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Abstract: Neuropathic pain (NP), as a common and refractory chronic pain, is caused by damage or diseases
of the somatosensory system. The clinical manifestations are mainly spontaneous pain and induced pain,
which bring great distress to patients. The mechanisms involved in NP have not been fully elucidated, and it
has been widely accepted that peripheral and central sensitization after a nerve injury play critical roles in
induction and maintenance of NP. Peripheral sensitization is mainly related to ectopic discharge induced by
sympathetic sprouting associated with changes in related ion channels, peripheral inflammatory responses,
transcriptional disorders of genes related to non—coding RNAs, and changes in pain signal transduction,
while central sensitization is closely related to inflammatory responses, abnormal activation of glial cells and
dysfunction of central nervous system. Herein, the mechanisms underlying peripheral and central sensitiza—
tion resulted from nerve injuries were reviewed, hoping to provide new ideas for basic research on NP and
its treatment.
Key words: neuropathic pain (NP); peripheral sensitization; central sensitization

(Life Science Research, 2023, 27(2): 139-146)

P2 BRI (neuropathic pain, NP)TE2011 TR, DL R RE6S 52 e rh A S8R Jaeni 368 (26 1) 9
SEWEPRPOROT I SO “HIRIARSE RS, PIIESES O . A b 2 R MR AL S, A
AT B S PR o HAE R AL ASE R R 2 2 &Fﬁfﬂﬁfgifﬂﬂéﬁﬂ:ﬁlﬁﬁj i\
FEF G X M BRI A S BRI AR 2 38 BER . W) SORIE N O3 35 M B2 AR SR AH DG Y
PRV A2 B REEUIN O AN ATCRE C SR 4ERTA B AS ZFHE AR, 16 AN
OralBem 5 B0, 185 DT IR M A SR A 2R Rl iAo OR35S S el

s EHE: 2022-07-22; 1€ EIBHE: 2022-11-16; M&E % BHA: 2022-12-22

EEWAR: EFR AP AT H (82074564, 81860410, 81772451)

EE R HEE1997—), &, WiTTIEE A, WL @ EES: HEr1971—), &0, RN, #4%2, W50 s SN, 2R
W5, E-mail: jinglei_2000@126.com; JLIE45(1970— ), 33, dUIT A, #4Z, W LAHFTAE S0, FLENFPIHPSE, E-mail: haojunyou@126.com,


mailto:jinglei_2000@126.com;
mailto:haojunyou@126.com

140 oA B

2023 4E

GEATAE G, LI ] B A 2o BP0 A 4
AR 2205 i RIS e st P 20 A st 2B
A3, NP RN IR L H R Bk it
FER [ K9 DL R i DX ) Jevs S, TR 4y
HHERMEAR FREA, B AR A A SR ARG PR, 3
T2 R, NP 7R E ABE A 7% 2 8%
BRI R, IR 1/5 & 14, W ILT
60 % VL LRy EE, Ltk T Bk, HARBRE L
P ot 29 R PR B R, I IRTR YT RO AN,
95 R A RIS, HAl, NP 7= Rk
FIBLH AR e 4 BB, b gl 3z B2z L AL
FESMNRAC N X Bk . AR SOR S | b 22 R S 4t
P 5 SN R AT SOk % 3R VR A N 250, DA
Wik NP &A: R RHLHIRE T S AR 0 L

1 ShESEHE

SNRBAAR O E MR M2 TTRHE AE T 1Y
BRI RS 5, SRBUA I HAG AFHZTTH) I B Ay
FOHOE BB R BRI, = 2H 85 5 )5 H Sh R pf
AT P B — S BB AT DLl
Xof P 25 722 (PR F/INET HE 545 (TR ) ) PR 2L AR
Ry RN HIBRAER, & YA £ 3 Pl 5 S S5
MRFETE I W T IO, RO FME C 474k
Tk BE A T RS EUR B 2L PP AT IR
e W, SN BACRIAR S AP U VA E — R T
2 F A 2R R PR AH DG K (calcitonin gene—relat—
ed peptide, CGRP)JF S FIZERE (), CGRP AEX%AT
O FVEIRZ SRR RAL AR 27T, A BT NP 1Y
R, AR, RZFTE R, SNREAR R Ak
S E R SO, . RO RAE RN |
SERARZEIVERT . POIRAHSCHE PR A0 s 2R I LA K
S Y EREA L IR A A EP S
L1 RAMEES
111 AEs b 3pds

S L HE AR A 22715 (dorsal root ganglion,
DRG)FIHFZAG AL 9 A K o FA7E 20 4D
U BIFTE K IS OL TR F T BT DRG A 2245
PifBze Wall SFUE T Z5FLIF DI B AR B 22
VAN CEY ey RN a B B RN R L (B
AR HRTH . 2D RIS R B S0 ik v
JET DRG, X R B AL AN R LT 5 245 43
FRIUAHIC . MR 1 S i 22 S M 20
AEOC, A ML FUEAY (spinal nerve ligation, SNL)
TSRO L 2 TR T DRG 2, Yatziv SH27E R

B L5 SNL BRI & B, B 0.29%F 2K KI5 2
L5 DRG R 45 35 40 Jta 8 et 10 30 A Pk LA ik
TN, BEREMEHLAN®] DRG 507 AL TG 3l Z&f#
S L B, TR 221 DR S 31 A2 450 b 2R A A
L4 DRG WIAFZIZRAT R, £ DRG M £I0™
A 1) S S T FRL R R o B AR S  R .
Wu SRR B LS B A G BB, RZH1
L4 FHZ DRG WIGAE AL YETR = A S T
3, I, SZH0E i 2B AR SZ2 5 DRG 7E NP
FEAET R VE R M BAEAE— e Rl

1.12 AAX BTl E3)

S I B 5 22 P S B TS S AR OC .
LT &AM B (vol tage—gated sodium channel, Nav)
EEVEPR B VIR G, AR IKEE R (tetrodo—
toxin, TTX)HYEEURAE, 7T 73K TTX BURALH TTX
AN HURA R SR Horh ) TTX SRR
Navl.3 5 Navl.7 ¥J7E NP B K FRUAY DRG i
JCH A EYH, 7R TTX SRR AR L 3, 51 4
J AR Ak, G A4 O i 48 e ik B A I A A
L, AHOCHFSE R B4 T Navl.7 TR R AL E
PR R A 5145555 (chronic constriction injury,
CCI)FI SNL BRI IR RS, 45 R: 78 CCI
BRI 14 A1 L5 DRG 11 Navl.7 K7 2% 7t
f; 7E L5 SNL R 15 DRG H1 Y Navl.7 7K-F
L5 P28 04 3k B 400 0 T R A1, TR 32 3 1Y 1.4
DRG 1A Nav1.7 FaksK- AR ), S5 A 0F
FERW, 78 CCT AR B I E2 2 %) DRG F17
JICHL AT BB B TTX AEURALE IE Nav1.8 15517,
H= A TTX AN HURA AL, f23F Navl.8 8 18
HEA PG IR, BE5E s 2T 24 g bk, 7R
SEOLTCHL, AT R o el

LR T 8B (voltage—gated potassium chan—
nel, Kv)FIHL R[] #5 853 18 (voltage—gated calcium
channel, Cav)tl5 NP ) 727i HLAHDG 76 SNIL 15
Rl DRG M0 T FUE5H 1A Cav3.2 ik I
i, BELIKT 1238 18 ] B OR B DRG #f2oT iy i 2
DL, PSR B A, AR AL TR
g, S HGEFR, fh2aif il BRI DRG K
HLS Ca> ¥ IE Y K* (big conductance Ca*-activat—
ed K*, BK)iB i ALK, T BK(Ca)H A BT 30
VR A A Ak, 120 38 3R I8 FE AR AT DA B 2 1 i
DRG & Te4tr i, MR dEd 2103 5 SR Bk i
FEAE, AR, Bernal AT 2SR BTN B
R, ARSI R R S FEES S



2

(A7 S 28 M I PR PR A HE AL B 5t 141

T DRG S0 B B R, BHWT AN & M A s
B Z AT BR 145 3 Tl T8 R A AU R i B R PRIk
S, TG 123 ) 2 2 0 3 PR R A 2
HETR NP,
1.13 Flai e Esh s A2 54

IR Z AN A DRG M40 2 [0 B B 3%
s o IEFEOLT, SRR A N T
3L DRG N Y B8 1 28 7T, AN 3 B0 I 98 15 Jak
WA TC I BT A o (RAEM S ik, wF
FEN G PRAC A 2 2T 46550 H BH S48 i, 7 A 1
ENE AL AE YRR A TE DRG MU 2 18], JF
FE DRG P ZTT AR DY BRI, AHSCHE
FEAE CCT K FRUIE i 3 59 K3l i BHLA 7] 4- 2 it
WE S5 R IR, SR I, AR DRG 28/ 28 1
ZF, R £, cor K RAVR SO E, 1R
DRG 557 5 FL 7 B85 J] [l b e B 40 15 3 28 b
2R AR, 7 SNL AR5 A 51 7R A] WLDRG
PN A SR A 221 58t 20 A=, T TTX BUER TR 43
Nav 1.6 I RIS R AT AP 52 I 28 28 A gkt
PR TCI SR B, Wl R BRI AT P,
T EE R DRG M ICTE RIS K B, JE
P IS, DRG 1Y 8] 0K 5 A8 b 48 2
A, 2B 2l B R IR E AR DRG
PRZETTAE 2RO B A & [RIAE e tR s Al Ry
HLE SN, 51 A ZRITA, PLEAFFEIESE, DRG
PRZETCHE I SRS Bl 53R B 2 2 A O

4 DRG P T A0 L IS %6 NP Y
FESL Y AT, (HJEAE W98 & B S50
B IF AT 2E NP %2 . #F SNL AJ5 BYHT 24 h,
SV 5 Al SR AR A OG, AR
Wi, (AR Z S 1 14 d, fil s S5 TR
FEA Bl TR HLUR A REAR T8 55, 2 I S22
JCHLEE NP (77 h B R B E R, B
RIS, SO0 R AE NP 4ERErh i VR AR 15
JryBRE,
1.2 SMEARMER A

HAUR A R S AN IR F2 B SAE A
R R AN T, f0$E E?Eﬂﬂ@ﬁ%(imeﬂeukin,
IL)-18.1L-6 AR IR FE F —a (tumor necrosis
factor-a, TNF—a)g‘fF, EATHE B 5 IR i A0 AR
£, Kwiatkowski SFMF5E R B, CC1 ARG 752
B WAL S DRG 1 1L-18 H L34 5%, [RlAsfto
5 1L-6 K F R KIR LR VA . FHOCHTSE B
71N, B2 5 4 M R 1 AR s 5 T A s AT Y ik

T (chemokine) FH G, #afb K 5 9% 734 CC
(B AFH SR BE R AR L) .CXC (B A RSP
E-XREAER) XC (&A1 XA RiE )
FLCX3C (FA 1A BIE-X-X-X - IeAsld) 4 4~
ARSI - A, CCL5 (C—C motif che—
mokine ligand S)TESZAAIZE T A B, 7] LAl ik
B A E I WAL, 3 0 Sz 4 b 2 v e A i
4RV I R 1 7 A, AT ) R o 22461
3 J5 B S RBIUR NP, IEAh, AR RS, e
EMAL AR ZITR IR P Y TREVE R bl 20
k-1 (neurokinin—1, NK-1)Z K MIELIAZS 5 NP 1
MUBEFT AR o e, i L ) A TS IR 5 — B 1)
M3K-1 (hemokinin—1, HK—1)42& NP F= 4= it B %2
I, 257 HNEEL S R 58 e

FAWIE R, CCI ALK B i 4 X AT
I T 200 L NS A A Y 92 V), X S A4 i R A 4
& i (cyclooxygenase, COX) IR ER E2 (pros—
taglandin E2, PGE2), Il T f# 2451 135 | 2 A4 0 ;
7 U6 55 5 I 400 L P ) cOX =2 TR PR, 441
PGE2 18/, NP 15 BN Z i, JE R AR RS R A
PE ZR G0 RSN M, AN{SCRT A SE 2 P
YRR 2 5 AHDCRAE O, T LA UKL B R
1) S KT, AN e G VR A A DU s R G 34
WA, o EIRASZ AR IR HE NP R E &
%n’)]o
1.3 ZRMHZER

TE SNT RIS He 38 A 2451 4 14 K BRUSE 7Y
R R R B I 2 2 A AT 2R R L
PR B ORI e B, ELR BRE 5 LR
H R AR SRR 2 S L B S BRI G, B T R, 38
AT YE I ZEA R T DRG, IS5 H A
HLIG S EARE oAb, S8l 28 R g0 i BG
G TR SR R SEARGA AL, AT 5 0
BPENRE IR, al B F AR Z RN 2R
Y ER A L HEVER, L ol - LR 2K
RERE I S AN R T 1L—6 BO7=Az, 75 iR bt ad
NP &4 1 g2-'B IR R Z RS 2 M, H
WAL TL-12 FIHE N TL-10, 30464 2K 41 g
MRS, FEGHBIE T -1 095 s /b, B
SIS, SIAFR RN, a2-F FIRRZHE
HABIRIER . PP TE NP BRI & 3], 28k
PEYIRARN 025 TR 22 A7 AT LA il
P2 A R () FRB RIS B 2 I T, NI 22
FFPEIRE 4,



142 oA B

2023 4E

14 EEHEXERERKAE

4% RNA (non—coding RNA, ncRNA)J&NP
) EE 2 R, A S L 2 460 403 A R
J&, neRNA Ki 58 =ik, FEEALTE M /e
PR FIRE T RIIH RNA (microRNA, miR-
NA)FIH AE S5 RNA (long non—coding RNA, In-
cRNA), X2 58 Rk ncRNA 518 M0 & R
SRR NP A, Filn: s )R,
JEI AR E B2 AR miR-7a, 7E DRG #1427
HFGA TR, S ENE DRG M2 i B 24470,
FE SNL . FE AR T IR AR AT 5 AN [ ] Bl sk 24045
B 47 F DRG #1200 A9 miR—-21 Al miR-
31 3 L, miR-668 Al miR-672 22 T, i
IncRNA H19 ik I, XF2ERHRKAES 5T NP
[ B8 SR K ne RNA Sl M2 R0E | I
S B TE IE FRR LA E TR A A BRI R
NP. B4, 5410 DNA b S A B A Bkt
FUNP 09 & AR T BEAHDG . DNA HEfKE DNA
H L 5L L1 (DNA methyltransferase, DNMT)15 5,
Ho DNMT1 F1 DNMT3a 3 i3 30 90 A A4
JCH Y Kena2 SR SESL B Bk 72, 5 S5 NP
W RAER, FEAST 5 S i A TR i 5T A
RRI, HAEANLTER 6 (histone deacetylase 6,
HDAC6)TE DRG HZEITH IS PRI /N, 4513 DRG
PR TCH AR RN R 2 , B2 AR M A
ZLILSHL; T HDACG6 #4153 4 20 3% DRG
PR TT N LRI IRTIRE, 30 T 20 04 35 5 T
I TL-10 B, AL IEME NP & AR
Fwol,
1.5 EBEESESTL

MRS, W& RGBSR EITE S
TR, 8 s 0] 5 LR A A& TTER
BERE ST XS5 R B AE o TEAEBAR IR T, MR ie Pk
PIG G5 WM C 27 2 32 B 35 8 00 etk
[T, A% i 2 VEPRIRR 5 10 AS 21 4E 3 SE 480 3|
BT AT 2 76 NP b, SR 55 25N C
LY AL EERET A 20 b R R 2T, gk
PP RERI 2270 L Ca BTG 3, JFiE—2b 3o
ML TOLATYE, T AB L4k G BET /1 1 ZEH
ZT0 R SR B T IE IR o ORI
Mg ANE C LR AEARRY AT LU
Tt AL F AT, IR HE A AT
M2 Z WG DRG M4 0% A5 I K AR e )i,
My R {3 B BETS A, IR ATE i AME 43 XY

0 5230 [ 4% S 22 SRRV 2T AE A, DAl 2 R v g
TARAER 5, 124t G 22 S A1 A A, i
g, B TS S r77 LSRN,
ZAL PR AR TR PR, CCT R
REH B IIRESZ I, L35 #haochh AL |
DiE VR AR UL A A Z RO TS ), DA
Lo 25 U B i 3 B 24 3 R B W Sl g, 3
LEAR AL 5 NP B A A N ZERFAH S,

2 HRELALEH

X AL Y = AN R 5 i A% 28 Y P 9
PEAEAY. A EAG PR | B Ao g 28 mT 9 4
MR, AUH W T HERE, 095 KA [R] B M DX 3,
A4 NN B B AR PR A ATy 1m0 B2 5T ki
B A S REREDR T EBERERE, FEEEIK
N7 0N e A AN Y il I E]R
PO BB R, HAEREE B b 1321k CXCR4
F TNF-a FRIBMFFE R E TGN, RUPEHET A1
HRAR ARk ] BB R FR R ANE L R B, A
TV Sa i AN L R 6 I € TP = G S
R XA PEpp 28t P (B4 P Wy A TS VE 1
Ik AR IR K ATP 2538, il (5 1%
SRR A (R 2 Tk B Ay, A
FXEAES), ZA A & B, PR RS T, A
HETT A P (B AP 2T BTG S5, T ECE RS
AT B0 B e ny 24 VSR, NS &0
HORG. Mafif o R T T EEEHZE
L, A4S AT 2 A G SR SR AT AR sk s,
Y38 o 5 B BE T FA A T D RE LA = A
oAb, A RER PR L AAE QL AT A S AE A T Y
P HORVE T DRG WIBGE P 28 TT I FE [ 1R
KL, AR BN 4k & T A0 ik, dom] DL
SR ANE AL, TSR AR R G AR G R
AN AU SUSON  SCBE, FE BRI P oA
A T g1,

2.1 ER4BRREE

28 2 S A 3 B 9% A T s 22 A ) o AR i
SRICTRE EZPTve: €= o <y i LT AN e il ok 1Dy
BT S S 2 5 T NP I iR,
P2 |/ IS o 240 R AR 2 TR f o 44 e v Pt
5 R O Y SO, b e BT 4
Sy G, UL TR R, T R R IR B 4
L R A, R A TE NP BRI AR o 2
FITEOL R, RZWFIE N, i 5B i /VK



2

(A7 S 25 M I PR PR A HE AL B 5t 143

O A0 b 7 kg 5 P GG I 4 M G A RS, AN g
HEICTE p38 AUBERRTL, [1E P2X7 ZIRMYFRIL, iF
fiE & BUFBE L TL-18 IL-18 TNF-a %5 4 P [H 1
PLE AR 7 3 T AR — SR, RIS s
2 32 1 Y B ST A R AE, AT S NP 1Y
Jr A s 5051 J] LA 2400 L RRIE I AT A i A
TE I B A 38 5, HORE T 22 Fh S e A B A it
Yy, LIRS 2270 H g Ve 5 fib i v a0 a2
PR R R 22003 B, gl AR il Az,

7 INE 5 248 BT D PR R O 1 1 B At
R B EZME Y, ARSI, /N 5T 4 i -
P TOAR 515 T HE NP & A i B rp A7 e Ml 22
5o Sorge GOIFFE KPR, /NS T2 MY BRI A
PE/IN B AR ML A 8 B I I 75 14 T
PR MG 2SS, T bk A AE NP Y A
BHEAER . BEAN, /NG 20 B i 0 3 5 4 i 4
ATP [ AR B PH 25 318 P2X (P2X1~7)%Z
TRARSG, lan: P2X4 ZARiE S TR T 8
(interferon regulatory factor 8, IRF8)-TRFS % 5%l
2 52055 /N AR B3, I S-S
PIRAF IR 00 7 A9, G AR P2XT SZ A AT g i/
JR2 5T 40 B IR T SRR R A 2 B R R R
Z 5 A,

2.2 HIERMER R

5T R BR, FFHET A /NI o 4t DL R w28
JTIE AR P AR B R A T TL-18.1L-6 11—
18 .TNF-a FI#AFLHF CXCL1 ZFRENE AT P XA
Ak, INTTFE & NP B 58 5 AR et 85059, Park
SESIAE R A BT ST P R PR, TNF—o PTE I8 A J%
ZAR A A FFREAY 1 (transient receptor potential
vanilloid subfamily 1, TRPV1)AIZEA, {2 &R
FIRERL, YA BETS A 112 Mo 2%ar PR 2 fin
JEHLUR, IS T2 o o fil, T oK
A 1] %, B IF 0 (5 A o Pilat S BE, JH [
PG NP &R 5 1.-18 321K mR-
NA IL-18 S HRf Sk SZ AR 8 1 B KF A
Ko Manjavachi ML, /N ZEHL R
BEH 1L F CXCL1 9 mRNA FIEE A KT
1=, TL-18.11-6 FIERZ AL F1-1 (monocyte
chemotactic protein—1, MCP-1)_, 5[REA BIHL
PR B BEAN, AR R, — SRR ER
AR RNA——CiRS-7, i#id 5 miR-135a-5p #fi I
A CCT AR B A A A AE A /K, AR R R
HHET A AR IR K- 5 AAE SN FT NP 1Yk J

L IEARSC,
2.3 HIRMEZERFEIIEETH
231 RAREE AT HETA

JrA v 1t ) 9 Ak AR A, R i i SO
i A P A B R4 55 (long—term potentia—
tion, LTP)I5 T Tkeda S50 Ml 1 441 - FHHE
FRB, TEAREEA TZ, T HER A &
R A BELS BV S B M 2T 5 2%
PES R R AR LTP; AH R, TR i K 48 o
TR (periaqueductal gray matter, PAG) % A #f 1 4%
S ZIell RoR ) b BUR R e 22T, LTP
RHE C AR K, WE T 05 E PRl PR E
G b ) AT BB VE R BE AR R . I A ISR R
PR, P55 J H AT ] S 5T AR S S5 fih fe
Ca* W EE AN, 750 M1 58 fib 1% 38 /Y LTP, 3X—
R AE AL SR BRI LB 1 (adenylate cyclase 1,
ACHEEAHIE, 2 ACT M5 BTS2 Fi et
[l g Joah, FREA R B ) S i PP AT T .

HRXA 2R R GE PR A PR S A% b T B 4%
AR T, N-F H-D- KA E R (N-methyl-D-as—
partate, NMDA)%MS%*ﬂJ/ﬁ’ﬁm%MWEﬂ, H
T REHE SR R MK AE, 51 Ca NI, FEMTIE RERS
Jet SRS AR B B 2R I N A S T . Me-
deiros FFER B, 1E CCI BEAUR B, NMDA 34k
TSI 70) B RE BELIT 28 fink 6 30 ) S ALt g b 3L, BT
JBURE NP LB B R, GIESE T NMDA 324
PTG P S 3 ) S 2R e NP I b Y 24
Mo SAWEERM, Kv3.4 Gl IETE R AT 46
D5 PRI 30 v A IR RE S M 5 1) B L 1
ar R ARAE Y, AT LA o ks 8 i FBE L A7, 5
Mi A BRRELTAE A A3, FEALIAS™ AR fe . fi it
PR 2575 5% AT (brain—derived neurotrophic factor,
BDNF)J2Z 5 X4 RGN RE AU FEA M 2275 77
7, AR AR A D R B rh, HEE S NM -
DA ZAA, S EHE" 4 LTP, {2k NP (R LAk
Jgos, Ak, BRI, TR B AR, S%
Jra T LA OGO AV A 22 T 28 fih D REHY 53R
A REHR PR BELL KPR LR Z—o,
232 RRETATREZARFL

FIRTBIFFE N 52388 DA, 98 58 A A R 47
FERGAAE N AT S AT IS . A OCHGE TS
th, B4 T S 8005 F MR 1 AT IR AT R
1o R PG, Hoh ™47 S A e s, T
FrmafE s, A RO R . TS



144 oA B

Sodium, potassium, calcium

‘ DRG ectopic activity —
channel activity

Sympathetic|budding
¥

‘ Sympathetic nerve effect ‘ >

[L-16, IL-6, TNF— -; Peripheral

sensitization

‘ Peripheral inflammatory reaction

Dysregulation of
Gene transcription disorder

miRNA, IncRNA -+

. . Ascending conduction T
Signal conduction change —_—

1 NP BJSMNEBIL 5 AR BT

ey
o g
e 37

Glial cell activation ‘

‘

1L-18, 1L-6, 1118,
«— e
TNF-a, CXCL1 -

Central

S Central inflammatory reaction
sensitization

- ‘ CNS functional change ‘

LTP Facilitation T Inhibition l

Plasticity changes
of synapse

Downstream regulatory
system disorder

SPRBACA PARSACAF 4y NP 89 £ 27 Ao e ALK, 5 SAPETAIR, B=F ML ¥k, DRG: HARAPZYN; IL: & e
I~F: TNF-o: BP 9% 3R 30 B F—a; miRNA: # RNA; IncRNA: ¥ 3E% 45 RNA; LTP: K 84238 5%; CNS: PARAY 2 R 4,
Fig.1 Mechanisms of peripheral sensitization and central sensitization in NP

Peripheral sensitization and central sensitization, as the main production and maintenance mechanisms of NP, are associated

with multiple factors, and they interact with each other. DRG: Dorsal root ganglion; IL: Interleukin; TNF-a: Tumor necrosis factor—
a; miRNA: MicroRNA; IncRNA: Long non—coding RNA; LTP: Long-term potentiation; CNS: Central nervous system.
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