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Abstract

Amyotrophic lateral sclerosis (ALS) is a chronic progressive neurodegenerative disorder pro-
duced by the damage of the upper motor neurons and lower motor neurons leading to denerva-
tion, atrophy and paralysis of voluntary muscles of the trunk, limbs and face. The damage of these
neurons occurs by the combination of several events including immunity, chronic inflammation,
excitotoxicity, oxidative stress, viral infection and genetics. Recent evidence reveals that endo-
cannabinoids serve as preventive treatment for ALS, based on their neuroprotective and an-
ti-inflammatory effects. Here we summarized several aspects of the protective effect of endocan-
nabinoids on the ALS, aiming at providing a new method for the treatment of ALS.
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KRR 4

R

N8 MR BEAIE (ALS) B —F LA EIsh#H 2 o J T @ sh#H & o K H STECRI KT U AT Sk T R AL A
—MRMEREAT SRR . JURRA TR KBS, BIEIOE. B8, SN, RERGRE %
FHIESE - Bl RIBT IR L IR KRR 3R R 42 (eCBs) AT BE R — A RE# & om S 52 47 S MUK IR R 48
X R B KR AR TR AR TR . A SCER T eCBsXTALSHIIESLRANL, XTI ANG T ALSTR
BT B R AR .

3 40
BN KRR (eCBs), KMREZIK(CB-R), WIZE4MRELILEE(ALS)
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1. 5|8

PRZEAE M55 (Neurodegenerative  disease) i — 28 AP 8 0 AR 1455 A8 g LAl 1 22 12 34F e 1k 5 0 1) LR
= EEL HE R R PR U ER P (Alzheimer’s disease, AD). IJH 4 #x % (Parkinson’s disease, PD). = L 1§iJ7% (Huntington
disease, HD) A U125 4 ] 28 i AL % (amyotrophic lateral sclerosis, ALS)%F. FAF Nz 3l # £48 yo i 1 & i WY
PRWE ALS, HRFEL) 5 N/10 77, EEAER GG T 3~5 FNET, BREHFLHWRLAN 31, H
FHIEIT 10%H) ALS (38 2 W Qe ik B AR sRR %[ 1] [2]. ALS W R K bizshtz o M igshii 4 oo
TP AIERT DY AN Sk T AR UL B — A8 AT P pR AR PR (3] IR LRIy Lz ship & oAl
NEEMATTE IR AR . BN RE, (R R, AR IR R . ALS &
T ERIRIELIN 3, AAR TS RASEE W TR | R ASET, TR R 2 (1) ALS B8 Al R
1E 10 FFLL o FUHE, nrgeid KBk, hag. SR, B GEG o i A B AR RRIE SR (4] B
Kbk Z (10 LR BTG 1) eCBs A PIMA LT PUEMSB IR EIRL, H eCBs 5 ALS [ifE
KAEY), AT ALS BENIZBITIEE[S] [6]. ASCHIR T eCBs X ALS IIEHTRINL, X T Fpi Al
YBIT ALS $RALHT BRI .

2. RiRXHRERS

eCBs R Gt — TR AR 7R (1) IR AR 4, B3 S AAE) eCBs. KBRE 132 44& DL L 2
it eCBs & il P AR 1) & P AR IR 55 . 12 5 1k, I eCBs A 2-48 4 VY & H i1 (2-arachidonoyl-glycerol,
2-AG). L4 VUM IR & H £ I (anandamide B Arachidonoyl ethanolamide, AEA). O-{t4: VUM IR £ i
(O-arachidonoyl-ethanolamine, OAE). 2-{64= VY48 H i [ (2-arachidonoylglycerol ether, 2-AGE) & N-{£4=
VU7 % % L% (N-arachidonoyl-dopamine, NADA)%, 1fi 2-AG 5 AEA U /& eCBs Bi & -F i 70 i A ) 32 IR
NP FN . RIBRZR SR ML HE KRR 2 5248 CB1 FURBR R 324k CB2 WMRAL, B4y G- RSB IR
ZAk. 2-AG 5 AEA FIURZEMREL L CB1 A1 CB2 %24k, MM #HE40AThEe. Hr CB1 24k %
BARAE T X & RGN A o I R Al ET L, 4 48 70 R A BB TR eCBs FITBi& (7] 8], CB2 24K+
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B AL R R GRS TR . BRI 2 BRI TR I CB2 B2 AATE it (1) B2 2 I 4 e R i T 22 7
FAERIE, 7~ CB2 21T 2 5 fixi 1) & i A= HRIAS [ (199 BELZE 28]

WIRTERBRER 2-AG HIG A B BRI T nr 4 A0 ok, % BB AR A0 5 S S Bl IR G T ik g fs il
(diacylglycerol lipase, DGL) T AL, , 1 2-AG [ 4 f# /2 £t 56 56 H- i I /7 B (monoacylglycerol lipase, MAGL)
W HAKME AE A VUIAER T AEA -G U 2 EBENERG D (4 T B N-18 A DU R 5 M 15t 2 B e A i
K, AEA [IB& M2 B e I Ik B K i B (fatty acid amide hydrolase, FAAH)¥ H /K i N Te A= D452

REMWF TR eCBs PR 4 75 K 1M & %, MR R E 2-AG Al AEA i@id 5 CB1 fil CB2 214
(PIgh A, a1 ) 5% fk B P e 0 380 O ) R SO0 R S P T B ME 2 5 T PRI 2 R G (1 A B T RE AN
R EEBERE[7] [8]

3. ALS BYFRERHFE

TREZ LR ALS JRdE— RS RGN, TERBERINTHEAMNRESHE %
it . TDP-43 H1 414 AN IERRA S, A A RNA SR — N H &R & &4k, 75 ALS H R 5 HEAEH .
TDP-43 T BN A TGN, 5 mRNA 87z 18 %0 S fae S5 f2 . ALS 830 #148 el i & TDP-43
FHE )N S92 L ALS F SRR ERRRAE,  HLAERESE 1B 5 A% E A R E A [9]. TDP-43 AR AW
25 PR il 2 3 B pR G PN 1) R R T B ALS BREREIR 2B I 7T 3R WIS Bh AP 4 e i B SR A 1 E
AZIRE AR T RES ALS BIRAA 2R[10],

4. eCBs &%} ALS BRIP/ER

H AT 5% eCBs X A\ ALS 8 W 7T /b, eCBs FR 98 HIAS AL AT S5 12975 (04 20 Y5 28 i ) % Jos WL B
45 NI, MY RERE i St ALS R EERFAE . BF AR B RIE N SODI1 J4R 1 5% JE K /N ],
(hSOD1G93A, hSOD1G85R, hSOD1G37R) 1)z 3l £& 70 A% 14 75 9 B A 41 B J2 1] 5 5 i a8t 4% P s EUK
ALS JiEFIFHA[11] [12]. hSOD1G93A /)R FEH T Im PR AT IGIT ALS /NRFH &R 5 EZR s
Z PRI B R LA RIS EHE U ALS.

£ ALS BRUKRIAE TR, 45 T KIRER 2 ARIMEh 74 a1 T ALS HJifE ik E[13] [14], Bilsland %%
RIL AEA 1 2-AG {EEHEIER KFIE, WHtS eCBs MIFIHHMLEIA . Rossi (2010) (I 7E B /E
hSOD1G93A /MR A M. CB2 Hufeif M iIth5E, CB1 SZARMRIBTERER AT BUZ BRI M, (HLEA AR B
HIEH R, RS SUIRMR CB1 2R LA ¢,

TE ALS BER1/INE, KRR 3R IAE 28038050 DU SR BRI e A /) B ) AR A7 2R F IR 18 B 445 15], Bilsland
ST T 3R N KRR ZR BN 71 WINSS,212-2 W] AER i 1 i3k g, /E FAAH JE[RI R BR I ALS /IR, i T3
N4 AEA BI7KFHE R T2 8t & n A A7%, R eCBs X ALS /NR A A ARy EH . 25 CB1
AR ALS /N, FEAREIGIE B T AR A S, (HREK H A dr . T Kim S50 TR BALE ALS 2
U LLJE N CB2 #sh 7 AM1241 W IEZE it e, 76 ALS B PE BB IS 1 /NR R 4l #2728 CB2 3244
FIEHIIE G, WFRRE CB2 ZAN 5 T ALS HIBERE[16] [17]. eCBs X ALS /Nl BB ML {EH, i
LA TSR R RS 40 5 TEIE A, (R eCBs AT BT ALS B IIR T ¥ A,

5. INEERE

eCBs RGUAIT LA TESIN ALS BIHLH] M ANSE 2, (2 eCBs RGUE T IXML RGAAG 70 2 K70
A PO AR A B RSB R HIE I, IXONIESE ALS MRFEEIGYT ALS ik U A H. {H eCBs R4
ALS Z [ fI5% RIEA Rt — P BT R IUAIESE ,  ToSEiX Ee M O A B THa 78 ALS fACmBLE,
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FEAHE BRI ALS (9557 LT BUAST H AT 1 BIE S
S5 3k
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