PHAEACEEE 202148, 45364, 45 1240

- Aoak AR

TR fPZe 15 NF-xB/p65 HiG 541 CX3CL1 i
R B Y M i sm ek geb i -

RE BRF RUE KW B 8

e

BB R T AR M 220 Hp A% 4% S IHF-kappa B/p65 (nuclear factor-kappa B/p65, NF-«xB/p65) i id fe it #a 1k K+
CX3CLI1(fractalkine) FiE7ERESE T BVESE T % (knee osteoarthritis, KOA )7 S AR vt B AVER

T7 ik R KT A (220—250) g A BCAFEHEE SD AR, BEHLHE 23> AR BEER KO HEZH \ KOA BT ZH 5 N 5T CX3CL1
FRATPE TR Y KOA RS TR 4 R P9 1 S NF-xB 16 Ak 300461 S g b — A G 220 H AR g (pyrrolidine  dithiocarbamate,
PDTC) ) KOARERIL] (n=12/21) . FHEBLHT | KANTERL)S 7,14 .21 .28 K, R Von Fray Hair il K A5 )
MU BI{H, 5% ] Western Blot 1) 3246 0 45 20 R S AR 2755 N ) CXBCL AR {1k NF-xB/p65 (p-p65) &
BE [

L5  KOA BIRZH JCFLEFARAH 22715 N CX3CL1 il p-p65 [R5 s 500t BRI 3 n , FL R A HG it 3 5 LA 150 1Y
A AL A — B0 5 KOA A AR L, M5 55 CX3CLL H A BT IR LR it KOA 5 e AR UM £ 5 A1, S5 A 2H AR
LY, 26K BRI R S PDTC B2 FHINT KOA 15 3 I AR 2819 CX3CLL 3Rib F, F- 22 KOA 5 & A LIRH H
510 IR NF-xB/p65 #lifi - F CX3CL1 Fik WS 5 T KOA SR v . Pl TR M £ 97 9 NF-xB/
P65 AT BHIKT KOA 51 AY CX3CL1 f_E 18, T2 OA K BUAYR S

KR RS TS 48 s I AR 1Y s NF-xB/p65 ; CX3CLI1; MLA AL

E 525 :R684,R441.1,R493  XREAFRIEAD:A  XEZRS:1001-1242(2021)-12-1481-06

NF-KB/p65 activation induced upregulation of CX3CL1 in dorsal root ganglion contributes to mechanical
allodynia in knee osteoarthritis/LIU Cuicui, XU Lingjun, YU Shaojun, et al.//Chinese Journal of Rehabil-
itation Medicine, 2021, 36(12): 1481—1486

Abstract

Objective: To investigate the role of activated NF-«B/p65 (nuclear factor-kappa B/p65) mediated CX3CL1
(Fractalkine) upregulation in the development of KOA (Knee osteoarthritis)-induced allodynia.

Method: Male SD rats (220—250)g were randomly divided into four groups: normal saline group, KOA
group, KOA-+anti-CX3CLI1 antibody group and KOA+PDTC (pyrrolidine dithiocarbamate) group (n=12/group).
The mechanical withdrawal thresholds were assessed by Von Fray Hair one day prior to surgery and 7, 14,
21, 28 days after operation. The expression of CX3CL1 and phosphorylated NF-«kB/p65 (p-p65) in the dorsal
root ganglion was detected by Western Blot at each time point.

Result: Compared with the control group, the expression of CX3CL1 and p-p65 in the KOA model of rats
were increased, which were consistent with the decreased mechanical withdrawal threshold in the KOA group.
Intrathecal injection of anti-CX3CL1 antibody alleviated mechanical allodynia of KOA rats. In addition, intrathe-
cal injection of PDTC inhibited the upregulation of CX3CL1 in dorsal root ganglion of KOA rats and alleviat-
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ed mechanical allodynia of KOA rats.

Conclusion: Upregulation of CX3CL1 expression mediated by activation of NF-kappa B/p65 in dorsal root gan-

glion contributes to KOA-induced mechanical allodynia in rats. Inhibition of NF-kappa B/p65 activation in dor-

sal root ganglion significantly prevents the up-regulation of CX3CL1 induced by KOA, thus alleviates the me-

chanical allodynia in KOA rats.
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