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Glial glutamate transporters and its change in brain ischemia and cerebral

ischemic preconditioning
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Abstract: Excitatory amino acid transporters (EAATs) are the primary mechanism for clearance of glutamate in
the extracellular fluid. Five kinds of EAATs have been found. Although both neurons and glia contain EAATS,
it is generally accepted that the uptake capacity of astrocytes is much higher than that of neurons. Both the
expression and the function of glial glutamate transporters are regulated by many factors such as glutamate and
itsreceptors, pituitaryadenylate cyclase—activatingpolypeptide, growthfactors, endothelins, nitricoxide, etc.
The decreased expression and dysfunction of glial glutamate transporters are tightly correlated with neuronal
damages induced by brain ischemia. Through regulating the expression and improving the function of EAATS,
cerebral ischemic preconditioning can induce brain ischemic tolerance.
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B EEKHi Na . K —ATP B8 7R (5
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K S AR W A 2 R e s R B AR R D e 2 1V 22 A
W, M TEIFATEE, HirAh b
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3.1 ARERHEZEK

P2 0 R 5T 40 M TH) A7 52 20 PR A B3
AEC AR, DU ) 40 T A 4 20 IR 1Y) iR FEE o
Swanson ZFOHFFURINL, P TUlE kRS 7% 1) K B
ERIBIR Rk GLT-1 M GLAST. #t—LHf
TR, MZIex GLT-1 1 GLAST Kik e dk4f
R TR 707 A A 2 R A n s PR 7177

AronicaZEB il I RT-PCRFlwestern blot & FR,
TEARTIES AR RN A2 T I 5 40 R £ 52 it g 4 i 32
FIEAC A 18 5214 (metabotropic glutamate
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cyclase—activating polypeptide, PACAP) A M &4
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KB A 0. Wi 51k % & A KR T
(epidermal growth factor, EGF) . HZUEK K Ta
(tissue growth factor alpha, TGFo)~ & £F4E4H iy
KR F-2 (fibroblast growth factor—2,FGF-2) fll
I MR AT (platel et—derived growth factor,
PDGF) S5 a2 A2, EAT ARk 15 2% 14 KMo B2 o 1)
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FEHILAPER oAb T, X Ee g AR, GLT-1
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HI [0 4412 (reversal transport) , MRFAIHL A I
IR A WAL, AT A A0 A0 48 S IR PR 5
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