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Abstract
Due to the high incidence of Neuropathic Pain (NP) and the lack of effective drug treatments, NP
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affects the life quality of patients severely and brings a heavy burden to individuals and society. It
is an urgent task to study and explore new therapeutic drugs and treatment regimens for NP. Canna-
bidiol (CBD) is a non-psychoactive plant cannabinoid with good tolerance and safety, and has shown
analgesic effects in a variety of NP models. However, due to its complex pharmacological proper-
ties, its clinical application is still limited. This article mainly reviews the therapeutic effects and
major molecular targets of CBD in NP, hoping to provide a theoretical basis for related research and
clinical application.
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1. 5|8

FHE I BEVE I (Neuropathic Pain, NP)J2 HH R B GE #1148 2R G0 A2 505 51 AL [0 Il e,
RPFF A B R R AE. NP R, S0 T AERY) 7%~10%M A1 ERREERFEET, 4
74.1% K NP [1]. HAET, NP EJT7RCRAREAE, S8t Am ML, NP X8 1 B0 g B £ 5
Me, NP £ AR | A R A AR R Fr AU B8 o, SRR & AR TR 2K R [2] [3]. EEA LR,
TE =P BN B ST A I B3, 20 33% B FEERIE, 40% % 60% I NS A HARIE FIARHE[4]; IX
WMAMNNLFKEE . RS R T ERNFSEAEE[2] [3], NP JRITHX R HBEM T EIE 6350
{¢T[5]. MEYIRMA JLTHERESTH &L, Hrd KR — 8 (Cannabidiol, CBD) & KA H 28 —F 5 Bk
5y. HEl, #5tE7R, CBD & —MEAEREUSEEINR, rLhEl ZMigns 5 Eie]. A3+
% CBD 7E NP (IR 7L 8E 8 T LAZER,  DUHN NP (697 R CBD AHSC 25 T R 3R A DSBS 147

2. NP ¥R

NP HRIA T PR AN, IR i B3E B R BRSO i A P s o 1 S s v 3
&5 NP o Bl — 7 A AR 4 RGN TP AR RPE RGE 10407 A B0 2810 2 50, ARG, 4MIi.
AR AT TR RUE RERIESE[2]. NP JOmBLHI R %, 45 ARSI, TR kihgoo.
AR SR AR ML AR ELAE FH « JORE PR 7 R R DR 5 IO ZRBR UE + GRe8 S AN AR Ji /P AR BB A 3] [ 7] H R
I PR 1 R Z A7 6T NP (535, Dy AZGWia 7 o8 E(8]. BUMBUET Xt NP (B #2504 . HLiltisy
Yo, BAE=IAPEMMAMEBTT . FORE M S, G SR fnI SR 25 (nh 2 veiT) e %
HUE L IR R FHR AR ISR 25 (22 AR A ) s STk 2540, C0FE AN 1 BELI 770 R S 01 P L 22 DA A
BT P 28250, dnh B 2 AE[9]. K2 BUm RSB IE R ARG, =3RS 25 (0 L A& B K 3 M) MU EE T4
25 (R R B VRTINS T 8 B AR PUBRZG 26T NP 1225, BTR RAGMInmisk 2. 5%
M2 R 8% KR W ot —2R25%), 1o AL BT P 2GR =2k 25W)[0]. A2/, SRR
WY, A DHUEA NP BE X 25 7 RO R SN, I FLIX L2 (i VF 2 52 21 G i PR 3R AR R 1),
PR 2567 NP &G MR A g8 bndEs B R SRR 24 Hh T 25 PEAT it A8 I PR B
JTHEAFAE S [O] [10]. AHIBER, H AT NP (3677 7 S8 5 A A ] 20000 81 80T 2 AN € 1 -
PR, BE TEART B KR ST 25 MIANIGR T U7 S B B Im R E .
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3. CBD #i&

AP KRR A e R NSRBI iz —, RIS B Ao BRI BT 1. KRR & KRR R 2
PRE PR BBy, WA KRR PR R I ER A DL R IR R IR 33 R AR, KRR R Iz 14
HEAE FH BB AR AR N AN H 25 52 B AL B AT A o 5 35 90 %2 A KRR LA A9- DY &L KRR
(A9-Tetrahydrocannabinol, A9-THC)F1 CBD A [6] [11]. A9-THC & K BRI £ BRERIS TE A2y, BAR
HAA M MEBUE . PURFPUBIRSEIER, B 57 gtk S 8™ EA R B, Wi ARIRERS
B ARG T EEIRKRIIN . CBD & KpIEY) h EE e oim e i sr, BEEH. ¥t
Ry MARP PR SEIER, BASP AR RERER, EAIERmENE, AL LY
RN REFIIM 32 6] [12]; AEmAKIZs). 104255 [1]. Wik, 1EA—Fi 2 5Eir. 28RBS
Y1, CBD BA—AN B WG] 3R R R FH AT S5 2590

CBD & —Fiigia T 2 ¥ A 259, HAEE 65 MIEHIFE AL, AHE KK E 52 /4 (Cannabinoid Receptor,
CBR). S-F2tafiz 1A 2k, BRI SZAR A2 1. IR AH R IR 2 14R% . (RN FiR, CBD X RME
ZARKISER JI L BAR, M%) 5-F2 (% %244 (5-Hydroxytryptamine Receptor, 5-HTR). JEH IR KIKE G &
AR IR 52 A4 DA R AT 6 B8 3 3 S5 bR B A SR NS A 7, AR . K. R AR ERAT
WA RSN AR B A N RAEIRITIEFI[13]. A EESE CBD 1E A4 FHEkr 5 NP M 7E A
I 0 A

4. CBD 7£ NP jafr PRIER B

7R, CBD 7E 2 NP #A b # R B H BURAEH , 3F— DR 7 45 B8R, ASE AL R CBD
YEH TANFEIR) 4> FHE A [14] [15] [16], DRt CBD % NP A E FH#A N2 T2 R AR s ) s
TXEEAN[E] [R5 T80 25 A A ) NP YR SR . N IRTUR e B B0 25T AR

4.1. BRARESZ 3 M (Transient Receptor Potential, TRP)

Fr 7 TRP @iE 2 —HB RS FEERE, M SREMENYHEAIBNESERS, S258FRHEN
(2 B AL P74 . V2 BRI ) TRP TfReRsls, A48 NP RIERIFIR REEHSE. CBD # ik nf
PLFI TRP KEH ) TRPVL. TRPV2 WAL G, KIEZ AR LwE A IIgE[17]. HH, TRPVI
2T ANEAG E IR 8 L, RS IR AR AR RIEEEAEH: TRPVI BEME I 22 J5E
POk A B B B B S S, A S (BN CaYIEANRN, B P M. PRAS R LR
RSO R = A, 5 MR R W [17]. SRR, ML R L, CBD "L
T E ST PR B B TRPV, WD 40 48 A RE P~ A B, HLCUR AT LUl TRPV S#IE HE
SRR U BRCT BEWT, AR KRR RS2 AR FE PRI W, ViR CBD nI U@ TRPVI F= AR s H
P RBCHL A1) A1\ D 560 S [ 28 12 2 A AL 5 S8 T8 1 NS S DA TRPVT IR 1L 5545 5[ 18] . TRPV2
Bl R R SRR OSSR RORE AVB R I R ([17]: TRPV2 TEALYT 5] RS 141 #l 22
WAERSE T ARG [ 19]. R EAFIER CBD Al LA TRPV2 i 18 i H P s it
H([20]. T F <, CBD s& TRPV1 fl TRPV2 i) B35 A1 il B7F], TRP & CBD K44 FH 1F H 15
Mz

4.2. BBJE| HZHIEIE(Voltage-Gated Sdium Channels, VGSCs)

PRAN BN L[ VGSCs XM o i) M A T A 2 R G015 5% B S AO1E I, JLaS R A ThRE )
RV Z A RGO . 2 RIS R EERLHI 2 —; VGSCs W2 iR77 AH ISR 2 R ST L
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Mo HETE S E H 9 ANMFRIEME N RBNEE TR, fiv4 N hNavl.1~hNavl.9, W3R, ©415 NP k4L
RIEEYIAR . Hr, ZhseieRiH, Navl3 EBEMIE RGHEE RIS, EWBKE MRS, fEH
A JE AR RSB = Navl.3 /N R R Y EI G AEATERFE, Navl.3 &) & 40 40 FUop R 5 15 i
ST — R ROA I TE, XIS RO IR A BV AE P AT SR AT [21]. Navl.7 /2808 S i) 48 £l
N6 K IEJEAE(Congenital Insensitivity to Pain, CIP)#l /2 K2 NaV1.7 2 A SCNYA 5745 5 i & 2 % J& 0 56
A AT AR A T A o R R D BN AN S S s AH B, B U 1 JRIIJRSE (Paroxysmal Extreme Pain Disorder,
PEPD)# &K HLAE HH Navl.7 838 K hRERAS R MG AL H[21] [22]; 2R FiE M8 B (Mitogen-Activated
Protein Kinase, MAPK)X] Nav1.7 J83& () 15 0] GE & N S SAFE ] B4 22 03 28 A= e A 80 B Bl 2
—[23]. ERBIFTUM, Navl.7 fEAR{E 52— DR M, ROV BEUR YR E Z4EAR. Navl.6
G3AT TN ORI EZ 2 W B AR B A B A AL [24], L EAT Y 5/ BUE P 45 LR Y (Spinal
Nerve Ligation, SNL)BHE /R 5 A #4225 AL IR A R [25]. Navl.8 fEEGEHZ o0 F3RIL, B FTIUESE
Nav1.8 72 PRI B P A B PE A, DORIZEIE AR JR NI R 4 0 1) = o TEOR A A
WP E AR R BRI S 2 M A Yk B BT Nav1.8, 1 LA R BH TR B 4T
) R A K H[23]. Navl.9 FEAE TSR Z T A = AR (9 40 FH 4] 4% A0 ) J8ot 460 242 70 A i o 22 M
AH AR, AR A oL Bz AR I B ETE . NaV1.9 JEK SCN11A £9F 20 NMRA S, KZ
HRARYIE L2 SR AR, SE RALRE PR, S BUR M2 21].

H AT, 7T UESE CBD 0] A% Fl VGSCs, /BRI, PR a1 . FEHLHIEEE 1) B$5 VGSCs
FEAER: S X FH&aAm AR, CBD #EN VGSCs BIEN, 2560 sih T3 H TiEiE )y mig
AT PNV L 2 8] (R K ZE v, DT FEL DT 325 FBE 0 25 1 () 5 N A28 [ 2615 2) T AE A BV o 1 2088, CBD W]
LE I B i A T2 R, TR S VGSCs (AR ELAE FH REZI VGSCs IThEE[27] [28]. X
LERft 55 0 CBD 59 18 AH LA FH B AT el S it 7R W, o2t AR BT  J7 1A

4.3. HE B a3 Z{#(Glycine a3 Receptors, GlyRa3)

H & 82 5% 1A (Glycine Receptor, GlyR) 2 H1 VU4 a TH(al~ad)F1—A g P IELL 10 R AK, J& THeAART]
2 B F-IETE (1) 2 B Z R 2 (Cys-loop) 52 R B SR R 7L 5 2 5 R A~ BRe SR f o 1) (1) 5 Ao, AR
Wy A PSR A5 5 55 R W D RE R T R R E R AR . TEBU R RE 2 S, H R RRAE N R S
GlyRs 4itr, 0 Bk 55 i ok MO >k B D 27 4 00 i N385 00 P BBURR A ) R0 S A6 3 i e I8 i 41 4 P i
NGRS, B GlyRs R BUR 2900 7017 F1[29]. o, GlyRa3 7R 51 L OCHEHS
PLFE BRI 51 K T AT IZ S ARAE 8 B 25 D s AR K D68 . GlyRa3 AF g P B 77 B 25
B GlyRa3 BERRIL, 289 M AR Bk 1 B LR R N T FI IR 25 E2 (Prostaglandin E2, PGE2), [fij
PGE2 53 () 2 AR B AM KRS E I GlyRo3, & e REPEAImBUL 1 26, BRI 1 GlyRo3 51
IR G5 A I 5 5 R T S L T BE 05 - GlyRa3 2R ERFE /N BRUAE 1 20 M R R 0 rh i S8 B RO
GlyRa3 5244 7.3 B IR A 0T e BBl Aok 245347 S PR3 i 3k ) A JR 2 AN mT i/ R [30]

GlyRs #i¥F 2 WIRHES TR & AL ERT, Bl C2RIRFR GlyRs BT . ST
xW], G5 CBD 1EW M HERE #EE R BR 2R T ARG 5 GlyRa3 7 AR A RO BUR AN . AR 7047 B
CBD 7E44k 1) GlyRo3 FI5E =S MIB 5 2 454311 sh 1%k, CBD HIfiTAwmit #hn Gly
5 GlyR 456 R A7, N GlyR MBS E2, RIS T 2RI KRG s R R PR EH, HiZag
RIFESRZ GlyRa3 /N A JEIES T HR[15]0 VBN RBRI £ L IERS LR 5>, CBD KHATAEY W] LU
T GlyRo3 12 2 08 14 2 ik R 28905 BV SR [ B A 2 Stk i 1A 20 42 3 o O Sl P B0 T 52 M ARG 4o
TEPERTEIE FH[30].
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4.4. T2 ERE 1A (& (Serotonin 1A Receptor, 5S-HT1AR)

5-HTR H 7 MEKR(GS-HT1~5-HT7), B4E 15 MszfiiA, 257\ A WA 5-HT1, 5-HT2.
5-HT3 & 5-HT7. HH, 5-HT1A 2402 G- FBR B2 AR o 1K P52 44 I 284 1T S0 B AR 4R B ) cAMIP (Ciyelic
Adenosine Monophosphate, ¥R —BEER) IS, f K'E BT, Ca™ i, Mt o
JRHL[31]. 5-HT1A ZA BT AR NG E L4 ERIE, NN S8 N T4 &R A P
YRR s WA s R %= A2 1Y) S-HT REBEE B80S A7 TS0 1 S-HT1A FIR2 44, )
1) 1 - 2 (10 7 2 RS2 R TSN i 368 o 7 A B AR [32] o IR PR AT IE et SR BE TS M S-HT1A Rl
ARSI FRAL BB A, (R RET A4 T 5-HT1A #3h5 8-OHDPAT ] 2 3 FEARAE N SE 1
2 JCIIE[33].

NPT SR, CBD 5 5-HT1A S2AH BAEH BAERIEN . £ KRS80 5] &t
PO R E L R CBD IR ENIMIR, WA S-HT1A ZARFEHIH WAY 100635 A 3431 X —2%
R[34]; (EFEMRIE T 25T RSN E SR A2 AR, CBD 0 HE 95 R BT R % 9 A7 £EU
ER, 8 S-HTIA ZAAHEHUI(WAY100135) ] LLBHEZAEH[33]. DA 45 RE, By msi a4
CBD H#RIEMH it 5-HT1A 2R AW . ARSMEFIER, CBD X 5-HT1A 52487 A BEEH,
b S-HT FRAEE, ATk 5-5 i Re f& i [34]

PR 5 NRIE R ERERG 7. BRI, 1820 5 AR SLm 1 R A o & 1
18 P A I BB RE )4 R AR 22 (2] (4]0 5-HT VBN — Rl 216 57, 1570 IR A AE & ¢ Horr, 5-HT1A
SZARTERVASFE A HTAARAE I H PE H CEAEVF 2 W A 1532 TIUERH . CBD L S-HT1A 249 s, 57
1] TS24 0, TT BE S YR Y7 18 P AR FH AT LA B P A AT 4 798 1) AR RUCR & [32] [34]

5. INEMRE

PRIV R %, SR Z ANWAERRE TR, REEE LT, 2R
FIAF TARKHEE, (HIEPRAT S SR DAL NI IR SE B . HET, NEERERHTIERD, BIRMZAY
BABKEWERAMATE2RITR. B, BEFEHN. B2 MEARNEURZAY. 5§ A9-THC %
FERERIATE, CBD EfHY) b EZ AR &Y. A BB AR, W2 RLF, 7596
ST PSR RGP %4t thah, CBD BAT REMRITRE, WPiERE. ARy i, siR
MR TETESE(31]. Bk, HidE CBD KHATAYZE T NP M —/ME A EHRES . )82 NP KR
MU AR (A  IERFE R A, AR 2B b 205 28 P Hh 25 W0 R vl 68 BT ASR] s in | CBD

FHI 2R, A AR AL AN T 38 0 0 B 16 75 Bl — D I 7
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