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FAE B & LR AU = R XA B A 2R R D SR B ARAY 2% (DRG) B "% 40 e AR 24
CD68 . 47 tm oA L& & —1 (MCP—1) . & @ Ja - Z — 1B (IL—1B) Ao i 3 & — AL R4 B (INOS) & 34 49 %5
o6 AT AR R A B AP R IR 9 AUH] . F ik R B RS C57 A 30 R, R A AL F Ak R AT
FBLA BEAVZE W AR A0 R, A BAHE S 1.3.5.7 R Al I EH 2 mg/kg KA BE AT
B3 RBALE S AR R AR ARG IR, AR R G (H OR), AL T 4 M T = 2 RIEHF I E 15 He,
3% 1 mA,30 min/R,1K/d, 37 d, KA “up and down” % M & Z JEAUR B AL (PWMT) 5 & A I KA Fe 47
41 (HE) 4 & LR &4 DRG 2L 4R 69 9% BLAF AL 5 R R 98 % R 4 6,345 DR G 2148 MCP—1 4= CD68 % 7% [
MEE AR B 4 b5 R A Western blot 34 DRG 2141 CD68 . MCP—1.iNOS = IL—1B & & & ik K -F 5 R A &5
WAAINEDRGULEEmie B, 2R . PWMT: 53 B RE — ot ] B b & , BRI 205 8 11,13,
15 R PWMT A R EAK(P<0.05) ; 5 AL A 40 B) — B 8] & b g, 4T 40 % 11,1315 R PWMT ¥ B4t &, £ 7+
AR %I FENL(P<0.05). QDRCARBEFHIE: KEmBEBEALRAY, REABLE A RAR
YEW KR BERAREZEARESO R EMRK TR, LAAREZEAREIVEEMK TR Y,
@) DRG 4L MCP—1.CD68 ez Mtk @A a o b 5 aF B AL 2, B A 41 DRG 248 MCP—1.CD68 %% 8
P@mARE 5 2 5 (P<0.05); 5 AR 20 10 4% | &, 420 DR G 2842 MCP—1.CD68 %, 7% A b & 2 & 4 b B
BBAK(P<0.05), @ DRG L MCP—1.,CD68.IL—1B 2 iNOS & & & ik K F . 5 xF 24, A 40 DRG
2142 MCP—1.CD68.IL—1B #= iNOS & & & X K -F ¥ 29 & (P<0.05) ; 5 AEA 28 1b 4, & 4 41 DRG A R
MCP—1.CD68.IL—1B #=iNOS & & & ik K-F ] 2 F % (P<0.05), & DRG LL B 4 2 JOAR A 25 My« 5 FE 40
DRGAVES M A LR AN, A A4H A AL DRCGALEEMILYEZAHTR, AHAL, K
VoA B2 K s A A DRGAR EE ML B & LR, IO R AT Bl K . 43 w4 M2 = Z R T K
ERMBERFFONZRERH D RERARE, EAH T A v 4tiEid T DRG F MCP—1 &k, 74 E o 2m
MLAE DRG 2R F 497218, 8, Y DRG L4 F IL—1B.iINOS #= CD68 X & B F#5k , A i X AR AE A .
FEIE AZREE, A B ME R R, AR Z T B

SIRRE AR BRI, 25, A5 . AT AR AR 200 T Wk O 08 i 3% SRS T S ol 22 FILAR A LA IE 7 [0 ). A~ 412, 2023,33(6) : 521-527.
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A& 97 Bl By J4 A 22 9% 7% (chemotherapy in-
duced peripheral neuropathy, CIPN) J& FH T4 J7 259
[ A AZ B (paclitaxel ) R VD FIEASE | 7= Az 1) bl 25 7
PEG R Y J5 FEl pl i A2 SEAZ B IR YT E (A
LRI it g A OP S S ) B9 A SUIT A B g2
T2 CIPN, A PP PP 2205 722, 2 BUR # Im K H]
250 b, FL A2 HETE B AL A
MLHIDR A E S BT 2257 242 dEgr st T
AR, EZBEA] ST AR ALY (dorsal root
ganglion, DRG) J.4% 4 g # k. 25 11-1 (monocyte che-
motactic protein—1, MCP—1) [ 3K, fif 5 W5 41 iy
LB DRG, G20 B T3 A AE PR 7 [ 20 1 40 A
Z 1B (interleukin—-1B, [L-1B) & [N R E LA S
YEReHM I st B N . BAREEAZ BT ] [
28 G0 I REPE ™ E SRR A T T L (HAE I K B
SRR T T AT 259 . Rt , st {1
SRR E AR B B B S

A BIE 5T R 5 A2 I 75 5 1 A 28 g B 4SS 1Y
HL B SO 2 = FELAT i 2 RALIDE HFRE T AR o7 R AR
C T AR 5Z /K (a7 nicotinic acetylcholine receptor, a
TnAChR)#k , FEARMUE 865 /A MRSt 7o
(tumor necrosis factor—ou, TNF—o ) BERL , MM 2 AR
RN S 87 A ST DL A2 RS K
BRI O BFFE G S L AL X /N B DRG 2041
i MCP-1.1L-18 .15 5 % — % fb & & i (inducible
nitric oxide synthase, iNOS) & 15 Fl FL I 41 Jfd 12 11 119
SEMR], PRUT HL BT X S5 R2 75 T S ] ot 2 LG 1 A
FERLI
1 #R57E®
1.1 SERrd

TEPE A HE M SPF AR C57 /N 30 HL R
I 20~25 g, W4 [ b5 4k 58 A1) A 525 B P R AT R
2wl S B A R AT IE S - SCXK (5U) 2021~
0006, A H%IES : 1100112211044731865. 4] 7 45 1
M 16 (8:00—20:00) Al (20:00—8:00) 52 #:
I (23+£2)°C, B 50% £ 47, /N R R, A
M ROK o SR HTREHLE 7 2 b /N B A3y X R
20 BEIUL BT, A 10 Ko RIS TR A
PR RS S e P2 s [ i
(20191 H F(S1866 %) |
1.2 BN SIS

A AC I MedChemExpress N ) 5151 000

522

/NERR TL-18 HT 4 (32 [# R&D Systems 2 7, AL F=4it
5 :MAB5011);1:1 000 A% iNOS i (92 [€] Abcam
ONAEL A RS 178945) ,1:10 000 /) BB B-actin
Uik (Z2[E Santa Cruz Biotechnology /A A , 7= it 5«
sc=47778) ;1:200 /) FLE CD68 {4 (9% [ Abcam 23
), S 1 ab955) s Fa i MCP—-1H144 (35 [E Protein-
tech A 7], P= i it %5 : 26161-1-AP) ; Von Frey ] 4
22 9 AL (3& [ 1ITC Life Science 23 ] ) 5 18 mm X
0.15 mm — X PETC £ 2 5 (IR M AR A B2 7 S A
R F]) s iKR DI R AL (R E DR R A W) ) 5 1 B 2O
U (H AR AR EL T 23 |] ) s PVDF JE (3£ 5 Millipore
N HLTKAS HL VKR e R (b S — AR )
ECL 2 (5 (1 M il 2F ) B2 25 BH A BR A ), A
= :0Omni-ECL™),

1.3 )ik

131 @EEIrE EERA W R A 5% —
FH J5E 31 A dimethyl sulfoxide, DMSO) .40% R 7, — I
300 (polyethylene glycol 300, PEG300) .5% Tween 80
FITETR 0.9% NaCl ¥ WL ) 10 A, V85 I 5242 Bk
Bk 0.5 mg/mL. FESS 1.3.5.7 K43 8 ik IR s
552 mg/kg SEAZBEHEAT I AR, e 28 ST S ) 5 R 8
mg/ kg ; X BEZE VST AH R AR FR A v 25

132 QY7 AR A (AR fE i) ,
BRI JE = HL (ST 36) , 75 4 YR58 A2 Bt M s 10 5 435
W5 (5 9 KD IF A HLEHAYT M4 15 Hz, 3R 1 mA,
30 min/W, 1IR/d, 33657 7 do HLEFAIRYT IR
I ] A [ 2 Rl N BRUS PR AT AR YT RIIE
ANETCTR A L o X BRZH ASE A 4 R H A SR T T
FE R [ 2 7

1.3.3  WEHER

1.3.3.1 HUMIRIEEI(E R “up and down” 33 %
JE ML B {E (paw withdrawal mechanical threshold,
PWMT)"™ o R AT, B A /N BRI AT Ry 27 I A i
IO I FR 458 30 min, 9K F5 03 56 2 HL AR 0 199 18
LRI B Von Frey £F 4k 22 3 HH87E /N BRUR TUR
G ATEFAEZS 5 s, /N BUS TCDR 45 [0 35/ BRURSTC
BRI o0 BHEAT R o WS B B B AT S i, A
T 1A BRAERY Von Frey £F4E 22, 4% 45 H BLFH
PRSI (57 AT 1455 BI{E Y Von Frey 21422,
B AT S RMATIFIC 5% o 5 min J5 R EE FARDY
BOIFIC s, B2 5 X0 S R AL . 7R
TEALEE 0 R (RPJEZR) 57 8 R BIZE A LA M 11,
13 15 REERRITR 3 h BEATAE I .
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1.3.3.2 DRGCAZURHIAFENES SR IIAKE I
T (hematoxylin—eosin , HE ) 4% {4 W 2545 40 DRG 41
SURE FRRFAE . EARUNT A7 R 254 0 58 i , 38
i T 5 2% 1% B EE 244 (0.3 mL/100 g) R B R
P EATHURE o B3 LRI I B4 /0N B, T ik fs 2
TR S A2 REVE 37 CCAEREEL K L 4 %2 RS
PEATHLSUE S, vk PR 57 5 ) 2 I B XU DRG 41
24U, — M F vk Y] R i e oot e, — i
ALY R B HE Y2t 18 DRG 4 ZUIHE 10% 45 /R 5
AREE R 1 5 48 h, FEEAT A B, A 0
LRGN R TR E L S wm, HE e 6, FH 2 i3
FE 400 f5LEF T 411 BT SR EUR A o
1.3.3.3 DRG 414! CD68 F1 MCP-1 4 3 BH 14 1fj £
HAAAN @ R 4 %2 5 F B 2 B
DRG 4148 h, 5351 FH 20% F1 30% FERHZAE 4 “CUK
B EDUR. @ HOCT e DRG 42 k47 k%)
F, R 20 wme B F0.01 mol/L # 2 £k 2% vh ik
(phosphate—buffered saline, PBS) (pH 7.4) PB4 3% A
3R, P LI B 0 B A (10%) FIRE A 1 h,
SR 5 FH 0.01 mol/L PBS ¥ 4% 3 YK , Wi N ¥t /& CD68
(1:200) FMIMCP-1(1:200) 5 , 7EiR & 4 CIFH .
@ F0.01 mol/L PBS VEVHE - 3K, i AR I A 24
TP, ZREEEE 1 he & S5 HMN0.01 mol/L
PBS(pH 7.4) Wk , TR I 47, 6- — bk Ik —2 - JLmg|
WE (4", 6—diamidino—2-phenylindole dihydrochloride,
DAPD) #EHE E 5 min, © ] 0.01 mol/L PBS & i
3, T INGE B AP B BRI L 2535 R
o @ B BAAE T FH 200 15 00 B WL 2 F147 B 3k
B R . K H Tmage] A FT I 58 22 6 G A 1K
F ., LA DAPL Y 6 5% | JB L DRG 41 21 9 42 5%
LA CD68 Fl MCP-1 # 3% FHYE(F 5, 3845 CD68
MCP-1 f 3% BH M A 43 L
1.3.34 DRG 4141 CD68 .MCP-1.iNOS F1 IL-1p %
FI Rk KA A2 R AL IR 4 /N B, TR B PR
B 5, o B 4y e T B WU 5 3~5 45 X DRG 4141,
SRR EA&H . O &£ AB/N R DRG 4
21, FH RIPA 5% 24 M W 70 43 20 3K 24 it I 1 3 15 0
(12 000 r/min) B35 . @ BCA B & _F 5 W
WRE . @ A F EFEZE i, A 2] 95 “Cffitk
HARPE . @ X8 A RE S EE T HL UK 20 25, F 300 mA
TH K 5% 2 PVDF ., & IR T H 5% B
B2F W E ] 60 min, 437 i A CD68 .MCP-1.IL-18
iNOS Fil B—actin — 47 (1:1 000) 7% 4 ‘COKA6 05 & 1ot

o © % 2KH0.01 mol/L TBST B4 S5 min, 57Kk,
T SRR 12 2804k P i (horseradish peroxidase , HRP)
FRICH) —H0(1:3 000) % F 1 h,0.01 M TBST 3%
5 min, 2 5% . @ Rt AL 2% & Y6 (enhanced
chemi-luminescence , ECL) X} & [ 45717 b {0, K5 =5 12
Ferit% . @ K Imagel B A4 X} 8 11 257 AT IR
8T, LA B—actinﬁﬂﬁ‘]i‘%ﬁ JHMEASHNSEN
1 F A (%) B B 8 1 238 7KF .
1.3.3.5 DRG 441 E WE4N MM i a5 M g8 A4
BEALIEHC 3 H/NR, URBE RIS , 2000 o v A B
K, F UK e Sk A B /N B S0 3 A 5 R B R
55 3~5 T Bt DRG 414, 7 BV B 453 [ 22 T (2.5%
) R E 2 h, 7R 4 CUKE R, D
0.1 mol /L PBS(pH 7.4){Z2% 3 (FK 15 min),0.1 mol /L.
PBSC i 19 BBz 7 % 7. (20 “C) %2 2 h, 0.1 mol/L
PBSEEVE 3K, LR EE K o @ WAKJS 24
YA TR = AR (2:1) (SR - R AR (1:1)
FIFREAR NG 3 PR IEH, H9B 15 31K, 76 37 CilAHB
#,12h/K . @ IMAGHEFIIRER G, 7560 ClER
FRA 48 he @ YR BT A WL B E PR 2
AL, B UCT) AT U1 R, U1 R IR o 60~80 nm
& FHE YL O g e, E IR YA 29 15 min, EiRT
Pk, © RIES BT B (HAH LA A,
5. HT7800) WLEE, 75 1 000 5 1 500 5005 K 47
ARG B .
14 SilkEiik

K SPSS 26.0 e it A 2E 17 504 o by o F iR
BERHIR M IE 9045 LA (ks ) 671 , AL PN 22 ] 5 H 85
SR FH 2 I T 2243 5 4L IA) L3R B R 2 22
A3 Hr, PR L3 3% FH Bonferroni £ 546 . P<<0.05 24
SEAGG R,

2 &5 R

2.1 341IRIT IS PWMT Lb4k

506 BE 2 ] — Bsf [) o B, B AU 255 8 11,13,
15 R MBI ¢ [0 P 2 AR (P<<0.05) . SR
[ — s ) A B, H BT A5 1113 015 RALAIR 5 14
HH B, 225 HA50EE X (P<0.05), W1,
2.2 34/DEL DRG 48U Bl F R AIE

HE e {6 [ i 7, %F B2 A /0 (1 4 SE 4 g, T2
AT BT | B hy 55 € 5 B T8 24 4 4 it 5
B, R R RS S L RIE Bk %
05 FL BT 4 R AR IR IR 2 0 I AN iR B 3 /0 T
BNIERE Bt hiEsa, WE 1.
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R1 3HBITEIG PWMT LLE (v2s) g
Table 1 Comparison of PWMT in three groups before and after treatment (x+s) g
Eigll n EPS EIEPS B11R 13K H15K
X HE2H 10 1.01+0.11 0.87+0.25 0.8940.21 0.83%0.22 0.8740.26
BEARYZA 10 0.9540.18 0.1740.16Y 0.20+0.19" 0.18+0.17" 0.2340.22Y
ALEFEH 10 0.97+0.19 0.1940.17Y 0.45+0.147 0.50+0.18” 0.53+0.19”

T« 0 R[] — ] 0] R L2, 1) P<<0.05 5 AR AH [] — R ] i FL 42, 2) P<<0.05
Note: Compared with the control group at the same time, 1) P<0.05; compared with the model group at the same time, 2) P<0.05.

)fﬁﬂ‘u H
E1 34HDRGALHEZEE/(X400)
Figure 1 HE staining of DRG tissue in three groups (x400)

2.3 34| DRGHLIMCP-1.CD68 ey HEMm A T L (P<<0.05) ; SR Fhds, FEFA] DRG 414 MCP-

sriebbss 1.CD68 G PP i AL A 0 LU B B R A, 2 5 A 42
SpopitE iR *%%UQEDRGQE IMCP-1.CD68 27 X (P<<0.05). WEI2.F3F%E2,

G PHPE AL 20 LL I B TH R, 2 R B A SRR

MCP -1 MCP-1/DAPI SRR IR

E2 34 DRGALAMCP-1HERAEEE/(X200)

Figure 2 Immunofluorescence staining of MCP-1 in DRG tissues in three groups (x200)

X i ZH
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) A A6« FUE VR T AR 2235 I W A 2 10 T 58 A2 8 S 22 B PO L AR BIF 5

CD68 CD68/DAPI JEE 5 ON

o ----
- --

El3 34 DRGHL CD68 HiEH N EE (X200)

Figure 3 Immunofluorescence staining of CD68 in DRG tissues in three groups (x200)

%2 34 DRG AL MCP-1.CD68 % & HIEEHR TR, 29 B BA% %5 X (P<0.05). W& 4F

45 b B8 () % %3,
Table2 Comparison of MCP-1 and CD68 immunopositive

areas of DRG tissues in three groups (x+s) % MCP-1 w 20 kDa
Eigll n MCP-1 CD68 B-actin |M 43 kDa
Xt HRZH 3 12.26+3.10 0.68+0.12
R 3 23.7744.61" 1.93-+0.13" CD63 | DI | 35 kDa
4 2) 2) — =
FLETA 3 12.87+2.03 1.16+0.15 B-actin --q 43 kDa

W SXT AR, 1) P<0.05; 5FERIZ L ,2) P<<0.05,

Note: Compared with the control group, 1) P<0.05; compared IL-1p b i “ 17kDa
with the model group, 2) P<0.05.
iNOS - ' ‘ 131 kDa

2.4 341 DRG#HEIMCP-1.CD68.IL-1p FliNOS

BAREKT-HEE B-actin “- 43 kDa
555t B2 HL %, AR DRG 4141 MCP-1.CD68 XTHALL BRI AL

IL-1B F1iNOS & R IL AP B I, 2 5 A 5 E4 34 DRGHLMCP-1,CD68.IL-1B

TR L(P<<0.05) s SR 4] A, AT 4H DRG 41 MINOS &R & E

21 MCP-1.CD68 ., IL-1B F1iNOS & 1 # 35 /K V- B 2 Figure 4 Protein band figure of MCP-1, CD68, IL-1$

and iNOS in DRG tissues in three groups

#3 34DRGALMCP-1.CD68.IL-1p F1iNOS FE B RIXKF Lb 5 (7s)
Table 3 Comparison of protein expression level of MCP-1, CD68,
IL-1B and iNOS of DRG tissues in three groups (¥+s)

4 5 n MCP-1 CD68 IL-1B INOS

X i ZH 4 101.544-2.81 101.674-19.35 103.184-13.28 104.344-18.61
R ZH 4 189.76+23.62" 234.98+48.75" 183.41+23.39" 201.63+13.85"
A 4 80.61.15420.87% 119.15+4.79” 94.37+13.76” 141.76+8.227

T SR, 1) P<<0.05; SHEAIZ HEEL,2) P<0.05.
Note: Compared with the control group, 1) P<0.05; compared with the model group, 2) P<0.05.
2.5 341 DRG AL vigni st AV SR YUY L T S NRE E R oD I (RN R B
BHTRBOWESAE R s IR DRCAHAIE W R AL EH2H DRG 2 2N W 4 i A JE 25 2 i R i
ML FE A BIFOE R A DRGAH IR IR R, WIETS.
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a e -
S (X1 500)

R (X1 500)

AR (X1500)

5 34 DRGALAEMMANBREHLLE

Figure 5 Ultrastructure images of macrophages in DRG tissues in three groups

3 W it
3.1 WURRJE BB SRR RS S 25 PR
BRI

A7 175 & 1 ] L P 25 7 2 AT 2 0 DL i 2
RIVEF™ . AR R 2 5042 B e 1 S RS R
FEARYT 24 It 3508 [ o 205 A8 A BIL T 38 S IR AT
2SR B () 5 MR UL B 4 . R
FJe (RIEE 8 ) AT M2p 4 SR BoR , S5 R4 He %,
AT 20 /N BRALARIG i 10 (I S T e, 32 I SR A2 T
P/ NR O FE R, ARG DR, S5
U2 ] — B[R] o5 BR R, FELEF AL AR 11013015 RALIR
oA i (I T v, B LT R = FE AT R AL
5T 0 20 B A AL/ N BRI IR AT o . X TR
DLUR D R G s B 2= A AT 25 9 BT UK SR i L
FEOR BN . AT 259 AT R SRS A3 e
YA, H 2552 e 1E F ALK SIS AT, RS B R
WEMF e 2%, 5 R SR o 1 = LR IEAE AR 2
BLO B = H 0] DU 22 2%, VR R , BRASAT
PE VAT BLAAR ] )3 B BH PR A, DA T e R K
TR
3.2 HUERSCGE S A S0 b 289 PR ] fig
5542 DRG Vg AR -k A%

AR AR MR, FE 22 B 5 0 P 2205 B
/NEAEEA H DRG 414U K i E W 2 B i , MCP-1
CD68 . IL-1B FliNOS & AR R b I W T 5
PRI HeA, FL T4 DRG 20 27 5 e 240 i 92 il B 3 ik
/B MCP-1,CD68 IL-1B Fl1iNOS £ [ # 35 7K I f.
TR, R R R SRS B S Y ] R e 0 L
Al BE 5 1A DRG W 40 g 32 1 AR R [ R A
Koo IR R A 5 A TCRY TG Bh  RAE UV 1 £
7 T % YA DG, B 40 2 o 25 95 3L i o 1) i L
AN TE SRS B T A A 20 BT AR R v 4
JfLi2iE DRG 4141 H AR 2 4 RE R 11, - BUR [l
1R NI R 2 B, 2 5 0 S0 10 kA R
SEARZSM S E R RUI AR = Lo CRT 00 i v 40 AR
DRG 2H 213291 , # ] MCP-1.CD68 . IL-1B Fil iNOS
B RE, N ECER AN AR REE . X5
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ZHAO I 85 - — 8. eAh, SRS I n] fi K
E. W 40 i 32 39 DRG, DRG H 4 4 A 1 1L-1B Hl
TNF-o FA7K B B 38 0, 38 3 RIP3/MLKL & 428 Ji
L ITCIRIE R T, A SRR . MCP-1
— ML T FE RAE S T R A A/ E
W0 241 110 30 % RN T 7 A MR O v ke AR
FHM S S8 0E 7 (I IL-1B L iNOS Fl IL-6) 7] 4 455
FEMER L IT AT, S 5EIR N R AR R
B = BT TL~18 (iNOS H1 TL-6 55 R AE A
F B, DRG 21 158 i 28 — S5 o 28 F A 1
FHUEES , AT & ST RERAE " . X S5ARMT &
PRAEF ) = B o 3 s 00 ] A 9 DA R 5%
JiE PR F- 2638, 2035 2R A2 W 3 0P 4 LR 174 00 A
FHRL

4 N 25

HLET I = BL IR YT A) A A A B
P /N BRABE Y 1) 5 AR, LA ML AT i 2 3 ok
36l DRG H MCP-1 23k , F 18 w0 i 3= i, ok 2>
IL-1B .iNOS Fl CD68 SFIE 4 K43 , AT & F7 5FFR
BN, AEZAE R ML 75 2 — 25 9T

2% Kk
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ABSTRACT Objective: To observe the effects of electroacupuncture (EA) at bilateral Zusanli acupoint (ST 36) on the expres-
sions of macrophage marker CD68, monocyte chemotactic protein-1 (MCP-1), interleukin-1p (IL-1B) and inducible nitric oxide syn-
thase (iNOS) in dorsal root ganglion (DRG) of mouse model with paclitaxel-induced neuropathic pain, and to explore the mecha-
nism of EA in regulating paclitaxel-induced neuropathic pain. Methods: A total of 30 adult C57 mice were randomly divided into
control group, model group and EA group, with 10 mice in each group. The model group and the EA group received intraperitoneal
injection of 2 mg/kg paclitaxel on the 1st, 3rd, 5th and 7th day, respectively, while the control group was injected with the same vol-
ume of solvent. After injection (at the 9th day), the EA group received electroacupuncture at bilateral Zusanli acupoint (ST 36) with
frequency of 15 Hz, intensity of 1 mA, 30 minutes a time, once a day, lasting for seven days. The "up and down" method was used to
measure paw withdrawal mechanical threshold (PWMT); the hematoxylin-eosin (HE) staining was used to observe pathological
characteristics of DRG tissues; immunofluorescence staining was used to detect the percentage of MCP-1 and CD68 immunoposi-
tive area in DRG tissues; Western blot method was used to detect the protein expression level of CD68, MCP-1, iNOS and IL-18 in
DRG tissues, and transmission electron microscope was used to observe the ultrastructure of macrophages in DRG tissues. Results:
(1) PWMT: compared with the control group at the same time, PWMT in the model group decreased significantly at the 8th, 11th,
13th and 15th days (P<0.05); compared with the model group at the same time, PWMT in the EA group increased significantly at the
11th, 13th and 15th days, and the differences were statistically significant (P<0.05). (2) Histopathological features of DRG tissues:
the inflammatory cells are nearly round in shape and blue-purple in color. There were a small number of inflammatory cells in the
control group, the number of inflammatory cells in the aggregating and infiltrating state increased in the model group, and there were
fewer inflammatory cells in the EA group. (3) The percentage of MCP-1 and CD68 immunopositive areas in DRG tissues: compared
with the control group, the percentage of MCP-1 and CD68 immunopositive areas in DRG tissues in the model group increased sig-
nificantly (P<0.05); compared with the model group, the percentage of MCP-1 and CD68 immunopositive areas in DRG tissues in
the EA group decreased significantly (P<0.05). (4) The protein expression level of MCP-1, CD68, IL-1f and iNOS in DRG tissues:
compared with the control group, the protein expression level of MCP-1, CD68, IL-1f and iNOS in DRG tissues in the model group
increased significantly (P<0.05); compared with the model group, the relative protein expressions of MCP-1, CD68, IL-1f and iNOS
in the DRG tissues in the EA group decreased significantly (P<0.05). (5) Ultrastructure of macrophages in DRG tissues: the shape of
macrophages in DRG tissues in the control group was nearly round, with round and blunt processes; the shape of macrophages in
DRG tissue in the model group was flat, cells with pseudopodia, and the cell bodies were larger than those in the control group; the
shape of macrophages in DRG tissues in the EA group was nearly round, and the cell bodies were larger than those in the control
group. Conclusion: EA at bilateral Zusanli acupoint (ST 36) can relieve neuropathic pain induced by paclitaxel in mice, and its
mechanism may be that EA plays an analgesic role by down-regulating the expression of MCP-1 in DRG, inhibiting the infiltration
of macrophages in DRG tissue, and reducing the release of IL-1f, iNOS and CD68 inflammatory factors in DRG tissue.
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