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REWG, FRGEUFRAEAFTRREEZRZA, AR REGREBI B IE KK, AL
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Molecular mechanisms and research advances of cannabidiol in chronic pain management *
ZHOU Jian-hua, WANG Jing-yan, REN Wei-dong, LI Meng-jie, FAN Zhe-xi, XU Guang-da, LV Zhi-feng, FANG Jie *

( Department of Anesthesiology, the First Affiliated Hospital of Henan University of Chinese Medicine,
Zhengzhou 450000, China)

Abstract Chronic pain is defined as pain that persists for more than 3 months. Current treatment regimens
are limited by poor tolerability and high addiction risk, making the development of novel analgesic drugs a
major research priority. Cannabidiol (CBD), a non-psychoactive cannabinoid compound, has emerged as a
promising new direction for the treatment of chronic pain. Existing studies have elucidated that CBD exerts
analgesic, anti-inflammatory, and neuroprotective effects through multiple targets, including modulation
of the endocannabinoid system (ECS), neuronal membrane receptors and ion channels, inflammatory
signaling pathways, and antioxidative stress mechanisms. However, current research still faces several
challenges: the multi-target synergistic network underlying CBD's analgesic effects remains incompletely
understood; CBD absorption is limited by its low bioavailability and suboptimal dosage forms; and the
quality of existing clinical evidence is insufficient to clearly define its clinical indications. Based on the
current status, it is necessary to clarify the multi-target interaction network of CBD and develop novel
targeted delivery systems with high bioavailability, which will provide a theoretical basis for conducting high-
quality randomized controlled clinical trials in the future and defining its clinical indications and standardized
medication regimens for chronic pain treatment. This review summarizes the latest clinical research progress
of CBD and its potential mechanism of action in chronic pain, aiming to provide new insights for the effective
clinical management of chronic pain.

Keywords cannabidiol; chronic pain; inflammatory response; oxidative stress
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(endocannabinoid system, ECS) FJIHE/ERH, ROAE
SR TT T FE i . CBD 1E N RIRAE Y 32 24k
RS PERCST, WTIRIN 4 ECS 324K BRIy 52 44
f7 A PR AY 1 (transient receptor potential vanilloid
1, TRPV1). RIERK 7 KApEft F@E s, (HIA
I 2 B4 T 5 — 8 B, Bk = X% CBD
M RGBS T P LIRS o, 34 LR
CBD I FI I BEAL BRI 25 R 2B, 5 RS
I PR FTAHE U4 AR . B~ H 22 88 SN L R JE 7
Hyrso ez digm SRR gm. & T ERY
50, ARG E NSO SCER, %P CBD #12
PEPIR A I HLIE B G PEVP IR . IR N AT H
FEFR T BV . RV S5 A [R] S A8 1t 9%
g e RFE 5 EL S . BAERNES: CBD A
I 15 1 2 9 1) SR 1) 2 SO 2 45 24 T 22 5 )
RIRHEHIRARIE o

o KRR I () 25 3 R

KK (cannabis sativa L.) & 7 F R AEYI KRR ER,
L 8-9-PU S K R (A °-tetrahydrocannabinol, A °-THC)
5 CBD % & #x . THC i i ¥vE KRR 3= 2 14 1
(cannabinoid receptor 1, CB1) 7= A4 H iy M A £ 21 3%
JNi, CBD M@ [ E1E T ECS K2 FhE KRR %
W, TBELIRN . #5488 /12771, CBD &flaiatE,
28 I M L 3R P450 Bl R () CYP3A4 FI CYP2C19 AR
W, FELIEHNM . A2 5 a2 R,
CUIRAE R AL 2) 6% Z530%% 2T, CBD %24
PR & HBRA 288 s AR FRRAE,  FLAm B S A K
L O A MUK R RS2 Ak, T e ) A A
ECS & % fl4F KR K 32 ks I. ECS JZ 1, CBD
IR S 12 B 0 ) 5 I D7 R Tk I K R B (fatty acid
amide hydrolase, FAAH), & CB1 524 BH Wi %
S U, [ A L VA 5 40 M KRR 3R 324K 2 (cannabinoid
receptor 2, CB2) Jali/b #H ¢ S E K - [ RE L. b4k,
U AR FUE— PR R ] ELAEAE T 2 PR KRR 3=
BT, BLAE TS S BRI SR A B R VAL 1 (transient
receptor potential vanilloid 1, TRPV1) il &, 158 5-5%
& % 5% f& 1A 1P & (serotonin receptor subtype 1A,
5-HT,,) /030 AT o S S B ks 56
% 524K v (peroxisome proliferator-activated receptor
gamma, PPARY) 1@ . ##|#% K ¥ «B (nuclear factor
kappa B, NF-xB) J# % L L BoE T E iz, d@idid
TE MR S2 RIS S A 5 0 R 45 ST 2 4 P B -
Hodr, BT T2 CBD Xl T 1% 4t KRR 1
FZDRFAIE, R SORERT I T4 ) 3

o WNIETERRRER RS R
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ECS & MR RN G S ML, FEH=
By A — R VR TE R R ER Ak, B4R A DY
J# . W% % (anandamide, AEA) F1 2-1¢ 4 VU 4 ik H- il
(2-Arachidonoylglycerol, 2-AG); & KKK Z 1k,
AFETFESMTHRME RS, HiIEMELEmN
CB1 %4k, VAR EZ A T e difie. 75 e th
REMR) CB2 2 4A: =& WIRTE KR =AU BE,
FAAH. 979 H 1 /K % B (monoacylglycerol lipase,
MAGL). ECS 7E % F 8 B A1 SO0F ) B &5 A B
AR R EEAEH . EIR IR R ERE T,
CB1 K15 T i 5 BO KR AE 5 140 1 52 77 9k
§5. [FRT, CB2 2RISR, H S 5%g0
JRLERDIOS, RARARE SORE 5. ILAh, NIETER
RFR KSR, AEA Kl FAAH B i 3 55 i P A
HI 55 Haf ik CB1 2 4A N T I BRIE - o IX L]t
FVEH SRR ORI R E . RIR SR BY.

CBD #{ 1iF B AT A 455 ECS LU #2489 i 11
JRELIRAS . CBD 1EN CBI1 32 A4 [ 67 A8 44 1 45 741,
AT JE I SR E N X CB1 S22 fif i 248 1 P 0
[ i, CBD fF 28 CB2 Z A4 B S A1 ah 71, vl i
NI BT B CB2 524K, /b F 4l = -1P (in-
terleukin-1p, IL-1B)~ FJE R SR ¥ -a (tumor necrosis
factor a, TNF-o)) Z542 % KR . Hk, CBD it
2Tt AEA. 2-AG /KTBUE CB1 2 R BUR IRe .
{H CBD %} CBI HIta 42Ky i %5 5 H 2T+ AEA 55 i
PERIRFE A F 1 CB1 BUSAAAET JE . X REZ
HARR LSO B 1 CB1 I B 0E 5 B2 A4 e S
i 52 I 22 P L o AR M AR ER AR, R AR
TEAS VR B AL R I CBD 4% CB1 AR 83
Ak, DL ER ST . b4h, CBD X ECS K
LR AR AR FH AR 2 L TR 452 52 0 S DR AR 3R 32 A4 1) o 22
BRZ

= CBD {EH THNE OS2 A /BB IE AL

fi5% I} 5% 44 FiL 437 38 38 (transient receptor potential,
TRP) =& 4 B JE _F (0 JF 0k £V P & I, W]
e WU AR 2 5 (s 5% 5. H
TRPV 1 £ #E I v i B 8 R JEO S IR 2R 4 o
SN T O FE OIS T R B Ak ) 7 A
JH1EF . CBD {EN TRPVI 553 zh7, i@ it )
HOROE I SO R AN . filan, FEARE
2215 M I 38 #5115 (chronic constriction injury, CCI)
A, CBD (4098 o i 81E H ol 4 TRPVL #5471
FSE AT, EEAIE L AR B TRPV B P
ifii Shen % ' kLW TR I, #HIKE CBD W EL
WOE TRPVL 355485 Wit JF 51 &K i (IR CBD
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AN T R A N, RE DA & A0 7 XA )
PR 7 3 1) TRPVI i . tk4h, CBD ik nf @it
ECS 41 TRPV1 Jli 0™ A SR RN o A KR
FANE SN CB2 2 kB3 71 vl a8 i 75 5 55
5L, OB AL I B I TRPV L (148 %,
i TRPV1 i . CBD W] fig i 52 T+ P Y8 % KR
FIKFEFIXS CB2 52 1K 1 ¥ (8] #5252 W3 TRPVL 1Y
BB s, 4% BTk, CBD X TRPVI [ %,
e Z FLE L R 4 R . RE CUESE CBD il
THRIREEHNE] TRPV 0SB 5 B B
Fh 7 42 TRPVL, AR5 BE %A N R AR AL o 95
FFRMTE W AR KA T AE MG IR IR 5 5 E &K
W BB B Al b, 3 — P B R X TRPVIL 1E
R

5-HT,, AR 12 040 T Im R O X . 3
Bom TSl s e e A, R OR N AT AR S
BINEE, LN AR S T A
Z ISR AE Y, CBD W@ #E 5-HT,, %k
RIEBUR AL, WA BB T 0 5 B o 20
(paclitaxel-induced peripheral neuropathy, PIPN) K i,
BRI, JG v 5 CBD w] 2 3% 22 il i e i . s
IR, CBD Rk T EZEE SRS (dorsal
root ganglion, DRG) EAAE & RAK, ZAIE
FART ke S-AT,, ZARFEPUAIEWT 7 peah, 7F
A 22 IR 38 (sciatic nerve compression, SNC) 5] it
() 22 g SR T K RS ARL H, CBD AR a5 7= A
R 1T R B 8 080 7 R A A R T 5-HLT , SZ AR B0
5-HT,, SR MBS BRAC T Mo te ¥ 7oK
PRI TR — R AL T SRR IR R RS W E
IR, (EH K% (osteoarthritis, OA) FEIRH AL /N R,
i, CBD AW E AR T e 55 R AH DS
X () 5-HT,, ARG ), S in] i scE )
KA T DhRe I i

fHARE R B2, CBD R AR fe 518 1
CBD AL ¥ 3 5-HT,, AR BB R, X3
RRINN A S SLPE B S 4H M N o TR I
CBD AJ 5 PEAE 88 15 4% (1) 5-HT,, Mg, 4
CBD #8697 7 KRG, S-HT,, ZWESIHIX 5-HT
TR T R ) R - I B & #%, UESE 5-HT,, B &
ZARKR A B E S CBD A M, FRE
() 0N 5 = I R HTHIAR 25 VR I7 S TR I A R KAk . £
AT R R B, CBD FIBe K & Ry A K
W AE A, H S-HT,, 2R P if) mr 5e 4 %
PR R B 208, 1 e et R E A . 31X
Se I IL R B, CBD A feidid ¥5F 5-HT,, %4k
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JB B AR R, E BRI R B . BEAR AT AR
B, G & EEESZ AR (G-protein coupled receptor
kinase, GRKs) ] i i #f iR fb, 5-HT,, Z & H 5 G
W RNEE, IS 3% 2 R YR . S-HT,
ZAREI AT B-40 1 25 1 (B-arrestin). T 4K
() — T S AL 2 oy Al — 2D R, TR IR R & 1
CBD #E %% I 1 GRK2 L K B-arrestin 1/2 ff] & 1%,

It 4k, CBD 5 /) GRK ik I i &l )k i v] 4
o CB1 %% {5 B-arrestin #J 2 f1 /7, 327~ CBD 1&
5-HT,, 3245 5 F 78 o] figd i 52 & GRK V& PRk A2
BEBBOE R . R ULHERT, CBD W] e T £ i 1 =] Y8
W BO& 25 5 5-HT,, 2R Bif: B GRK2 #5485
BRI BER 1L, BE S B-arrestin 45 & BE R 1k
) 5-HT,, 524, 245 G & A BEE, R&B
MR AN FHZIRN S TE NS4,

CBD g% | 1 55 F& ¥ 7 1 Fr 75 10 9 A% 28 17 N
2R ARIE, BB T LidsEN. 2 LT
iR, REZHLH MATEMNE OB BRI, %
TR R A TE M 0 N 7 BRI B S SRR E

H CBD w]#&m W% & g, Kk CBD A nlfgid
o XA B AR I P IR AR (Rt S-HT o SRR

PPARYy /& {42 40« AR 2 R4 ) S B A%
A, CBD FTJE LA 2408 5 30% PPARY AHK .
BN, 75 B0 2 B0 R AR B CBD e ALk
fil /N B9 0 5 % . CBD AT R & 515 S 1
HEF DRG 1) PPARy IR IE . 3251 #0615
5 38 % DG B IR 4 R AT 5 R T IR (extracellular
signal-regulated kinase, ERK). p38 22 %4 Jii i 1k &5 (A
V4 (p38 mitogen-activated protein kinase, p38 MAPK)
MG, IR P14 BT F 40 f A % -10 (interleu-
kin-10, IL-10) fI/K¥. EAERENLE, LR
SN 53 AT B PPARY 5§11 77030 4 B 58 A B W, #F
PPARy [ 2 4F ] ', Tij#E PIPN %4, CBD 3%
B\ PECS-101 558 A2 B 1 FH A K 235 2% g b1 A g A
AT, 2N B R PPARY B0 H AT # GW9662
TPt T 7E B R AR R 14 2k PPARY /MR,
PECS-101 S A 5 {EH, #iilE PPARy A CBD 44
FRRE LR F 1 e 2 — T,

A I, CBD i TRPVI1. 5-HT,, %14
PPARY i i 55 i ¥ A8 1 FH 2 22 77 T 22 BB R 1
CBD X} TRPV1 1 5-HT,, P K #E 55 ¥ 0] fE A7 1€
MBS BB B A R, X BESE CBD A
Sl A B R 2 P RR AR A, R HIR R
FEAEF 2505 ok Tk, ARMFH—PREX—
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1. % NF-kB & NLRP3 FE/MA [F1540

9% 55 B 1 FK506 45 & 8 1 5 (FK506-binding
protein 5, FKBPS) /2 % NF-kB {5 5 18 i [f] O ft £
Ho W7t B, FKBPS A] L Id 5 4% K 5 «B ]
T HIH S (IxB kinase, IKK) & & WA H.AF {3 £
BOE, TS 3% NF-«B {5 5. #1#] FKBP5 #1314
AT FHIr NF-xB #0% « F#{IK TNF-o F1 IL-1B [R7KF,
Rk, CBD J& FKBPS [ R0 )+ 791 43
71, CBD figWilid 5 FKBPS 1] Y113 7 £i45 4,
IS IKK ZEEAHEAER], BE KT NF-«B
WO, B N R IR e A BRI A R
BUBRIE ARV s G A BUR AT R 2T
FREIL, CBD X FKBPS [ 15 F7E 1 M 4 1)
WBTT R I T RE A R S A5

B FR I AE 4, NF-xB 5 PPARy 15 5 4
Z M HAEH, 2 CBD R4 1F (5 %
@1t —. PPARY fEAKZR A, Al SESMEL &
FLWOE R, (A4 A0 NF-«B 1 558 ig . 5T
7R, PPARy B Ja fE {22 IkBa ik, M1 110l
NF-«B [{#% 45607 % DNA 4546677, 4275 CBD 1y
B AN IR T 5 NF-xB 15 538 4 1 LR,
i W] g aE L b PPARy I V5 52 M NF-xB AH 5% 9 BT
R SR, HATAHRET SCECN A IR, HRdE— PR
7t CBD 1 PPARY 5 NF-kB 2 [H] {1152 L% ML,
DA E 4 [ A\ PR A A 223 U ) £ F LA

NLRP3 HAE /A 1% T BR 45 & 55 SR AL 45 40 45k -
FEZ AR B A 45 F A S B 1 3 (nucleotide-binding,
oligomerization domain-like receptor family pyrin domain
containing 3, NLRP3). & - bt K 2 i 55 5 45 0 35
HIF T AR BE S AE 2R (apoptosis-associated speck-like
protein containing a caspase recruitment domain, ASC)
DL e R A& il -1 ) 1T 44 (pro-caspase-1) 2H Ji.
CBD W] 1[5 /£ FH] T~ NLRP3 i /)M A S0 388 1 114 5%
BT, WEFER Y], CBD nl#i NLRP3 % 1 /)
AR NF-xB i %, Jf & 3% FE G IL-18 A& IL-18 1Y
Rk BB SR I, CBD A NLRP3 %
PE/ANMEE S A0 HIE T 5 CBD 41 28 iE 480 i £
B MR ZAE G . SRR AT RE S 5 2 4
P2X7 (purinergic receptor P2X 7, P2X7) HIif15; ¥
XSS R IR, CBD W ELR4ES & P2XT 24k, i
BESTAMR I IR RAE DA R SR1,  E T
T SCHR B AR T CBD 7R 18 P4 A i 2 v 2 il
P2X7 % {442 NLRP3 KL MARGE, A ISHLHIL
TEANERFEA B AR B0 E . T FIRBE RS, A
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SCHED CBD 7E #2855 BV IR 28 Hh 6 NLRP3 %8
SiE /N R AR F T BRI T P2XT A2 5.
FRARBOROL, MR AT P2XT $5 4050 vl E— € F2 %
K155 CBD IR 5 PR AR ARk g 57
FHRAEAL, AR MPEIRAT N2 5 RAEAMAE K
BEERIAZ AN R R, #E— DAL S %12,
4 CBD {E 12 11 P ORGSR flE B A4

Zra Bk oy, ARSCIN N CBD 40 i N % 5E
WEEHEE 2SS 58RI, H&mEKZ
AR V2 A e o AR 9T 7R B 2 B AR T A
5] 3 6 2 [ R FH 5 B 0ok &, T AF B 405 ik
CBD 7E 5 — B A2 B ALAE

2. BrEAL

(A RREST A 2a oV A EASE =R AR G vIL N N
BLH B2k Ty fi [ A i A (1) 77 P48 (reactive oxygen
species, ROS) Ik S5 J87 K P U5 e AL A0 7 180 2R 42 1)
. CBD FHT U SIEOAN 3 58 i B[] SR A
Hi T f&i%%E (electron transport chain, ETC) & &¥.
RIS T 2 A R KL R e Keleh £ ECH KEAERH 1
(kelch-like ECH-associated protein 1, Keapl)/#% X T
E2 # 2 A 7 2 (nuclear factor erythroid 2-related factor
2, Nrf2) {5 5 I8 H W% 1 i i S Ak 5 R s
CBD X} ETC [ #E [r) & 52 72 A0 ] S804 S0 380 ) 1 22
5. WEFLRM, CBD BE&E M IN ETC H R &)
I I IV AV 3RIE 536 1k, B #0058 ETC Tk
S Lot U fE kSRR -, CBD Dl
A AR ARG S R RS, 4R
LRR TR, NPURALRE TR A M S . &
PR S 5 D fig 1) 56 5 1 A2 DR s 41 B 1 55 A
G S RO B B BT . B FER A, CBD fgf®
o 2445 FE K] FIST. DRP1 M1 OPAL By £ ik, FHiE
HE fil A 2 ) MIEFL. Mfnl F1 Mfn2 1)L, B>
LRRAARRE b (R ThRE SRR R A R 1T b
4h, CBD ke bR i B3 h R4, il
BRAR EE S I 2 AR 2R RIS bR, 8D S Aokl
A5 &) ROS itis. A, CBD #] i PPARy 3%
im R F 1o (PPARY coactivator-1o, PGC-10) ik,
TRIFERARAEY KA . BRER T 2ekifA s, CBD it
A LB S Keapl/Nrf2 {5 53l %, TR R
(1 ROS. 4, E 5- 950 bR M WE 451193 1IN I s £ o 7
HAH B 7C . CBD {2 3E T Keapl F B fif F1 Nrf2
HIREE, eI ok 1 T I 4 R DY I 40 3% 00 A -1
(heme oxygenase-1, HO-1). FREAIL ) 1| (NAD(P)
H: quinone dehydrogenase 1, NQO1) FliH & AL W) B4k
fi# 1 (superoxide dismutase 1, SOD1) Z54T FHALBFI R
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%, WOKEET T A MIER R R A R BREL
WG AR RE 7 U, k4h, CBD X Nrf2 5 K&
A2 8] (158 HAE F AR5 2 LR $E B A AL NI
TERMEERZEZ —. BAEFERE, BIEH Nif2
Aefs i CB2 A KI 4% . CBD 1A Nrf2 i
A, REET IR AR D RRER T PR A

5 L& CBD $ 4840 B 38 A K 3B 20 AL 1 BF 72 E
WK E AR AL fEfR MR, HATA
HEMME 8, B Z BF CBD I B UL I8 2 78 18 7
PRI v 5 SO DA 32 BT 2 15 R LR 1
BEIRAT . AR T 20 I B I R A S IR A Y
Bl szut 5w R IR R, R CBD K IE PR
AR & AL R G LY

IR A B R Y R CBD i i i 45 b 2 e i
AR/ B TmIE . AN N ROE(E SR PR
0L R AR 2 R4 T e 1 12 1k R T 9T VR I
Iy T AL i I EE AN [F) /R FH 5 1] R A% O BB A
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FLARBLE] IS5 5, P CBD 697 18 MR I
FERAE FBE 5 AHSCHLH . SREG &5 IR K S #% SCHkiE
MTE L

fi. CBD #iiis R4t

CBD [Pl R B FH A R O350 1 IR AR 4R
FERMG, FEFETHAGARI e Hm
FMEPEBCH KIS 2, T s N s I a2
Noog, K2R Bl KEALS &R,
AR RUR,  BENTE 250 A DL Rk SR ER AL K 75
ER . g BB a8, A ET T AL R e B
AT MRS, — RAVIFIAEN S DRz,
TRRGHIBEMA S . — T, @R K
FARBOEIE W IR R R G SR IR S 06 &
g% CBD #H4T TREfL 2%, MARAS b kst HE Ak
PER . S3— 7, I8 A h 250 A0 mT DL B R ke
BN, FETFRE R E . X R B K
SO, B E SRR B, R W

&1 CBD fFHEE RS AR LA

TERT IR R/

R

4R

ERPE

TRPV1

2 TCHR R
Ui
T

5-HT,;,

PPARY

NF-xB

A AAE
(ERealE
NLRP3

Nrf2/Keap1 i %
P R

ETC E&%)

ZERAMRS  Mfnl/Mfn2/FIS1

CBD L] TRPV1 ZfRKiE, R #3L+
Ui BB TRPV 324k

CBD H. #4554 TRPVL, [HBHZEE SN S
) Ca™ Wik

CBD #i[7] 5-HT,, %21k, % CaMKII-AMPK
JA B, A G BT % PTX 4 DRG 1
EZ TR0k Rk K]

CBD il i #7343 5-HT,, AR R
JERA

CBD i #4351 PPARy 1 MAPK i
IR S W TL-10 BL A R T3R5,
SRR 2 HE P

PECS-101 i i S0k B W 41 i - [¥) PPARy
AR, O AR AL T A AT PR 1 R
% 5 E RS L

CBD 5 FKBP5 f L 45 &, Ml H 5
IKK & E5YAHEAER, LW IKK /516
NF-xB #i%

) NLRP3 % iE N ZH 2 5 54k, 82>
caspase-1 /- FHJ IL-1B TL-18 SRR K
CBD #] 538 fiif| P2X7 2 kA S i1
A K Ahi, BELET NLRP3 48 i /MA (R385 ,
YR/ TL-1B 50304

CBD {2 #F Keapl F% fi# F1 Nrf2 £ 5&, Nrf2
[ R T 2 R A 90 @ VAT PR 1 N3
HO-1. NQOI. SODI %44 LRIk
BIFETC EAYLILIV.V ERIE S5E N,
e LR, 98D ROS 7R

CBD f¢ H#%5 Drpl 2 [ 45 & B W o B
B, [FIRHKE Mfnl. Mfn2. Opal [(3E
B

CBD s s M X TRPV1 Kk,
AR CCL R BRI 55
CBD Tii4b B 8¢ mi ik TRPV1 0] 47 2k BH Ir TRPV 1
WS EI AR Ca™ i AR, UM T
AR

CBD BB %, A ROy IR 4
SWEARE, HMLGEH 24 5-HT,, %
AP BH 7

CBD 4MNE P75 B A A=A, 30 mg/
JNARAE ZGa BN RIZsh i, %
SUNLRI Y S-HT,, SEARTEPUFRIES 05

CBD AJ {25 22 ff i 0 B PR /I B ARDRG i S
Wy FUAEIRAE R4 PPARY 75507705 25 BELIKT
HAt LIREH SR E ST PPARY 3Rk
PECS-101 1] AT B 842 B S A 200 A8 . 1
7E PPAR-y JE[K B /N SRS FH PPAR-y H5 bt
SOl e R (2

CBD 0! i 45 & FKBP5, %2 fif )6 56 A8 8, PRAR
JNE KT 7K

CBD TEAK P RESRARNE PRI R BUR S, AL
TS B R ] LA 8 A A B RA T A 2 e
CBD 7E 10 puM I #i] NLRP3 48 JiE /M s A
i i TL-1B 1 43 i, HLiZAEH 5 CBD Fif
P2X7 ZARA T BB B T A AE 5%

3 mg/kg

CBD i#1d Nrf2 i # ik /> ROS 1 &,
g, $EAPUE R

S

CBD &% ETC Thiig, Him ATP ;F=4:, #2724k
e YRR iS 71

CBD Ab 3 AJ i 25 100 8% /N L JLZH 2R 71 Drpl 1)
ik, N Mfal. Mfn2. Opal [JKiE, B
TRE L RAR ) IE RS S A FATIRES

[51

[6]

71

[8]

[10]

12]

[13]

[14]

[18]

[16]

07
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TRV T RO A e, LSBT B SR SRR 8203
X e ST mE I (R A i T I B i CBD 1R N R R
) EVURRTT 5

YKL RS i CBD KM ZE. H ik &k
NisREE AR B 1B B Rt e —. Hrp, g
T AT [ i SR D R R DK RORE T S L 24 A g T 4
GeREs DAGOKES MR Ak e gk i e 5 4
KA RGAAERRINE g, FEEH SRR,
RGF ARV T SRS ik fe /), R E LIRS
S LRI B T R I R T T
P A W2 — P 2 B H sy R 3G VA SR . X MR R
e 0% CBD MR MM 51630, #r 2
FEEWRIR R, AHG& TZE AR KRR A
JE S AE P R AT et 22, AT I R e A0 75 L
SRRk K . B SRR Rt e —Phgeid B
JoiE AR AR B AR DRSS 2575 3K
KRR G BAGHEGE. AR ELF . R A
FRELBE RS, JLIE M T 77 ZEK I S8 1
PR RAESRRL 1

HIE R FARAERAT, KEDHRE THEAR
S BALRAE, B T B IE IR R 5 bR
SEOGE P EEERRCIE . T BIRBUR, ASTAN
3% R G K 5 2 N R B CBD il 7R 7R R 18 P
PRSP () 25 R L BRI 9, LA I R A 24
YIFF R B ST AN B AR A

7N~ CBD 7EM& 1t 7 i) N

1. CBD 5t Ji &k 1 P9

18V J R PP TR R R — AN B £ i X 3
Fretal e BOR BRI 3 AN H IR, A WR T
R A DI RE RS, JF AN AR A A 2R A1 PR %
PRI R RE . LI N A 4E LR JE (fibromyalgia,
FM). W7 % %5 &1 (irritable bowel syndrome, IBS) %%

CBD 77 FM 12 0 58 7w, L R AE 56
3R NN . e & CBD K B = 24 FH 7~
il (cannabis-based medicinal products, CBMPs) 2% fi#
FM (1B U5 i 78 7~ , CBMPs f8 & £ 2 AN 4E
PR R ENGE, OREOREE. BIREE. £E
A LA FM R SRR B i 55— T 58 R 3,
CBD it F 9 oK 2 2 2% iR FM i A H kK MK
Ji. CBD 5 THC HXAE I, 8 AP i ) ik
Wi P, BiRgE R KW, CBD EE &7 AT fE
RAE T E AR A, e B FH B RS A X
A B 7 4WEE A, CBD A IRt &
B ME FM W . — IR R oR, 72% 1)
FM i A A CBD BIAN R S 8 5 70 bR 48 il AR B
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PEEAR 1By R sl I A B 25 . I ALk fi
t, FEAE HOIRAS . B & Aad 2 e E Ty,
THC & &8 1 0.3% ) CBD il 7119 AN SR 5ok i3
XL L — P 3T CBD 1E A FM AT F B
TEENE P,

SR, CBD KT ROFARLE A 7 45 2] — 3K
Y. B, 7F Rasmussen 25 P HF R R, A
H ik 50 mg MM CBD, HAUR SR ARG W
FRT 2B ZW R R, CBD £, DIheRE
71 BN T & S A% O 8 Rida b IR BELGH 2
HZE S LG RA SRR CBD 1E v FM 14 Zckb
FEVRTT o« FEABAI 5 Bt H BLAE BT X 1BS S5 A TR 7L
H, MHIEE 50 mg CBD ) 7 B 1 BRI 80CR 5 22 8
FRUAH LA DL 3 22 5 B

gx Rk, SRR T A IR S 5t i
PRI ATL oS A P [ 1k &5 S0 s P i e 22 . IX P 4
ICRT A U5 T i PR AL X HEE S b 11 i s 700 A= P 0
M EEAE, DLEIDW M7 4 ELE THC &
TrHIFIR 28K teah, i N B 3R I S ]
R 7 22 L 200 AN oG] BEERIR 5 P8 S I ) 23K 2 .
PRI, FEAAR R IR AEP0R Y BERA /, ARAAE
A BE LT HE LG 45 R 28 45 CBD £ FM 897 H i)
TR, T SIS TT I e A= 00 2 70 B )7 280

2. CBD X 2 5 BV IR I /E

TP HEME I (neuropathic pain, NP) J2& HH 520
R AA R 58 495 1) 2 B0 0 51 S 1) — SR AR P A e
DA T CARR P4 2OIE 5 5% SN AE NP SR B
Mo HRTIRAR BTSSR Z 224 A N7 T,

YRR EoR, CBD fE£4 NP A1
BA RFIBERBCR . #illn, 78 PIPN /N AR A,
CBD @l I KRR R AR B FAAH, $271H6
B AEA 1 2-AG 7KV, S35 5 HUB A o i B
FE SNI A1 CCI K R AL v, CBD 78 Ji 3t 1o i
i TRPV1 M1 5-HT,, 324K 2 i LI 5 1 72 8 0 4
H, FFReAIH] N BRI, DRI E JORE VL
SR1f1 CBD fE MK B R A 2. ©F
W78 22 350K CBD F 1677 i Bl 400 42 5 S 1) 9%
Y. BN, XuZF > H CBD 4 H®I AT
JE R 2T AR N, 45 SR S o FLAE G2 R IR A5 D7 T
TR, HARMSERHEAR RN, R, —
T L M e i N A8 CBD 89T 582 b R 245115 3 1
J& [l 4 42 995 48 (taxane-induced peripheral neuropathy,
TIPN) HIRF A 45 R B ~, CBD 4115 &4 iR 7 T 5
AR FR T2 BFA, AN NI R N =
L. X — &5 JHRIR CBD 97 R0AT B8 R 3& M E
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A A 2 S T e B

Zx bArid, CBD fE NP A1 1E F B A B i 22
TR IEAHFI AT I S 30 SCRF o AR AR I R H ) SE PR kR
TR KFEA . BENLAT IR & 55 R G PEAT
FLt— PR uE, DLBARR AR E 2R A NP (1) AL
(ERR oy i

3. CBD 5ALAIE B

BN BRI S Te B R 2 E R, 5.
JULPA) BRAH 9 R A 23 2Ry — Tl o aod 5 18 26 B 4
HIUTEA . REKERE M. CBD fE4#
18 LA B BP0 7 T R, Sadid 2 A3 sk
AR T I0UE . Bl 40, 75— OA /N AR B it 72
457 CBD TPk & /N U N 5-HT,, 5214 1%
PE, B8 T /N R BRI B AR B AHARRER o LA,
H Ik CBD & &0 18 1 OA DI 1 8 25 Rt %
B, CBD W& T SULHEIR e, Fmdb 174
RE AN K BT Ak, CBD il i i 1 2 Al R
S R 7 R SEIAER E o 40 Jelinek 25 PV BfF 50 R 3L,
CBD FLif 2 25 o3 1 I 5 75 3 0815 R AR A /N BRI
KT, FHAMPEIC T 2 48 & A BE-3 (matrix
metalloproteinase-3, MMP-3) 7K-F-FI 4 5iE s W o 7E1%
PEFTFIMR 58 /18 2 s PR 98 5 B 4iE (chronic prostatitis/
chronic pelvic pain syndrome, CP/CPPS) ) K fil #5574
W, CBD W8T R E (KT IL-6. TNF-a. M AHET-2
(cyclooxygenase-2, COX-2) 45 % it R F HIRE i,  H.
O I BB TRPV 2R R R AR ™ &
75 CBD fEIX Se 5 284 v JR T 1 B 4 8 35 (VR 9T 2%
S, BRI [E R T CBD X LA B % i 1 B
IR RE -

I AR B AR AESE T CBD 877 12 14 WL & 8%
(¥4 %P . Heineman %5 P #fF 50k L, 4 CBD fig
03 UGB AR B R KT AR N R TE . AL,
W22 Bz CBD B AEIR JT T 18 OA s AR, B
AR T AR v oy, HA s 1748 DA A VS I &
febr. BIFARMMEH CBD #HiT B e miiz &
ARG PRI E A B7R, CBD BEH REMA G
IR . HAEKAEATRmESI AT, Aaxt
RN VARG R R IhEed &= A F
o P,

FT FIRUEYE, T DAAMERREE RAE. S
iR E IR K E LR & #89H, CBD B 1
BUF VR IT AR . FE R R W] & CBD 8 i s
KR E k. W PPARy. %] NF-xB 2 NLRP3
RAE/NREE SN B AR A, A8 U 7 55 UL B R R
i O 2% 1) 22 AN SRR R, AR T v &
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4. CBD 518k A fIfE S

CBD 1£ 12 1% N i ¥6 97 0 R 30 H AR AR BT 53¢,
BA RAERT Fr e B 0T R T TR,
CBD Xt S REME R (inflammatory bowel disease, IBD)
i N A N TBI B R PR R E . i —2
Hi N B . A R SRR B 3 s, H
H 19.4% W A BRI g> 1 B0 R 25 . A
BT BmEE RPN, CBD W7 30 7 % B i
NHFEE MR E . t4h, 78 CBD X & IBD [ EAE
L SRR A A W T A T, AR A AR E IR
BT CBD, IBD HCR . B0, &8k
YR RESE, HAEEREE S E R T ER
JEVET AR, ZWFFTR W], CBD X &t IBD Ji A
PEI M SSRER AN A 5 TR BT e A7 /E A e sh B2, |
ZREAR B /NER R IRE], CBD 7EAF 5 AN F] 4
ik P4 M 9 2 1) ) S ol P ek — 2P A

5. CBD ¥R 7712 1 Sk I 5 G0 11 559

CBD £ A5 [ 58 AH S8 S A Sk i R 7
P2 . fEShsEER T, CBD G A
LR A 1 i ST ¥ A VRS . BN, FEAR IR AR
SN RS R, CBD B E 4R T AR
AT NI RFSE ], I R4 Pt 2 B AN . 1%
IR AE B A Dy 5 3L b U B RS /M A A% X3 ) Y
PEIERFRZR KA G Mk ARBT 7R, CBD 7EML
IR R 350 A 5% 15 25 L (temporomandibular disorders,
TMD) K BEAR Y BE 25 i N A, 1T 35 3 % ol o Jek
HISWUAREIKEE, FFA MBI 850 H 10% ¥
FEHIFIRT S B P L BRI AR, —
J7 TH CBD 0 Ggid i 8 45 ECS, #1477
FIHBOE AT, M SCEL X SR
—J71H, /N BREE ZARIURAT KA R 90 S5 R BE
X ik, 1 CBD A SRR HZAT N, X5 H
Xt NF-kB. NLRP3 5 J i B i 424 F A 34
X7~ CBD £ A0 [ 5 AH 2 2 9 Hh 1 9% 78 5E AL,
BEIE TR B SR o A SR . (HIX —1F
FAALE 75 CBD 7 F A [ 56 AH ¢ 5 98 1 s PR 72 A
HE—PEHE .

AR ER ML, CBD 78w kI 6 97 4 i B
BN EB YIS RAE. i, {E Sturaro %5 Y {13
Yt , CBD o 22 Bdiim kR iz, HAk
S, BIRY 2 AT TSH M /) 55, b B4 22 5 R A 5%
Jik (calcitonin gene-related peptide, CGRP) %5 T 1 HE
JEl e v R, T R AR 25 2 DU e REL L EAE N BRI B
CGRP 4 # 5: BUF LAl ol Bt . R, %07
R E AT Re 5| K25t s S KA . it
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4, CBD 7E CGRP JE 51 J5 45 25175 6 13 5% g i ik A
m AT W, TR SE CBD S HL Fs A0 2 1l Sk
JRAERIUEAE . SR1, % SE6HE 45 R 5 RS
PR WU AEE — 8 J& . 2943t & 1 Sk B L o
JFAT I R G ThRERESE, T CBD B 1l fig 2 1
S 5-HT,, ZARGifs, Fig EEEKE RS, 0
M T EN R I AR 2 R B B RR R . T
Ib, FRIL AR CBD 12 ¥ S 4E vl 22 T
KW Z P S AR 4s . Beah, 7RG RN H
CBD 5 THC R & WIRIT I, 250 A &
Ho SR Bl BEARMEERS . FERE K INAR SRR
Flogss, I HA LR E R T SRR A
VIR E. 2 LRk, CBD VAIT kI I b
SRR, DA HEAE IR R N A R A5 E b
MIEL S R

+t. BEg5EE

CBD [KL L8055, 2@t RIER LS, 76
8 1 S R I R TP 98 R B HE S 35 (R T T 0
B H a7y i 2 80 IS 5 se it fs . CBD (1)
VE R EA 3 0 I B AR E, Xt TRPV 1 @IE,
B P S 5 S O, BT B L T B
H s ] 5864 THC T s R B3, 1R
FLBURAE FH o] BEAF1E 2 B0 S P [F) 05 A R 1)
BRI HR, IR R AT 511 R 0 — 2L
51l G 7 4 22 B PR R, A P DR SRR o A
RRAIFITTRETC R BEAh, I R Ak 34 THI I i 22 1)
CBD RAEFIF AL, Hishit RS Aa e v
ALAEFAERRIRAIE . I PRIESE R AN R 00 5 o 1
SR VA AR S .

2 LATA, CBD NI MR % ik 1697 2940
AT BB A 2 10 . Ak 7 8 i PR AR AL
WEoT BTSSR L P I R AE, NI
PRYAIT SR 1) 5 $2 AL vl S0

H @b RFER: AEHFRAILH ZAF R,
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