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Abstract

Neuropathic pain is accompanied by persistent nociceptive experience. As a major consequence, a
patient’s quality of life is deeply affected. Neuropathic pain is a chronic pain syndrome with a
complicated mechanism that currently has no effective therapy. Therefore, it is an urgent problem
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to further explore an effective treatment for patients with neuropathic pain. The dorsal root gan-
glion is an important structure for sensory conduction and regulation. It is suggested that macro-
phage activation in dorsal root ganglia could be involved in neuropathic pain mechanisms. Neu-
rons of dorsal root ganglia interact with macrophages. The link between the peripheral nervous
system and immune cells is under intensive investigation and will provide important insights for
plausible treatments. In this review, we summarize the underlying molecular mechanisms of ma-
crophages in the dorsal root ganglia involved in neuropathic pain.
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PRZNR BNV, IR T I — MR PO, e R R G SRR VI AL B R R A 5 A Ei 5|
BRPRL], EEAE AR B Y. A S RPN AT B 1555 R F G K 4 R Ge
[2], IXEEREHLE T 2 SRR IR AL, FOVMZR IR, B EERIy A RIS, T
o B e AR, BRI 10% A NIR 32 LT, TP RS AT IR A s s AR B A ™ A
RIFLEN 2 =A%, AR T#E RGEEINECE, @k RGN TR 7 i FRMLT. &
P2 T8 (AR ELAE T, RAEARA IR 315 R B R rp — 3 0 S A R 7 ) B B 2O, A fiboide mT DL
Ao AT S S PR A A S AR RO 4 5P, X B T AR R A R AN AL 3] WETER
I RIGUEA 5 5 ) 4 45 80 S0 CD3+T 4l i) TIMS, 80 IL-13 /™A 8800, #EiM 75 S B g4
IL-10 P70 o A2 AR (0 70 15, SR 1 e o B E S [ 4] o Jo) Bl e 4 [ Mk 24 I A i T e LR 4 I
B T A A% AN PR YR IR LR A A, 3 7030 22 B I, RS RSB IR -0 RIS R (IL)-15 1L-6.
EIE A R ANE 1 A RS R AEE A 2 (BMP2), AT HIZiE NI ar (5],
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AN LA NG, (R TR R A SRR
3. BN AR MEBEENS TS SER

LR A 0 A EE B e e A, AP R A T ZE DD RE LA R DU SR AN A 1
E AT CUE SRR, BOE AR SORE, FEARRE PR AR S e R P AR R T R, (HRAEE
PESRAE SR, B AT e 2 AR AR IR I [8], #eil (M BN e S 5 SORE S, P AR BUR
AN A BRI POR A A SR R[5 LA, M EMA AR, RN RMLTAKE
WG 4 i . 25 S AN [9] [10], E ZLJ A2 J B E M ML 3R [11] [12]. T2 NSEIe Bl WARMATTNIE
WG 240 ot 4 220 BV PR I P A T B A R [13] 0 DRI, T AR AT P M A A D P A A D i
P BRI - i s AR AAR AR, AT REAS VR )T il e B VR AR B R AE B R

31 HMEREXSFESHERELERTE

FREEIK P e — P EZ AU Z K, 2 517 2 AW R, 604 1 F PRI S R 90O0E ) M [14]
ERMA R IESIN E A, 7EE VR 2RIk [15], R AR ALHE B AR P IR S A B )
FhThge, JFH A LUEE ERK/P38MAPK {5 Sk, ThA/ BB A NF-«B /K, ik Bkl i = A4
R F16]. 7R MR R R RE v, LI BN s R 1, AMNRT DA A Bl e 2 i
MR, 38 n] LAMR 51 oAt i G e A AR AR, ik 9 RE FRIRR I SR [17] o T HEZ 4K BRAH 220 BRI
SRR, AR AL 2 (COX2)Z 5B MmN 4ERE . fEMEI G, fERE S RMETs
W RIE COX2 I E MR 2 FFr 5 R 2 E2 (PGE2)MI/K T T, (it I AR & 54022 0K PGE2 32 4A
BT B R A2 A A ER-1 (TRPVL)RIAIG N, AR 21 P Ca® Ik FE 1 AR U S el 46 0 D4
PSR 7B EAEH[18]. [N, PGE2 St K B 15 MR A4 45t 28 U =S T IM IE (ASICs) i MR E A, b
Pk T A8V PR 177 2 5 R R [19] - M4 AE K DH 176 M T i 310407 565 M IR A2 28 (15 5 3 S b e o S 1Y)
HAER . TEB AT RN JG,  SREAH DG 2 B (FMA Ca)ilvidt = £E[20]. fiif 5t K3, Cha 52 IRTE
5 4 i B e P32 0, A T LW 4 ) CaR1, 20 3k 40 BBk S S Aie 33 [ e 40 i e 22 A6 KR T 20 s
W 4 6 = A [ 22 AR A DR 5 AR A 22 1 0 22 TG I TS S RV (TrkA) 2k 4, I B AT DU k4 22 G
TRPV1 [FRIA, MM & o urE[21].

3.2. MERMKR 2 RFAT2R)FIMELEF CCL2 ZiF

INERAN SR ) 4 i T DA R B AN 5K R (Angll) [22], 44MEH K B iZiE, xn]
REfRE Angll IR FETHim, RV M23]. HFFCE R, Angll AT LLEBA/ERH T RS &o, @it
G HEAMEL AT2R 3 RAEKFE LB A A S0 TRPVL 75, M FHME#[24] [25]. 1H,
Shepherd 25 N K HL, IFHMAY L ICIEARIL AT2R, MABIENEWAE LK AT2R 2 5tk
G T IR, AL TRPAL 25 AT2R AR AL . AU ANA SR IS B23]. T B4
RIEASMNEAMERHAZ AL, EREfih AT2R MBS ol se/E VAR5 S, B BUs ERRAii AT2R,
RGP AT EE(ROS), VEHI TR0 L TRPAL GBI, HEI 5| &8 0010 52 38 M4 49 [26].
AT SR, 78 A H 24507 5 , ik NADPH 42 A6HE 2 (NOX2)H) B W4l B 75 5 AR A 22747 PN K iz,
Iaid NOX2 #fi i) 77 B4 i ROS (74, i SR AR E T 9 VA TNF-a II3RIE EIR[27]. [EE S
R R LR - CCL2, JEIEEH T BG4 CCR2 24k, f 5 Wikat i/ A b S,
ek TRPAL /I E ML 0, SEURMILIE28]. 7 4 P i B S5 AORE A 57 B 12 R 1 ik a2
BRI RN, A5 RS2 A% T DL i R T 22 R AT AL IR T S A S BV . AE TS AR 1
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FEPERZ 8 | sigma-1 ZAREOE, FAABEAE T CCL2 [29], B LK E M EVEGHIEE, B R EER
EAER Mo AR, AR CCL2 fEHTHRBEEWE4IA CCR2 24k, 12Ht T IL-6 BEadsin, B
B2 1 7= 42 [30]

3.3. Toll HE%{&

Toll #5244 (TLR) =& B AR A AR — DN FKR, AIAESR R A& NV S i e i A shE 56 5 AR
ST PRI FE R 1 S AL A R 1 A NIRRT P IR SE R 3 B AN B b 5 R SRS T Y E I 1) PR M [31] [32] iR
B WAL I, TLRs i NF-«B @ B 15 eh 2 R SR, 10 R E A T BV B TLRs, d@id
BERE ALK T (MyD88) M i fH115 5 3@ B, i NF-B JE[H, 2HE TNF-a 25 R LK 7RG B bL, fEff
LN PRI PR TR AR B 1 E SR FH[31] [33]. SEAAL AT TR I, EMSVESIRIRIECT, AT RAE K B
Mgk, JEE TLR2 M-SR MR B, BRG] B AR, Shi 25 AfE TLR2 SREGEU MR PRI, B
Wk £ 6 1 3% A B S k2> O JE 52 A0 B R 28 T TNF-a PRI IA B AT, 17 7E /N IR 5 48 o o 3 R i BIAE 56 mRINA 1)
FIK[34]. T TLRO i Af DAL it B R 40 B ) 78 T AR AR 22 5 (3 , (R TR Y, 2R E M ) 22 S
[35]. TLRO i n] LAt 5 w4 B R R A AR R 1 o (TNF-a) fiEafL R - CXCLL, H 54 oo b
f) TNFRI/TNFR2 Fl CXCR2 454, SEURMELMH[35]. L HE SANAMARZE S EWM IR HEETY
MRPHZTT, XMRIEAZ TLRO RAZMFEN . HAZELIRITIE B 7 EVRA A s 72 A i 22 15 2 44 i
JARBEIE 7 F1 CXCL1 mRNA [R5, (HIX LeA A AEHEE SN 52 31 TLRI mRNA RAZ 520 [35]. LR
MR | TLRA /13RI RUE 2% 2 58 MR M 4ERF[36], R E R4 M E TLR4, AU AT L MyD88
EE, 55 NF-«B S0 AR 2407 (W TNF-av IL-1. 1L-2. IL-6)[¥3RIA[37], [RIRFIE AT DLl T4
R T 3 BUE 1 84 IFN F:KF1 TLRA {5 5% FIE % [38]. EWR4HM Toll FEZREEN T T 4HIHITE
AN HE R 7 B P2 AR SRR, TR ) P A AN R AR I T IR

34. BEBEKRER Bl R T IFEH

TR B R b AR ) 2 AR 2 SIS MR I 4ERF . Bl I, H AR 1Y ¥ B R 20 i v A
W ST RS R E 1 BL (HMGBL)/M RS FEAL 4R 1) 2 AR (RAGE) Il B F T AR 25 £ Ca v3.2
T RGBS A, e A B R AL F R I [39] [40]. Cava.2 T RLEHIEIE i) LAy 7 T W1 A\
128 TR A 220 0 DA I R e 22 35 BRI [41] [42] [43]. (EARZ I FRE PR AL o, KB BN e SR A
PRI, B HMGB, @i HMGB1/RAGE B B2k 5 AR A 45 i L1 4E K v 1 (EGR-1)
e, M LA Cav3.2 T AUFEE AT ARM A WKL, JERIN T HIg e ANMHE o Xds, 25
IR [39]. AR, HMGBL i AJ LA B i 22 0 A o 28 AH DG F (A S IR 4B M MR 40 i 55°) 1% TLR5
FertEgia, L MyD88 kit 77 305 3l NF-xB {5 5 B 0T, 80k AN (2 R 48R 7= A, (et
TR P 22 T )RR 0 BEUR[44] [45] -

35. FERRZHIEEE CHABRZF

G5 MR AM(G2A) 2 G B FUEEZ A, R AR BRI R P A AR K . fER P& T b, T
MERARH=Y S G OB R R4 &, it & A A C (PKC) MBS TRPVL MR, SEMLkME:
PRI U NG N [46] [47]; T H., 75 BRI 55 S e 40 il v oKk [47] [48]. BT Fe I, B4
MaH ) G2A g JEE) 1T MyD88-PI3K-AKT {5 5 FHIE I 5L i 4> J8 5 -9 AORE, AT fid i 400 Hi v 4 1)
HIPATLHF: 75 G2A BRZ /N, AR BRI IR SRS AR, 7] ok 4o 22 450 47 308 A7 G 2 4 P FHAD 85 P 4
JH 5 A BR - ORI [49], XU G2A SZARTEAN 451473 175 3 R e 28 T Bk 2 1) 6 AR MR e v b 2 R B
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F o HEBREY 2,1 B8 SZ 44 (NAChRS) A& — R C A4 | 142 BH 25 1l , Rk TAMNEERRAIHE b, B2 AT
RN TC-2559, W] LUE (G 5 S A X BOERF 3 (STAT3), F#EK T RIEN(IL-18
CCLI) BT, 7T st M v S Wi 25 BRIt R [50] [51]. SEMB KT, 76 HEMAHGE, EiFRmes
W E RGN _E ) NOD #E324k 2 i, it o L2 &R 75 2R R S 2, {2HE NF-«B RIS A %
BRI 5%, A TNF-a F1IL-18 7036 2, 1755 J R 8 400 497 J A 200 BRI O IR = AR AN A e, oA T
B FHYE T #0223 PR P SR AR R FE B 5 [52] o

BEAh, JAE 7 IR 75 BR T 2 A5 (SPMY R FEAE F - th ELE 41 il 1A 14 G 25 {16 52 44 GPR37 /& SPM
AR, B R LA AR AR PR A VIR . LR E D1 (NPDL) AT LUK R AR T E R 40 i) GPR37 %2
M, F B R LI Y S S T KPR, RS BRI R PR 1) M2 B IR R A
i, MM R EL R AE[53]. LA Ut B AR 1T ) BT 2 S M R E NS 54

4. RE

FETERRAPZE S J BRS04 S ROA S, ANV A Te AR A B0, 308 ) ] 4 S 2 2 i (M 24
AN RARML SR IG A, A A A A B R T, SRR S REZ ML, B T B A2 A
JRI R A BRI P o R AT AR AR I R T W LR s, ™ LR SR I AT . Rk, IR
NTIFFERP LS55 AR P2 T REAFCE A0 20T LA A B S SR AIT 0 A LT AR A 71 P ) L
B2 SR EEROR I A S YRy . EZEN, —REOVERERAIRE S EE. MamdiE, 1
MRAHZE TN BN R PRI A 3, 2 5 2 F ROAEAS 5 8 B, SBOS R TR 2 s AL 2e,
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