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ABSTRACT: The endocannabinoid system is a complex system composed of specific receptors, endogenous ligands and specific
enzymes responsible for their synthesis and degradation. The endocannabinoid system is widely distributed in human body and
participated in a variety of physiological and pathophysiological processes. The endocannabinoid system plays a key role in numerous
pathophysiological mechanisms of the central nervous system. Here we present a review on advance on the endocannabinoid system and
its relationship with some central nervous system diseases such as Cerebral ischemia and Parkinson's disease. The research on this regard

not only elucidates the novel pathophysiological mechanism of some diseases, but also contributes to drug discovery and new therapy of

these diseases.

Key words: Endocannabinoid system; Cerebral ischemia; Parkinson's disease
Chinese Library Classification(CLC) : R285.5; R74 Document code: A

Article ID: 1673-6273(2014)22-4374-03

YRR PR FATN B T AR M4 ERS B A 1
WL BRCERIE A AR AR 25 AR . A 1964 4F Gaoni Al Me-
choulam S5 YR 43 25 H KRR A9 A O PR 1o A 9- DU S R RR B
( A 9-tetrahydrocannabinol, A 9-THC), 2 4~ T MY T $2 BUKRFF
RYiiZik 80 ZFf,

BRIRSR IR SD, b0 I 4R & BUR N AT LA AL
AT KIRE Y L, FRA IR R E & 45 (endocannabinoid
system) , DG BRI IR RIRRR 4T T Z IRA WIS .
PR A2 RGN BN IEME RIRE R4t (endocannabinoid sys-
tem) (1 EEINRELR AT BB 01 B/ MEHY & R G
H AT R 5560 2206 ShAh , b B 22 4 2 DR G, R TR st
— [F) R 2

1 RIRRERKRERS

PR KRR 3 R GE 45 KRR 3 52 {4 (the cannabinoid recep-
tors CBI-R,CB2-R), LM KIFR R L (4 (eCB,AEA&2-AG) L I
A RIS eCB Hy45 Pl o

*IEATH EEK A RBEIL LT H (81173394)

1.1 KBREZE

AR 2253 %o KRR 3R 2 AR A L0 VRN 20 1) 38 2 v 16 A T
5T, XA BT 5400 1 A PO TR I KRR 38 3R e e S 2o vh i)
YEF . KIRZEZ R 1(CBI-R)FIKRER 5Z 14 2(CB2-R)j&— 24
Mz ik, SRR T G B BEEZ Ak,

CBI1 SZAAHE X A & PB4 28 R G 445 3k, (R AR p 22
R G s TR, Hrh SRR A 2% CB1 2k Fak i , ik
RSy JINIRRIUET B2 2 o AR PR E , R EEFGA T 2l
ZIui A, HAERM#S X3k GABA REff 4ot [ RKE
THRAMFEMZITTY, CBI1 ZRLEK /N B 40 A5 & 25
Rt ek, /NIBANA - CB1 ZZ AR Uil — 4
TR, SR BT RIE M . BRI 400 - [FFEA CB1 2
IR, BTS2 KRR R B4 TAE IS 2 (L),
A TR AN CB1 A2 44K 7 ¥ 1 (R I R4 ) 2

CB2 Z R K2 360 NE IR, C AU i A8 X B A4
SRR EHURAR Z R TR EE/ERH . 5 CB1 Z A
()2, CB2 SZ AR T BFR TAME G s R G0 , BLHE AL R AR | LA
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KA T 4RA AN B 40 % R AEDF 98Pk Bk 41 21 v CB2
ST TR B SR P L) I AR AE . TERKNZHZUN CB2 32k
FEIRAE 5 PR S BE A DG Y R PR 20 I, /)N JoT 4 L AR 2 4R 2
L RT3 11145 PR B M AR 38 o TG X B2 (A T LADBERS) 2 E
IR 5 P R T R I/ A e A RN A B B i S B
1.2 WiRMEXKE

MR R RRR B S LU P R I, 2452 WER 55
NI IR R - AR DU M £ I (anandamide, AEA), 2- 4E
HE DU H o (2-AG),0- 16 A= DU I 2 1 i (O-arachidonoyl
ethanolamine ) ,N- f£ 4= P4 £ 9 i (N-arachidonyldopamine
NADA )1 2- 464 DU 4 H il i (2-arachidonoyl glyceryl ether) ,
JE B RMZ PN IRTE IR R BT, (2 AEA F1 2-AG 3582
KA A

AEA 25 F R B R M KRR R W) BT, 1992 4E i LA
HIRH# 5% Raphael B Yk MG I 42 2153 25, ©IESE HAE i 2H 21
RANHIHE BN AEA ALFE5H 50U S RE (THC) A,
{H 2G4 5 A . ABA 1815 I SORR RN T
KPR AE I B BRI 2 AR . AEA JERIRER Z 1Y
o shil, AR REERY CB1 Z R MY 8 e 1 i i
X F BRI TANRHLUN CB2 Z AR B sh e 55, Hxt
CBI1 SZKM i slie )15 DU SRR AH I,

2-AG £ KM K AR B LB, Horp ok BUE S SORIR ik
TRIBE B A, H 2-AG 78 KM T AR 7 T ABA,
2-AG BRIRE Z IR 582837, X CB1 #1 CB 2 Z &
JIRARL, HALRER T AEA  iX K] 2-AG W] fE /& CB2 [y T
EifA, AT BELL ABA AT RAYFaE
1.3 NiREXRENERSEM

WM R RRR (eCB) 51540 5 X s oA, Hob
R — R T T2 RAERBE R T 65— & 15K
G, 7 BB S AT o B, PN IR R 19 1 4 i iy
SNSRI B RA T 1 IR PER R R AR Ak, 32085 7T BEAL
NHEIIAI TS . AEA FI 2-AG 3 i I R RN 2407 2
Ca> VEN LA A W 15 Bedsifs 5 AT Bl

AEA e B AT ARAE AL DU AR TR A BN e Wi, Gl PR
AN Ff—N- IS B R ABEAR B (NAPE-PLD ) IFUT & il /1N
FU NAPE-PLD H:[H i bR )5 , N- BESEEBE IR IE 2 B R (N-Acylphos-
phatidylethanolamines, NAPEs){Efk Ca" ¥ & 155 v 4@ A i
AEA (R TR, [HIFA SRR, S8 NAPE 244 A
AEA, B T4 PLD Shid A HoAl ik, sl i A2 FIBEAR G
Co 2-AG J2& 1 BEATAE B Hih a0 H oy —EeAs i ( DAGL ) 7K
fift A5 B, DAGL i T2 T SSRGS -, kT REA TR 1k
) TR IR BT LT 75 e, T e e S Mg ) PR SRR ZR An
] MOREE R Tk 1) 2 fih S 5= sk b2 ) B BTSNV 2E

PR R R R ) ot — BRI fi [ B2, 1L R Bl P48 O T
Ko NRIVTER LR K fi# i fatty acid amide hydrolase ,FAAH )3
BT R AMISNZTT, & —FhE T 22 2 MK A i 2 15 1 T
I 5 CBI1 Z R B AR . I BT IE STANA (FAE ARl 48 2R
G2 B I BRI B ST A M DA A DRSS AR TR A R R
N IR R AR R A ) TT ARG FAAH f)33k7, FAAH £
B0 AEA LUK 2-AG T 2-AG 322 B H- il i

(monoacylglycerol lipase, MAGL )/ i, MAGL 7£ K BN P Y
O3 BAT S Bt 75 CBI 2 A Kt 431 ) X 3R ik K 5 i
JitE Sy | e BRI o MAGL 43 A TS i i 2R A , 3R BE AR
S M HIT Al 22 0 13 ) {5 5 e PR AE T . TEANAEIN AEA B
FAAH [ A6 AE DUIR R A £ BERE 5 2-AG Wk MAGL P& K
A DETR A H . Ht Al UL FAAH F MAGL ZE37 7 N IR
FORRZR A 50 B rh i G Ao T 2R M . 3 BRI AT 2L
I S NGO E R o AR N i 5 ey T = LU L 2 A
PO KRR 28 R G P IR R ZR 1 (5 5 1 34k , e 25y )
FAAH H MAGL (B4 [H180E T (5 5@, A INTREAS (e
MEITTHI AP D RE AR EE ), B FAAH Al MAGL AT BERCH
PR VR TE 25 VR TR R

2 MRBERRER G SR

WIRHERRE RSP ERRE Y9S- RZ ¥R
RO R, PO UEME PR 3R 2R 5 1T B 2o 015 B 2R g2t R
G, e A RN S A MR I TS o
2.1 RiEMXKE RS SR ERRG

RTG53 473 7 T S FEMIL AT 2 2 A B 2 O T 1 A
RURIER o Kitagawal VA5 1 b Sk B i 3574k B m] 175 5 Bl Bk i
{32, 2003 4F Xiong 45 & B 1 FE MR BRILAT , LA IO R H
S35 RTASTHLL R M Ak BRI G4 8Os , PATT B H T L T LAk
P AR AR, AT 2 3 E AT AL B T B M 2E 28 P 9 URR
RAEA(2-AG F AEA) G W, LA 250 KIREK 21k CBIR
(335, B0 4L P9 ERK ePKC {5258 %, I 4 Bel-2/Bax L
BTG P 2 AR T, 175 S DR R i R 38R 4 i B B
G, 45T CB1 A2 s3] WIN55212-2 T5Ah 34 A 375 5 i
WML 37 5 (H25 T e CB1 25 HIR AM251 HIANEEE 4
ELBT FEL AT S Ak FER 75 H0E SR AR iy ke I (B 4 P, 22 T Pl oAb
75 BB AL 372500 AR CB1 24k &Y, Rk I
32 44 5 SR Ma S5 RRIFFE HE— 5 e B T B 4 004 34 P Y
JRZEAE L : BB 4T T BN CB1 2335, 5 S AN
PRPRIUN 5 1T CB2 2R FIRIG AN, J2 r 4T THAL BRI T (19 B3R AH
Fo PR A58 P E AL A0, E T FIA A P T CB2R 1l i ke
I JE A 2 B F 80 NO A s g e i P T 43 47 , el
LR, 175 TR AN PR 500

R A28 TTRNAN g i T Ak B A5 7 P 40 L, (LIS J 400 e o
FRHK 28 2R G AL BT 90% , Uitk B R H i R A i A 4
R R AR AT BB . CB2 SRR AN AT 45 /1N o 4 ity 4
B AR RIERS , BEAG AN 285 R 0045 , %o /DN o 200 i 35 b L
AEEMWEAEA; iSRS AnE CB2 Z k435 H .1
JIn LA BE AL 2E B I S 40 M X b 2 T PRV E IO, sh st
B s th B, 45 T 3E8e Pk CB2 SZRIEhH| , BEfs 2 I 5%/
SRR AP i R Y 453419, 2R B ITE CB2 A2 A 45 e 4
UL A X G e 453 43 LA (R A o
22 HiRMERKERESHERK

M1 4> 7% 5 ( parkinson’s disease,PD ) [ FEAF S& L5R EL 75 B
L2 SR E , IR H TP1 3 S22 U 1 D) R B A RS 4118 [
L H R TR 2 CUGRE AR A T R T 5 R 2 R 1
AT R o PITRIE KRR 2R BRS04 22 B Il 22 40 FA % R e 1
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2 H T HEME T . nsCRIA LT CB1 & #4411 D1/D2
FEZ R R E 243G 5, — T s , W46 AR
G R YR RBRER AEA 7K 520,

M4 PR AR 28 H 99 JRRR 258 32 4R R P9 R KRR 35 ) el AR 7
EAEF G . $EH:iE, 7F MPTP(1-methyl-4-phenyl-1,2,3,6-te-
trahydropyridine, 1- Bl & -4- 353 -1,2,3,6- DU, FATHIVE
SR G AR ) A B R A 22 8 Fil 6-OHDA (6-hydroxy-
dopamine,6- ¥ Ui, J& LA e A0 AT 2R Tk =
SO SRR AL BB PD A R CB1 2 {R 45 & 7
CB1 mRNA 7K-F38 et (HR A S H4F58 7R CB1 32 {40K
A P GHBRNE, AT EZEENRRAERS BRI
PD, HARAKRAET 6-OHDA Lb 35 K BRI HE 22715 9 AEA 7K
A2 T L BUSER I B0k I CB 1 3244 [ Ji=2,

KR E Wsh I AR PE YT PD &R A il 2L
MPTP b B R AL SR BIESE KRR 32 AR 540570 R 508
PEAEABFP AT R BB SR IH £ 2003 A2 SRR, SR AT
HWFEINR , FISEIRFF (rimonabant ) ] {fi &L 8 5 43z 3% P 42
i ANESEAE MPTP 4b S8 R )™, 38 & 7E 6-OHDA fit
MG U S AR R A e 22 i B Bl A O
fE—A T2 B gAYz s %G (Levodopa-induced dyskinesias,
LID ) Al i 0% CB1 SZ ARG A o B3t (14 2508 3R WA 33 i
CBI1 2R T, U2 T 2 U e A 2 IR 9 7= A R ot 1 B0
PGP, KTk e ST 245 S0 22 S 2 i T e s AN R i 24T
MR T EA— T BOAH R g o AU , I PR 244 12056
L RAAFAEA LT )G o TE—IREHL SR 2R IR 19238 S
PRI (n = 7)), KRR ER 32 1A 35 2017 KRR [ (nabilone ) , (5 ff1 4x
R B E 1Y LID 52 BRI, 76 55— 17 il A X
B S g, PD B RRRER 774 TS24, % LID Jf- o
MR, PR, RRRER I TIRYT PD IRICR A FrfEitE— 20 KA
7 Ll I RIS

3 NEERE

AR SC LA 19 A IR RR 3R 28 G145 Z A0 5 19 Pl L
FOAX PR BB SR T, IR RORR R AE TP AR 22 R GE AR 1Y
WS IR AT AR AT 0 RIS, AT5RE 2 AR RAIE 5 A F A A
PR BORKIRR R GEAE X AR T2 2 2% X Ak e HL AR
VEFI R HLATS AN I8, AN [ 57 ) R 3R 52 AR BN [l B LR
T AT BE S XA [ B 22088 ™ A AN R BOVE T o el i S8 i
PRI BT B AR BT R AR R R R LR RN S
EASBIF ST A IR R 2R 7 L B IR 28T AL 5 A R
Ao

Li LA, WIEPE KRR RES 5 T RGP AR
Oy R  WAESE T — LR RE A A LR, (EE X R R
e — AR IR R . NIRME R R RETRER I, D9 BiESE
TR RGBT RE T BT RE AR B SEIH R S sl
ABICHE , IR R R 545 LR A3 Ik 20k S 57K
SR AR S5 HTORE T BE B A IR 2R ek PR A Rl R I Ay 4
o AT FIALT S M BI04 I 0116 PR A4 P9 IR JRR 3 AH
KA PRI AT I
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