 25 (Pi)  FNEH OFR
FEZ)) « IMELBE T Chu st RO FIEEIS PEYT CHUAmAR) 5.

H A I R _F 0 1 e R va 7 29 ' 2 B Y
F: OFER 2K 254): 4] w]UULAK (aspirin, ASA),
Xt BRI SE NSAIDs; @F Fr 38254 dnngmk,
AIREERL . AT R TR AN SE VDA S GBI ER
2. FEMTHT HAER, 0] SRR KR IE
R, —LeHAT S (RIS PETT . FRRE MO AL
PRZS (RSPEF. EwiT) %5 @HAth: BH
FLARBURIER, AR E BRI —& 5y,
TBITRIR . WA 2255 1 259

KRRV LibETig

WEFER I, AR B S A AL 2O FEAR B
SRRSO R G R 2R . BRIk, — 2R
OIRIT TG T IRIT, 0 Williams 25 )
PEH AT N7 % Hughes %5 ™ 3 (109252 5 &
J77% (acceptance and commitment therapy, ACT) DL A
Sielski 25 ™ $2 H AW A1 7 1% . AHAARIAT AT
12 (cognitive behavior therapy, CBT) {K5R & VA7 181
PR NI B B2 O ERIR YT SR, I PR BE ML HE
TRIGHUESE [ %7 R AE 2 P8 M IR 2R S Ak Hh
PEIA A S ML A 2t . CBT & A7 NS 3
FHARFHP LSS, M EENA QESAF. #
PR - BGEATON (BHIEATRRYT) - XRFEE
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DL FAt A B O BTV (JERIR. AR5 , H D
I N 22 VR RSO3 v Be X AT R R 1 4 7= AR AT 52
M A ROBGERL G, IS BB M H . -
& CBT &) iz Tl PR & 2, {2 CBT BUR K
AN ATGE R, H5 %AW ERIRIT AL,
CBT XSRS HL N o

4. HABPIRIBIT I 1%

B Bk H BRI TS, FAR/INMNBIT W
BT WEAMEBARGTT . B BRSE AR
BT RRAERIRT (R D .

=\ RS EMN S TR A

L. TR RS A0R 5 BUR A R

Bi] i S 24 i 3k By 32 At ROk R ] Ll 4 2R
Gire IR AR, URYERT Fr 259 R G
V94N 7 #5 5 1¥ GPCR:  p-Bif |y 32 44 (p-opioid receptor,
MOR). «-Bi] /i % 4# (i-opioid receptor, KOR). &-Fi] F
A (8-opioid receptor, DOR) Fl {75 2 & 52 2% fi] 9%
K324 (the nociceptin opioid peptide receptor, NOP);
PR BT G A4 2 L AR DY AN IR KR B- A HE
JOR o i e PR R R SRR/ AICHE K (nociceptin/
orphanin FQ ).

TR fE LA 2 ), B RTRT A SRR 2
VIR 5T 0 2 DU R AICAS R B By S5 0] 254
REET A, AR B R R A e e 1 B
I ZIRERT 250 B 52 A4 AR A6 3 45 75 )
LSz MOR B2 5 M4 (1 B 254 1.

i 1) VE BT B 52 A2 BB ) Al ] 1 BT R 52 AR
B0 ATk B WOE G R I R T AN EOE B4 2
HiEE. S5ESIR A ZAEBERMEL, Hid T
B[ FEAS R ORE, ™ Bty MRk IR 0 1)
2y RS BT, TRVI30 J& —Fh Bl A 52 44k i)
BEh, RS W 2 1 R4, 5 MR
RCSAH 2 HAR R 3B AT DL 2 ek 2D 5 BRI
P, AR BV T, SR A AR 24 B
J& (Food and Drug Administration, FDA) ft#EH T
BRI T 7 5 3 75 S K SR SR 25 ) S
Jii. HbAh, PZM21 (Gifwlal p B KEEhHD Kk
LR, AN AR WA ) R AR S 1 55
W LR R AN RN, H MG A BB 5T R R
U BB LS R 4 15 P Rk, kb
G & A5 5% F X B-arrestin2 {5 5% 5 110 7] /F
., A RIT IR IEIRIGIT R AL v 2R 254, I
FIDA RN o

Z OIRef] ki), Bt o &g — s mn
BoAd, HAaE w2 EmA RS, 54 F
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S TRIT Ik S R
N N . - Budd et al.
s ﬂ;%,ﬂf% BT R 250 . ARBNBURZIY . PO, BURAY. BUE From ACPA-Stanford Resource Guide
- To Chronic Pain Management (2020).
Williams et al. (2020)
8]
LEEIF  CBT. 4T, ACT. AW Hughes et al. (2017)

Hilton et al. (2017) "
Sielski et al. (2017) !

TSNS S5 SRR R Tl OO S o 28 AR AR L BT AR 3 90

FRPNGEIT

PO2ETE EEvE O . APV IR AS 3 B R . B LM, EHEME  Gibson et al. (2019) M
A I R RS U E vt O <y b O N SRR b Sy g 2 §) Knotkova et al. (2021) 1"

HERBOE ARG M BIEAR . 28 B EME 5] 2 IBAMERE (PILD). B A A28 Rl

Paley et al. (2019) ™
Vickers et al. (2018) "%

HWOBAGRTT B, BHEGE A, BREA TR FARTIR RIBLSEOR . ey Coulter et al. (2018) !"*

WYY V5 T, HEE. K

H B MR A IR BB (CPSMP). 3T IE& 5 (MBSR) I AH

Liuet al. (2018) "
Garza-Villarreal et al. (2017) "7

Furlan et al. (2015) ¥
Wieland et al. (2017) !
Hall et al. (2017) "

Mehlsen et al. (2017) "
Alsubaie et al. (2017) >
Wielgosz et al. (2019) !
Bushnell et al. (2013) ¥

KRR R T3 ke — il )G, Bt 2 IREm
25 B REAE. B 40, —Fh MOR-DOR 4tk &4
CYMS1010 fe /=2 5 e ALl BUR AR A, H L
2 PRI T 15 ik B NNTA (N-naphthoyl-B-naltrex-
amine) /& H A7 i i Blue Therapeutics J % [f] MOR-
KOR S F A s B PR s ROBaE 71, & —FhA R
P FIRZA, FEWS RN RN 2 RN
2y Bl (2 L AR BA B RS TR,
HHEAREARET, XA REEREE
I R S8 R AN B AR . [RIk, 7R T XU AT A
BOARI, e 2 A S I0A B BN Ah, RN — 3%
RGN T P,

Bl v 52 A A AL R 4T ) AR AL B2 A R T R —
S AE T AL 2R i CBERAL D g5a 1tk
G W, 1EAE K 17 (positive allosteric modulators,
PAMs) 3858 | 1R AL s LA 1) 45 & S A 1 BT
MOR ] PAMs A H - 38 5 ] v S8zl /)
FUAJE BT 225D Ry, WTREURIER,
RN R R P, BMS-986121 1 BMS-986122
JE RIS — Lk £ MOR PAMs, 4 1E B 7T LA
$4 5 HE ) %) . DOR PAM-BMS-986187 3 /i1
T e AT SNC80 CIERKSE & Bl Jy 2443 71D
HISEAN T CA KR T T, RIS —F G 8 kAR
AN, X RFRE & 2R AL BN 2 12 B ik
1), AEfE A G 8 B ] AR AL N SR ) & 24k T

R A — B 70 1) B8 2 A (W B Y T SR BV (HE AT
TEHEZ RN, DX 5y il
Inpy e AA Canng e RE T R R

MOR B £ 53 M AR BUR 2540 b TR v 32 44 ik
(n-opioid receptor gene, OPRM 1) i BI (1))
ZAFAE DY, MOR A7 1F 2 KB 2 e WAk . MR A8 125 i
gEf Ry 3 35 K 7 R (7 transmembrane,
TTM) BIE MR G/AMET 1 KGR 6TM BY
AR A A E AR T 1 AR A 1TM 378 7
ALENEN

TTM BY Y] S: #a 4A C i FR) A S 78 1 M 45 5 1) &%
AT MR B FEAER. 4, Oprml 7TM C
& i BY 8242 5 & (mMOR-1D)/ B W B 5k 52 14
(gastrin-releasing peptide receptor, GRPR) A 57 — %
A R 5| RS I LA, IR R IR A TR
RS SHRE, BRI S S AR .
75 b C i 48 B ) BB Y (1) BF 9T 3R B mE7M-B7 /)
S E6 g A IR C i A T 7 A 2638 S A 1 1 15
W FRAR 7 0 i 52 M AN 225, T mE4M-B4 /N R
HE6 il ¥ C iy ek BT DI 1 N TR 52 4 I A
AR 1T AS R Wi i R AR Jily . I SEBIF T AR AR AR IR
TTM B U] S A1) C 328 S5 F I 00 T AT AR
AR BRI R AT R B,

B 6TM BY 2 5 My AR A2 LRk & FH BT v 28
BRATREEMEM, AR R4
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PAEREAR B . — TR IR 6TM BY B2 7 M A& X F
—Fh#H A MOR #5h7) (3-iodobenzoyl-6B-naltrexam-
ide, IBNtxA) KAEHIRIEH 2L 71, IBNA 71JH
OGP 2 PR R AR, BREHVE. RIER A A
TR, (EAS LSRR — A
RSN, WP AR A 2 B AR O ik
4F, Marrone %% " #8571 86 (1) 6TM B §1) 73 44 1k 2
5 w-Fly 8-BiT KLl Je o2 B F IR R BRI
MEIEER, 6TM et A e EalEM, &
B A KF_ER5E 7TM MOR-1 2635 ¥, (A,
6TM BI1J) S5 K A 72 T AARAS RSB )87 114 B 245 1)
B AT

B 1ITM BUHE e MR B 445 G 0 254
v, EMFEESHEEARFERERES2K 7TTM
B AR FRIE, T Bl T R SR 24 1)
BRIER .

[RlE, J8 % MOR B 452 3 A A R IR AN 7T
R85 BT IR BAT v 240 o3 EELJR WL SR 48 V6 97 9T
AT, (AN A A5 b B L 22 58 AV BR BT v 2K 24
PIIA R

2. P 5 B I A 7 T AR

BRBT v RG2Ah, RIRESZAR. o2 B B ERE
ZAR. B TR M RIKER 2 AR —
8 JEE B R IR R, I RO B R
2R T AT REME

(D KKK RS

KR Z R 40 3 ALK N R P R RR R N-48 42 1Y
1R % 3 2% (anandamine, AEA) A1 2-7¢ 4= VU 4 TR
il (2-arachidonyl glycerol, 2-AG). KJ#fZ 1 %2
& (cannabinoid receptor 1, CBR1). Kk & 2 T 2 1
(cannabinoid receptor 2, CBR2) Fl 11 53 M KRR
# % (NAPE-PLD. DAGL) fl [ fi## (FAAH. MAGL)
M. ANIRTE KRR RGLEIMNEAVIRAE N ETC.
B REE A DL 2 A5 P50 TR AR A OC 1 R X 35 A
Fik. DRk, d I (i A Y It KRR 2R R TR A Ak
PR R RR 2R AR 1T Beid i 2 R 5 S i T fRik.
JERENFI I P AR R P B AR A Y

SR 5T R B, AEA 1 2-AG Xf 48 E 1 K& pf
LB A EMIER,. B AEA MR AEH
L5 CBR1 % f&f1 TPRV1 52 {5 P A 56 0 Jl I %
7% CB1. CB2 %24k, fetRILHEMIEM. CBRI
s — M AE K o R 8 i E ) GPCR,  HLHHUE
CBR1 2 SETHMFRMERGEA R M. HH
T 2 JA (anterior cingulate cortex, ACC) HH N-AxHH
. WEBE % (N-palmitoylethanolamide, PEA) 7] A i it
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AEA %51 CB1 32 A B0 A3 Ji8 A 5 4~ 4% e 282
JCIEBNEAHSCIR AT, kb JEREMEPSRAR AT I M, T
FUR I CBIR 7EREM il & %€ 77 (zona incerta, ZIv)- -
1% 5 #% B (posterior nucleus of thalamus, Po) ¥ % o
RS PERIA, AR M PR 25 36 Ik S fk i 410 41 Dk 5 T
PEE N, B ZIv-Po PR S BLAE Po il Y
VE S KRR 25 AT DA M0 2 PR RO (LG
2020) . CBR2 M2 —F mBR 740 GPCR, 7£4%J%
ARG RERIE, EMBRMALRFBHE M6, mHE
K & B K. ST 78 R B ik £ M 0% CBR2
HABURIER, ARRMNED, I HiX—#0mEEH
A LA# CBR1 Al CBR2 #Hislisdn 7. ] FAAH
A MAGL fe & s IR R R, RIS AE
Mo WIEERY, M8 ORERES ) kR Rk
P MAGL F1 FAAH 1] LAk 3R 51 S %0 1%
Ty A S FAAH #0655 (10 mg/kg) R T 980E
RPN R ABA (JEJIEVEST 50 mg/kg) 155
HIEJRIEA (Lichtman 2% . 2004) .
BEAk, KRR 2R RS0 T LLS HAh 25477
A 1 [ #59 1F F . Chang 25 % Bl FAAH #1011 571
X 98 1 98 A 22 5 B SR S A AR B A BURAE
I HAE SE MU AT G5 0] 82 64 k. KRB
UESE 7 38 52 Tk A A 3 3 P 1 FAAH 4 7] PO
MGL #1171 B, X FAAH-MGL #1171 5, CB2
BEh7) B A CBI AZ Ky i 1 77 B AE b 22 B K
SR R B S S ME P A P R DA B . AR
7N B 205 Bk AR A R o, KRR 3R A A A 1 77
(URB597. URB937) J K 2 52 M B 3l 71/ 28 1)
# (AM1710. LY2828360. GAT211) "5 7] DL 411
il N e i 2 L AN 184 580 290 745 W 175 5 (V0 BT 2 245 40 e
JRL; CB2 i 3h 715 B 7 28 25 4 77 A iy R A% 3
JEAZAE B E I, B DR BT Fr SR 215 5 1 R I
] B A, KEMFFIESE, KRR/ WEMER
Jik & £ 45 5 COX/NSAIDs/ i 2. Bk 2 3k By / i L0 T
SRR 2R 2 AFAE D I B I, A 2
MGL #lI i 71] JZL184 F19E ik £ 1% COX 11l 77 XS
ISRV [F) AU S5 0 R, R # s 2R
PP CCT AR/ B A 5 7 5 1k % g B
HATIG R AR, &H A9 WA KRR (A9-
tetrahydrocannabinol, A9-THC) A1 A9-THC/ Kk — 1y
(cannabidiol, CBD) JECTT, TEIGIT #HE SR B
J7 THI S s HY B 0 % A B¥. Nabiximols (sativex) 72
— P A O RRER M 5577, 7 W B 2 A5 K
PR FH iR TR RE A DGR, B T 2 R ML
5 NI UL ZE A 2 FEME R s B 4h, 4hF
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CBIR #3740 PPNMD 4 iF BH ] & 35 2% i 7,
JiseE 75 K 1B (cancer-induced bone pain, CIBP) ',
KRR A NI E R EER AL AL, SR HEEH K
JRR T LA PR N B AL B R B MR B 3

R ERTR, KRR SRR 25259
BUREL A, JF HEA R AR R EA

(2) o2 B B AR

02 B _F 7R 2 B2 A& (02 adrenergic receptors, 02-ARs)
4% 02A. 02B Al 02C =AW, EHURIGIT I
RS O, FEMRZE R YE, 02-ARs 1E 5 il B A5 fi
JaARE . ABRET, 5 REOEE N T
IR R EER, R EHEEMETE LRR
(noradrenaline, NA) MH AR B, J5 34 5 Al Ay
VIt N1 0 LI 02-ARs 54, 0 Gilo B A,
W Ca® NI, A0S B A A AT
R, M T HAE R RES AP F 2 AE
o babh, BosE R4 0 EI 02-ARs, 555
fil J5 4B Gs B2 G4, 350 cAMP ZE B AT PKA
WY, SEUA AR K EIE T A0 A,
M PR AR 2 T e A 1, TR AS 5 [ AR

TEANEHME RBE, 02-ARs & 3R 1K 15 38 J A
LA, WA NP TSR S EAEH
02-ARs 50 71 5k 2 ek 55 3 ) A BUIR S T B
N, FFBE DR AR 28 M IR AN 2 BEVE R . DR N
SR & 02-ARs BN AT 5K 8 m] LAY i N\ %
WFERGEE. FEFER, ERT RN, &
B o-2A WAE FRRERZARECTT NG T a-2A 24K
FEPUF PRI 48 5 s OA SR e Y, X —
RUEH, a-2A'E ERRZHSHE KBRS S
HIAMEPEIR AN RN . X EUER SRR, o2 B FIRER
TS T AN EERER

HEHFRXME RY, a2-ARs T EA T AR A
b ZH'E FIRRERA A TEHTES
il H A AT L AR ARSI, B R . R RUESE
R, EH'E EREFREE T AT 8K 3 S s R
02-ARs X BE(G FH AL U= HNHIE R, )&
S S FAERHET AT EME. st
REW], BINAT a2-ARs BN EA SR EH ©,
R, KR S 02-ARs 380 771 78 9K A4 F0 N AT 7% 9
AR Al = A R SR AR M B T O Y. AR
1M, WEMIMF a2 A-ARs 38 I I 550 i 47 $0 1) 3 2
B .

WK, MEmifiE, w4k 40 P2X4
ZARFRIE L, @i ATP #0% P2X4 524K ] 1 5 4
22 Ji i 4 B i YR i 275 FR 1K - (brain-derived neu-
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rotrophic factor, BDNF) [ % it BDNF 53 2 H'&§
EIRRBEM AL YRR T AT I KA BED NA & &1
N, JE#EYH o2-ARs 454, A SRR .
BTN, a2A LAY SZARAE /N IR 5T 2 i A R
TR RN E3RE . 0a2-ARs WS w] a1 5 /N B
B TIRE, YL R AR T IL-6 A TNF-a {305,
RAFBURMER 7. thah, NA 8 B ik 2 i
WL E ) 02A-ARs Fl a2B-ARs, [ T 41 il 52 3 7K
S 8 NA I AT DU X 2 52 AR S B R,
PR ME RN T (B )P4 (KNt 28 4 i [R]
T TGF-B1 ks FEARAE R AU IA T IL-1B Al TNF-o
RIK) , GIFEFm ™.

Recro Pharma A &) IETEH K —F & (IN) DEX
wA, AR B T, DEX-IN SRS (iR
VIBRA) i3 BEURIER, HE™4 2§k
JIRER AR TREN A RSOBE, AL I FE AL )
%%, HHT DEX-IN 677 A5 700 1 58 =B Boil 56
THRIE/E S Ay FDA (8 00 Po 41X 80 SO & B0
LY R MIKEALE L. MARGMRIERG T
02A-ARs A g /el 2 HE B IRER BE T AT AR
ELRR 1 ) 1) B BEHE 51, B ) 02 A-ARs 4 £ AR
R A BB E A

(3) Bt 721k

BT R R RG . PhE o AR5 40 i 1)
HEWNHET, 50, BUBRREY. PRER,
1k R F CXCLI2 (chemokine (C-X-C motif) ligand 12)-
CCL2 (chemokine (C-C motif) ligand 2) I CX3CL1
(chemokine CX3C motif ligand 1) %4> S5k 77,
1M 45 U AL K T %2 & CXCR4 (chemokine (C-X-C
motif) receptor 4). CCR2 (chemokine (C-C motif)
receptor 2) A1 CX3CR1 (chemokine C-X3-C-motif re-
ceptor 1) 25 A BURMEM 7.

2 LU 9 $ s a1 A R - 1 S R 4 B 1 B
T PR B L 32 AR5 5 30 1 9L B 71 L A 38 1)
(e . 5 43 5 35 5 miR-186-5p (CXC ik [l
F 13 (C-X-C chemokine 13, CXCL13) f 42K 7D
(P15 LA RS A CxerS KO /M ERBH BT CXC #atbE 7
4K 5 (C-X-C chemokine receptor type 5, CXCRS),
A LASE ] BH BT CXCL13/CXCRS i (5 515 Sl
S 1 58 B PR AR U AR A U kA, BB
CC #afbH ¥ 3 B2 4A (chemokine (C-C motif) recep-
tor 3, CCR3) AW AT 22 fif J4 0, 34 A 5 1 o 4o 22 3
M T AR A o 1 B SRR ) 7Y CXCR4 H
P (AMD3100) J /b 1 B J 28 254075 3 i i ik
(F P 5 U ik b a4k 7 CXCL12. CXCL10.
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CCL3 J CCL2 Bk& H 24, bR+ 32 44 A0 il 52
PSR ARG, 5 BN I sh A 1 B A S R AR
F AR U7, i Bl CXCR4 (A& CXCL12) %
PUFIAT CXCR3 (FifA& CXCL10) F5HU7) Al i 2 B o
el PR 1

[E I, B 7830F 92 CXCR4 15 #1771 -AMD3100 A1
CCRS % $177)-maraviroc 1 ik 2> 7] - [RAH ¢ 1 4% 14
PEAT B AW IF (conditioned place preference, CPP) 7,
kA7 CCL2 H AR CHI B A% 4 it Ab 8 (-1
(monocyte chemoattratctant protein-1) H F L&) fE
SRR R 2 I 5 B

AR U G R 5056 : AZD2423 &2 —
FiIEPEME CCR2 F5 9L/, 75 MG 1T S P 8L b gD
U2y BL 2 ST P (S R IN b2 SR UL b D < ]
BORMER . RN R S R U A RS P sl o
RAP-103 (CCR2/CCRS XUFEHLAD LA K — Foft HE i)
mu-CCRS [ 58 = AR B2 MCC22 (—Fh
RS 1 BT 2B 7RI CCRS $5 40724 %%
V0 AR ECAR D HAT B0 TR0 F 2 25 1) i K R
VEF, (EEA B P 2259 T 52 v 5 s ™,

2 LRTR, R 2 AR RS RN E B B
YER, T EL AT UGB 2 25 9 1 B0 1 FH 7= A= B R
PER, A LA F5 00T o 28 24 0K 8 5 T 52 25 G o i
RIS XEAER SR, BN R 20 ES
T R G HT R 25T R TR

(4) IMEEKE 2 A2k

IT 724 1L 57 55K 35 %2 4 (angiotensin type 2 receptor,
ATR2), BT B R-MERKRRG, HENKE
AR REFEE. PHREW, ATR2 #3hHITE O
IR < B R R 2 Ik 805 A 2 Ak 507 v R ST R L
YRR, CLAERE PR . BERE. 2. EBhlik
o PR E AV ) R A SR AE . ATR2 $%
PO A o 22 975 B 0 R0 b 6 R v LA L
TEF ™Y, 24 ATR2 #7435 iF, TRPVI B 7 il 1 i
PERSE, HLAAR H IR T B R R R B ™ ATR2
15 171 EMA300 7] g2 @ i 4 i) p38MAPK F1 ERK
MAPK {5 5 38 4% 22 fif 4 2 PRV o Y, $oR I
BRIKRZHRE ST S 5040 MO 1
f#; —U8 EMA AT4EY (ATR2 $#5H1771) EMA300.
EMA401 thil ik ATR2 542 #2805 B4 7208 . 4R
i, ATR2 BAEh 7P Pt R G M. —Ff
B 1 2 B S I0 B T N G 1T RS JE I S ATR2 SR 2 iR
e B R A Y R85 M ATR2 #3)
) C21 XKFFHIRI T 1 HP 4 0 BAE i B R
YER ™. Spinifex il 25 A F IF R T — Bl m ik £ 1)
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AT2R 1] 7] EMA401, ‘B BEHIHBHZ % S A
FAK L DRG H 5@ &, JEAE/N BN E I g i
R = A RO M E LR AE A, (H2 H T2k T4k
ATH TG RIS, LR B AT2R A BEAS A& N Feqf
PR IE M 2R A, e P AT RS R
(o IXEIEHEILR, ATR2 REENHPORAT NI R A7
e G, H5 5 W BARNLE] A R — DA

(5) HTiEE

B TIRIE R A A T A IS I SRR, 22
VIR EZER S, HArcas 5% IRENE 7
T8 TE A W I S 2% FLA A BR324 1 (transient re-
ceptor potential vanilloid 1, TRPV1) i#i&. 45 TiE
. EES T RS BRI

TRPVI1 /& —FpJER5 5 VEFH &8 T i@ 18, Lt 3
WEERA ERB R K pH {E 314 5E N FD
UK. LI LIRSS TRPV EJEE . bk,
AR R DA B B 2 1 P 08 A I PR R ASE B Y
JTRE AL, £PXF TRPVI M5 B AR REER (i
capsaicin 25) ", TRPV 1 I8 7E 4] b /i 5% 35
Fp et RIE, MEHAB S BB PR B %R
i5. Navl.8 Al Nav1.9 &4 #i P Ah i, Wrey)
W IRZ 2R P ERIE, AR A R 22 I A v
IR/DFRIE; Nav1.7 HH AR 3 18 78 4 ) I Fl
ARG TCH I A P, IR L T A P 1
PERE A UbAh,  E T A g ) DA ) A
Z5 45 U DL BT Cav2.2 I Cav3.2 jliE 2% 4
FE T AT AT (AR SRS

KCNQ @B /B N R SR AL 2, OB FCUE S
KCNQ I 18 JF J5U 771 3 75 INYEE (retigabine, RTG) 7 1%
P 9% 7 R4 22 1 R PR BN DR Y o — P R
Y 24 U R A% It 41 B 1R G JRE (inherited eryth-
romelgia, IEM) 95 i AR N4 22 S (A S8 R B, 9
T4 1 K IEIE kv7.2 19 KCNQ2 W] fE A2 &I I b
3E 5 IR B — RS Mk A S s P, X
B KCNQ I8 AR BUR AL AL, 1T BRISAAER
BENLAR E SR 5 DR M HLE] Yo tbah, (SR
N kv7.2 BB - JE A B VR SR A A AT R
1E 1984 FELE RPN A Sk vl TV 97 S B E 12 1k
Jiio MbAh, WEIUHRIE TN kv7.2 B @ E R U
FARS A GHE T EME LS, DL kv2 B
T IE 5 TR GBI 242240 FOCARSE A R
WEALE] CERVLHE, FHMRFEE . 20200 o BiRSEHfE
M R/N 7 KCNQ B 3 18 18 W sh 77 i e T H e ik 2
WA kv7.2 FE 097 2000 B K 0 25 W A 4
(R FE RN PRI IT AT 29 0T R B i, R
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FURIBIE A, AH 2 24 AU Hi B s A st yT s,
HIXPR AR I AR 2 A RN, 3t
TF IR BRACRIEFEPE KCNQ I8 18 TF T AT 7 2 7 Sk
A BB A . B, XSRS IR 8 ) B 1
& e H ATAE A R et s e .

g, giie5RYE

ZEEPTR, AT RIS SR G RS T ISR -
OH- A B IT R 2R, H MAFAE A RRAR 5 22 i
PEIRHIIVIR o 3-8 B S LA A R N R
It AR VG S R B R BSR4 iy R o B A8 2% ) e

B Fy S8 25 ) I VR 97 v B R A B T 2459,
R APERE T 2 A RN BRI L — B 22l B H
BRI AE FHAIAS RSS2 FR) 731 B DL sk 2> Bl o i
AR, HSRE . B, k2 15 A
N, TR ARRA By 32 AR AR R A B A AROR I ELR AL ] £
W 9E AT BE A2 PR 5 B AR R — N B R AR e Ty
i) BT AERA P 2 A I R 2 RO R, AT LA
AR WA J7 e T g — i A ) Je it i e 2 AR )
FHOR, ESEI R A T AR R R AR N BE A
PRI U AR A A S 0 20 T HL BRI AR AR 201 B A
5 S 2 WD AT Bt a8 H AT S B0 B 24540
TIPS B ORI ARRT A B 5T N R A P EE
R AESCEEGH BRI 2T AL, AT AR 9 Y
I3 HE R e R T B 245

PR 2y 15 AR 5 BN RAE IR IR E B ATAE, TRAIR
RHA JEHLH T RE AR LA W BUREE A Ik, 2T
PR 2y IS A G AT a2 A= 2 WL B3
AR R R T i A (R R 24 A s R 137 77 1

2021 4F, Renthal 55 P* I 2 37\ 40 o A0 7%
JR 2% (Human Cells and Networks of Pain, HCNP)
BRER, A R AR AT A (AR AR T A 2
TEMEE D W NARA ZUEAT PR AL B BRI 7. AR
FRIRIE TR R I B8 22 J T N R A R AR P 5
JRIRFERE AL, SR SRR I A I PR A AL R 20

B, AR, SE SRR
FHAR G N R8T BOk A7 2008 5 SR AL AT 7T
WL BRI 2R E . BGE 25k is
B e AT AR P B PSR TR T i T A 32 L
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