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RafE R T CX3CL1 FIEZ A CX3CR1 K HAHSE09M5 Simpk

{EfL

RARIE'  EAFA' eFRG EHFE K B

25 PE P (neuropathic pain, NP) A& 45 i JK (858 &
Sre AR BT R B AL B 2NN R SR AR PR 1Y
PIRLRBAEY s IR A LM IR s B, R e i A,
BIRFRLIN 6.9%—10%", NP [9955 R 151G 5B AT (Uil R
9o S R AR 25 78 ) R BRI L A B e s (1N 2 & MERdAL
IE , B AR-ELRIZEGAE) B M 2 RGP (AN EBE 03
TR ARAE MBI 2815 1 A s 8 R B AR, IR
BRI TR AR YRYT REINGR R JREE R

Ve R AR b i fi st
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BCR KA, BB SHAITROR R RS, NP &2 H & A= 76 1
GEZTR A EALEE 2 /RUNNA Y aristwill i35 e gl
SEUEEIIAR.

NP 1) & A AUIEE 7 52 2% , Forbob 26 90 76 NP (1 57 Fl
Yefprh e 5 EEAEH, B2 R0 R AR AL A
o PRSI TEE P /DN 5T A0 RS2 T M 5 400 ik
T I 4 At A A - Can i Jgg SR FE R 7 F0 1 4 A R -1
IL-18) E K FAELE T (an C-C#afb A F ik 2, CCL2
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FICXC L F1,CXCL) . #fbH P P
F, 2501 20 A0 R0 b 20 A 9 3 %, R AE i AR
CX3C #afk HF A fA 1 (C-X3-C motif chemokine ligand 1,
CX3CL1) j=—Fp Al i it b K+, RERE LA nT vt AP 7E
RN, W] RSG50 F DL 8 A7 .
CX3CL1 J% CX3C #fb B F % {4 1 (C-X3-C motif chemo-
kine receptor 1,CX3CR1)Z:5 Z s 19 B aL A4, i
o TR BHAERGIN , UL NPE Y,

A FE B LR CX3CL1 I CX3CR1 Y4316 FThAE , i
AT H S 5 R W5 538 1% , #895 CX3CL1/CX3CR1 #£ NP
KA T, G AN S , LA G el i 5 b e oe- i
JEANARAR AR, AT BT S 28 R X6 NP 520

1 CX3CL1#1CX3CR1 A FwMFETS

AR 24 i R R 0 D B s (N )~ I 20 2 1 HE 1)
72, 43k CXC.CC.C Fl CX3C PUAEfES, SR, 5
ity 224 B 5L 2R AN R, CX3C T4 H i — AN AT
BB AL, B CX3CL1, CX3CL1 430 T M 457 Fn i
PR TEl e, R PSR B AL R T, BE AT DAVE D H
5 A R AR AN T ANRRS B, T RUFE R o] i RUAE A
R ELAT Bt A P AT s e A 2

RIS TR R A R M4 Jm R (ADAM10 Fil AD-
AMI7) R UKL=, R I LR,
03 J5 A B8R 4501 CX3CL1 mRNA B Ak A4S (1
JEESS 525 CX3CLL 3 R IRFEAR . Bl 280 )5 5 IR
45451 CX3CL1 & A= 248 , AT H A 22715 (dorsal oot gan-
glion, DRG) FlI - § #2870 43 W, i AT 5 P25 CX3CL1 Tt
15 PO B MBS T

CX3CRI1 & CX3CL1 [0E—3Z 44, 5341 T AR 2 (/)
JiE T2, DRG HP (1% T3 52 200 0 ) Bl o 48 1) 5 e
1T CX3CRI AP DX 5 A RSy 671 F A (D4 | £ 2E FHURN
JFE SR, CX3CLI H A 1E P fuf S TR AT AR 3R IR B
2575 CX3CR1 4R,

2 CX3CL1#1CX3CR1AIIhARE

CX3CL1 EZFRE FMLIC™, CX3CLI/CX3CRI il
I FRUAZE/ 5 AN VR T 28 50 /0N B S5 200 B 1 A A L R
LTCMAT IR Z AR B R, 2 5 NP 1= AR s
2.1 CX3CL1 .CX3CRI X HIZETCII M

NP 2 555 S ful vl S Fbp oo x4 e AR b, AME 5
D PSSR I e R R 2T B ] RS R
WU G il PR 25 RA R TITRE , SR bi 28 156 SRR 1) 28 fih 45 # F1Thy
RERY AR AR Z N TR S Ml AT Sk | 24 e B E PR 7 AR
MAERFIY FEIL Z — . T i 1 B #2438 (long-term

potentiation, LTP ) /2 5 il AT #3411 BRI, P AH G X
CHRET A RTF0T ] VT A A5 ) BT Hh B2 fi vl 9 1
Ei/lE 38

CX3CL1/CX3CR1 A fifi 5 fish 4% ¥4 R D B & AR ke A, 4k i
f6f J& Bl #f 45 \DRG 99 22500 i oT DA T8 1 Al 4608
KA P DLAT PRG3R, FE P ZIR 0 K R N4 i
B2, YA T, CX3CLL s CX3CR1 324K, 7
/I o 240 LR 1 At A 25 - 18 (interleukin-1 B, IL-1B),
PET 28 fl 5 A 48 5T Y N-H 3-D- K 4 % R (N-methyl-D-as-
partic acid receptor, NMDA) {55 , S8 —Fh — ke 25
BRI , Foe 21 TN 2 o iy 4ok 423 SO O R, DT 7 A ik
O, AR B PR 2850 BRI (tetanic stimulation of the sciatic
nerve, TSS) AT K Bl A= 95 S 1L B, HAE B BB T A1) A R
3h LA F#9 LTP, {8 Al CX3CR1 H H1 47 14 BH It CX3CL1/
CX3CRI1 {5 53l % B A B CX3CR1 FE [H ] 2% fi K B TSS 5
A E I O LTP, A S, i AR CX3CL1 /] B 1
i LTP™, Ru%F» WY & B, 76 HIV-1 8 2s 1) #2898 /N B
BRI Rl B, CX3CLL b R ph 2 oAk, 3 3l b 400
LA S M B AR 1 R GE A T R A R L e AR
PRZPEPERG o BRILZ A1, M2 iRt CX3CLI i 53675 M
P25 0 K DRG M U R T 2475 PR3 in %, DT 7= A=
NP, Wang 55T & B, 76 K BUph & A A CX3CL1 %
IRIE N, DRG /N EAR B2 0 I D4 A 1 S 1 . T 4 P i
5 CX3CL1 AT AT U655 DRG #1258 TCHG T (14 24 A5 M R
WAL SJn, RS BT R CX3CLL, fif
CX3CRI+E WAt i AL 3 77 A ek E 7, S 8UR B 40T
BB B SR SN, A 9 B B 5 1 SR A R, S B %
At

CX3CL1/CX3CRI1 ik il i@ it Z ik e 2 54 ot-/h
i I 40 A A A R A e 2 R R T R AR
CX3CL1/CX3CRI A i /NG o A, (o LR il 2 i 1
J AL P e i e R AR LR R TR
FAMAIT, A oTE S R, AT B0 e o e

T30 A A3 5 /M TR AN SRy R I B ¥ 43 5% CX3CLI
{5 Fshl, S B ANRE o . Bk CX3CRI Af WL/ LA
/N B8 5T 4 e 3 A 820, O S A B0 R . CXBCLL/
CX3CRI Bl7EABETY /1 F1 DRG il 1 5 15 2 Rl {5 S A 1k
T NP 7 A R
2.2 CX3CLI1/CX3CRI X} JH FEl#14: J DRG HUAZAH L9500

BB AR ST K B0 AR o 22 2R 0 B R A 2 R e P 4
S A5 B S N, P RE B R RAR™ . CX3CL1 1Y
PRI RE AU T HA 0, 18 5 A Srxt g i sh s
ST AS 5, 40 CX3CL1 Al CX3CR1 FE ik M L i Al s
P AESZ B I SR . FE S Bl 28, CX3CL H N 2 4

www.rehabi.com.cn 1611



Chinese Journal of Rehabilitation Medicine, Nov. 2023, Vol. 38, No.11

Mu 35 , CX3CRI1 2 B WA A 1) &1 B2 45 S bR i, S 24
1A RS2 B I A AR S DG B A Ao AT i ) TR b 43
17580 CX3CRI+ERAZ AN/ B W A MR S5 3G I, 38 2o B Al
P AU TRPAT IR TE , it 58 A 8T U, IATT S | & 0 )L
A

J38h , CX3CLAE S — okt o35 , W A b 240045 ) fit
VA R A PR RS e 2 A A 2 A4 L o I 7 P R 2
MITEAEAE B ) Pk FRER |, JF( CX3CRI+HuA%/ B g 4t i
T 2 A B 2 3 A 2 B G A YR T o 22 LA R Ry i
NS T AN B AR e NPPY . ik S sh W, KA B IR 7
Jii 7 A R B 2ok R UE B 5 AR R A 2 I A IR T A
JeB AE F g, CX3CL1 L CX3CR1 Ky Jr X i
HEIEPEE(ROS) I TE B, G J% 3 4 289G | 1) TRPAT 52 1A
(WET Z /A HL {7 A1, transient receptor potential A1), & i
290, ] CX3CL1/ CX3CRIHUA ] A &4 il 2z 40 i
1£ DRG Z4E Ik /> DRG M2 TGIR T, SR v f 7

3 CX3CLI/CX3CR1GEMHAMEBRAERSENES
3.1 P2X7R/CatSif

PG /NS ST A BN S22 K P2 X LA [ T4k B
i#iH 7(P2X ligand-gated ion channel 7 receptor, P2X7R)#k
SRR AT (ATP) 35 )5 ) 2 NF-«B 15 555 5, Bt 41
173 S (cathepsin S, CatS) , R £ ICE LS 4 1) CX3CLIL #
A PR T2 b, B AT P CX3CLL . T , CX3CL1 it
/N BT AR T CX3CR1 45 G, iff— 20305 NF-«B 5 5 #%
T AR ILREAAE AN T, (H B A b T4t i L A
MM A NPPY | I, P2X7R/CatS/CX3CL1 15 J& il 2451453
JA TE I B it 1355 & NP, i NS CX3CRI Hh AT (4B
g1 CX3CLL 75 & 1 /NI 5T 240 LS | 22 A NP BH WG
P2X7R 8, CX3CR1 A i i BH I H5 B 75 A il 28 TRt 1k IR
F CX3CL1 B/ M A SRR AT 5T, D2 NPL 1,
3.2 p38 MAPK # %

p38 22 ZLRE AL 134 (mitogen-activated protein ki-
nase, MAPK) /& CX3CL1/CX3CR1 {5544 S5 8 ip i B 101
it 308 2oL 8 B /N I T A G ) 0 AR NP R R R .
AR5 B REE AR TR CX3CL 5 /INE i 4 i )
CX3CRI 4G5, A3l p38 MAPK i 5 , 4/ 37F /)N st Jo 200 Jf B
FCAR R K7, 40 TNF-o, IL- 18 FIIL-6, 8154 BE T /7 28 fil Y
fEape9 ) FEE 4254 (spinal nerve ligation, SNL)JA B
FEAI S Y G CX3CR1 FRAIHLAR, FRAR T A6/ N i o 4n i
HH p38 MAPK (130 7K -, [R) A ol i el S AR, 4
VRS CX3CLL M RT3 p38 MAPK G %, 75 & 1E K Rl
PRI T3 Ah, Lee B F ST I, 70 AL B 28 M 3

154 (chronic sciatic nerve constriction model, CCI)H'IL-6

18 B
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i3 p38 MAPK 3 4 I A /NI S 4 CX3CR 13k,
fifi FL X CX3CLY A S i 3 5% o BHL BT CX3CR1 341 il p38
MAPK (#3815 34 AT Fi Bl CCT i AN AE TL-6 175 & i S 1 8o
IR U0t AT D0, B U7 A 6 /0 M Jo 48 JiE 1 CX3CR1 =% 410 1l p38
MAPK {305 FT 22 NP,

CX3CLI1 ik 7] L) 3 14 i 55 DRG H E W 40 A (1Y) p38
MAPK il }$2: 5 NP (WIE . TEALTT 2590155 & 11 J] Bl bf 2698
FER R 2R AT | F DRG FR CX3CLI, # 1% CX3CL1/
CX3CRI1 il , filf CX3CR 1+ 5 241 ity 58 4 91 53 55 p38. MAPK

H5 M, S 2 DRG N caspase-3 (- M2 2 R 2 A R T 3)iik
I B AR AT T8, T R ALY T i 1 R Rl 20 . i
5 CX3CL1 AR REAS M HH H 0175 & 1) DRG HA% 24
SR AL LU B A 2GR T, SRR o

A4 NP HELFE R, B4 CCR2 5 CX3CR1 HiA4~
ZAk 2 8] ] Gl p38 MAPK Ml SR AETEAH HAEM . fEKH
TR & BN 2 A L CCR2 5 HT T 78 CX3CR1 4t
TR/ IN B R PR R A 2R RV R T 1 /N BTG I i
WHEEA . HAE CX3CRI JER F /N R AR Bl 2P R B,
AL 2l CX3CR1 <33l o p38 MAPK i@ % | 3% CCR2
IR,

3.3 NF-«Bilj%

NF-«kB (nuclear factor kappa-B, NF-«B) J2: I 5 1 35 ik
PEL R 48 ik Bk 8] 1) DB 5 J 3001, 3 E NP 114 L i
U, CX3CLI/CX3CRI1 4415 NF-«B i # 19 A1 5. 1F FH 72 #i
LI T AN e J o S A ] o NF-wB 3 1% 14 5005 T 5|
AL/ N B 5T 240 L P 8 AN AZ 4R CX3CR1 _F R, Wang
SEUIESE B AE TSS 175 K (A9 D 2ok O e | WU TS £) NF-
kB I CX3CR1 ik /K- i 25 18 &5 o 1 490 ] NF-wB 35 BH bt
CX3CR1 AT Bjj 1E NP By A& J& . 7EREME ] 858 H (lumbar disc
herniation, LDH)#i7%!H , LDH JE i1 # 2848 5| 42 i DRG
CX3CLI1 ik £, ffi DRG il £ J6 NF-«B il #3475 , 15
NP, #i i NF-kB i % nJ g 0858 LDH 155 (99 e i

H AN, NF-kB 5 CX3CL1/CX3CR1 % iy 45 1 71 2
AHH (K . — 5, NP B[ B4 /i NF-xB p65 7£ CX3CL1 J3 31 T
IR SE , B HA 16 S BEAL K- T, 3558 CX3CL1 i
JH, BT NF-xB 7] F i CX3CL1/CX3CR1 {553 4 i 32 ik ;
S —J7 T, CX3CL1/CX3CR1 il AT 14 38 NF-kB 7K F- , T 45
£ I % CX3CL1-CX3CR1 il /9 1 FH , 8 F H R 4% B 6
CX3CRI1 A $:50 NF-kB 35 T 4,

3.4 HAthim
341 MMP . 78 SNL BT | 86 NF-B/4: 5 4 Jm B

1 9 (matrix metalloproteinase 9, MMP-9 ) il J% #1512 i#F
ER AN F BB, 2 5 T SNLIESHNP™, 7E CCI
Al DRG HF MMP-9 } CX3CL1 EH F ik B F T, #A
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B4 JA A B R 9] - 1 (TIMP-1) 8 MMP-9  siRNA #117H]
MMP-9 A [k CX3CL1 A5,

3.4.2  Wnt/B-catenin il i : #2515 0] 5| A2 Wnts [P | RF
Y R IS Wnt/B-catenin {5 518 1™, Wnt/B-catenin
T % URD (Y Wnt Sl PR, 7EH BE T A A2 T s S E
CX3CL1 74 11 7K - 525 T e, V0 /DN B Tt 440 i, 5 S
ZoRAE SRR L. WNT #shil ol Fii R RS
fif CX3CL1/CX3CR1 K-, i Kk diid fit. CX3CRI1 bt
PRI WNT 38l 550 5 | 8 o o B

3.4.3 ERKG# P : Sun S IWFR 3, 76 K R SNL AL |
Wr CX3CR1 AJ i 3 4K ERKS 25 (131§ 5 (extracellular regu-
lated protein kinases 5, ERKS)#id /K, rfibk ERKS 3 K AJ
il SNL B AN E CX3CL1 75 S A e 1 A B /e
B | 3iF W] CX3CL1/CX3CR1 AT J5 3 ERK 3 J% 1938
WL, 25 NP B 754, ERK MG Al By F4E S
1 ERK R AL AN I 2890 . 6K B CCIASE TR v, 3t i
P2X7R [ 3% ik W] fdf CX3CL1/CX3CR1 i 2 s 55 , 1 ifii 310 151
ERK i F& 15 3l , 2 NP,

344 Aktl i@ 2R FE R RS 88T /1 A1 DRG (1)
CX3CRI1 FIAR 1L Aktl (2224 FR- IR 2 BRI 1) 133k , 4
Akt] 38 H O RIS R S R I R e o B
CX3CRI H1 ML A1 1l 4 B8 75 #1 Al DRG H Aktl 38 6 19 3
T IR AL T

3.4.5 Notch il % : Notch {5 51l 38 i:f CX3CL1/CX3CR1#
T HAK A FR G 0 /0N T 5T AN R T A R A R AN R T
(TNF-a IL-18 . IL-6) , 15 & M4 5 i i B NP, #1fill Notch
15553 5, BERR G/ NI B 41 CX3CR1 {5 5 18 B A 3T, i
IR 5 440 B R (8 BRI, DU i R T L IR AT 25
AL NP

4 INESRZE

PP E N —Fh e UL 22 B0 , ER 2 WA R
TR IR IT R E BT EMEN . 25 LA,
CX3CL1/CX3CRI1 il i Z Fi {5 538 % , 52 00 SR 20 ML A5 |
P2 T05 /NI 5 240 R A AH ELAE P S 5 ik TT 990 1 A 222 502%
APk, 25T NP ITE AL S i

% 3R 56T CX3CLI/CX3CR1 By SEaliifse s, B4
A SR R 553 B 45 30 TE R BT 24 O B I T RI38 3 EL A |
30 T BELA 2 (SR PSS ) B mT DA A IR 92 e et i 4 AR
AV CX3CLT 7K AR A8 1 20 R B AT Ol
B WY RF IR T CX3CLL /KT s, A i
PR M, B CX3CLL I RES S IRIEIS I 18 bl 459 1Y) 175
S

5% CX3CL1 25 0y fatk H F- 40 i R W 46 2 5 NP

AR AT B AERT IR T SR o AN AR B PR 225 BRI | BELUST
CX3CL1 FITL-18 A] 2 fi# TSS 5 & B i o B+ 30 il TL-23
AIIL-23R _FJA™, Horf, CX3CL1 FH8A; T2 IL-18 Fl
CX3CRI A T/INEE B 4 5 TL- 18R F- By T L TR M Jo 4 i
6 CX3CL1 L IL-18 1 IL-23 {5 53 % 19 A HAE L A2 34
NP [ & AR o

X AN [v) %) 240 B IS 78 fife ) 2548 , CX3CL1/CX3CRI1 £E
NP % J& vh & 45 (1 AT REAS [ o 7 Sk 420k ol 2 458 £ A6 7Y
(spared nerve injury, SNI)H,CX3CL1/CX3CR1 %} NP [t 5%
Wi 5 A BIFSE A I . CX3CRI 5: K B /)N BRLTE SNI AR J5
B3 RS (R A I A2 N R ST CX3CL A1 4R 4%
SNIAJF 5L B ST, HH BIZ 28 5 04 DL B o S BT A
Al g Ry E T R A i R A FE s 4 R G 2
S AT T S5 AN B RN A 220 R TR A 2, RSk 7 B
cre-lox B4 E— 4 CX3CL1/CX3CR1 7E NP FP AR
EVERT

UEAh, B BIFIT 2 BT Rl s B 1Y T AR
I7 5 A AT RE 5 CX3CL1/CX3CR1 A, 4 Jifd ] 3 5
LR, Hoh— R E SRR AR RAE A, R
RAEVERE , PEUEAI UL o A 02T 2 W P v B ) 7
T4l /it (bone marrow mesenchymal stem cells, BMSCs) H]
FEHTNF o IL 18 5E5E 7 128 T, R 2 R0
SN, G A R SO T DR R ) [ B T At e R A ] B
S LG I W 200 % JRy 0/ IN e S 200 M P 1 19 fk-p38- MAPK 1)
Fik, IHER G - BE5E B, S 5 SRR, A
I T CX3CL1/CX3CR1 25 NP & A (1 £ F0nT g X34
I, T T AR 7 NP 9 22 Rl g 2 58 o 0k 3 v 2 44 3L
MIRAER . BT #afk N7 CX3CL1 K HZ ik CX3CR1 Al
REN T 20 LA 7 R M 28 P A 45 0 1T A BF S 348 T 37 1 S
o A AT F R T RISE

Zi BT, W54 T CX3CL1 132 & CX3CR1 4F
NP KA W5 Sl B LR A BT iR 97 NP 48T
PR R AR T R AT X MIRTT X7 LS TR A
%t
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