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R d Ak s 32 B8 F kEE B A A A E(Warlow, 1998) o FIH W EAANG BT

X RoFSY 80%%1”:‘)";‘3 FlE 44 427 b (ischemic stroke) > 1 & cuf b & A 3 & e Fods iR (3
¥ A Y < "G # "%, middle cerebral artery, MCA) 2 2 & & % 4 2% 12 % (thrombotic or
embolic occlusion) o | * £ ¢k 4= (L 4 47 fm o2 32 % (prlmary neural culture) 7 ;% > UEXFFT é,»
w RS b TR S e - E’!‘J/w\—i- W oM A0 %Y R m)’%l‘”ﬁﬁﬁ % o 'j‘,—»}%‘

boe 355 A4 e k£ i~ (recanalization) 224 4§ 3£ i * (neuroprotection) o iT & K4 5 3
POdR ek T iE G 3 m 125 f&&| (thrombolysis) o 2 st R # (anticoagulation) & # 4 1 #$)§
E o BE AR 42IR FRHI T UG et KRG b U F & (Audebert etal., 2004)> H ¢ R 5 < 2%
PR I A iF & * w273 f2& tPA (tissue plasminogen activator) (Demaerschalk and Yip,
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B RRo LA BEFTES PEFEITT  (Anaerobic glycolysis) “,ﬁ% R - BT g_i S IR N
£ % B (energy failure) ¢t ; FpFA 4 < £ cn5t e (Lactate) » i = " Je 5% r"ﬂﬁ’x ( cidosis) °

Acidosis &% wm* p d JKA)2 (Free radical formation) > @ + 4§72 p F-v %‘rmi‘ zk I L
% (Huang and McNamara, 2004; Mergenthaler et al., 2004) - Energy failure R ¢ * 34 ::q‘__fém "2 e
Na"-K"-ATPase £ Ca’/H'-ATPase pump > ¥ ¥ 3 Na'-Ca’" transporter ifji » i 5174 % Woend
ALY, E’(%?#é g ime :': glutamate v epEe €513 { BRE e%Gdp $ (Phan et al., 2002) °

Glutamate #¥ #8455 k3P » - fa1 2EPAH LB LS T - Glutamate i£% 2035 i
1% (ionotropic glutamate receptors) £2 i 3B} (metabotropic glutamate receptors, mGluRs) = = #§
% B (Pin and Duvosin, 1995) - 3 d FHEX B> ¥ &5 Hhd > £ & 5 =2 A3
N-methyl-D-aspartate (NMDA), « —amino—3—hydroxy—S—methyl—4—isoxazolepropionic acid (AMPA)
and kainate receptors (Nakanishi, 1994) - mGluRs P43t G protein- coupled receptor (GPCR) © i&
B BAANGCRAT LM (synaptic plasticity) » 4r5 ¥ ~ e df ~ A S T 24 G B T
3 /,,\ mfﬁé % (Nakanishi, 1994; Pin and Duvosin, 1995) - & &k & ¢ Glutamate 1|4 5 w2
PF o TE® T m e T F endR X BE R P AT AT (calcium) Dk R T 4r 2 hdk @ (pH value) 9%
Moo R dm e A% Rk B F O %R (swelling) P IR % o Glutamate {1 g dm e pF o> 5 d T
mitogen-activated-protein (MAP) kinase » i&m 518 - i@ 8 chim®2 F Ji > & 32425 p o Aend &
AR R 1 - 27 caspase S T 0 Bofs WA K m e (k= (apoptosis) 2 k7 (necrosis)
(Schinder et al., 1996; White and Reynolds,1996) - 31 4! 54 4 (Froissard and Duval, 1994, Davis
and Maher, 1994) - ]+ > B k& 0 Glutamate 7 f >t € 51 3% #cfd A L@ A T
(neurodegenerative dlsorders), 4c Parkinson’ s disease, Alzheimer s disease, seizures, stroke and
trauma (Coyle and Puttfarcken, 1993) -

CIN-1 JHAA dta $ 50 Jehie &40 o CIN-1 - fBAT2 eifid 40002 p o fhifaf 4
(Hsiao et al., 2001) > 7= % B #qi3 et &4 > Flpt 7 5 i B ol fEm 8~ 1757 - H S0 %
£ = fis (Thromboxane synthase) ME g i A2 X E‘?ﬁ?%#ﬂ’ﬁh |# (Yu et al., 1994a, Yu et al.,
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Oxygen glucose deprivation (OGD)

FAH SR 27 5% 1% PBS kA Sinte o @ (S KB AR B S OGD buffer
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