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K WK Cannabis sativa Linn. & K Bk %}
(Cannabinaceae) KJKJE Cannabis Linn. —4-/ 2%
AHED), F G IMERRAE L - S 25l i FR Marijuana.
RBRZA PRI 33 AT IE ) 48 4 JC R 2727 4F . H AT AR
DN/ NN R N AU R NS
(cannabinoids, CBs) C1f 70 2, FLAFRIUE
KJFKW; (tetrahydrocannabinol, THC). KK — 1%
(cannabidiol, CBD). Kk} (cannabinol, CBN)
Ko K JFRilk ) ( cannabichromene, CBC) %%, H:+ THC
Jo CBD Efgiite THC H KRR 5o T 32 (1035 L4
B, HAMERER, JFaTH TR RE S & r)
Xt . THC HASEZIMEH, PR RRAE 2 [ 4 4%
Tk . 20 20 40 FEAAMRRR 73 2595 2] CBD, {4
W SEEG I CBD AMHBEFRE ST THC Bzl KRR 14
Sk (CBIR) ol KA s R, i AR P
R EEEREIR . PUEERE. DU PUR AR
PHEIPY. IRRT R IGRIE &M, CBD 2zt
R G, S5 REIRHGE I i i 5 E - (blood-brain
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Fig.1 Mechanism of neuroprotection of CBD

mRNA JK-P-BEAC: 5l SOD-1 K fivi Mk ik Jst
(proenkephalin, PENK) mRNA /K-F-f#1%'®l. CB,R
57 SR141716. TRPV, 445417 capsazepine
KR Aga 2 ARFEPTH MSX-3 $ AR50 CBD X 4L
WP TR EH, $&78 CBD Xf 3-NP B¢
EIER AR @R CB R, TRPV, 244 S IRTF Aja
AN G, WM EE CBD o 28R AR IR B 5 4540 1
PO 1-FIE-4- 2K 5L 85 (MPPY) Hif5i /N Bl
0 22 411 R P 28 20 A7 e RS I, R A 22 40 i
5 CBD (10 umol/L). MPP" (10 umol/L) & [i]§#
48 h 5, CBD+MPP AL dniud (117%) &
FZET MPPY, (HMpLRKELWEZER, R
CBD {EZB 8L (1 I AT B 53 B B H 6
5, AN 40 i A K ok B

CBD (3 mg/kg, ip) e fFEvE 5 &1
/I BRI i 38 ek AR AR A 0] w4 4 B it A AL P il
(myeloperoxidase, MPO) V&P []5 01, CBD [H]fE
A2 KK E AR (cannabinoid receptors, CBRs)
FEPU5 SR 141716 5, AM 630 ({1540, % W] CBD [¥]
YEHITT A6 CBRs kP,

CBD X} 37 A= /N 3% i B 40 B 1 ¢ hypoxic-
ischemic, HI) Hiff B2 (R ph 22 LR 4 WL IR0 R B,
HI #1175 30 min )5, 4T CBD (1 mg/kg, iv), 6h
J 45 29 AR 125 1 ALK 2 2 A4 I IR L2 18
PO T iy B A BRIEAGAR B PR . R 2RR/N- SR
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J2 52 BN A PR SRR B R B el o KRR
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Eefilio HETE A S 22 M R VEAH R B iR AT
PEBI B A IR R AR BB AL B DIAE G, 1T CBD
RERE I A P9 22 Bl 98 R4 M DR~ (RO e IS, AR s
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BrAE KR HI #4510 min J545F CBD (1
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(inducible nitric oxide synthase, iNOS). )i £f4E
IRYEE T (glial fibrillary acidic protein, GFAP).
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Jfi#% Kl -F--kB(NF-xB) %, MM #/5> iNOS.TNF-a.
SB100B %5 4 4iE Rl T3 R 5%, RIEPTRAE o« X
A/ NE 2 4545 15 min J545 T CBD(0.1 mg/kg,
iv), 4525 J5 6 h, HI #5245 5 | 2 1) i B ( cerebrospinal
fluid, CSF) Hf& ok e EmnE Ll (NSE) Fl
S1008 7K F-Ft i, MagiZr TNF-o PH %41 i 4 s
B,

5T CBD %87 A2/ U - HI 5473 R R4
LI &I, CBD (100 umol/L) fEME M it Jil /> 73 4
TR SRR, [AAIG TL-61 TNF-a. FR4E 1L EE-2 (COX-2)
J ANOS 7K, M98 55 HI % i Fr 16 St 4349
CB,R #5417/ AM 630 SR Axx S2M4F5Hi7 SCH
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FE077) DPCPX H REFS$HT CBD M7 202 £h B i 1)
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ANEUI S sZ HI B B b R AR A, iR
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LR, CBD MM& Ry EH TR 5 H & %R
A R I A GH M AR S CBD oy
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HRRZAREA MR ER [ECso: oy= (123%
3.8) umol/L, oyp= (18.1+6.2) pumol/L], 1=
[ CBD e H4W0uE &R ZE [ECs: o=
(132412.3) pmol/L, a;f= (144.3£22.7) umol/L],
T HE TS M A EIE s e B R S HRRA K,
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Mt2)\ N-myc i T3ED 1. 38048 5 il 23,
PEFIZER [ ZnT1/S1c30al K Zip4/Slc39ad FHIEHE A
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I HLAetS B 5 A K R T 455, /e 34l
WG & i T L R e . B9t R W], CBD
Wi AE R 2 A0 Zn®" . Ca®' Eads, iR
HE PR M FRIE, FHEETAE S .
4 REEWEMHEHEEREFRE

2B FE A1 (neurotrophin, NT) J& I #£E T
SCHC 2 ZURER T Mg S5t 440 B A= 1) AT SCRFRIZE I8
AR KE MRS E DS T

CBD (15, 30. 60 mg/kg, ip) AEMSTIR D-7
W% (D-AMPH, 2 mg/kg, ip) 5lI#E A & L0k
35475, 30 mg/kg CBD e L i o 5 1 28 7 [
¥ (brain-derived neurotrophic factor, BDNF) [1J3
5, 30 8% 60 mg/kg CBD REME Il 1 A iz i 4 HaAh
SYIEL, 1B CBD % D-AMPH 513 ()£ 3 TG 1
BreiidfEH . FidddEdes CBD A B
J§ S A iy BDNF 238 (194 R AT o DX AR e % 7
HeAER
5 RMAZMpRIETE, MEATES

F R AN (caspase) & —FAEUHb FAEH R
SEIVER I, AR T Rb RE J g R AR I R R i R
H/ER, CBD (107~10" mol/L) BEMSTIS AR (1
ug/mL) B PC12 A T, AT EH S5
caspase-3 74, i DNA W A AR AN i i 45 25
THSEA RPN, H st A CBD (107~107
mol/L) REfS IR LM PE T AR (1 pg/mL) 51 1)
PC12 20 [ b & Mg Ji-3  (GSK-3B) i L i
1k, B-BEFR A (B-catenin) ik FEAK M tau & FH LR
MRk, MITIIEERhZ A0 HuBE e, ] AR 51
PC12 4T, 45 HrT IR YA T Bl ZR K BRI
RAUE IR,
6 hiE

CBD & {4 1E H M 252050 50 LU
HICHLRIBT T R 228 . H A%l CBD [fiff
ARG T 5 I [ e G B S A 98 R PR R
A K. KA CBD fgtgiliil £ K IEME
ER, HZ5ah2a e i R, Al Ak o A AT
FEMEIRAT PEIIR B AR T 294 ) T 24 .
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