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Abstract

Repeated chronic pain is the most tortured and difficult symptom in osteoarthritis. Voltage-gated
sodium channel (NaV1.1~NaV1.9) is the basis of cell excitation. The abnormal discharge of NaV1.1~
NaV1.9 can mediate sodium influx, depolarize cell membrane, form action current, and then pro-
duce nerve signals and pass them to the central system through the corresponding conduction sys-
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tem, resulting in the generation of pain signals. Among them, Nav1.7 is most closely related to the
occurrence and development of pain. In recent years, there are more and more mechanisms for
the treatment of pain with Nav1.7 as the target. Therefore, this paper reviews the relationship
between Nav1.7 and chronic pain.
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1. 518

H IR 98 (Osteoarthritis, OA) /& —Ff LUBRAT VT B A Bl e &, OB Oc DL B L D6
B BEERBCN L] [2]e RIGIREOE WA 2 —, HEZELUS M N F ER IR . ARAEmRAT
iR, KE 65 & LL EZAE N KOA I i 2 il ik 2 85%, H KOA [ Ze 23 [t 45 W4 38 e 7
FOO BRI 2 23 SR K2 [3] [4].  HATE M AMEYT KOA M7 %, FEUAESAIR LN
REMGYETTBONE N, HUGEPEIRIT . B R AP A RERAYT . MR ESRRRTT I, HH R
SEGAAR OA FTol S A i) . I AFk, AR FUR B B 142 84490 2 118 i (voltage-gated sodium
channel, VGSC) 5 & HLAL I8 1T BE-5 98 PR« 401 28 075 B P 9 R0 e 25 22 P I 1 28 11 R I ML AH 5 [5]
T 74N B8 738 18 2 A Z5 0 Navl.7 505 2% R VIR 9, Navl.7 BLE SR8 M & 167 S B A (e

2. Navl.7 9451

FLE I3 (B 8 I T — PR S R B 1, B o WEIEAN B JE[8] . Horh o SV 35y 2 2 (1 FH S A6

HAT S A 9 ML (Navl.1-Navl.9). g WA PURIERL(B1-44), YEfF o WAL 110 A KA e 1k,
2 ST o WAL A B A BB AT I S A o AR AT R 3R (T X) BEL T A1) BB et 28 3 T 7 D UK
RUTTX-S) AU RL(TTX-R). EBAES TilIE & A 5 R % VIR 7070 2 Navl.3, Navl.7, Navl.s
A Nav1.9 PUFIERY, Horb 58 5G4 28 T 51 S A Mk AR S AR SR IR 2 T KRR 3R UK Navl.7, Hak#dk
(IR T A1 R R B R AR RN AT I 2215 [9] [10] [11]. A BORE N 2 Mk B iitik 212 1 B A7 A 1
Frtk, Navl.7 (S 51 % DRG M ualfF ALK —20, e RIRIIA L[12]. NavLl.7 KAz
R 2E SRONERFASE A 2 TR RS AR AT, (SR, B D MRz AS, SRR R
B o A e AT DA R AR X PR 15 5 A TBOR S R I [13]

3.Navl.7 5&XTPRIBHETRE

AR AR A2 B 50T SRR R e o AR, ™ E R ) B A o, A PR R AR A R O HE R [14]
R %75 RPN ORI 70 32 ZEAR TR AT I AAE . B B e RO N B AR BURCIR S T iR R
TEE=ATIH . AR R, HIEERB T2 NRIHLR . W RHRAEH RN T, ERAIT
Bbo ME R RPORHNE R, BARRKIRES, L4 DRG H4NiliE Navl.7 23K i k1 K EE
PSR (0 L TR O 28 TR SO R sl I AW 2 B, 2SR KB DRG A2yt Navl.7
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Tk,

FIEBEhN . JE WA S A S SLIRIF S AE CFA (Complete Freund’s adjuvant) & 4 PR A [15]. B IR
TR 2 MR AR [16]H, KR DRG M Navl.7 ik B, 3601 HAE SRR e Bt i R 356 8
YEF . B S TR A& MR R B AL, RILK R MR & hiliE Navl.7 MRIE NIA[L7]. 2
Foh 2 At P A5 B R 35 B DRG P Nav.7 [RIIAH B in, HER 7 Navl.7 1R800 T R #5745 B 20E H
TR HCE RN, BB N E A ERE AN S PR gRER, DARRRE BT AERT AR R . PRk %
SENASE, SRS S E G RS2 B RO, AT A T MR AR I A A S EUR L BURK, i
PRI R AN R, TRr SRR A AL, 8 i AL 3 B P IRAE S 30, 4k 51 & O R e
PRSI A 2E[18] [19] [20]. AMEIER AR Z (IR M2 1) b DRG Hréghid Navl.7 [k K id 4 )2
S M P O ER ML . 1 SCNOA JEK %Y Navl.7 7 DRG M e b #is, HEEMTAMNEMAL T
SE AL IR IERIfE T, YEFRAN B0 AT PE[21] . W)U AR L AN AS A & v 2270 111 Nav1.7 3
[FI A5 T PP BV A S5 RS 2 I P& (S B %38 . DRG Hh NaV1.7 7E& 0815 5 A Fl a4
@© B nwh 2T 2 MA K T AE NaV1.8 FF SO H A FH RIS S5 ORI RS RAhE; @ fLisshfEmi,
AR R A BRI S S RS O W AT &I BB, W P YRR . Y
HMNEARE O B SRR, Navl.7 BeE, & Navl.7 BRI n & B £[22] [23], G4
KAWL RAE R TAERVESS Navl.7 iR A B S0, USRI B50R i SRR B 5 19 in [24]
[25]. A %E LR ITESNE R Navl.7 Ji5 RS B 2 030 58 PR P08 I HLARR SOR BB [26] . B 1ok
PR J MV IR e B WA A BE R T o (TNF-a), He [271254F 5256 h R I TNF-a BELE KA #4045
I ZEAE T S HE /N BRI BN UM Al s, RIS AR AR 2 T R 2 S0 N I Navl.7 ik il 25 b, o]
DL B TS AR AR T L ANIETE Navl.7 7E20 007~ AR gk e v R B, LT e O 16 7 18 M R 1)
HIEZYEE .

4. Navl1.7 FEZ549 R B9

AWFRKIL NavLl.7 fEBUR AR R P A EZMER, BROBRT RN EZEHE A A
S AR, BT AT A AR HE PR K BRI A D SO LR R R, LR 1 T RE ML S B
I AR TS TR ARIEIE Navl.7 (3B K[28] e 51 Nava.7 BEWT 52 24 i 2 ) 474368 1 ¥ B0 25 0tk
I 2012 4F, BRI R 7 HE BRI/ FARE Y AZD3161 % KRR AT = AR R B A P T B A
FEA R B SOR . TESISIe i R0, SVmabl 7] 43 R0 PR IS 368 1 453 405 K R 428 9 TER v g A 7Y
(IR R B, L2 R0 ATk 24 h [29]. AE R ZGRORIEFE ORI, H R 2 =0, RBR. 43l B Navl.7
BEIRGFHARZ, A2FEE S R, B EIR 25950 A% Navl.7 &5 i fEH,
WEFL &8 BB R =HMHI 2N 10.28%, KR 46, BiREinG R ) 5.46%. 4.19%. 5.59%, ikZ
Y DL =-C R 2 i =i [30], IR AR 7 6T FEmR IR A T IR A I B AR

5. &5iE

FER R E R VER AP R I, NaVL7 & AR RIA S AL B AR o TR 75 (5] SOk A
PLE T Nav1.7 ol A [FIRE L G2 s BR S0 AR AT 9, A= AL AR A E o [ A 7 3e R W], DA
Nav1.7 N AEE s 25 s BIE BN . 25 BRTiR, W RUIESE Navl.7 25 7 2 MZompLl i A d 5 45
£, H AT S SOSRT SRR AL 4 2 2 AR R

SE K

[11 R, Wz, £HE Wk, 7 SR E ST R G CH 75 2 B8 BAT N U R I]. R
S, 2021, 27(1): 24-27
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