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[ ABSTRACT ] In recent years,the incidence and mortality of neurodegenerative diseases
have increased with the acceleration of population aging in China,such as Alzheimer’s disease,
vascular dementia, Parkinson’s disease,ischemia cerebral vascular disease, epilepsy and so on.
Ginseng is a traditional herb in China,which has the effects of anti-aging, calming the mind
and promoting intelligence. Ginsenoside is the main active ingredient in ginseng. Ginsenoside
compound K is the metabolite of protopanaxadiol ginsenoside in the intestine. It was found
that CK has neuroprotective effects. The neuroprotective mechanism of CK was involved
in antioxidant stress,anti-inflammation,increased energy metabolism,anti-autophagy, anti-
apoptosis,regulation of neurotransmitters and so on. Here we review the neuroprotective effect
of CK on neurodegenerative diseases and the neuroprotective mechanism of CK,in order to
provide theoretical reference for the treatment and research and development of drugs for
neurodegenerative diseases.
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Fif 25 38 47 1 %2 9% (neurodegenerative diseases) J&
— AT R, R T IR SR B ) g R
TS E i 28 S REREAS L X KB I LR & 2, H
AP 25 A R AR AT AR AR, T2 A R BT R 2 v R
Ji (Alzheimer’s disease, AD). Ifil & 1 #i & (vascular
dementia, VD). I 4 %97 (Parkinson’s disease,PD). 5t
I P % I 4% 8 (ischemia cerebral vascular disease,
ICVD) #ifii (epilepsy ,EP) 2512 F JLAE S , #2831
PRGN I A B ARG 2 A 8E R, AD R 1B e
7 2050 4EHT#E 12 VD FER I E S 65 4 LA L
2N SR 5% 4 PD AE 60 % L F B AR A RE
HREARIE 1% 5 ICVD (5.0 BRI 60%~80% ° s
EP 7EFC [E BR4E LL2Y 40 T3 AR BB, 4t UG
if 7000 J7 A2 F EP fySEIT BT ARSI M 2B AT
YA 1) TS AR ST AL SRy 3 AR ) A

A2 (ginseng) &8 [E Z Flefr 24 64 o () — B, S
EHEMBIAZS B EEAMEY . NS EHZM5,
FEA BT R LM MEITER E A A
A PR, A MO HTIAR B, A i
AR, N2 B AT (ginsenoside) J& A S iy &
SRy, R T R AL S W, & A B 30 AR T
TR DUAS R 14 56 A 28 [ B A, SRR S = s AE 0 A
2 W AT AR AN AR A B AN (] 43 SR T R - 3k
TSR B R e IR F e R SR S
TOEE AL (40 A 3 2 FF Rb1 Rb2 \Rb3.Rd.Rg3) Fil Ji
A2 =R (40 Rgl \Rg2 .Rh1), A& RFF CK([ 20-
O-B- (glucopyranosyl)-20(S)-protopanaxadiol ])
(ginsenoside compound K,CK) (Fig.1), & K #& — s 7l
NS AL S it B AR A L O R 2
P PTG 24 b g W i N 2 B I R SR A AR, 2
NS BAFTER N R FE L6 P £ BRI CKOR
AT REBANSH GRS HAEY TN
WA\ Z RAF MY B T CK L AT CK il
(9 125 A WL B E kT i

Fig.1
CK

Chemical structural formula of ginsenoside

o950 -

n

KRR TR BT R B, CK FEVE £ AT
R R i 25 )ik, AE R 28T 1 L = T2
254, BT L CK 114 24 A (0t Bk 152 0, CK A
— R T 2R R TT . HFTEERIN
CK BA Z/E L A, al il i 22 P de ) il 228 17k
PG M2 APV

1 CK &R ITHERRIMERIPIER

AR A TP R 9 11 R T 2 A 5 ) B I D e
JCER WA IR A HERS AL, BB RE RS . phes
AR AT R BEIR AT 43 o 2tk e 22 3R 4 7P S P e 225R
PR, BT B A% ICVD \EP 45, J5 % T 84U 45
AD VD .PD %, BF5¢ & B e 5 | i 22 1B 4T Pk 5 0
(4 J5 DR AR 2, H v A0 456 R AR ) e 1 L S AR I IR
P2 LA BRI M 8 R A . Bl A TR A iR AT
PRI 1) R 15 A3 22, BF 9 HL B A T HILT 2L Rk
AR BTN 2R
1.1 CK X} AD (2945

AD NFREFIR, & — Bl A R G018 &R
Frikgeds, B R iciZ b K EIBEFREN, " E
FHl FEOEARESE AR I Y. Oh %V RS
T CK XFahaf 2 A~ H) M4 (24 4~ H) /N Bt 5 b 2
KAW N, 5REH, CK AL mg-kg™). H (10
mg-kg™") A FHEH (15 mg-kg™) # 0T LA 445/ B
VR R0 A i M 50 48 i, LS AR, U =
S CK AT LA 2 4 /0N B 14 8K T A= 40 B 3
R R AU B 58 2 6 Y (e B8 2] CK A2k T G 4F FiL & 4
/0N BRCRR 47 0R [ A 200 E 5 R P e 1 Ak A e £
WL H] CK AL &0 4 11 4/ B A 8 DT A7 2R 3
I, X S 2k B B CK AT DU o T b 28 0 R A, i
AT REA 35 T XL AD. BEAbh, BRIR 8 % il s AR R
7R B %5 5l (scopolamine hydrobromide, SCOP) i S /Y
AD /N R, JEUEAT T KRB 900 Bk 5 500, 2521
TR FEAKGER B SEG A8 2 Ak kT O B AR £ B
By 912 65 5,10 000 mm, 11 AD ZH £ 1%k 3k 75 1R 40
(#9100 s) W EIER - HHEES (29 20 000 mm) & IE,
Tl R s I P 7 S SCOP 235 [ /N B e AZ A s el DA
BREAS, 1fT CK 2 Y 6 kR 0T (249 45 s) RPE- S B (2
8 000 mm) {8 & FEAIK ; 7E Bk & S8 v , 25 11 4L Y T AR 1
2974 240 s, 1M AD TR (29 100 s) B B 45%5 , CK
PRI (29 280 s) B S SE K o LA, 7676 T 41 A
TR, AR E CK 4 A9 i 25 41 A 0 1% (24 4%) B
BALTFARIL (24 7%); 721 T o0 il f v, g
SR A2 )V T A B A R K I R R Y, 2k
L AR Al 4 2 b 1T CKC 2 0T T il 2 e HA 5
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R A% I 38157 B G 8 5T o3 A ZORL AR LR T R/
TEAR P A B A o XSS 45 S R W] CK 7] LLMGE AD
A I RE RS AL AT , X AD HAT — € il 28 1
PHYER
1.2 CK X} VD Myt &2y 18

VD & —Flr e 8 P 1 AN R 5 | A A R A A
ZARATHEGNR , Bk AD Z 558 A BRI EE
JEPR O AR T L P ECTE MR R 1 AR, TENK Y
THBRSE M AR I Py & R, E T AT BE R B 5 AD A
[ R 27 VD XS AR 27 A T R,
EL 22 A H 25 ™ (9 S BRAEHE M B Zong %517 i i
TN XN 251 3 ik 45 L F- R (bilateral common carotid
artery occlusion, BCCAO) ## 7 & 1 Jixi ff # 7 (chronic
cerebral hypoperfusion, CCH) K fEL A, -4 51 45 711K
(50 mg-kg™).H (100 mg-kg™") FIE 4 (200 mg-kg™)
) CK #ATRYT « 5 R E/N , FEKR E LK, CK A&
16 s) H (2517 ) FIEn R4 (29 9 s) KRR K ok B 52
6565 DU K Hh 9 106 S R AR I I 4 0 T VD 4 (29 25 )5 78
25 A RN S 56, CKOIR (29 2.5) H (24 3.5) Al i 771
4 (29 3.8) MR R ZE BT 5 B . 2 T VD 41 (24
1),CK % (£ 49%). H (£ 48%) Fil 72 7 4 4 (£ 50%)
TR 5 RS B8 9 [R] B B K F VD 41 (24 35%), 5E
iR WS B S CKIRYT REIE I, FiR&FTTh
SO VE AR I B, AN, 7R B2 e K R
T B MEL R L B, VD 4K BT T XA B AR
FRERAR , ph 2 ST HESBEAR , T CK I697 4L IE % #h 4t
WU R KT VD ., XSS A5 AR UL T CK X
VD A AN A A — 2 A 3 R
1.3 CK X} PD iy 2 4 /5 H

PD 2 IR b UL A SR AT 1 8 M i 2 iR AT
I, PD 1132 sl fiE 2 30 32 B A7 Lo 1 L b kAR L i
SR FHIZRATRE AT — LR ig B AR IR, A0 A AR
REAS AL HARSE ), PD By BURHAE S Sy b g SR
JT B0 2 T i Be A 22 JU A T AR PR B R S SRR T -
ORI [t 22 B KT B DL B 2 o 4% A i 28 e ik
NS /IMATE R . PD B R HLI AT RE S «u- Z il A%
BV SR ORI D RE BE AR | EUA VP L P A R AE
SEZADFHARSE HETR A CK HH#34IT PD
HIRBFIE. (B, NS Rbl ME A —Fh R A S
B, B AT A h CK, B Rb1 X PD A — &
R DR E T . 2/ U R T Pk 22 b A ), ]
W5 B /N B 22 00 JHe A B B E T, i 28 00 5 Ml A 32 4
YRS NS AR R BE5E 2 b5 11 22 T e AR B A 2
JCHY R {HJ2 Rb1 38 2o J0 8o 28 50 28 il i) A= 4 L
IR S L R AR JE HL A7 R 410 T 25 - | el i AR AL, AT

EE 2 B ARG . BRI, BRS8N D5 A
Rbl HA Ry A, 2 F AP CK 2%
A AR VR R 75 82 T ok Ak S 5T
1.4 CK X%t ICVD B 2418

ICVD Sz H I A4 5 Ath 1 2 1y 5 B0 1 45 BH 2E 5 |
EE, BT Atk 2B TR . ICVD B9 3 SR IR
FHEF A RIRKRAEM S RIRIE GER AT, RN
B A TC % ARSI I, Sy Wistar K
BRI B L 3 B R, 945 T CK K (30 mg-kg ' -d™)
e A (60 mg-kg™ -d™)IBIT . 4R LI, CK iR(Z
2) Mg R4 (29 1.7) (9 Wistar K BT HIE4 B
FAR TR AL (2 2.5); CK K (£ 80%) il 5] 1 41 (24
70%) 114 figi 2H 235 7K ot B A% T A8E A 21 (29 90%); CK
1% (2 28%) Al g 7l i 21 (247 25% ) 14 B dle . 0 7 461405
F14) i A58 B A4 B B SRR AR AU 4 (35% ). axX B 2h LR
CK ] HAT — 5 B A%V . XA 450 o
B JokoAS: 4 3 1 5 R BRI v 3l ik e ZEAE Y, 45 T KRR
i (10 mg-kg™).H (20 mg-kg™") FIE I (40 mg-kg™)
) CKIRY7 . TTC Yo R, K RUBERY 4L /) il F 45
L I o 2H 20 5 BT 4, LA AE 30 2% 43 A 5 K i g 4
R0 BH A A 40 i, T CK AL (30+7) 4> /500 pm” ],
F1[(20£5) 4~ /500 wm® | Al & F & 410 (13£4) 4~/
500 pm® | BEESE K FHE AN BRI TR AL [ (46+11)
A~ /500 wm® ] BEAL, SEEGH S S CK Ik (20 25%) .
(29 20% ) i 4R 40 (29 15% ) B4 A SEAR R & 49 B
DT EIRIA(2) 40%), $7R CK AT LA oG il I RETR: 5
WL F] CK X} Ig Z #i (lipopolysaccharide, LPS) # i
49 JEL AR /DN 2 S5 A4 TR 25 A BT 3 , S8 1 AR G 3R /N
W AN S A K, S 2 MTE , 98 Esm 5, 1T CK 4R
20 S AT, 26 i B 55, HLSE I AR B i 45 1 55 CK
SRR X g5 R ] CK X ICVD B4 — %
AR
1.5 CK X} EP &6

EP J& T 2 M 2B A7 M e , R 2 i &2 o Tt
e B AE . BP J& KN 28 058 & Mk 5 W, 80
B 114 B B B B T 1) — Floge e > BP S B A] 4y
SRy A TR B ZE R R AR R R R A R R AE LR ZE
KA EEAEAE  EP KA AL BT MG SRE I R A
/IS5 24 L R B TR S5 A TS 7 i P e 2 8 R
(4 5 58, Zeng 25 1 1 57 K B EP B AR R
SRS BIR R BFSE CK X BP BIVE . 45K BoR, X}
FH G P A 75 5 0 R BRUAR T - PR 28 LR 28 1 2k
EP iR, K ELFR B B 2 1Y EP 17 M HRME, 45 T1K
(80 mg-kg™) A (160 mg-kg™) B CK 3 & Bow
SRR {H 2 5 A (320 mg-kg™) B CK AW [

.51



1B 4
2021 4 08 H

wRAHLER

Acta Neuropharmacologica

Vol. 11 No.4
Aug. 2021

R T KB EP ZAER s, i Hff EP 97 k1 (25 110
s) IR K TAIRILL(ZY 85 s), fifi EP MUFFLET A (2 17 s)
BB T AR (29 19 o) XML - B /WIS T
(1) EP FFER A K BUBEARY | A7 R L 349 2 3 1 A s 1)
FRIE4y , W BT A 2R, BT VR AR T, T 7
H CK o] LA s R R R etk . #2878 CK XF EP
BA M2 e .

2 CKBH&RIP1ERILE

CK A LU ot e S8 A W e 48 P s Re e A QI 3t
W BRI T R A 8 3 BT S AL R R HE R 2 R A A
LT CK A G/ B AL AR — 2k
2.1 PreEfb

KM AR AR I o R AR B SR A A A AR
ML 2T hT A AL BT AN 2 LAHCHT I A e AR
73 B R ORI AR B 3 4 4R (reactive oxygen species,
ROS) B, F H B30 473 23 77 28 43 . 4 B R I DR s 34 3R
TR G400, 214 % A R AL T 1A P AR Ak B Ak
fif} (superoxide dismutase,SOD). %+ it H ik i & 1k ¥
fiff (glutathione peroxidase, GSH-Px) Fl i Jii o4 4% B H
JIK (glutathione, GSH) %5 Hit 48k Wil 7K - 32 B4 il . 1
Lo ol 222 22 495 v A9 AN RN R U7 1R % AT g 98 S g 43
R, WA D) T P AR R 2 RGP E . Yang S
AL T SCOP i 3 icAZ B /) BB T, I 45 7 CK A%
(20 mg-kg™") FIfE 7 (40 mg-kg ™) IBYT . 45HEn,CK
IR i3 7] 4 28 (19 SOD 1 14 (80 1 82 U-mg™) W i i T
HERIZH (50 U-mg™); CK KA AR L1 GSH-Px INZEY)
(0.9 1 0.92 pgrmg ") W] 1 5 F KL 4 (0.6 pg-mg )
XA CK AT LAF i il A B AL g 1 7K B2 m bl A
BT A AL RE J1, 3 Bl 2 T B B AL . Seo 25 4k
N7 FH R R A A /N RO I R RS AL, 430 45 T AR
(1 mg-kg™"). (5 mg-kg™) Fl @& 7 & (10 mg-kg™) 1Y
CKUIRYT, IR AT 147 2% 3 52 56 0 AH O 48 A 1 K
W, 25 R R, e Y 2RE L b, CKAR . He A ) &
L A K AEAE (2 65% .70%.70%) B 1 = TR I 2 (24
55%); FE B Bk bt S5 H, CKOAIG L HR AT 57 2 B vk
(275 5,100 5,170 s) Bl A THREAIZH (£ 50 ). 4K
MFEZ 5 Nrf2 @il i/ B R WS 3] CK X 2R - %5 B
PR HIA M BE R PR AP VE T o Bl S A ML 58 L ¢ 5
CK A A5 Nrf2 /- i Ht AL : 121 R A G -1
(heme oxygenase-1,HO-1) il NAD (P)H: fift & fb iff )i
fiif 1[ (NAD(P)H:quinone oxidoreductase 1,NQO1) J;
e B AL ) SN 54 (antioxidant response element,
ARE) J7 91 Fldi 45 9¢ 56 2 Wi 5L 8 /Y HT22-ARE 2 ig 4t
WA AT , CK 300G T Nrf2 A G R A 5% 5%, 4 0l 2

980 -

n

AR LY NQOT g iy 1 M4 CK LI S At 1) )y
KA HLAh, CK AEA T £, Tk JIF Bk B 16 3% 1 1 i 2
T, PANef2 4 5 19 5 N5 A AL, A SO s i
FARE T 1 HT22 4 M A 48 I 25 1 AR A543 , $60R
CK A DL o HATe A LR A ph 22 O VR
22 HR

K ki A1 AR RE S A RCTRT 800 1, — ' THT 8 3 /)N
JIE J5ie 248 e R A2 T T e A4 T 1) A Wk 3 P R 3 B A 9 R
SR A R TE I A B0 TR 3R 5 o — T, 5 5 440 1) 38
ERIFEF T EXNMERGEA FEWE o /N4l
AR 28 22 45 v 32 L g D, X S A Y A R ki
Z A EHE P 2R AT B S B RO, AT AT R
BRI 228 37 T, i 22 4 K [ F (nerve growth
factor,NGF), i J& 7 #f 22 & # A F (brain-derived
neurotrophic factor, BDNF) sk # #iff 28 & 3% [ + -3
(neurotrophins-3,NT-3), i ] DL % il #f 48 5 1 A 7,
41 ROS \NO FI {2 42 41l i [F 7, BT L/ e J 4 L 5
AR S B AH G BRIV /N 1 5T 240 B 0TS X T A R B AR
R Ut E LY, H H R B O s A — Bl &
ML B oR'Y, CK X T LPS 5 % AR
T /N I BT Al M B A TR RO, Lk, 45T CK
% (10 wmol-L™") 1 = 5 & (20 pmol-L™") I 47, WL 4%
FI| CK A A1 iy 55 5t 21 4b PR LPS 175 S 14 /)N i 51 24 Jifd
H1NO & 5 (2 60 1 40 pmol-L™") B & ik T K 4 4b
H2H (29 75 wmol-L™). 1t 4h, Park 254 g 37 T 4 &
P 9 RN S I 7 /0N BB B A Y, 43 Sl 45 7 CKIG
(25 wmol+L™") . H1(50 wmol-L™") FlE 74 (70 mol-L™")
0T, SEIR S R K W], CK 2 B 4E /)N B ki Jz ot v
{19 /)N 62 J50 20 L 38 A 5 4 Tbal (1 %5t (28/500 pm?)
B AL T AR 2 (45/500 pum®), 78 K ik SO A X 25 3
AEARL s CK 2 i ke s/ R A K G v 3 ik R 2 T 85 1 ke
i i 45 A A4 R BH G A TR A 20 (24 35 mm?), L2
TE RN R 5 X (29 15 mm®), BEAbh, 5256 ik 22 51 .
CK 301 7 LPS 75 5 3 /5 Jie 5t 40 g o NO | i 93
IR %6 K F -« (tumor necrosis factor- o , TNF-a ) Fl &
i PR 7 11 40 M 4 2 -1B (interleukin-1B ,IL-1B) [ %
ik, JF BRSO s CK O] T AE LPS 155 19 R AE
B g H kR AT A5 A — Ak A& 1 (inducible
nitric oxide synthase,iNOS), & 4 [ F FH 4 ig /- % 6
(interleukin-6,1L-6). ¥ 4 Jit§ # fk #& 11 -1 (monocyte
chemotactic protein-1,MCP-1), 3% Jii 4 J& & H i -3
(matrix metalloproteinase-3, MMP-3) Fl 3 i 4 J& &
1 [} -9 (matrix metalloproteinase-9, MMP-9) f{] 2 ik ;
CK A1 9855 /0N I Jo 4l g v /) 40 g IR 5~ \MCP-1
MMP Fl iINOS 2 [H 3 ik i) 8 2 sk [ T ]+ -« B
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(nuclear factor-«B) FII{ 1% 25 [ -1 (activator protein-1,
AP-1) 6 s CK #3617 LPS i 5 /9 ROS A= A% 8 Jit
TR KR el iz i W A — A% 1 R 9% B2 (nicotinamide adenine
dinucleotide phosphate, NADPH) “& 1k [iff th P47°"
(NADPH % 1k fiff 9 3= & B 43, 11 53 /N B J52 44 il ROS
R0 1 i IR ARAE PR 3R B T 98 E S g o = R
B LA 5 4 T 22 24 RS AL B 1 %G (mitogen-
activated protein kinases, MAPK) [ % ik;CK I i
T D AR I R 98 RE 1 5% B 4> F HO-1 B Kk,
XSG S5 Rk F B T CK S — R AR A Al 1 Y T B
SR YT A5 R 28 5 R 1 25 4, Hph 2 O 4 T R]
[ERe s e e uy I N i e i S e E N K
iE 7 B
2.3 fEmnem

AD B KMk A9 ATP & 0 /b, ATP 4 il 36 1k
TR XOEEULIA AD 7 AR 1 2 2] S0 A2 D Ak RS AT
RE 15 fig ik AL I8 A 56, Chen 28 A % % CK 3 3 %o
AB 5 1 RE AR E B A § ok s AD, IF HL7E
HT22 4 fd i 52 7 3k — Rk, SEoe iy 7 HT22 21
Lf) AD #ERS, H#5F CK fik (CK 2.5 pmol-L™'+AB 4,
10 pmol L") H (CK 5 wmol-L'+AB, 4, 10 wmol-L™")
= A & (CK 10 pmol-L™'+AB ., 10 pmol-L™") 4
I7 . dIMESS R EOR, fEREE T AR Y HT22 4iffiHh, CK
A« v R g ) R 2R A I T (29 80% .85% il 90%)
B R o TR (29 75%); BB WL 7, B AR 20
LU B MR N, BRI, &0 K i, RIE K
DR 25 4y, T CIKCHR R g 790 o 4 A 38 1 200 G ) il
AR, MR EMEIE, 2o RERMZ. It
Sh, TE S5 HR IR WLEL F] ATP N A WITE CK K (10.153 +
0.279 nmol-mg™), H1(10.969+0.310 nmol-mg™")
B4 (11.603+£0.358 nmol-mg™) IS BEEH T
R 21 (8.831+0.964 nmol-mg™). 3% &t i W] CK 7]
DL 2o £ 5 AR A R R A 2 R AP . ROk
2 W UEE 3 W], AD JH: S — oK ki 45 25 8 D 65 4
R 7 A AT A PRI S, 3 FL e AR S
5 AD X4 R G R I B AF S A R A OG, Y b
WX B 28 72 G0 10 &5 3R A 5 T8 I S B, RT3 B0l 2 T
25 W 1) B8 BB FH s 5 0 A 1 T RE R A, DA 5 1 AR AR
SEEFIGE g 7, FE NI T RE N B, 25 AD A
JR Tk A Ak Y T A 85 B ) T A7 A (peroxisome
proliferators-activated receptors, PPARs) 7E H' #X i 42
F 40 B AR 5 R RN A AR G, e R
A A B RS R BB AR DL R 5 2 Rk
(g AL SN 0L ML 2 F S HE DI, PPARs
PPARY I8 2l vl B 23 fie 1 e K% 3% 300 I8 i) i 260 W e

1A 1 (glucose transporters 1, GLUT1) Al 4 25 #lf 5% iz 1A
3 (glucose transporters 3, GLUT3) A9 I fig, M 1 fie ik
ARG AR 2 41, T PPARY B S% | T2 B A1 A
S A AR, 7 A e R A AR . BRI R S
A'Z s AD /N RUBERL, If45F CK (CK 40 mg-kg '+
SCOP 2 mg-kg™ ) VY7 LB LSS fE /K ok B 5258
i, CK 2 1 0k B v AR 30T (24 45 s) B AR TR AU 4 (24
100 s), CK 41 °F- 5 B (29 8 000 mm) BH i AT
41 (#5920 000 mm); 7E Bk 5 52 5, CK 414 1k 2 15 R
1 (2 280 s) W] 8 w5 FREAL A (29 100 s), ML AL, 7658
55 H iR WS B CK 41 /) BRUSE B I i v ) ATP &5 £
(427.00£27.06 nmol-mg™") & 3 = T A 41 (205.33 +
1.53 nmol-mg™"); CK 4H i PPARY f¥ AH X% 2 ik (1.25)
2 = TR A (0.4), HLo5 B S 25 1 5 A4 A ) 3]
CK 25 hE & AU SR & T GLUT1 (25 1.3).GLUT3
(29 1.2) FERY BRI 35 5 TR GLUTI(#7 0.8),
GLUT3 (£ 0.7) B ZRIAKF-, it i W] CK REfl 55 AE L
A R H R B IER b, DL ESER R CK 7]
DLid 4 m re s ARk L s 2 R4 VE T
24 PrAmE

I g T LA 52 PO 07 A A T S A A T,
PRI 1 I B R AR A O R — RIR A AT & IR T M &
RIS i, AWML oeh B R A ez
TN M2, SEAT I8 R A B s 25 R0 7 ol ot 40
] [ W A 4 T P 2 Y BB | e T D7 4
FE R 20 L 2% R A3 L T AR, HE S B A A A T
T, R, 00 1 W35 S 1) 0 T AT RE R A 9T
2B ATV SR I T AE ML . Huang 2658 #5377 KR
B | B 8 A% A1 L A 2R PC 12 AR AR KE 7% 10 K BLURH
22 0 Bl 48 B E B 7E (oxygen and glucose deprivation
and reperfusion, OGD/R) %!, £ HI £ OGD/R H £} fifi
#H AMP JE 1k 5 H 3% (AMP-activated protein kinase,
AMPK) 1 8t B2 Ak 1 Hy 7 25 22 0T 19 0t 2L 30 0 38 A
(mammalian target of rapamycin,mTOR) A9 ¥ 15 I
AU B, A A ) AMPK #0476 BML-275 0
mTOR 4 i 7 & WA %5 K, W58 7 CK 4l ] ODG/R
i B WA SR TR TR BLE . A TSR OGD/
RiAESFAAMMA T E®h BN, RS CK 3
) OGD/R B v Kl 17— R4 5 A Wi AH G Y 2 1 K
o gEREIR, OGD/R 5 Hr i) [ WA G2 1 AtgS il
Atg7 19 IE W] WG, 275 OGD/R KR i #f 28 JT A
TERGR KR AW . JRZ25E5 Y, 45 7 OGD/R HE
A CK i (2 pmol-L™"), # (4 wmol-L™") Fl & #| &
(8 wmol L™ VAYT , HiEAT 905 ¢ Y6 4 (4 F11 Western blot
AT R B IRTE CK AL (24 35). 7 (24 32) Fil e 7l
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20 (2 18) b P59 OGD/R B v iy B — AN 28T |,
2 B WETE RibR 09 LC3 BE 5 5 B AR TR A 41( 24
50); 7£ NGF 5 519 PC12 41 il o, 460 21) [ 05 A1 56 25
F Atg5 F1 Atg7 W ZRI5A FTTHR , X o] AL CK Z%f# -
XS ZE B CK 44| T OGD/R 5 1 #1420 H W .
S0 R A WL F] CK #i T AMPK )8R 1k , I H 3%
BT mTOR A0S , 11 BML-275 0] LIFR4» 135 CK %
SRR 1 AMPK (phosphorylation-AMPK , p-AMPK)
FIR T B, BML-275 FlH A% 5= Y g i 2 W 7% CK 75
5 1) #% 2 /& mTOR (phosphorylation-mTOR , p-mTOR )
FIRHEIN X R, CKd 1 9415 AMPK-mTOR i# f#
M6 OGD/R 5510 A WE A S pH 2o 12, ok &
ORI ER
2.5 BT

SEARIY SN BT B APP (BT EIAN AR 7R
ROS W= AEFIRAE N AR RAE AT fi #F i 28 0 LR 4 ]
T2 R T S U (R C R R R, B
S G A T 2 1 caspase-3, HE— A & R A E T
F2 2 Bel-2 AT E A, Bax BB T-HEAC 4t
R 40P T, Yang 484 SE 2 #7 AD /) ELURE
R, 25 FK (20 mg-kg™) Al 7] & (40 mg-kg™) CK A
57, HXT LI A 2R T AR AR R TR . &5 5 i s AR Y
ZH /N BB TR 1 DX O S0 B R i , A 2T R T 56 (2 32%)
Th &7 5 CK AR5 14 /0 BT 2 DR I 2 ' i B R AIG, CK
15 (29 12%) A 00 4L (2 10%) #2801 R BH 5 )
B $E7R CK AT AD BRI BB SR 2 i T, I
Brrgoutif. sbab, 52500 WAL BB A 2 /N U Y
Bel-2 # FIAH XS 3Rk BH {2 B IK, Bax Fll caspase-3 K [14H
X ek B 2 T, 1 CK 448 2 B3R Bel-2 & 1K,
T4 Bax #l caspase-3 & [1/KF, $&78 CK A DL 4%
LR N N W g s e = LI 1 L 2 Te S o YA N
2.6 VH R T

CK 38 ] L 5 A A 28 5 Jo 1% B i, G HE 2 y-
4 K T B2 (y-aminobutyric acid, GABA) fiE ¥ &2 & 4t .
Bae %5 A" HT A 40 8 19 K BUE T CA3 IX HE MR i 2
JUHEA TR TS0, 25 R B s CK 38 2 389 0 2 fih A A 1)
B B T B R I GABA 19 B & BRI, DT 52 M VA 75
A AR, i 5 X 5 2 R b 2R 1T e 0 R
SASG . DIL, 5 2 LR pi 26 25388 i vT et 2 CK &
PR L5 E AL, (22 GABA IR anfar 5
LI Re AN 2 e FEAR S AL v AN TS 2
2.7 FHAWHLHEI

Br 7 LA b — e i 22 aR A 1 9 o 9 S (R AL A
g — S H AW HLE . X T AD kUL, AR RELZ E
B PR AE . B 33— 0 BRARAE , Yang 254 g vy

954 -

n

T SCOP 5 3 iy i AZ 46 1 /s BB TS, 5F: 25 T CK %
(20 mg-kg™") FI & (40 mg-kg ) IGI7. 4R ER,
AR, HFIAXT FIRAE CK AL (0.26) Fil i 5 i 41 (0.22)
BB AR TR (0.35), $278 CK Af L4l AD 55 5Y
NEUIGZH A AR R IE Al O VR T, A
Al e 5 {2 #F Nrf2/Keapl {5 5 g 176 A OC . ILAE,
Zong %% 31 2VOCCH K RUBL B R #£98 CK X VD
A . CCH Al LA R M T, el AR 1y, B R
A8, T 5 RN D) e i ek 2 B . Sdm g Rk
W], CK 7] LAY 52 CCH 53 1Y AR, DB, LR IA 1
SR T 25 AR g 77 HE R BR Y pSer9- B i G Al B L
i 3B (pSer9-Glycogen synthase kinase 3B ,pSer9-
GSK3B) FlJif &% 2 [% % i (insulin degrading enzyme,
IDE) #Y 7% 7, 1 pSer9-GSK3B #1 IDE F i 1% M 4
i B s e UL B 3 ¥4 B /Akt (phosphatidylinositol 3
kinase , PI3K/Akt) {5 5 i # , 12 % A5 3% 5 -2
KRB EE G A . Xt B, CK A B8 38 1 3 3% pSer9-
GSK3B Fll IDE FY 235 1M J 42 DA K1 ) BE AT 1 AB 4
TEE S B DUAR, Wl 52 R 5 R AT, DA T ¢ 44 22 A
ER.

3 INEERE

Pt IR AT M X 2 A R TR R R B, Bl
& TR 2 W b BE B IR, Bk 2 AR A TR 1 R 0
FIBET R AER R . [H b, AT A o 23R 7
PESIR A T AR YT o 2B 1P PESR i 145 AD VD,
PD.ICVD .EP 4§, iX #6559 () HAR ML 43 2 4%, B
MR A ERIERE . NS BT AS T EE R
gy, Hp CK 2JEAS A2 B iE b iR
7 A, A 2 O AP R O JL AR SR W 58 1 3R A Y
2% o CK X ZFi b 3R A7 M B i #0 LA M & AR 9 PR AT
PRI B L] 32 229 e bt A I 3 BT R 2 AR AR
WP A ME PO T R MR A . A AL A L
M AEFE, Kbs BEMZRAE —ENKR. BRIT
JUAEXS CK # R 40 VE F G AH SCF SR 4 2 (R X F
FLE AL DA R A FhopL ] =2 0] 356 3R A AH SC BIF 58 38 A
A2 B UL, 2 T ke X I LR n] A 4k 2k F o N 4 0
HHPZE,
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