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[ Abstract] FExcessive and persistent inflammatory responses are a potential pathological condition that can lead to diseases of various
systems, including nervous, respiratory, digestive, circulatory, and endocrine systems. Cannabinoid type 2 receptor (CB2R) belongs
to the G protein-coupled receptor family and is widely distributed in immune cells, peripheral tissues, and the central nervous system.
It plays a role in inflammatory responses under various pathological conditions. The down-regulation of CB2R activity is an important
marker of inflammation and and CB2R modulators have been shown to have anti-inflammatory effects. This study explored the relation-
ship between CB2R and inflammatory responses, delved into its regulatory mechanisms in inflammatory diseases, and summarized the
research progress on CB2R modulators from plants other than cannabis, including plant extracts and monomeric compounds, in exerting
anti-inflammatory effects. The aim is to provide new insights into the prevention and treatment of inflammatory diseases.
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R G0 R R AR (0 A, T2 R PR A N S B 1)
FERIY

CBIR B4 T i &5 v X et 22 2 28 8 15 o 4 388 I
MZ TR y-Z 3T BRI R, 2 550 HTRNC I % 1
P BTG CBIR J5 RS MO , (0 25 ke — b P i of
Z RS RIE T, ELP= A MO | TS CB2R A& 51X
SERIER . CB2R FZ M THE R G B 4 R 5 )%
P LU 2 5 ZFp AR A B B A, W0 S B e
PP D) CB2R EBIA N2 ZHh S0 s O A7 5k 25 4
T

FEY) CB2R JH75 FI AT 434 R I8 T KRB CB2R 8735 75 A1
RV TR AN 4 P i CB2R 38 45 7010 3k 6 AR 4 5 U
9 CB2R A5 M Al 5 CB2 24 &, 47 e 40, il ¢
SiE 2P A4 IS D SRR A TR AR, BT R T R
[l A4 CB2R 9 15 77038 AT BUR DB, 7T 28 A R 0 M 9%
FRAEIRTS L PR, AR SR 5 2R CB2R A S I A A A 1
P VR T A K CB2R 383550 S 45 50 R A R bLak, o A
T2 IR ARG h & B L) CB2R SRy 0 A 194 48 2 W B (LR
2R
1 CB2R FEAAE S IVE

CB2R MBS R A K, MBI Z RS ge A14;
T A T G AT 2 R i — R B B SRE A T, A 4
JfiAZ (interleukin, IL) AR ERFE KT (tumor necrosis factor,
TNF) %, CB2R (36 75 2 F 9 A PR30 T 1 B G0 8 Pk
ARSI I ] T S S, A A R SR B R P s AR S 5
EEA Gizo B, T A AR FR ER AL, DA T s /0 40 i
N A5 R R F ( cyclic adenosine monophosphate, cAMP ) ) B¢
T, ST B AS cAMP B9 {55388 8, 15 B33 97 S 58 AR AE
PR RIFET
2 CB2R 5RIEMER

CB2R 7E 4 A Al o 58 S I v % 4% %5 B ZAE . 0T
CB2R Ji5 T A 9 S | 18145 a3 40 A D) B, % 4 5 Al f
FERE PR IR YT B
2.1 CB2R 5MZRIE

CB2R FEMZE RAE M IR T R a5 B 0, P& S5
JEFE Bl 280 A S T B T 40 R R G I 4 A el 2
a3 i P R R RRE OB IS & BR, CB2R AT T LA
Ul A S I R 28 A RE MR S IR Ak, CB2R 4 3)
FR b 2 L A FH AT Rl 5 LA o ol 2 B e PR 1 R il
B2 T FE /N AN S A 5
2.1.1 CB2R 5ZEMHALIE 2 kM6 fLE & —Fh i
B2 G , FRRAE Ry B G2 A 5 RRE I, i 22 e
LSRR O A1 s i 2R ) e vt I /AR 11 =
KW R I CB2R 5 £ & PEREALIE 1Y & A & B YA 6
1622 Z MERE AL AE F A B AL 80, CB2R Ay 2 ik 7K B
O, CB2R 43l HU-308 AE 50 i 0l 28 48 E I i Al 47

J2E 200 L D 8K T, DA B R Bl 2R RO R I 5 R 1 i 4 4
Bt
2.1.2 CB2R S8t miAsrf 44 i 2 v o2 o 1 i
LA BEL 2 7S 5080 ot 3 Bt 1 R BT 5 AR A — R
CB2R #8h71) TWH-133 fe 6 38 2 # 61 rb 1 bz 240 B 1) 1l 9 Bz
206 ) S5 R A A a1 A DN BRUR) K Bl it
BRI CB2R #3700 T a2 20 B R 3l R v i I 45 P B 4
JRL BB , D0 M A AR BT s 2 Sh T AT, B4, CB2R
Behe T DU SE A 22 T AN A 3 5 A o4k, iE— 2 42t b
ZBE"
2.1.3  CB2R 5BJ/R #M5 BR9% ( Alzheimer’s disease, AD)
AD E—Fh 2R AT , S INEIRE ) R B FNAT Ry B A S5
iR A G, 18 1 8 o E L & R AL vh & M T AR
TE AD BF B4, CB2R By 28 kK 1A i a i, S2%
KILFT CB2R AT LA AD BRI B AH SCRE IR, 6045 2
SEINHIBE J1 R AR S E R 452, CB2R #4371 JWH-015
TR AERE I i 9 0E R 7 40 W6 R 40 i P -3 S RE B A A
B BESPE CB2R B JWH-133 AT L 36 A 0 A
PP R, FEAIK AB BB B 3 B8 AH DG 2R 1 1) 3l B e i
122 AN IWH-015 X AD AL/ BB 5 4 i A 5 1) el
Lo RE VAR 28 B 2 ME Y X IR SR e R Tt R 4 T B 25 1E
[ R
2.1.4 CB2R HthaMym KRB TEAAE T ANENE
TS R R A M BB 3 R H S B RV AR B L U A 5
A, BT 2525 AR 240 42 25 B OE T RE IS A AR YT
PIR AR T H ™ R RIE R, 8 52 380 7 ™46 BRI B
YT B KB 00 B R R s A I R LR Y
CB2R Z3 0 75 KA v 15 i 425 i F 2 L0 Jie A 5 1) 22 B G
22 e e s v | I 47 76 T 1 22 J B A0 R b ) X
9 CB2R 2 51815 St B0t T A 2 A
2.2 CB2R 5PHIKIE RAE

TP T 2 R e — i DRI A5 T8 X6 22 Fofr oA V5428 0 7O 38
FI RO B0 , B I Z R e ik 4220 78 AR YA,
PIRYSTBI S T 41 2( T helper 2 cell, Th2) %1 41 i (R T K
S, SRR TR 5] & R G5 R Y R AE
R DR, PR IR T IR JRE HY 1k ik, WESE
S CB2R A BCE T L300 60 20 i DS 0 4k R 1 B B i,
VR R S S, DT X IF I 3 46 E A — 2 BT IT A Y
CB2R 9 3006 7] BB A2 VA T PR W 38 4 5 A1l £ 48 Ak i — Fh 3
Wi,
2.3 CB2R 5HLRGRIE
2.3.1 CB2R 5BiERIE RAEVEMIE R —F i B s
FLE 5 | BB , 5% R B3 RO AT T30 4, £ B s
SE R AL BRE ), CB2R 7 R AE M i vh e 25 J B AR
FH W& CB2R AT LA 28 RE A J5T ) 88 J3CRN B 58 4 i 1) 37
b, AT 8 E J2 17, o 368 e Y5 2 T 1k 3R 8 R 3 i
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ROV S 3 AR A A R AN P TR AR 2 A2 0 B A
LB AT . KUE T RRRARE 259 A°-DU SRR ( delta-
9-tetrahydrocannabinol , A’-THC ) F13E 1% # 25 4 K FR 3 4 7]
WA LA i e R B AR [ M RN RUBE A v
CB2R FONRMERRRER 19 3R Ix ¥4 I, CB2R #3h5f JWH-
133 Fl AM1241 S REAE M 1 45 I 42 19 & £E | Thii CB2R #0441 51
AM630 W23 fin il 4 S o
2.3.2 CB2R 5K B BREMFRE— 8 M ry 28
PRI, HRE A2 B B A 5 09 H i S5 7 5 S5O R b O e
KPEAFAETEIR . WFE £ W] CBIR/CB2R 1R A ¥ 37
CP55940 Fl WIN55212 HA7 Bl -F A°-THC (4 H1, w] 10 il
JIGEA A VT I/ R % 8% 42048 457 , 91 B 4
il S AE T35 P, T CB2 1B B MRS B SR144528 T 4b # AT
R E R
2.4 CB2R H53lfikakEtifl

) Ji 3K R R Ak 2 — b LA 3 ok P B B B3R 0 B ok B g
JEE Ay A BB 5 , S 3k B 3 Mok 98 R B 1k O I A5 5 0 1
FEIFEE Y SRk R L 3 AR S A P T 2
14 8 F 20 Jf 3R 4 A0 SR Ak 0 38 . CB2R # & B 7E 20 ik ok
A /N BB R 5 4 4 L, AT LA 42 2k 2 R
S ik 35 AR kA S 114 85 B 43 TR B0 ook R A Ak B B
14 3E J I Bl K A RE T, CB2R ¥4 3h 79 0T LA /N B
3y Jik 35 R L Bt e 54 K /N R R, AL R 08 R E A
I 1 55 5 R0 A 400 ) I 00 % i 5 R, [ e oD R
AR S - SR
2.5 CB2R 5 2 BUBHIRIE (type 2 diabetes mellitus, T2DM)

T2DM 5 |2 AR 5 5 ™ 5 5 & R Xt f 3 14 A A7
TR TR R T2DM R IR IT 25
g 2 ORI i 5 R I AR 45 (H ik 26 2 W T A7 A — o
JE BORIVE R, An i w75 B T 1) BSR4 R B4 45 Y
IR W] CB2R FI g2 5 I8 77 T2DM Y & 4E i 72 .
CB2R 38 i B AR 20 0 5 1 A AR B A IBE T , REAE P AIE
i 2 ZEARHT AL I 5 R A0 | I I 3R R M R A A 1T
BT , IE A, CB2R 34 3 1 AR 420k R OK ST | B0 il 2800
FIE WEL 8, T E — A5 B AR T2DM B8 3% & 2B 91 & E i
22573 S I KU
2.6 CB2R 5%754

RGBT & (rheumatoid arthritis, RA) & —Fi {2 1l
P SEFRMEZ 56T R R F B R R B RAE MBS £
TR R W], CB2R 5 RA #YIFHIE, 75 RA B35 ,CB2R ¥
FRKT- 3 LA, CB2R WS4k AT LI e 5 PR - Ay 7= 2
BCET 24 40 A Vi 55 200 i A £ b A S el 437 B . CB2R %
FIAE RA BRI Sk 5615 48 19 /0N BUBE AL v ELAT S8 35 A 3R
JYRCR il FH CB2R BBl AT A3 5615 48 ™ 5 A 8 O i /b
AT IR T IR L CB2R AR R S s
HU-308 AN AT LABSAREF % 15 i 2 11 11 A9 47 R Bt A4, 38 AT LA
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Vol P i |V RS RE RS AT REIR T
2.7 CB2R 5 k4 AE

SAEVE R A , W EAs 3k g R Mk vk B R B LR (A
B e R R0, 7T UK AR, WA g
AT FFEIERA CB2R B R IRYT 5 i Mk B R 16 %2 247
SR AT A2 B B AR Y, e T DL R E N F A1 TNF-a
IFN-o Fl TEN-B #1977 A=, WA I % R RE ) . CB2 #4301 51
lenabasum 7] DL 8 Bz (LR Bz ik w1 &UA T A 48 K 1936
P, IR T ARMRE
2.8 CB2R SHAbARSE SR

bR T LA LB R S PEBEG , CB2R 155 B 4 i 2T JE
FEEREEBIR AT e CB2R 4 3h7 HU-910
REAS I BRI B I v 1Y 2 Fh RRE | SR Ab IS 8RN 47 2k fh b 7R
W), U4 B WEZH 20 90 32 4 R PR Ol SRRE MR 1R 3R 9T 2
HET A A EBATT MG CB2 WEh ) HU-308 fig fi% i 4%
LPS 7S (10 i R BT s 143 vh S i A R 0 72 2, 22 ik 11
R ER, RIETIR AR R RSERD
3 fHY) CB2R WATHRIHRAEH K HALH]

CB2R SZ A7) 0 — 419857 CB2R 194> T, A 35 P IR
Pk CB2R 45 3 . A i CB2R 85 77 A A 9 3k U CB2R 14
P

PR CB2R 135 7 72 AR B SR A7 76, A 28 M 4R
T, FEVR P TR T SR RN RE SN T % 4 BV A (O
R Y AR B A AN A48 1k o B s v R M KRR &
P A 3 5] & O A e T e R AR 2R A E 4R R
W AR CB2R A LA R T T DAAR 4R
T BT B R B TR 5T 2 kR
RIS, CB2R #3h3, In HU-308 . JWH-133, £ £ &
i P35 R T LA D 98 A A R T, AR e E 4 i
A TS AL R B, Wom BT R R R SR, B S A AR
CB2R 175 7 T REAZAE A KRN, 5 i) HL 7 1A P9 114 3 2
B, YRR CB2R I Y AR 4 H 4R A R
1, X B Al A U FERL Y T ) IZ AR TR BTN O 2 R AR 1
PAY 5 AR CB2R A A L, AT A A AR N Y
Az YA R AR TN AR AR 2 1, BB 2R 5 A R U RAR
W TIFEM AR R, WA, iR i KR &
EMAEH T CB2R # RBUB KR RIMER , Wik, T
KRR LAAME B R JE 19 CB2R 38715 771 6 T 5+ 4% 45 44 35 B
BRMEZGY AR RN e R A A EEZ L,
1% 38 i 2R 45 M A ) SCRR, A B KRR LA Ak £ B R B 4R B
Yy K HAL & ] 985 CB2R B RAEH .
3.1 YRR

HRTE A 2 Fh 25 Rk 30 5L T CB2R MR,
{OFEIEAN PR WK RO FR U EL Rk B SR B
JURER AR X U R 4R B RE S S CB2R A HE BT
R T RPEFIEH, W 1,
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F 1 MYRRBCYIRIEKIRE 2 B2 A8 7 B R VEH
Table 1  Anti-inflammatory effects of cannabinoid type 2 receptor modulators from plant extracts
a2 P 25 IR 25 PE/E M AR F 275 30k
JEAN Magnolia officinalis R2ERAZE)E TR MR BUR FUMMEERAE  NF-«B 1 [53-54]
Jé KA e
WA Echinacea purpurea BRI R GRETE P PPARB/y T .AEA | .FAAH | . [55]
P 4 i MAPK |  NF-«kB | ,iNOS | . COX-
2] a-181
WEJR Linum usitatissimum PR TR R BT MR ZEnt BURE PRI L DHA T (EPA 1 PG | ,cAMP T | [56-57]
7P TXA2 | TNF-a | \NO |
FAJR Melilotus suaveolens SRROR SRR e UPIRGE RAE IR RAEETF | NF-«B | [TNF-o | [58]
I7 It 473
58k Morinda citrifolia PRI O R ek Pl ge Pty 4 GSH 1. ERKL/2 | | NF-«B |, [59-60]
iNOS | .COX-2 | ,INF-a |
3% Nelumbo nucifera HERREE Py MRZE B W9 K MR Wi P p-AMPK/AMPK T PPAR- 1 [61]
275 Ruta graveolens EEREER £ ush bk Aetgifk, NF-«B | [INF-«| .GSHT .COX-2]  [62-63]
PR R
BEMA Ficus pandurata ER R i TR LA NF-kB | .COX-2 | \PGE2 | .LOX-5 [64-65]
B | VINF-a |
7% Pogostemon cablin RIRHRS SR THb 3oy otk ILIRL | IL6ST | TRPVI | [66]
TRNTE Tripterygium wilfordii TAREAREE  ARMA TS ER TLR4 | fR&AMMEHEF | [67]

e TR B L R (R2F) . CB2R RIS,

5 R I, ZFEY Y RE S8 1T IR ¥ CB2R &4
AV SIEMTER . JEAMERRSEE 22 h FI TR YT FE IBAE | bk
B e et A 0, LA B A 2 MR O VR Y L SR
KIEAMERY T2 S 5 KRR RGE MR, v DLl %
CB2R 5 1H: K £ 1, b I8 F-kB (nuclear factor kap-
pa-B,NF-kB) i G 10 40, & 5T RAVEFIY S BSR4 3
TEUHY R 38 5 38 AU KRR 3R R R R AR P A M R
TESEAE PEPI R BRUASE R ey | 0 AR 5% 4 2 B0 = 2 ) A A
PRI AR %A T3 CB2R 5 P05 SRR BT
FRMIIRANRIT RAE . WP & P R 2 28
TR AN SR R AL S 4, SRR VR TS (LT gk AT A R
Pk,

445 B o B3 2+ PR 35 CB2R R 3470 0 W 3 8 A 14
YER . RARRIEEUY BENS L8 I 45 L 28 U B A e B i 45
BRI BRAI A I 844 41 i CB2R 3534, BEWT NF-xB 354, &
F FEAIK TNF-a 1 IL-6 7K V-, 35 B B R R 12 T Xof Jili 38 48 i
FSVEM , H CB2R 5 NF-kB mRNA FIZE H iR iA &2
FAHSE  CB2R 3l 7AE 1 sl 42 B o i s /0 B 4 26
SR B TR BRI A I A A i, I ELBE ) e Rl
HOTEBR NO , M IR 0 S v >

WA —LAE Y 4 Y AT TR 7 T AR T8 2RE PR AR
SRR B2 B TT AR ALK 240 B4 iR 22 4% (lipopolysaccharide , LPS)
Al INF-y 3 38 A4 0 20 i 5 5 TNF-o A1 — 480k & ( nitric

oxide,NO) 7K ¥, U8 2225 1 4 /N Bl (14 4% J5 i D 2 P 485 10 A
M BEW/D Th17 ZEMR AR TR h 444, X5 TNBS 95 1Y 44
1 9 EA B S (R AP T L S BRI R R A 2 1 1
43T LI 5 22 P AR S BT TR P B Ty M S 48, 045 sl 2D s o
A B AN E AR e BT R AR . CB2R sl B
FASEICH) B A% B AN B2 PR TR P I B A0 e itk 2 S5 1)
PRGN A I BT AR IFIE BT &, AR A
] S A 0 ) SR A IO U A A AN A TR S

WA 2RI B R I TR TT 208 5 | 1 3h Ik ok A
fEEAk T AT A AV v JIEL I e R S 174 40P 4 £ F0 S8 AE , b
2 WAV [0 e ARV 2 5 i 1 L T e -, [ I 4 1 8 4
JEE B 25 1 R [ B KO, 3R BB S i 2 B 6 48 AL 8 ( eyclooxyge-
nase-2, COX-2) | 15- i fin 42t 1 ok 44 1y 6 55 6 0 1, 440 o)
T JEL T et AR B Y 2 B0 JhCRE BE RIS o, 2 W 2 4t B T 3 ot
IER AV S0 AA 7 3850 288 A A i 2 i I [ et 14 2 Bl B 221
EERBYTEE LT RINGIT T EA BEYCR, B R
AR 5 R B TOK B R B2, IFRE AR COX-2 5-IF A &
AR LA (myeloperoxidase, MPO) A -, Tt 1k
I B H AR ( glutathione , GSH) IR Sk R T R
AEFH RSB R A DA TR IER B 5 =F =Y
FIVE FABILRIAS (7], T 50 R B4 2 3ok 30809 o Ji il / SR R AR
PSR T 0% ki AR O B I AR A D) 5 o )
TNF-a 5 R 2 E2 (prostaglandin E2, PGE2) Y™ A & 4% 4
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AT B FEUE WA S YD R U Y CB2R 3R 7 1R T
RRAETE BRI A5 07 T HAT BRI T . T A A S Uyl
AL VRS CB2R F1 B- PN ME R TR AR B Jik R AE . BT LA
P B R AP ILIRT IL6 155 5% 51 Rk I 52 14 v 43 75 7R
V.Y 1( transient receptor potential vanilloid 1, TRPV1) Bk
AT VB0 S 58 T 28 AR B, LPS 14 B kY g8 i R i 1), 2y
ARV EAT CB2R s AE H, BERS IR R /D R AE AR,
i LPS R RAW264. 7 4l TLR4 £ 117K L) e AR
i 2% 200 0 A 5 A ek K A FHAIL ] 5 81 47 22 205 AL 2R
138 ( mitogen-activated protein kinase, MAPK) I NF-«B {5

K2 YA YRIRRIRER 2 B2 AR08 15 R BT R A1

S A,

X LB U 0T CB2R 1 M R e A
P NF-kB 3 %, 2 [F] A 4EHT R R0, I BA P A AL RN e i
TRATVE T, XSG TT 9 RE A58 AH SCE 9% S 7R T Y I PR g
JHHE.

3.2 HMYPREMAEY

H B HF 5T & BT CB2R ik i RRILE WA B+
Foft, SRS R0 35 T AR R R A 2 2 R Y X
S5 CB2R JE 5 A0 25 BIAE FI B b 28 R RE | Sh kol Refd 4k 2
RUMERRIR R B G | RAEEIA R TR ST REZ AT
m, W 2,

Table 2  Anti-inflammatory effects of cannabinoid type 2 receptor modulators from plant compounds

25 B b/ 3 CB2R fEH] Z5HE A AT S 30k
AR 3,3-TmIEH FFEAERR CB2R ¥4 MY iR iNOS | L COX-2 | | TGF-8/Smad | NF- [69-75]
it (3, 3-diindolyl-  SKAEHH) b el RS RAE LTRSS «B |  VEGF | \MAPK | | Akt/mTOR | |
methane ) Nrf2 1
R AT (B TECEE.N CB2R SN MY, Bk 45 PPARs T  MAPK | [TLR4 | [ILB |; [76-85]
#li#%  caryophyllene) HE LMW AR, K Wade WERIG eV R B TNF-a | \VCAM | (EGR1 | TSLP |
JBR L 2 3% Jok 52 5
WAE
Kowk =0 B KEk CB2R #ah#  BUR P IkE MAGL | \PKCe | \NF-kB | .cAMP | . [86-88]
(‘euphol) COX-2 |
e AR BR (betu- JIZ4MAE CB2R WEh#  HiMige 454 . %1 NF-«B | . 1L-6 | . MMP-9 | [TNF | . [89-93]
linic acid) R RRE MPO |
N MELLE CEAE CB2R #ahil OB ARAE M4 45 R AEMWF | AMPK T, HSP70 T, [94-101]
(celastrol ) Tk R BERRG & INOS | TNF | .CD40 | .GFAP |
WenbREE (fal- N 3. CB2R 4 HimER NF-kB | \TNF-a | .IL-6 | ,COX-2 | . [102-103]
carinol ) T L B XUE R Eh HO-11
HEA
Z W WHE (antho- ¥ AF, S MAE CB2RMBIH P& R 45K BF  PPARs 1 LPS/NF-«B/TLR4 | \HDAC | . [104-107]
cyanins) I EAREE SR PRIR B Ik ok RE A AL 45 TLR4 |
JE AN (mag- JEAR CB2R EhH  Pim & s KMEMK  PPARB/y T N2 1 (HO-1 T NLRP3 [108-112]
nolol ) A IE Bk S ! \caspase-1 ! \IL—I,Bl NF-«B |
4-0-F SL KN R CB2RWahl  HiM& R JFR BER PPAR-y T cAMP | NF-«B | [iNOS [113-118]
i ( 4-O-methyl- N } .COX-2| PGE2| TNF-a |
honokiol )
LWE (cur- FEH CB2RW(BH  Hidh& % W% JF  NF-«xB?T PGE2 | TNF-a | Nif2 | % [119-124]
cumin) R AR SRR E SEIMRF | .coX-2 |
SEET A (bio- L =0F KT, CB2R hH  BUR BUMEIRIE RAE FAAH | p-ERK | PPARy T HO-1/ [125-127]
chanin A) R AN A
JE I
AR BE (ves-  AEE WA R CB2R BBhA &4y, Pk Akt T mTOR T STAT3 T NF-xB | ., [128-132]
veratrol ) B SRS R BEIRIG AR R TLR4 | SAEANMIN T |

3.2.1 A=Y
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TR IR 28 O RBORE , M 2 #E 1 22 BR BrPE T R g T
DIM AT LA/ 5200 /N S S 40 38 30 2 A A I, I PR A1
1% 3R — S ML & & (inducible nitric oxide synthase ,iNOS) Fl
COX-2 ik, ULk, DIM i£ 38 i 71 (7] 475 NF-kB {5 58
%, XL S A 2B AT P

DIM FERT 9 T Ak 8 48 0 A5 15 98 55 7 17 HL A ) il
., BFFEEW, DIM g8 13 9855 TGF-B/Smad 1 NF-«B i #
U040 il 2 2T 2 L R A A S I, R o) A A A5 A /)N BRI il
TAAET . DIM I E % 2% ik 45 iy 4 1R /1N B RO AR o i Uik
45 M 45 AN T F I PR AEAR Y DIM 3 gk 0 A e 40
3 A 2 A0 B R, D AR 5 i 48 /0 BRI I A PR AN 21 21
AR [R] B 09 N A2 K R F (vascular endothelial
growth factor, VEGF )-C, VEGF-D , VEGFR-3 F Ifil. & 4= i &
(angiopoietin, Ang)-2 Rk TP LR 44k /) B s
DIM A3 5 REAS IR ST T A 224810, 306 E-85 20 85 1 LA il R
FESFARICH B FIA | AR SR AR S Hi 07, U6k 35 75 P L A, A
T 451 403 R RF 27 4467, DIM 34 38 aof FHL I MAPK il
Akt/mTOR 38 B3 ] 248 XU G777 98 1 AR R 48 40 4t A A 38 3
TR FIRZE , I 98 R S TNF-a 755 19 2 0 X -, 44 P T )7
FRE T REER ™
3.2.2 WESFIMEKEZE B-ATKE ( B-caryophyllene , BCP ) J&
—RXOMEALMERAE Y, RIRAAAE TR Tl Al | PR o 55
HP R FBT R AE T RE S H0E CB2R A 5™ BCP
Al SR Ao IR /N R AN Y CB2R 454, &
FEM L FITT A B VR T R B s 2 R VR AL
SiE/IN BB I R R FES L™ . BCP 45 24 1o 35 0% T it
RU/INERARE AR, EL B0 /F A BB 8% 4 CB2R kI 55 AM630 3
BT BCP XN B B R 405t A B G E T BRI
RRME I F 3k, W& MAPK {5 5 38 1%, & % bt R 1
FHUST, BCP ABME W2 45 M 26 B AL /1N FRUAHOUE N 722 0 43 i
155 BE I SE ALY G NF-«B 36 A6 340 ) 5 040 ek se T
FHAFE SR RAE R ™, R K B | BCP 3 i
CB2R A 7 2tk 25 e I W5 8 i B S 3 o A 4R Tk B
ORI RN S e Ah BCP AT I 2 K A R R R B
AALBETT  BEARAE 2 (R 7 22k |, I bk S i PR s R LB i 4 21
AL SE RS AR T 4 K USRI BCP fiEAS 2% it
BRI W TR e | Ik E8 235 A i DA % 615 1 400 i
B MO R K B 4 B JE AR AR AT SR R
BCP A DA 2 52 JHk 2 E , 30 ikl 41 ¢ 40t 32 Vil 1) B2 Jik o5 7%
i

K3 —JH% (euphol ) J& —F U IR =5 S 43, SR IET K
BRI H IR A TR T R A AT A/ B
BIUA P 9 0 ok 3, EL s 2B 200 R FT B CB2R 45 4t 57 sl i ok
CB2R sl ™) 7 B Ik S /I BB ) R ik 0 I g
E T PKC/ERK/2 8 BER B AR R AE A, M B K i
AR,

HEATR (betulinic acid ) f2&—Fh P b BBET 34 =k 24k
BT AL TR A Z R R R R RE S 0
LPS 1753 (14 A B2 1 it 400 4%, o8 A1 Bt 8 1 Joi oo 4 1 A
FH A0 MR 240 B A 3R R A RE IR B 2R 3K 38 N GSH. AN
HEAL) AL B (superoxide dismutase , SOD) A%, & 45 Hi
RAEF o FEW I P45 W R AR v | A R W oA A Y 1R
ERFNILTE B BT S A E K S MPO \MMP9 1 PGE2 1)
TPE O R RER AR AE AR AL, MAh  HEAK BRI BE 1 i
T IRAN ML AL AR 2268 7, TR NF-«B 38 3, KRS8 XUE ¢
T 98 RIS A 14 DG 757 48 5 B, Ul 8 g JER 0 I A e i, 3 300 L3
TRITRE BT RIS Y A 2T T HEAR R T8
S5 K Bk AR 8 A B Y SE Rl 3R R NF-kB {5 515 5
R HEDUIRANEFH | DT 22 Fe 18 T o R DR AN A T B kAt 40

THINTRLLZE (celastrol) J&—Fp LA Z 80 A 06 1 1Y LR
SRR T P2 TE A AR R Y AR LS 4 0 R B Ak
NI A R AL R BEE MUR A BT R R s S R I,
TERZ B2 T R A TR HRLL R L REAN R B vE
WYREER SRR 955 1 2 v NF-wB & M, 142 4 b s
PRI, IE L IRHL R A 73, N & AD K B iE 12 bt
BL0T o e EL 2 o /) RS TR oy R A B 4T R AL B
A0 2 AT A RE 240 A1~ 7K S I R S A i v o e
(¥) TNF-o FI MCP-1 7KV 3 it 37 o b T2 1 4 /N B
B TR N R LR R A% 300 1 285 i 01 % 400 B TR 19 7 A, il 4
PI3K/Akt/mTOR {5 5l i ZAEPLRAEN . AL R IE
REfS I I AMPK/SIRT3 3 [ w035 DU S A0 b 175 5 10 1T 43
A 7N BRI 5 At 0 1 185 0 & 9 AR AL Ak I 98, DT I8 T
YL TRABELL RIS W E VS NF-«B 38 H 5K 3h 1Y
SRS, I b8 S G LR AR A W) A 1 RE DR 38 R s
e S IV 8, AT AR SO PRI IO AR ', TR A TRLL R Tl
TR 95 A DG S 200 M PR B A SR TR I T e ek A4 5
PP RY  BeAb O e L1 R A S 3 3 A R
SR A B IR A S R

Bt T (falcarinol ) , WWHR A NS R J&— Rl 5 2k
BERAL Y, EE TR TERHERY T BT
RIMVEREALIER LPS V53 S el 18 4T , 7T LA R Ji7 38 il
LI ZNNAEE 1 (heme oxygenase-1, HO-1) mRNA Fl#E FH 33k |
Vol 55 7 1 A e PR 2k LA B A4 P o e s e
3.2.3 2 HHFE( anthocyanins ) J&2—2& 2 A4 T H
SRFAEI AL SR 2R M RR KRR AR R T
W2 FE LPS S 2 R /NP A6 Rl
I BH L0 1 40 777 2 003 o 2 5 e 2 7 1 JF I i
12 -i6gl BRI LhE T ] LPS/NF-kB/TLR4 38 %, J8i 4%
J B ARAE , eSS B 8 5 6 14 56 B | DRAP I 1 B 2 R
M2 BT R AT R A o BE BB IRk
TRAGNT A0 B Y PPAR-y 5% 3636 M, 8 1 OGS ZE 5 M
RSB A I E O S 0L, BRI 4 TNF-o 175 519
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JEAM ( magnolol ) J& MR 22 BHF P AR B [MTif A Y AR
FIZE R o0 B B — PR B R AL A TSI il fl 25 sk
BRAMAIREASE A /N LA RE PR, FLAL ) T B 238 5 Nif2/HO-1/
NLRP3 {5 538 B0 i 2 2 A B 7 i ek fE sEbe R 40 g R
TR M2 AU/ AN A S bR 0 SRR B R
BT E R P W PGE2 55 A4 4 RE M |, IR i 3%
FEAG c-Fos 8 235, WU A AE PR ™ JEANES 7] DL B
USRI M BEAE X BRI 2L U 9 RE BN T BEAR A Y I
GO N OB =S | B S R R ) e e o 115 B2 S R S B
kUL EANEY RE A% B0 PPAR-y, 31 3 T VR Al e 5 iR
SR B RRE B 2 /N BB v () TL-23 {55 SR 038 B2 ik Bt
WL RE , AT 4E 00 2F B ERE B 9 iR

MEAME % 25 f7 o 43 B A5 B A 4-0-F0 3L JE AN (4-0-
methylhonokiol ) tH L7/ CB2R & 4 14 3 h 7 B R 1E , 4544
55 Hu-308 AL, 0 % 4 K, 7 (43.9+5.2) nmol - L',
WFFE R IAE /S R £ e | PR S SRR ANy BV ) 2 800 CB2R
BAEBUAAE T, AR AT 38 5 R S o 4 o) 2 A b -2 O R R AE
FH b B JEE R A 22 b e 2 A 1 AR AL T S e Y
FEAD /INEURE A B JEL R 1 B LA 3 R ) O o i
LPS 7 S AT IZ T 38 5 NF-B 8 B4 LPS 355 5 & AE
BRI R TR AR I E] LPS 75 T 093 B A
FEI L 4-0-H1 L JEANE AT L)L i 5§ MMP-2, MMP-3
MMP-9 F1 MMP-13 223518052/ N BT S 0 1) i 2 44k,
T 4038 SR A PG 28 R 0 1)t gl i A T s ok
WS AMPK/CPT1 A BB TR Ak ok o8 s B G, 1 il
T2DM /N B T 4 98 i 52 107 FIEF A Ak 2 E, A 20 190 175 0 R
O LG 4-0-F 3 SRR I B A% B3 i 5 AR gt 3 ok
1% AMPK/PGC-1a/CPT1B F1 Nrf2/SOD2 il i 55 JE 2 1 i
S AL RO A AE SUBE , TR T T2DM 5| & i 0 RS
TR

WK (curcumin) J& —F N LB Y 22 B SFAR ZE 4y
BRI E O ORI 2 I R ZRE T
W% p38 MAPK/PKC i 4 34 /i NF-«B 31k, Mt B 11 fixi
WA TR RAE ST, PRI i 28 e 40 A 52 32 /M TR A A
AT A1) 3 2R B S T LA Ak T R
FKEUPAE IR, I 30 5 W75 R R 2 W DL BR 28 11 4 5% ( myosin
light chain, MLC ) 0 B iR 1k 38 fin , B AIK 4 A 4 R A K20
FE T PR A UL 20 RE AN PH 77K S G AR R T
REAR AU AL R A DG 2 11 9 3R 38 SR 28 Al N B 2 IUAE /)N BR 2t
FRREBLAG A RE DR 2 2 25 LA D AR A A T R AT
COX-2,PGE2 FIR MR F Rk W VE R, AL T BE 240
Tl ECE A0 NF-«B 3l A TG4 2R T AR
S 20 A ] A A1 ) R A 4 S A, DA TR 4 R B R B i T
ﬁgi 123] .

S A(biochanin A,BCA) B—Fh B2 b &4, T2

6300

FEAE T ERHEY 2 BCA AT AR B /N BN A 2B 1A
PN A4 G JU Tk JHg K S T ( fatty acid amide hydrolase , FAAH) A7
P, 1 FAAH 21755 M CB2R B ik AEA Ui 09 R, 4 itk
BCA 7E LR R BLAT G FA/E T W98 & BH BCA fig
S REAVR/IN BRI S et o 114 7™ R R B 306 9 I Wit /) A 5 28
A0 R KT IR DL HO-1 By E3A  HAm 61
A e PPAR-y /5115

2L I (resveratrol, RSV ) £ Z Wy 2L &), FERIE
FAEA: A% Rk A Y ) RSV AT A Y -
JRAE I M, 300 2 R 0 P R B R Y B W L R RS /AR
T REEP AR R0 RSV A 55 340 ) af 3 Fn S0 =A%
i AT e P S PR 20 At R A B8, I A8 A e R
P B R 20 8 22 R R I A3 iSRSV figfg
WA 07 FHF 2 /I FUASE TR0 i, 75 5 I R D I K, O ke 3%
JFU2T ) RSV fEBSEE T2DM H KR 75 S 09 IR JRE /N BRI
B BOH PR B 0 K R e 5 38 Rk | 0 S R AR S R
FEFEAR TR RS MUK S RS0 1 72 A2 Ak, 99 &
L RSV BEIE B R IR TT 45, W1 LA AR TLR4 \TNF-o
FNF-kB B95235 , H0% ERK/ Wit il B 0278 A 7 SR 40 i
PR 338 BT AR R 7, B e LR 3 Y i T, DT 2 fige
JAR

W A B AL & W HLA = 2 A9 I PR N A 6,
A CB2R 4] FAAH 75 P, 975 NF-«B 3@ %, 98 15 44
M T AR 23 T, LA AT S 4 AT R EA, I
1, BXSEHLE LR AR A A ) e A & W e 2 Fh R
IR R I RAT BRI TRICR .
4 ZEEHRE

G S5 AT 1 B B8 4 I A B PR - 1 o B 7= AR R 2 R
SIEPESG A KR AL 1348 R M0 22 B METR A R )
SRR s, P G — A R ROB TAT 7 U H 2R G TR
R, KRBT R, CB2R T8 5 B A & BT R AE T
AT AR 2 BIE DL 3, S #R% A 300 CB2R
W FHT IR R G EA TR L, WREW, RARL
Gl LIl Z R LI CB2 2K ThfE, Horh—fhJEm
I EHEA A CB2 R sUA HIG M, ) — AP L 74y CB2
Z AR BRI B A0 A 5 R R JL T g, eAh, —
e ARAY A WA 0T LIS 3 410 ) 98 E A 5 A0 R L DR A 4
I T T 4 G 2 A B A O SR LR A, 2
I AE e B IS ZRER AL A, SRS 1 1 1 KRR
RZMWETHMEZRE, ACHERET CB2R £ RAF
SR A AE B A, Bl S 2538 T YR IR CB2R
X ST P A T AL

T T 13X AR 49y 1 B LA R SR B 0 Xt 48 S5 P 3 1Y)
PATEHLE S CB2R 815 545 FH B4 S B ML B 9 i AN 415
WA, FILHE I — SRR+ CB2R il 5%
TR A AH AR AL A B e A4 PN 19 25 4 1) e HL 2
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Fig. 1 Mechanism of anti-inflammatory action of plant-derived

cannabinoid type 2 receptor modulators
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