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1 4: 7% 975 (Parkinson's disease, PD) T 1817 4F iy 9% & [
T 25 0 0« A 4 R T KR AT A 38 o R R LI (R i 44
PD )55 L A A 5 i R o 380 IX ) SORAA &t 1 22 L
(dopamine, DA) RE R 244 T il Pk £ 2R A 56 . 1% 1 44
ZIYNRYT FEOR AR 2 B (L-DOPA) R YTk (H R
KA 2 B RVER 51 R RaRESEH L . IR R
B, B AR (glutamine,, Glu) [ 2% 45 VE B 5 PD i B0t
FEEEAHEE . PTEME KRR R R 4t (endocannabinoid system,
eCBs )/E Mg N F L M 258 T, 25 e -8CIRIK Glu i %€
fil T S AR, © O —FhE DA BB 25 6T PD
B RE B B AR LR 2 TR UE PD RIS S T RE R (1)
PP, AL T RELS eCBs A 19 1 T -BCIRAK Glu BEZE falmT
AP O . A SCHUN IR M R IR R R 485 Bz T -BeIR A
% NEPE KRR R R4 PD N RYE KRR R4 5 PD Wiz
BIYIRE Iy TR

1 RRERKRERSS R R-SUREE B
L1 PNIRTERIRER RS

eCBs J& H KRR 24K KRR IR LA 5 H A B AR
AR EARA R — NI Z T RS . RIKREZ
RIS B R A5 AE 1Y) G AR FURBIR SZ A4, 43 KIFRER 1 2 (canna-
binoid receptor 1,CB1) A KM Z 2 % (cannabinoid receptor
2,CB2) s Hii & FZ A T RIS 28715 i SR/ S 2H 21
Z: 5N A JRAE 8 F AR SR 5 E W SR T
LA, 2 5 Z RGN & RV . HRTRIEE E W, 7E A
KR H 4 2 /A SR A N IRME KRR R BUARAAAE , BAT
S5 s Ae A DU TR £ A% (Anandamide , AEA ) |\ 2-7642 DU M
1% H ¥ (2- Arachidonoylglycerol, 2-AG) .\ 2-4£ 4 DU 2 H i
fi (2- Arachidonylglyceryl ether) . O-1E 4= VU5 R 2 B% i (O-
Arachidonoylethanolamine ) \N-1£/E PUJA R 2 1 (N-Arachi-
donoyldopamine) , 745 #9=0an & 1 rR® . Hid ABA i1 2-
AG ¥ CB1 Z A3 a5, 5 PD ¥ & HLAT B oG HEY, 15
2RI

1 STRIREXRERS FEE

Major endocannabinoids

Anandamide

2-Arachidonoylglycerol(2-AG)

¥ : Anandamide: 1€ 2E PU M [i2 £ % Ji¢ 5 2- Arachidonoylglycerol (2-
AG) : 2-164 WU R H 3 s 2-Arachidonylglyceryl ether: 2-4E4: DU AR
“H it ; O-arachidonoylethanolamine (virodhamine ) : O-#£ 5 W& TR £,
Ji5 i ; N- Arachidonoyldopamine : N- £ 4= PU 5 2 2 EL B (5] [ : Kano
M%5,2009)
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RN Bz Jo 2 N A 32 Bl il ) e s P i, SOIR A 2
B I3 1) ST AR 21 (5 B A B rh R ST R A i
K BN R 5 BOIRMy-2 3L T B2 (y-amino butyric acid, GA-
BA) REMNZE T SIS ML 3R , T AR 0T -SCIRAK Glu g bl 453
o BURAR G HEAR 5129 95% Ry 45 Z2 Uk 28 76 (medium
spiny neurons, MSNs) , R 415 3 35 52 PR Fh 2 A [RLKE I 432
Je: M A Z K 1 2152 4K (DiDR) ) MSNs (D;-MSNs)
I i R A Z2 U 11 74 %2 1 (D.DR) f) MSNs (D,-MSNs) .
2 MBIy, BORAA PG RRAS [ 25 7 (1) MSNs [n] A% 1 Jor
K I £F 2 R R B A 280 I, — 2R 8 L ER YIS/
S I IR R B B 425 % (direct pathway) , 55— SRR G4
A FAERS MRS | o0 R AZ , T 2848 P ER DA AN/ 2 o XK 4
Ji¥ 5] 42230 1% (indirect pathway ) , T 4% 38 % 43 12 o i fe 2R
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2 eCBsZ5 X -4V 1K Glu BEi& %
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CORTEX

T A B BT-B RN - F - e 538 28 1 BR R B8, B : I
RIRZE AR WA 705 A 52 B - B0 LTD /R BBl . Glu: 55082 5
GABA : y-Z 4 T4 ; CORTEX : KJIbi i % ; STRIATUM : SUiR A4 ; GPi:
BRI 5 GPe: 45 F1 B3R S 5 SNpr: 2 5T MR8 ; SN pars
Compacta: & Jit 2 % 5 ; STN: F- /i it #% ; Thalamus: Fr Jlif ; Direct
Pathway: H #2523 % ; Indirect Pathway : [F] 23 #% ; eCBs : PY R4 Kbk
Z;CB1: RBRE 1 T2 R s mGluRs A QI R 25 S R A2 14 D2 - 22 B 2
RI5Z {4 ; Ca* channels : #5213 (5] F : Di Filippo %,2008)
1.3 R RIRER RGN T 0 B - SOR R i R4 6]
FRfi R P 22 0 2 [ EA T B VA A AR S5 4, R B 45
TR A R AU B R PERR A 5 i vl 3, F2 2 R R
& 3 K AR B 58 (long-termpotentiation , LTP ) A1 A A2 411
ilil (long-term depression, LTD) & v , - &2~ .iddZ A
G ST REIE B FE Al . 2002 4F , Gerdeman 55V F 4= 41
LR B A , 76 /N BRECIR AR 3 i) MSNs SR B4 2850
P4y fih I U (EPSC ) i B Y IR S PE AR R, 77 Ik
UESE i BT-SOR K Glu BRIl A77E LTD (181 2B) o Bl S I90F5E
SR FE RS INA CB SZ RSB AT LA BB 7 it -4
AR LTD! s 7E 5 fil 5 41 28 S0 PRI A PR P KRR 2R R TS 3
0 ) 5 AT LLBELT LTDD 957 A3 CB1 A2 PACKE PR B3k ) /)N Bl
LTD R ZRE, Iehb, g N IR RRRR G R R, i
S5 A 28 T P Ca® ViR BEHS i DLDR T A AT 2R
214 1/5(Metabotropic glutamate receptor 1/5, mGluR1/5) [
WO SR 5 B - BOIRR Glu i 19 LTD i & A 60, Bk
SERUESE , WM IR R A A b 22 2R 8 ) — R i 2 A
AT, 25 B -BOR RS il T SR T . AR R
D,DR #% DA 37 ) , 55 AR ) GL & 1] T PR AR 17
(cAMP)/BE 1T A(PKA) W, 80 G-F A5 55 S8
F 4(regulator of G - protein signaling 4,RGS4) Mz k7K
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SFREAR 5 mGluR 1/5 F815 (19 Gq 2 11 £ 4], A e 2 A4
PEVETRR R A 18 S5 8 2 IR KRR R A 1 A% 38 4K (en-
docannabinoid membrane transporter, EMT) iz % %] %8 fih []
B, 5 R Ml A Y CB1 B2 AR S5 &, 77 A 20155 3 %
(depolarization- induced suppression of excitation, DSE) ¥}
%, MG Y5 & eCB-LTD, 2 S0 5 fi 5 Glu B ik iy 7 1™
X B A N SR SR Ml J5 P 2 TT X R Ml i A A B (5
AR SR AR 2 — (&1 3) o Lerner 557 4% €451
 [14Ric D-MSNs B D,-MSNs 5% 3 K /N B, 3 1o i i 3
7 % 2 IR -8R 1A LTD, %& ¥ D.-MSNs A % % £ 5 1) eCB-
LTD, 1fij D,-MSNs MIARAEF K 81 5 3271 eCBs X B J5t-20R
AR ) i ELA S B A R R

B3 gURKEEERE eCBs M S LTDHY
BERESETHHHY

LTD
(indirect pathway)

VGCC

DA Z Ol GLU: AR ; A2A IR 2A B2 A D2R : Z Ul 2
T2 cAMP  IRBEFR IR ; PKA : 85 1B A RGS4: G EATH S
5 F 4; mGIuR1/S - AR B4 SR Z 1K 1/5; PLD : B iR il D; PLCP: %
B CBs AEA : 18 /F I BR £ B I 5 2AG : 2- 46 4 VU 075 B 1 T K 5
CB1: KBRZE 1 B4 VGCC L 195845 B8 i3 5 LTD - (K R
il ;indirect pathway: [AJ4230 # (5] H : Cerovic M%,2013)
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2.1 SURAK DA Fi Glu 2645 5 PD (14 &%

PD & —FP LA M2 s D R AT S 1 P i i 28 R 50
BT, IR BRI H LR B R AR
WL ATENR RS ST K R & B, 24 PD 38 B AAE IR
FEUG BB, SCRIAR P DA T 80% , BT EU% X DA REHf
ZIUI/D T 50% , 2413 DA A PD AY 35 B B AR AL 2
Ji-BOIRAAE B 19 DA BE % SRR B/ DA 6. SR, FEBE
TR S, PD sl B 3 SOIRVR P Glu e B2 30 5 2508 = i)
PG A SLG S AR I AT B U Y. Raju e A,
PDRZS T , SO Glu ik BF (o380 322 15 1 R i 24 PR
a2 5, IEAE AR RS, Glu A N P 2 0 D4 Ay P i
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1R , b SRR AR B 2% v Pk w4 23 00 52 f 5 RS N 32 1K
(NMDA/AMPA ) 5y MR8 58: 0 Ca™ 8 , 5 1B K ik Ca™ A
LY Ca JEER, PR 20 IRREE R T Rk, i
FERWFFTINN , BT DA BB 225071 IR, SUR 14 DA K
B 2 AL, DA XS Glu I I8 15 VE FH IS5 , 518 B2 T -SUR
Glu BB ) B i80S 2 58 PD AR LIS o 22 1 DI REZR LT
FEAEIB BT N AR R R
2.2 eCB-LTD 5 PD

WESTUESE , V5T 6- 24 £ B (6-hydroxydopamine, 6-
OHDA) 2l K FRECIRAA N ABA G 1, B HL K i i g i
Pk Jiiz 7K fift 1§ (fatty acid amide hydrolase, FAAH) il EMT i
P, 8 AEA [ fif 0 E P BUAE P55 ™ 45 3> PD RBE AR R R L-
DOPA J5i i] fiE #f AEA 5 i 510", Lastres-Becker 25 "™5IF
S PDURAS T BT -BCR MG % Glu REZS il i i CB1 &2 A%
ik 1R CBL 325 G B AR IS 58, v e 2 ABA & 1
AT RIS . T 058 & B, PD AR R B i -
UM P FE30 26 2 k1Y 05, |- eCB-LTD PRl 55 25 4
PRI R A CB1 SZ AR B 7 Re i Glu REZ il A% 38 , i
HE R 5T - SO A LTD 8 #1™ . D.DR #3077 (quinpirole) &%,
AEA R FAAH #4157 (URBS97) th 1] LA 3 4% PD A5 R 5y
W Bz SR -SCIR A ] 538 % eCB-LTD £ i 4, I B . ol
PD K B PU SR AR AR A B 242 2l RE " # B E Y 17 -4
IR AR eCB-LTD X 35 PD K FRiZ 3l W) g b A L H24E H -
LA, RGS4 BE N R BR A PD /)N AR A H BLULRY 432 Bl 2 g
BEAFAEAR™, P78 RGS4 M35 15 B -804 eCB-LTD 1Y
AT, ATRERC KR DA Z590IR Y7 PD BRI S .

3 NEMEXRERSES PDRISEIBE
3.1 PDZEhBsIR
WATHEE A N, A N FHARF 12 3 R PD
ST AN A A AR Tl AR . IR IRIETR s, &
WG SX PD BRI TN IR B AT — & fEH . Hass 55"k
B, BEJR 20k O 10 JA e v SRR ZR S, PD R A 1)
ARSI AR PSS AT I B A AR S . Esculier
SN B, 6 TR R ) AT LIRS N PD R B TS S sl A
AT IR A RS . LiZE o R B, KIS A
FIF42E0m PD BE NI B s RetE. Bl iEna &
Bl MBS SRR R ORI R S B
ESIC YT PD B F S S Re et i VR r 2, 3
WIAT R SRR 2 B, 38 S AN AURT DA I i3 PD RS TR R B
MR T R D RERRRS , 1T HLAT R R S A B 0 2l T W 4522
B[] 52 TEAH G . Tillerson 251 FH A7 6 [i6 52 PD AR Y A LAl
TR S R AR oA 1 28 K (R /K SF- AN By iz 5,
e IR BB A4 Bl R T 15 5, AN XS B I 4 ) S 9

& Pothakos ZE™'%t MPTP /)N B AT 31 10 J& 1 1 & 11 45
J&i , R PP A i/ INBR) P g ), & 1L PD 32 B 4 R AT
T VBB BRI > —2F: . ARSI 3 I HTIADF S R B,
XF 6-OHDA K FREI TR-EE 4 A 0 532 2 T HiUs , Bl F g g
(APO) 75 S AOTE G S I8 45 S W/, PD 38 Sh 4L e i R B0 PD
2 4 E DO B A S IR A5 R R, PD A2 Sl A R i PR i
REURE4 PD 41 i 14 22 | i iz sl et AT T 52 .
3.2 WNIEMEREE R RS04 PD s shB G T AR

B 2B I6 PD A P2 AL R R 58 4 MR T M. K
BRI 12 36 B % DA Re b 2570 B (5304 FE 4 1
Ut Tajiri SEPIF 5T 2B, 32 ) mT DU 1F PD #5580 K fiL SR
DA B4 BG5S 4 ; Fisher 252 % BR, 12 8l o] FEARSUIR A DA
A (DAT) BIHRE , I35 1 D.DR 23k ; Yoon 25 F 5L
RBAFILE R, TR mAF SRS, M 5128 5 T Bin] A%
P25 75 2% 6-OHDA Xf B4 )5t DA BE#I £ 0 I #1047 , J e 2
JE-SUR R DA BEGE 145, M0 PD ALK B DA RE R GE Y
ik, (HHFTt A — it Bon 12 8% PD sh¥ 11 h )
AEAY TR ET, 285 DA fig #2050 S SUR IR DA K I 4 L
W R RS TR T8 ST A A ARSI R Ah iR AF A
—F AT Rg, RIS S B B-SOIR R Glu REIE B O30S . PRk
L0%) 6-OHDA K BE4T 11m/min , 30min/d . 5d/wk {345 4 )&
198 328 2 T USRI S RB0RH 35 E A I SCIR R Gla vk
J¥ & B, PD iz 5 41 K REUIR A Glu /K-35 PD 41 3% F F%
KRB A H AR ML kB, PD iz 3h 4 SR & MSNs 4
SRR P45 PD A RN, S b2 h T AR B e R
FHH T B ISR & B, PD is 4 1 S-S0 A Glu REZ fint
I P48 PD 4 18 2 B (K™ ; VanLeeuwen 558 7R , 11 4
MPTP (/N B4 32 4 J5 1 B B I ke , BOIR K AMPA 22 1k
GluR2 W33 5 T+ , MSNs B 244 1 28 fish J L (37 (EPSP) i
TERRAR

4, Sparling 2 58 Wik 7R, B 4 K, A2 1K 30 min,
70%—80%t5 Cr 580 S8 (145 423z s AT LASE fin 22303 i v
AEA ¥ ; Raichlen ZE ™ i W 53 45 31 — B 45 5 . Chiara
PG UE S, 15 KB A 3232 0] DI RO 5 -2eik
AT I 28 Ml AT I CB 1 Z AR 2235, BEARBUIRAR Glu e 2
FHHEAE , 32 B4 W] B3 5 i0E eCBs, 2 i DA X Glu Y 77
TVER . 2 sh ik PD K B IR -S0HR fAk Glu R 38 i 2 foh o] 9
PE B AL AT fE 5 eCBs 41 5 1Y DSE {1 AR i - BOIR 14
eCB-LTD & #3457 3¢ , (A H Hif il = AH5C SCHRIE R , A3 F5ilk— 25
HIE

4 INGE
eCBs f& 1 RBR R 21 KIBRZR IR LK 5 A il A
AR P R — A IRV 28 BT R 4, 35 1A 75
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FEAIFE D5 N Z B - SR A Glu REIE 1 5 fil a] B 4]

T
Ho

EAESFBFIE R, PDIRZS T, eCB-LTD P4 55 5l 1 2k

UL F-SORAK Glu BEIE 51 BFEOE 1Y F 25N . 18 38)
YNAE N PDAT A IIBERE AT Bz — , E RAEIRIRIG)T
Iz is M, 16 3@ R IGE eCBs, iR PD K B B -804

Glu AEIE & fil i S , FBAIE Glu (24 Ay MEREVE R, B AT

et 5 eCBs /-5 1 DSE 1 F Al {7 Jii - SO AR e CB-LTD ¥
K. FIE, PRz F-gUR AR 203 1 A T2 3 A PD
PR A= LD W] RE R R AR 5T AT S A5
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