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Research progress in the prevention and treatment of Parkinson’s disease
motor symptoms mediated by the endocannabinoid system

LIU Shu-Min, CHEN Ping’, ZHANG Kai, HUANG Liu-Ting, YANG Quan, ZENG Yuan

(College of Sports Science, Jishou University, Jishou 416000, China)

Abstract: Components of the endocannabinoid system are highly expressed in the basal ganglia and interact with dopamine,
glutamic acid, and y-aminobutyric acid energy signal transmission systems. Excessive activation of the striatal indirect
pathway in Parkinson’s disease is associated with impaired ECS, and ECS-related drug therapy can improve motor
dysfunction in PD, as well as exert anti-Glu excitotoxic and neuroprotective effects. Different exercise therapies have positive
effects on relieving PD-related motor dysfunction, and affect the expression levels of endocannabinoids, cannabinoid receptor
type, synthetases and metabolic enzymes. Therefore, this article reviews the current research status of exercise intervention to
improve PD-related motor dysfunction by regulating eCBs, CBR and synthetases and metabolic enzymes in order to provide a
reference for the research and development of PD therapeutic drugs and the improvement and promotion of noninvasive and
comfortable physical therapy.

Key words: endogenous cannabinoid system; Parkinson’s disease; exercise prevention and treatment
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DA ZZ98/0 , 3 MR Fh AR IR B0 12 Bl Y 1 i A
e, BGEMLIR AL I i BED A U a2 0032 5
it LA h D ARE R 22T B AR IR ANfe] 2P DIz 5y
SR A B R G IEEARASTT , 7EBGHY B4 %
rh, ATV R BB AL R A A R R - R B
R (globus pallidus internus-substantia nigra pars
reticulata, GPi-SNr) & &4 , T80 i kb T 24 il IR
A (H A5 i 1) {5t S K e Y 2% 4y o 3l 5 T 7EBG
F14) ) 2230 B v, 2 P %) B I i+ R 4 1 BR A1
M3 (globus pallidus external segment, GPe )~z 21|
il , T STNJBEAM il , STN% 18 24 4F 2 GPi-SNrE A 14
i R E R RBERIRAR , DAREMIZITIRAE S
HEUIRIADASE Al (E A2 3l Y B
RS ATARAS , WAl Az 2y i) (]2 38 A8 A5 00 B 2%
, FENUREE 28R %2, I HXELL4ERF T Y
i, B GRS S RS IR FRE
%4t (endocannabinoid system,ECS)3Z i fEPD A& 4=
K KA E AR, BF 5T 3R I N R R R R
(endocannabinoids,eCBs) A HTE AP RIEH ,
AT DIXHT i i A AL B A R 48 RE , 1T BB S PDiE
JEIF R EPDAR S S R, KRR 21k
(cannabinoid receptor type, CBR) A3 1l LA %
PDZ W v () 52 BURIE 2l A SR« 5 R 1
KK 3Z {4174 (cannabinoid receptor type 1,CBR)
] fily-2d 5L T MR (y-aminobutyric acid, GABA) Fll
A& IR (glutamic acid, Glu) AT AR B, X J2
CB R P04 Ay 1 5 M bl 2 LR 304 H 9 W FE L
HIL AN, KRR 2 52 4&27 (cannabinoid receptor
type 2,CB,R)7EPD A it 8 ik 45 Ho Al B 24
FHo WFFE A, 7EPD A ik 7 v LI JE J5 4 /)
JUZ 5 248 R4 T 7 A R ARE R, D ARE
G VEAET S O I B 40 M _E Y CBoR AT DA id it
R S E PP I B OR A DABE M 28 i35
YER—FhAH BT L, CRIE AT LISE PD YA TR D)
ReREAT , ELANLEE 2 30 T LUE i FIRGE FIE S
P75 A ¥4 (regulator of G protein signaling 4,RGS4)
St B eCBs/KF, MjeCBsil i 5 & fil i CB, R4 &
S I P GLu BN I R A PDAEIR oo EAb 123
A L IRICByRFEIE , BEAR A AEA BRI, I T I A
7223k 78 ph e 20 m] 3 S 4 C B Rk 3%
PDHIZARAE ., BIRC AR T ECSIEPDIIZ
JEPE I E AR, RIS ST R YECS A, B

R B2 R G 23R B S BB R 12 2 1
i T P8 3 EC S PDiz 3 i At A EL AR 4 T HL I -
AR 2 A BRI, $2 38 31-ECS-
BG A& B 00 A , R FF & A 254 P PD 39 5 i
PRSI

1 NiREXRERS

ECSTEAE I Re 4% h A CHEVE T, (45 1%
a5 PRI SR AT N A S A, W S 2Rk
TR R 2B B R ALHRIARE . ECSHR—A
2N 2%, FHeCBs .CBR A K eCBs A HiL
IR A 2H A

eCBstUEN-1E 4 DU R £ 5% (anandamide,
AEA) F12- 46 D047 % H il (2-arachidonoylglycerol,
2-AG) N-FHE I £ PR (N-palmitoylethanolamide,
PEA) Fli Bk £ Bt A% (oleoylethanolamide ,OEA ) 5
CBRAJFECB R .CB,R  Hi#l 2 3Z /K (transient receptor
potential vanilloid 1, TRPV1) G# FIHEZIASS (G
protein-coupled receptor 55, GPR55) o) Horr,2-AG
MIAEA S F 2 eCBs, 4 IS il J5 BEBOTE ] T8
fil fiTCB R X CB,R, AEAFN2-AG i J5i R I 245
B, B A A AR SR R A, LIS P
KIFEFHRA MR (1) ABARA BUG T HTAN-
kS AR I £ A% (N-acylphosphatidylethanolamine,
NAPE) ,NAPE W] B $59% N- [t I i IR Bt £ B e g
fitfD (N-acylphosphatidylethanolamine phospholipase
D,NAPE-PLD) /K f#JE L AEA ; NAPEH, 0] LATE WS
fi#C (phospholipase C,PLC)AF T IE iR {1
AEA SR )5 B R 57 (R B 1% S IR W5 R i 22 (protein
tyrosine phosphatase non-receptor type 22,PTPN22)Z:
WL , S8 AEA ; 14N, NAPEIR 7] LAFE o/B-7K
fi# 4 (alpha/beta-hydrolase 4, Abh4 ) (14 % 2 [l
FHF I B H TR -N-To 2 BB, Bifi s HH M B iR ik
R JEAEA . (2)2-AGH) FZERTACR — 5%
H (diacylglycerol, DAG) , DAGi# i+ — 5Bt H g
[l (diacylglycerol lipase alpha/beta, DAGLa/B) B
£92-AG. AEAFI2-AG LW NR T RR G K ik il
(fatty acid amide hydrolase, FAAH) M 22 & R /K fift Bl
AR H I i (monoacylglycerol lipase, MAGL)
AR R AE A DU TR (arachidonic acid, AA)M,

CBRAICB,RJE T GHE FIMELZIK (G protein
coupled receptor, GPCR),CB R EE (i TFGABARE
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FGIuRE I 22 TC 2 Il A RS , B T3 R A 208 o 11
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RIEGIEV R (1) . ECSHYfE S5
S geth 23 RN IR] B A TR AR A RS
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eCBs 1 AR ME T F, AT 20 28 i ] B b 150 22 52 fi
RIS CB RS A, CB RYEHE Jrd i GEE A {5 58
U 1) 5 i T R 2 P, < B A P o e I
Gluldi b, S & RATR 1 2 AL b 3R B, A Rpdh 48
TEVE S EAE ). CB,R 5 CB RYED REAIE FHAL
Hl EA R EZES . CB,RIIZ.OIIGE IS R AER
SR, R 2 516 52 U3 40 i, FEAE N
ECSHIPE - RAE P T A% 0 , il 1 Gy o B FMBR U5
53l , FEANE A P A AR R, o A e S

(R BEAE G A T 240 ) f AR TR 7 RAE IR AN
2B AT S5 07 T B SRR T ok

FElZEPDHHECSHY 51 724k I T ECSHIPD 2y ¥ih
I7 2 s XFPD IR EEAE T, UL Kz s el i@ i ECS
FEPDAT A I REFES SR e

2 ECS5EPDHILEEE

eCBsTEBGH i 3Kk, Jf HAEPDE & HIPD3)
PR R A 2 AR K. MarchioniZg!')
3 3 R R A £ - HR EK T R B, PD AR il i
M12-AGHKIEREAR , AEAKETF S o Klatt-Schreiner
SEVTIR R 7 vk 2 B, PD AR 3K P AEA UK
AL, Stasitowicz-KrzemienZs' '®) & M fE6- 525
Z M} (6-hydroxydopamine , 6-OHDA ) #1155 K B
HEFE T AEAZKCEREK . AR5 AN GUHEDN , PDRE
KB P AEAZKF T, ATREE 1 TBG GlufEMiZ
JG A BE O D ARE i T I I AE R RS , PO
NAPE-PLD RIS 08 HTE R, & #F T AEA
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WIJ\ CBR -UUU\ CBR l glutamate receptor — 331

Bl eCBs& 59w "
Astrocyte : FEIE T AN ; microglia: /NI BT AN ; glutamate : 77 22 ; glutamate receptor : 2+ 2R 37 14 ; NAPE : N-Bt JL B N5 Bk £ 1
[t s NAPE-PLD : N-BEHE B AR 9t £ B i Wi AR D s PLC - WE A EC s PTPN22 : 41 52 (A R i S PR W IR 322 ; Abhd : o/ B-7K it 4 ; GP-
NAE: H il B2 - (N-IEE ) SRR s AEA - N-AEAE TUIR TR £ B3 s FAAH : [ D5 PR ISt e 7K gt e s AA - AEZE DU TR s DAG : —JRTEH
i1 DAGL : —RBEH AR ; 2-AG - 2-FEA4: DU IR H- il s MAGL : 22 2 B K fige Bl PP gt B b AR Ut
Figure 1 Synthesis and degradation of eCBs!'*

NAPE: N-acylphosphatidylethanolamine; NAPE-PLD: N-acylphosphatidylethanolamine phospholipase D; PLC: phospholipase C;
PTPN22: protein tyrosine phosphatase non-receptor type 22; Abh4: o/B-hydrolase domain-containing protein 4; GP-NAE:

glycerophospho-N-acyl ethanolamine; AEA: anandamide; FAAH: fatty acid amide hydrolase; AA: arachidonic acid; DAG:

diacylglycerol; DAGL: diacylglycerol lipase; 2-AG: 2-arachidonoylglycerol; MAGL: monoacylglycerol lipase.
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()65 18 5 22 BHECS AT BEIE A3 A PRI il 14 S 15, X 24
PR3t B LA A T8 i, T X BG AR AP s St C A
P2 E O

KT CBRTEPDH AR L, C A W5 #2/R ,CB R
(AR A5 PO R E 8 25 VI AH G, I R — 2 B Bt
PERIE . Garcia-ArencibiaZs 2 ZEPARK 1 ,PARK2F1
PARK 6 A fif 2 /N BR b 2 B, 9 0T B B (<124
H)JBFCB R mRNAK- 3 TR, I 5 HERESN
I FHERCB RZS A BE 10855 5 M R R Rt — 2k
& ,BGNCB R Ik & PE L. fEEE I,
CB RIIFE A 7] HEJ& PDAH A 2B 17 i As Hh i
TR, T A R D0 R R RE A SR ALK I S
LA AR S 03 AC B R 1T )N . Casteels
A5 PVDR [ PF IMK-9470 PETBURH R IS¢ & 31,
F£6-OHDA HLAU 51 5 19 L HAPD R BB 7RY v, XU £
RIKCB R G AKF B E T, —WLI["F]
FMPEP-d2 4 CB, RIEFEE /R 55 (1) 1 fL 7 & S B2
F11#i (positron emission tomography , PET) 57 {27~ ,
55 i B ok R 2 3K H A HE , PDZ X E ESN \BGH
CBRAJ FHMEREAE 22, GarciaZE B WIZZ B 7EPD %
o, CB,RYE SN 2 R F2 Ak il PH M i 2ot v i 3Rk
KB B AR X AL . [RIAE , ZEMPTP (1-H JE-47%
#E-1,2,3,6-PUANENE ) F5- 3 MPD/N S AL HISN
HFIEICB,REA M T4, Ak, 7EPD/N AR
CB, R T 200/ e 5 240 Jfd S 2 3405 FISNH D Afig
P20 E AL, RIZZARAEPD Y R IR TE 22
A ER) . GriinblattZE 2 IWF5E L 90, S 1d et
MR AH L, PD AR /NI A B CBLREE R A
i, TernianovZ§ > % MR TR 1 CB,R bR T
iz B A X DAREI 2 oC ) AR R . BRI
CBRYEPD 776 B B 1) 5 5 e iR ik, P CB R
FIRFHPDY R BRI T VA 5 Bk & IR B
Bt Ak, 1 CBLRTEPD R K sh W B ALY 24 A1
KMGIX 22 52 T e, HIHRE 58 SPD &R TT
PR3 Sz gl B fin 2% VAR OC , $2 78 CBRIV S8 A
Al RS 5 PDAYHRELA: B AR

LiuZ5 28R 31, 76/ BLSN DAREMI 2878 P i fi
DAGLBZFEESNF2-AG/K -, H-fit /N B el iz
i fe: > MAEPDE A UL ) 1 AR X 2-AG
AR T, AR T REZ Fi T PDAICDAREM 2Tt T
PEIRAE F8(SN DAREMZICHDAGLB F1I2-AG
A LD 7 A AR IV . Rojo-Bustamante

22913 35F QPCRAGINECS H 5 PR 1 32 1675 4k , % 30
PD IR RI5E A% T FAAHmRNA K- B 2 75
GPe'FPMAGL mRNAJK- & E T, MDAGLS
NAPE-PLD7E54#% 5 GPe ' FmRNA K-35 F [
PD ECS ) 5 H AMUAR I E CBRFE ik 1L BE A Bk
A5 b IV B e CBs Ay il S AR it 1 DX 3k O i
PER2-AG M AEARIIZEFL AT S 5 PDAMH Xz 81T
REREAT Y & A, I 0] BE IR WM LIAXT DA RE # 26 oTiR AR
AR Y

2z BTk, ECSINFERTHAI S PD AR E,
T PD RS K S il (1 is sh DI Re R

3 ECSE5PDi&J7

3.1 AEA FAAH5PD

FAAHJE 1 53 4 ACIFAE A ) F 2Ll , i 1 24
P40 FA AHSE AR 25 AEAZK -7 LA ZE % PDAEAR
£ & LFA AHFE 5 P40 1] F URB 597 %] P4 A &F A1
MPTPi% 5 1 PDRE R BLAT {4745 FH 0. URB597 7]
TR MPTP 53 132 05 47 , (H A RE4E R SNLUIR IR
T 65 P D AR sl b 28 58 I 40 B A 5 A RUUIR
WE WA T 1 At A E AR A H B UFSCURBS 974 I2 B E
RO fAE A, B HGUBAEAEVE FH v g R CBRIY
FEPUFIBHL T 55— A5 R B, URBSO7RK AT
AJ B MPTPi75 -5 %) J 5t 30 7 (substantia nigra
pars compacta, SNpe ) M Z 1B 4775 FLE sl 51
XF A N ECS B I 5 J2 L FEPDAE N 1 il 2R A T 9
o 1) — IR TT B, U R 38 Ao 0 AR e
eCBs7KF-, PasquarelliZs32 314k T FAAH BB
I RIPF-3845 TR TIE T , R IAEAEHEMPTP/ N ik
EPPD/NEAE AL PF-384 1] $ = AEAK -, b A BF
5K, TEPDH  URBS97REAM I DARE M 22050 T
RV /DN IS Joit 440 L S 988 B i 1, R MP TP 51132
eSS T, EPDIRR B 1A, L 1 A
JTPDIAZ.O 258, A — P DARTIAZ W), i A
K AL DA K ZE i PD 2 I SN DA RE#f
ZICFER FEILOIRIED A I | DT e 36 5 11 M7
B LR L 2s s A Y YL L HIURBS9T
LR 45 250, URBS97 w] fifi £ JE £ B 5 5 19 61 3
T 22 BRI 70 I FEAR 3 2% F1152% , {H % 20 g 2 1
HTPDAE A B R Y X R IHFA AR5
AR 22 e 22 BTG T P AY B F (L wh )42 i i
RHIDAKRILEEIE) , A SWIRFAYT 25 4b
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3.2 2-AG MAGL5PD

2-AGEM N e F & 1eCBs, /2 CB R Al
CB,RIYSERW AN . HFREY], 2-AGHE R —FhE
B ATAR AR, 2 5 0 PR R 28 R G ]
GABAFE R fil FN 2475 PEGIluRE 28 firh 1) 15 326 55 ] 9834 5
RIS, 2- AGTERLAAR R X A 5 45 B vl & 42 P il
FoR SRR, NTA B T4 i fa s>, ef
WEFE R IR, 25 P 2-AG R T 45 = SNH12-AG
K, SR DARE R 20 M FID AR, H- 3512 5))
FeRe= > B s 2P R , DAGLBELZ T S 5
PDRJGILFE , H/RDAGLP T HI2-AGHE Y& M TE
SN DAREMZEICIE B 17 S DA h & #7 81 24
H, R B4 R B 58 2 - AGAS 5 1% 5 1T BB X 2 f# PD
HA WA ALY A, I Z85%2-AGH
MAGLIKf# JAA . BEABFFE 2 W], 7EPD Bl /K
PRUFERA L= AR R AL 0 A2 & P hi b A 2
Pt RGN sh Rl 25 M HIMAGL T 2%
FfEAH 25 SR FIRP 22058 BRAG15 , FF 08 22 ik SN N g
FEDS) ZEMPTPIA SAUPD/N U | 25 B2 146
MAGLEEMAGLEEHUTER n 2 MP TP I DARE
M2 ILAR M I B SOIR R RSN H DA K -3¢
K3 FIMAGLAI I ZL 18434 7] 1 ) MPTPi75 5
(432 SRS , HA 4 SN-LR G 7). tesh A i
R IR, AR RS 78 2- A G T 300 1 G A i T gk 2
MPTP T WA MIBE T 5 27 B I AR AE A ot 4 4
fL#-2 (cyclooxygenase-2 , COX-2 ) BB PEME I il 7]
DFU, iR dr e e — s 38 wrsest—8 &
I, MPTPAL S , 2- AGZK - 522 B ) AR DX 4 S
15, P2 ECS AT BEAY AL X BT 48 i 52 I 4 R SR B
VML, HOE B R s al A RV A YA T 32 8L R
& B, 2-AG AT A H COX -2 ik K M 2R
PERBY . B — i, 2-AGA Bt ECOX-2/1%
WY, COX-2 A HAL AL I TEA FATSIAR R
FEW 5T, DTN E A AE Sy 5 P 22 A8 Pk 5 T 2-AG AT
YR —Fl Py Y COX-24Mi 571, B 1ECOX-24 & 36
K 2 e A E R N, BRI COX-
2K — A B T COX-2 F192-AGI ™=
YRR R TE SAEA S 225 0 — J7 T, AT
FHE £2-AG, il 11 CB R EFER] Re & EH
B UG AT UL, DAECS S 3 A5, 3 o 1101 2 - A G I i Tl
MAGLFIAEAF#f#BFAAH , 1] 75— & L It K
CBRIKTE A ], I3k o AP 5 1 KRR R 420 CBR

FEARAN BRIV, A HE 2% PDAH S0 PR R AL T 9B e
TR
3.3 CBR5PD

CB \RFZ /31 T #H 2 GABAREAR A |
Hh 45 Z B 22T (medium spiny neurons , MSNs )il
UL GluBE M 22 JUAKY , T 7ED A REAH 28 0 A bt 4
i 45/0 5 AN, CB RIB E £ T MSNs A 2 [X 4540
CB RYEZA 524 ) FRCAZHI BN X )2 3k, &
FAE P T GluREFIGABARE S Ml AT AAY , bl
piy RS g e BT A N S L C O R ST B =]
Sy RS BUIR A 56 5% i T G K
FEHI ] (long-term depression, LTD ) FllH B F 4 5
(long-term potentiation, LTP) , 3X PAZS 2 fish n] #8 PEXf
Y RpIE 12 B DRE SR i T R OGP 2 R B A
B X Hih, eCBsE 5 i B -SURIRLTD Y IE
B, 75 G F5 SRR S fish 1 5 20 3R % o R HE SR
FIH2L. SRR W, B TR -SOIRAR GluE 2 fih 7T 48
PR S MGEPDAT A I RERY LN %5 7EPD
RETF, GlusB A7 2 il T80 Bi- 8O A Glugg i
1ok PTG, R 5 | K38 Bh RS 5 T C B R Y340 B
B M Bz - BUIRAR GLufE 28 fil i 13 , -0 0F 2 fish 2%
FRTIRER T eCBsA W 715 5% Bz i -
SUIRIALTD, BleCB-LTD (NG KR 15 T A9 KA
FEAMED) TE L E L EE, eCB-LTD :E & 4= T4¢
AR 14238 B MSN's , 732 D, R 542401 #EPDAL
YRR P | [R] 38 MEMSNsAH JE 2 il AU LTD % BH i 32
P 2 2% 5 R, HID, RIS 7] g ik 27 B FA AH A
FIURB597 A 76— E R b BRabix—Brep 4400 1t
G AE S —IPDASE R 5T i, URBS97 55 M ik % A 3¢
B D S B SR B IS Sh i R
I, K52 e CBs A T 14 2 BT -SORAAR S fil T $8PE AT i
A B T PDIE shER

5 CBRANIA], CB,RFEE 434 T e g, Jo
S RAE VAR E YIS, S e PD AN B
BT VER M ZhoE 5@ s A se e R B,
CB,RIEIE Al 1 4H LPS+ATPE,MPP 55 S Y NLRP3/
Caspase- 1/IL- 1B 5 £k , DI 54 28 58 E 2K
/NP R TR NAFST K, N RSB
PECBRIE BN HIWIN55212-28,CB,RIEF1 7] JWH-015
PEA T 24 B2 T, T 38 2 410 ) /N 5 S 4 9 i
MPTPi% 3B SN-LBUR R AS PO 4k, CB RIS
FIAM12417] B ZHHIMPTP A M 28 8Pk, OF- LA
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R 7 X IGTRSN DAREMIZ AP 7Ef
A5 S M PDB BRI, KIRCBRILBIHIB-A
o AL DB SR L P O ORT o 28 9, A1 ) JE S
A AR A 1 20 i DR B, D8 SN - SO AR
A2 GarelaZE S ERFSE T R K REZ A-
THCVIIIER , & Bz Ak & Wi L BH W CB RFEE
CBRAYFFIE . 78 K BRI/ R PDAL R o ) 2k A°-
THCV AL B AT 38 1 545 GluRE 1% 3 )i 52 6-OHD A /5
S Iz SR, i 25 24 0 AT AT A T A AV E
Wok /0 SN HR I G RS AL B PR 2 2R3
HWF5E KB, LPS AR HESOIRAA TSN R ZFP i 52 4
J L PR e 3K T BE £ 4 30 CBL R AE WS PR AR SUIR 4
HE R A TR AN S 8 — AL R A I Rk Y
Chung5: > ZEMPTP S A PD/IN U A s —HAiE
S, PP CBLRIMENFITWH-133 7] [ 1SN DARE
ZTC S BUIRIR LR A e ARV 5 TR AR B CBRI
BFIWINS5212-2 AT ALX —1E ], T CBLRI [n1 4 5h
FIAM630 7] BHHTTWH-133 FIWINS5212-2() i 2 {471
BOSE, R CBRIEH P R s E ), 23 1 B
B AL RIS M CBLRILSh 77 W] REAE Bk 3% PD
iR HE A S B ARy T HLA VA R AN
4 iIZE5PD

12 SN PDIR) 25 A S 22 2 T 1Y, B o] LA AE el 3
Sy AOE |8 emesipick /NI /o =14 R G} D1 WA ol BU R EY DS
P PSR T IR B A BT AR S e TR it
PR —Fh e e A0 HA MM G E B

R A E S S X PDEF EA T 17 iy fa
FRAb AL B A0 A 3 R IIRAE T 238 Tk
LB JansenZE TSR I E M2 BN A 4T
HXTPDEE T TR A R sh TS, k3
BENFIIRES R0 . 5 — WO 8 JE (1 A
TPR5E BoR ix THnT 284 S 2 b BEPD AR 1Y)
M AR, It HAE A Ay 2 R 8

BRA Eaz sh o AL 58 B Uiz sl A A I 2k )
FEXTPD AR HA RAFRCR . PEE , RikZEIZe
A A G TR 2 th BEPD R B A R AR 0 Li
L OOT g — B R I, G5t 124 A K21 455 , PD R
HHEsh e, R HIE S A e g ks, 4
AR EE B ek /D[R] B 4 4t A PN - K R .
CheungZ5: S URIFSE & B, 12 R A 2577 L) gk 3% PD
BHENIZ N TI6E BRI S AT it . Gyrling

L6215 g 12 5 SR B 25T A ALk 35 PD R 1 12
STIE ONHIDIRE RS MRS s SI A I ge R, 128
BRI S0 ] S B PD R E 1L S )

ULk IRl AR 7 PD R & v o B AR o
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Figure 2 Schematic of exercise-modulated cortical-striatal synaptic plasticity through eCBs' "’

Str: Striatum; eCBs: endocannabinoids; PLC: phospholipase C; PLD: phospholipase D; RGS4: regulator of G protein signaling 4;

cAMP: cyclic adenosine monophosphate; PKA: protein kinase A; mGluR5: metabotropic glutamate receptor 5.
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Figure 3 Schematic of eCBs-mediated regulation of neuroinflammation by exercise

[97]

AC: adenylyl cyclase; cAMP: cyclic adenosine monophosphate; PKA: protein kinase A; PI3K: phosphatidylinositol 3-kinase; AKT:

protein kinase B; TNFa: tumor necrosis factor-a; IL-6: interleukin-6; IL-8: interleukin-8; COX-2: cyclooxygenase-2.
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