International Journal of Psychiatry and Neurology [E FRrffZfERIZE4E, 2020, 9(2), 20-25 Hans X
Published Online May 2020 in Hans. http://www.hanspub.org/journal/ijpn
https://doi.org/10.12677/ijpn.2020.92003

Review of Research Progress
on Endocannabinoids in
Neurodegenerative Diseases

Shiyu Zhu*, Yongli Lu, Hongwei Yang*

Department of Physiology and Pathophysiology, College of Medical Sciences, China Three Gorges University,
Yichang Hubei
Email: f\yhwctgu@sina.com

Received: Feb. 24" 2020; accepted: Apr. 29", 2020; published: May 6", 2020

Abstract

Neurodegenerative diseases are characterized by slowly progressive degeneration and/or death
of nerve cells. Examples of neurodegenerative diseases contain Alzheimer’s disease (AD), Parkin-
son’s disease (PD) and amyotrophic lateral sclerosis (ALS). Recent studies reveal that endocanna-
binoid system may be an endogenous system that protects neurons from harmful stimuli and may
have a preventive and therapeutic effect on the neurodegenerative diseases. Here we summarized
several aspects of the eCBs protective effect of the AD, PD and ALS, aiming at providing promising
therapeutic targets and new strategy for neurodegenerative diseases.
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PHEIRAITHEP (Neurodegenerative disease)fE—3R PP naR MR AR A ZEAT 1 22 18 3 R M I AR,

FEAREF/RKXIEEE (Alzheimer’s disease, AD). TH& ¥ (Parkinson’s disease, PD) X Ul 45 M EiFLL
Jif (amyotrophic lateral sclerosis, ALS)% . ST 7t & LN IR KRR & 4t (endocannabinoid system,
eCBs) [ B8 B — MR A LA ZAFHERB NIEERS, MR THERRIRESR BpsTIEA .

AR T eCBsXTAD. PDRALSHIRTER AN AT, BENMEIRIT IR 16T FEREST I 3R
B,
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1. 518

FHZRIRAT 1495 i (Neurodegenerative  diseases) & — 2 DU 28 70728 14 795 A 4y J Al 1Y) G2 1 1 e M 2 s 1) i
PR, FEALFER R kBRI (Alzheimer’s disease, AD). 1475 (Parkinson’s disease, PD) & JJLZ5 4 ] 2% i
{LiE (amyotrophic lateral sclerosis, ALS)%5 . 4R H R 2 25 MR 2 i FOREAR, Z0ASREAG b4 i o 155 ik
— Ak, 7T B A R I KRR X (endogenous cannabinoids, eCBs) 5 AD. PD K ALS 254128 B AT 1 5%
R R R D), W1k eCBs P& e T PUAMMNI A PIR ST, HRA NS I RLIZ g
J3e

2. NiREXHRERS

eCBs R G T BAAR IR 1) W IEVEACE =), eCBs BCiA . 324K S HURr e AR U B 2H A o
2-1e4= DY 4% 1% H i (2-arachidonoyl-glycerol, 2-AG)-L5 DY 44 % % % £, I (anandamide, AEA)J & eCBs fic 4 H i
Fod N Z RN PR, e 8 s -5 BBEHI R R 2 4k CB1 2l CB2 KEXN.. CB1 %/
BAAAEM A RGR, TGRS A AT, ol f5 R eCBs Figifi[1] [2], 1 CB2 2k 3= %2
SIAAERIZER G, A RER[2]. I RIESE R CB2 52 44t A7 75 T v fry A2 14 Jig Jo 20 it 1 fi -4
290, $8 CB2 SZAR T AE S 55 i it AL BRI BERLRE[2] [3]. 2-AG H St H i fig iy il o Ak — s it H o =
A, FFAE FBRIE H IR TR AR R OK AR AAE AR DA TR s T AEA 2 N-{EA DU I BRI MR 9E £ BENZ 22 b B IR
Wi D A0 B, FELE R D7 K S A R K A8 AR DU R - B 9T 3R BH 2-AG F1 AEA JEid CB1 #1 CB2
RS SIS AL B &R A TR BT AR . eCBs AIMRIESH M TR SR 24, AR Ak BT 2 4k g
T IR R A R, 5 CB ARG & i S A AT CaZ I, S o) B 5 S T A
Rl 5 e o 22 356 SRR TR [ 2] [4] [5]

3.eCBs &% 3t AD BIF3PERA
AD [ B F 3 B R O AR BRI tau 2R 1 10 7 B R AL S W RE BT 2 PS5 B- R -4k

&
e
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fRIERR A, AB BARTE R R E #ILTC, T SBOARII AN 22 ST L1213 IR [6] -

N AB a8 SR AR IR LER PRI AS KFHI—NEERE, # AD B&EHT A&
o oL i R B (3 B R D BT B, RGN eCBs [1I7KSF BRI CB 2R Al /b AB TTTE, AT B
WIWENTRE J % 210812 [7] [8]o 2-AG 8 Wi i A W Bl 14 38 T Wit B 2 4 o 3 9 A1 FE g 2 1 s2 A4 AH
FEA 1 MRIEMEHE AB WAL H 1[9], CB AZAABE il t45m Ap B ffoi jf fassiz, ik AB
FHRNN[6]. CB2 52U [ vl 3 5if B2 AU e R A . /NI SR 40 A e W 4 M 5 B AD SR PRI 1H) AB 1)
REJI[10]. TERMABE AB WCE /N o 200 M R T Jse Jo 4 e ik — 21 S 01 28 DR 7= AR BRI, 2-AG
I CBL SZ A4 ERKL/2-NF-xB-H 4 & -2 15 55 @ A5 P AB 51 MIE S & o B MR T
[11], J3—%h eCBs AEA JR AR #HZ 0 T AB IR . /NIRRT 3458 AB B R AR, (AR
& AD JR TG HEAG, BTN AR A AR A R R B B AB NIRRT B FU I CB2 SZAKiE)
FURTHH] AB 5 /N ARG, /NI AL B AB IR 1[12]. RIE SIS BCE T NI F 2]
CAZFNEN T RE AR, DRI S RE R0 ) AD BB N AThRE B . BT LRI CBL 2R I¥E BE
B G NN ThRE, (HFE AD (RIS T CBL 2RI FIHINE AB i FIIMZITAET:, Al Re S M5
RIIPHE O TEA R [3]. LT CB ZMEhl & 5 R B Id 2Bk, 1 CBL 32l 7 e 4 & IF
[ 2 (A1 AZ[13] B 78 3% B KIS R4S T CB2 SZAR a1 v] B35 i/ I D e & [14] . iR Wt se e
eCBs % AB RS E R 2@ B Hra A BB R 4n M Tk SE B«

Tau ZE AT H tau B IR | @R FERRRRAG IS 2R 20E 1, M= AR P A Mg it o W5 & iR IR 38
(glycogen synthase kinase 343, GSK3p) & tau £ H (BRI SR, HATIAY GSK3p &R KM AD 1= G
BRDR7, DUt Hnd| LR rT T AD BT . TERERShY) AL T X R nE L 08 CBL S22
GSK3p ML RIE, S tau & AIRERRIL PR [15], CB2 SZ4Aahiilr al ] tau & A AIBERR L . KIRRAY
A RSy VYR BRIy 52 770 2 M 33505 2 S B 53K GSKBB i, ZAUNAE i CBL 2R FIBE R LI
WA T . WEF R IR URE 3 Wi/ 2R G B 5 5 1845 v AR I8 I 8 s b ) 1 A 1 (0 2 S o
B 1 IR IA SRR e 2 A PR T RE RO [15] 2% LRTIR, KRZAT tau S A AIHHIER 5 CB 214/
T 1) GSK3pB BRI T2 IAH O .

4.eCBs &%%t PD HRIPYER

PD FJW BRI 3 TR I B0 2 L e w8 70 S HL e B B R I 28 0 K 25 R IR B 11k 48 4
JHLJE PN HH B0 TR 1 A VR A (TR R I 5 /IR o

W R I eCBs AT TR ANE T AR BT BE . CBL SZARTESUIR A - B MSCIRAR - 45 1Bk GABA
REAMA ISR F R AZ A5 22 P 5 3R/ 2 o DX PRS0 RO B30 3 1 2 U R e el 58 K i) V2 70 A, CB1 %
TR0 5 2 GABA RIS & IR IR, 2 % D2 SZARB0E JE Bl AEA [16]. RIS 5244 Hi Ar 75 B R M1 Y
1 (transient receptor potential vanilloid 1, TRPV 1) 7f: 2 i % [ BE#H £ 0 3Rk, AEA I S TRPVL
S JE T A 400 R AR [17]. eCBs SRR GABA K% ELEMIHI EAEF A eCBs FdEZ B 244
1077 PD R4 1 BIRAKAE .

eCBs AJ T 5 3 5 SUIR A S o] M R HE 2 FRAE JH o 7E PD ZhAR BRI, SO R i
BNIX 54 K AR 1Y BRI B R AR BT, 8 s Sk T S P P 450 5 P BB PD S BUR R R [18] . SUIR
b A 22 A 2 e Ak LPY Ca VR 5 1 B D2 32 AR BIE S5 45 il S50 AEA [RBE, CB1 32K I
F SRR B FR I HI 7= 2E[19]. AT WL, eCBs @i YA K2 T — SRR (1A 2 400 1) 75 3 5
SUIRR P22 18 2% P S 1) R .

7 PD BRI CBL 24K N <4 5T - SCIRMR K eCBs- K I FE ] B 28 fih 35 5, N B i
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- SUIRAAR eCBs-H I FEA i A1 5% fth 25 3 5i A A R AT VRSO I 0w K 2 b o 2R . 10 H. CB1 3244
WAl L-DOPA SIS aR Z AA R EH . f£—31 PD 3 v N AR RGO Fe o, KRR
RRENGEIZ SR WIAME B AR SRR [20], 1% 5487~ eCBs 7 PD JAy7H A HE R .

5. eCBs 2%t ALS BIRIPER

ALS J&—FuZin B ) by FIZBIRRE o S SR I Sk EER  AXF R FE UL A R0 e AT 1 e R IR AT
PR . TEIGRE W RIN B Nshit &y 2R & Emese . REAM, maesai. h.,
TGS R A G, R L B AR RHE .

124 M1k, eCBs Xf A2 ALS B (R Ftii/b, eCBs £ 42 A8 4k ] 3 7 5 e IH 75 F e 22 Y5 1 48 JAE 1)
FORHLIE . BATART ALS FIZh PR R BERS i S W L BRARRAE . AT F T 3B n 1A N SODL 58748 [ 55 FE [K] /)N
BLIKIIZ B 22 0 AR 1 5 GO IE AR MR BIHICK 1) ALS o391 75755 BEFN 40 2 AR ALA[21] [22] - LAE hSOD1G93A
(% B R /N B T I R AT IARYA T ALS /NP R . 1% ALS BEL/INER IR « 30 R I R R 4 S50
U HE# ALS A,

TE ALS BBK BRRF TR I, KRR 3R 2R EN 75 B T2 /% ALS I91E[23] [24], A #EIE R AL
1) AEA F1 2-AG R, Riixitt eCBs MBI MEINLEI % V1A [23]. CHRHRIETE hSOD1GI3A /N CB2 ]
FPETG A WL 58, (HTEREIRATA B CBL 2R KAk, AR AEAREIRPY BL L R IA I 38, Z N ] e S
SUIRIRI) CBL 3244 1145 52[25] [26].

TE ALS HERUINGR,  KIBR R IAG R0U8 o P SR BRI BE 4 K /N BRI AR A7 26 A IR S8 s 40495 [27], KIRRER
(R 70 U S 2 1 2 e, IR 7 Tk e /K g i PRI R PR 1) ALS BRERL/INER, BN e AEA KPS iz
A TCIIEAER, 78 eCBs X ALS /NRA TRIER[23]. Rk CBL 3244 M ALS /N ] &K Ho A 4,
{EIRIG IS LTI 3R [23]. fEFEE ALS Z W54 T CB2 ishiil vl tE 2 th[24], F W CB2 %%
W55 ALS ik . %T eCBs Xt ALS BAU/N A A LRI, FEICRE M7 I aER, 3 H
HH1E eCBs A H B AN 1GIT ALS FIHTHE A

6. MNEERE

eCBs RGURITMZIRITIESIH AD. PD J¢ ALS MBI A B, {H eCBs RGEMERGAAT
LA, ONAE SR SRR 2 IR AT YRR SR L B AR . (M eCBs R 4E[A AD. PD J ALS 54
ZIRAT PN Z [ 5 RN E— 487K, AR TT AD. PD J¢ ALS S5 M2 3R AT PR (1 R TR AL S Fo 41
FETA TR T 3R BRSO AN A 2
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M 3R

REIRYIR
AD (Alzheimer’s disease) BT 7R PR R I
PD (Parkinson’s disease) RS
ALS (amyotrophic lateral sclerosis) L= 4 0 2 A AL E
eCBs (endogenous cannabinoids) PR PE KRR
2-AG (2-arachidonoyl-glycerol) 2- 1A DU I H i
AEA (anandamide) VU IR 2 ik L I
ERK1/2 (extracellular-regulated kinase 1/2) ZH AR B I 1/2
NF-«xB (nuclear factor-«B) R «B
GSK3 (glycogen synthase kinase 3/) B 5 R B 38
TRPV1 (transient receptor potential vanilloid 1)  B#AS 52 /4 B {7 & B ER W 7Y 1
GABA (y-aminobutyric acid) P-RAET R
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