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KA %2t Latnaya 55T 1950 7 1 NN =K
FAeh oy A3 2 — M A . AL SRS o,
KHF S T % F - K FE LR AEY I (eburnam
inevincamine alkaloids), 7T |14 Fit % i 175 T
TIRCEHEDI o S AWk 1K 2 B & 5T 4
I 8 BT % i 0L DA 28 2R 8 ) e L AT 25 B
SHET MK Z %8R, LTk, A4k
AV 2 BAT LA S vy 2R A P R B /N B A P
AT ARG o, P g DAy 2 44 BRI A& Bl AT
FNEIR LW, WARAKARPETT (vinpocetine). %4t
G %) 4 F] ) Gedeon Richter 25428 w) il & I+
1978 4 11, HETEImIR F R 387 w4 o XURI
A pR i M AR S R I o [RIIN, KARVRTT
TS A W R G P I AT SR AR AN )2 B4k
AN RSO AR R KA S LA ) 2 HLA
FABLHIRE I R AT 2508
1 [HET IKK 558k, RERFRRIER

RAEFEEZ BN CINBN K FEREAL . 18 1 P 2E
PR OGO A AE S ) I 2R
fE. R B (corticosteroids) FIINE A (cyclo-

gt EHEA: 2012-10-29
EEBN: F 2%, %, E2mid, BIEEEIN, REWHR T,

oxigenase, COX) il FI#BfeH M RIEPRAEH,
RS ] e ™ AN RSO, 1 PR D) 75 26
FA RN R R 259

VG T R B T FH T i 1 7 93 AR A 400 36 9
WRIVETT , AR A MR 5T 24 - Jeon
SRS R L, TCAEAR RSN R, KA
TR RAPRAEN: 2R R il
M. A, BRI R gniiD T, KR
PUYT REE A IR A PE R -0 (TNF-0) 35S 1%
IAl-1--xB (NF-kB) %44 LA A B i UK (1) 98 ik (i 2k Al
TIEEE; KA PTT I RE S T B A% 4i M i Pt Fn
A, X LEHR & RAE T ISR s 7E TNF-o 2fI
ZPE (LPS) B S/ UM R AEA I T, KV
7] 58 ZU A ) TNF-o 5k LPS 1553 1) 285 (2 3k R 7
(TNF-a. IL-1B FIEREAN M 2AE S H-2) 7K B,
R Z A MM R BB . WHFURIEL, KB
VTXT NF-xB i #% 28RE R4 2 1l ELAEH T
NF-«B #5358 (inhibitor of nuclear factor kB
kinase, IKK) {55l ERSCHLIK, JHS7T-BERR — Haik
(phosphodiesterase, PDE) Hl Ca> Pi4cfs ‘S il ik 2
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Gbo PRI, KABEITVENHLEIE Pt 299, W)
e 75 2 Pl SRE ST VR IT Hh BB &4
2 PHET Na,l.8 B FIBIE, FATHEEERD

KB MAMKE TR AEH T 2 A5 7,
TLHE AN EEEZE (tetrodotoxin)  FBUREAL S AF
MRS FEE, (A5 FIEA AR T .

Zhou “FMHFSY T KARPGIT X 835 T 15 HB M o
LT R ND7/23 156 B K B Na, 1.8 T8l
R o TR VUYT SR A b ] Nay 1.8 #H25
TG G, RS BoR, SR AL AR B
(=90 mV, IC50=10.4 pmol/L), 444l Na,1.8 1%
S X BR AR I AT R 8 (=35 mV, 1Cs=3.5
umol/L), KAFVHYT IIRLREIG N T 3 % 7EARTEALIY
Na, 1.8 &7, KFEHITW~4ET-22 mV 1A
) i, AHAN S T8 5 A I FURE a3 pmol/L
KAFEYTH Nay 1.8 & 7 IH 8 o gttt . gl bt
il Ha BT, FEBEA 3R 0.1~1.0 Hz B 180 1
WP UR KA TEYT RERE BT Na, 1.8 & 1 liE i
P, AITTLE 2 B A R A 203 2 S 5 | 1 Jak ey ot
mpmh, KRR O,

3 55\EE BZO %E. RIEWMARIPIER

UK BT S S A AR OR R
( benzodiazepine , BZO ) % $2 {7 1 ( peripheral
benzodiazepine binding sites, PBBS) #i4, MIfifE
NIBSHE IIEAE, Gulyas Z7%) 2 HARBEEAT IEHL T &
I X Ze b 245 A (positron emission tomography,
PET) flll, 4i5tior, SKFMmITHLE)S, ['C)
PK11195 (A1 PBBS JEUR R 1 et i 2
Wb s S —J7 T, [1'C] PK11195 BHIT T 4MJE 7% PBBS,
BT [MC) KAEPITIOR: WA T 4
AT, A [1C] KFRIGY TR A I A
AR AR R o BN KARVGITAE I — A w8 )
PBBS P A, HANZ ORI v] fig 5 HO PP 28 I m
L Zh RE R 547 5%

FES W5, Tarnok ZEBIRLE3 KA PHVT I
PR R E I 22035y 528 — 5555248 (PBR) A
o PK11195 il Ro5-4864 f& PBR [fIi% £ A =2
RUE R ECAA . R JEARR: 77 2 2 g e di g, 4 bt
PK11195. Ro5-4864 HKAFVUTT XA % Xty 21tk
G, 7E 1~50 umol/L AR N, KARIEIT HAT
PR YER], T PK11195 FI Ro5-4864 IRI4E FH M
THAH, FrAlEAE IR (>25 umol/L). KFHF
VT PK11195 (18 Ro5-4864) k& AL FEAN L 041

PREETOORY R T R AR A M g 5, PR EA
AT AR A P o 9 IRAEIX— W5, Tarnok 25
K FH O 3 4 P (ORI ph 28 TG 1) 28 R A4 R A7
(mitochondrial membrane potential, MMP), 75 25
umol/L K&V Ii/D T A& BB, il T4
IR 5 T IRk A BB FELA BRI, {H Ro5-4864
H £ A8 9 210 FHL W 4 2 MRl R A2 4K, . Ro5-4864
AR VGTT A N FH DU BELIT A T SR iR o BN E
PBRS & KT AP ERLEZ —, B
HHAER S S5,

Vas 202056} 4 47, 22 S WAL 747 1 ik
177 2 YA, FR AR S AR R R [ C1 K
FIVT. [CIPKI1195 fUFRNE:, LA Je iRk piAmid
AAAE R JR B 1 23 A1 A 45 & FLAZ (binding potential,
BP) Ko BT B s i 5 A7 14D A A A £
NEBIN, BPHT . AR, R CIK AR
YTHI BP KT 3% = T 'C] PK11195, iX Al fig 5[''C)
KAETTAE R R =, 55 PBBS [SEAT)
R Ko SR AT 25 5 | A A3 S P 8 A B ]
e e R AN 2R 4, HRT B4R [ K #E
VEYT I 5 & ph R I 4l i fY) PBBS, PRIELRURTE
AT RAT  TA ic Jd 350 R o 5 47 1 A i 2 o
DR, AFZE B e el R A K B4 S Beh 42
AN A, [N CIKR T — B A
M) PET FR&EM: XHEEAHTIES:, #x T['C)
PK11195, ["CIKARIEITH N Z M ELEE A
4 FEMT Na'#0 Ca™" @8, MEINEThAE

Lendvai %5 00E TH#06F13 BB 5K
SR B2 JZ2 ) v 2/3 BHEAARZR L, R H H AR Y
Na I Ca®* 338 BH W7 77 A7 94 7T 64 5 ki 3 (1 5%
Wi, I ARHIF I E R WK AR U T HAT A S S 1E H
[ ot 6 22 i (RT3 Na" Py i) i 58 s 2
(R ma AT T0F9C, T IE X B O i 58 i
J R AL I8, RILKAR VYT 0] 5 A 5 ik
SER R AR SE T AR S A R, BT EANGE
BB EIE ) . W TTES SRR, KA T I I %
> Ca™Fl Na T, o SR RBOESRER KA
PO S o KARVGTT 5 5 I S8 I0E 2 1) 52 v g
S AR AT 5%, HAb )/ &K EA A D AR E
SEH AR S5, KA VETT SR N e
Y FI$ AR S80S 2 1) 28 T B -5 A S0 T A K
5 MHISENERRE, EEWRZIRITERT

Pereira 25 E i W 8¢ B IE AL R 1T (AB) I
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24 h [ PC12 41 KRBT FTRAR VUV T IO 4 e Or 97
RIEAEVGT 20 M OR 4 2l i 4l AB25-35
H1 AB-40 H4EALIE J5L/E F SEBILEY s W52 8 40 mmol/L
KBV T R E R B, eSS, KBETT
BELUT T SR AR AT A1) T, TOL A IV AR
R, S84 T AR H 5 5 0 DA I R PR B b A H
HeANE S eEE (27, 7'-dichlorofluorescin, DCF)
A, W 40 mmol/L ¥ K45 V4 T vl 9 /b
AB25-35 F1 AB-40 0% 5 4 Mu J5 % 1 4 Creactive
oxygen species, ROS) MFAZE. WL, KFHEH
TR E S L AR R EET, Bk
ROS i & & M5 AN A ¢ 3R KEMITTE
TBIT 5 A G 1R BT 2R 2K i R Bl A A 4208
AT IR A # T2  X

ROS 11 & 45 A E T2 i 8 vt 281 1 224
R, XEen Bk AT 2 R B AT PR (el 7%
WUFERI ) o TEFR ROS W] 8 LE 4% sl ok s> 55 9 P I 2
FHRHIAP IR . KARTEVT WA R34 i . 52
ROS [ Bts, HoAn R4 4 H AR S N B AR S
RO AF LIAESE, IR AL TR I 1R 2 /Fe™
F5 TR BRI A SE (1 AB £ Bk S0t
6 MARIRMZEFMBERENH RN

Vas 25U Wb i T HOWT S0 h C4 IR T e bE
ST CIH AR POV T R HE N K, 5 R 20
JRUN B 5% AR VUVTAE KN A 1R 20 A1 o AN 245
1), S FIEE AL SR T e R 28 55 FIRL o
B2 e [V CIKARPEYTAE IE 3 Fp AT 20U 23 A A
A, R PR S e B AR B T B R 3.71%; fiE
HER IR DUIRL CIH AR P T B S Dt N K i, e
R A IR B SO T 0.71%. R, K&
VOV T ] 385 0 dfe o A w25 e 508 A Mo 4 2 B
s 7 i 2 A ] PR DX SR AR 58 38 0 R4 2R, e
PR RS BRIt . KR PTTIRIRIGTT
2 YN T )RR i & (cerebral blood flow,
CBEF), Fuilfe T i HE A a5 o J /= 559k
PR 3K o Ak, I T 4T 2R3 (near infrared
spectroscopy, NIRS) FIZ il 2 5 8y 75 1L WS K AR T
VTS P S e P fi 2 e S TR s, 4 BRI )
LY IDN e IDN S ROERN (2

FHDUE K BEE, L PET W% iv KA&EET
14 d, %F 13 441 e i P fio A w28 585 DK 1f 7 5
T 2 WA FRT M, D00 i 8 AP A R o T 2 B A
B3 (CMRyo)s CBF'. (R KA FIT iRy 4LRIN

M (7 N0 v, BRI CMRy IR LR 2 48
s AL ) — Lk ai i, JCHAET S K AR
V1), CBF WM, JR#H CMRy. Ml CBF #{H i
AR . PET BT R, KEFEWITIRIT 4
CBF (M) KA H LA KB VG TT $ U 2 (1) 45 i
CIEATRRAZ 23580 T 36% A1 37% ). 45 Kb
N VYT A R AR 3k T 08 P e ot i A v
CBF [0, 3X MR IR ARV VT e FE R K
I X 85 g 1 1
7 i N-BE-D-REZERR, RRWHEst

Dezsi 25!V H T 7K A M K i oh 21 B 4E (middle
cerebral artery occlusion, MCAO) K AR, 5T
KRGV BEAERIAR 520 . KA VYT 2 & b T
MAEHR (42%, P<0.05), PRTJEZLHLF (17%)
A MK-801 (18%). Js A2 40 55 5% AFL IR i 4
filf (LDH) RIS A b MK AR PETT0 pp e stk
RIREM o AR PUVT 52 70 5 ARG e 4700 1 ok ST 1) V-
FHIE-D-RA %R (N-methyl-D-aspartate, NMDA )
ALY (0.1~1 mmol/L) i FIXariitt (ICs=
2~7 umol/L) . KA YT I #h & R 45 FH 99 T
MK-801, {H-5 UM B8 S 2R AL,

KHETT S AR cis-apovincaminic (cAVA )
HAMERI DiRe. EABFTT, KA NMDA
753 A B TR 2 3R K BB B RN K 0T
EDMERYER . &R ExR, KE™ITHM
CAVA BEA S FFIK NMDA S 30147 A6 fe, n) B &
D457 THURRCRH /N R ST 0 I 2l X 3 [m] ik 2 04
7 NMDA ‘FEUNE R 6 A S Bt K5
VEVTHT cAVA YRIT e 45407 TR R /N e 5 40 J 1) TE 2
PSCRRAE TAT AMRRME IR, UEW] T RKARVIITI
RNFRELRYER, T cAVA [P LRI/ HARRS
gy,
8 WHAEEKEFRIFM

Knyihar-Csillik Z£PBF50 &L, KA97T ATl
Tl A Fl AP 2 2 A K R (nerve growth factor,
NGF) Wi ik, X1 NGF ¥ a4k i fH
b7 S5 m] 02 THI A BE 15 AR 71 BUH G I ES A& 1R AL,
P54 (transganglionic degenerative atrophy, TDA),
CABEAR S W) PURAC DR B AE  (fluoride-resistant
acid phosphatase, FRAP)H1 thiamine monophophatase
(TMP) [ /D A RFAE,  [R]ISF FR ARG 2T AH G () pih 42
BEUn P #)% (substance P, SP) FlP&4% 2 KL N AH G
ik Ccalcitonin gene-related peptide, CGRP) [,
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XA 22 RS T BE PRR 5E [R] (0 H5E5) T MEAR T~T1T
WA VU ] DR AT BR el 0 3 132, 3Xw]
REXS T HEVA PRI B I R VG T 2 A 2

9 #5iE
KA VT 245 BAE FIALHIBE 0L 10 4F RS

TERMEERE, F8AHE: 1D 5 PBBS M4 &4

2) NEREERAZEEWA —ENEM: 3) 1

Wi Na,1.8 & Filid; 4) 0 AB25-35 F1 AB-40

AR JEAE ] s 5) I IR X NMDA 45475 «

6) BHI TKK 8 #% F1 NGF 1 i) il 3% Sk . JX 2L 4L

HA ARGV X2 . 2 AR . NG, HE 5

MRS 85 (iR T B4 TRk . [y, R Rk

BERBRIETEARAT R S, AR VUV AL 1 22 95000 IR I IR

I R B AR R AR A WA A BT AL, A REAL

BUE 2 0 i R 6 3k — 20 2R il PR 7 28

AR R WP,

SE R
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