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Role of Glutamate Transporter — 1 in the Protection of Hydrogen
Sulfide Against Chemical Hypoxia-induced Injury in PC12 Cells

YE Yu-liang, LAN Ai-ping,LIN Lin,et al
( Depariment of Medicine , Hengli Hospital of Dongguan City ,Dongguan ,Guangdong 523460, China)

Abstract: Objective To explore the role of glutamate transporter —1 (GLT —1) in the protective effect of hydro-
gen sulfide (H,S) against chemical hypoxia-induced injury in PC12 cells. ~Methods PCI2 cells were exposed to cobalt
chloride ( CoCl, ), so as to establish a chemical hypoxia-induced cellular insult model. PC12 cells were divided into 6
groups , control group, CoCl,-treated group,H,S group,H,S-protected group, DHK( dihydrokainic acid,a GLT -1 inhibitor)
group and DHK-prevented group. The expression of GLT — 1 was measured by Western bolt assay. Cell viability was detected
by cell counter kit (CCK -8) ;The changes in morphology and amount of apoptotic cells were observed by Hoechst 33258
staining ; Mitochondria membrane potential (MMP) was tested by rhodamine 123 (Rh123) staining and photofluorograph.
Results Treatment of PC12 cells with 600 pwmol/L CoCl, for 24h significantly reduced expression of GLT — 1. Pretreatment
of cells with 400 pmol/L NaHS (a donor of H,S) for 30min prior to exposure to CoCl, markedly blocked the inhibitory
effect of CoCl, on expression of GLT — 1. DHK (400 pwmol/L) inhibited the protective effect of H,S against CoCl, -induced

Y5 HEA ;2011 -05 -30
BEEUH . AEBSIHRIEE B0 H % B (2010B080701035 ,2008B080703053 ) .
BIES AR, B35 1020 - 87332628, E-mail : moq_li@ yahoo. com. cn.

380



PC12 cells injuries,resulting in a decrease in cell viability, an increase in apoptotic cells,and a loss of MMP.

Conclu-

sions Upregulating the expression of GLT — 1 may be one of the mechanisms responsible for protection of H,S against

CoCl, -induced injury in PCI12 cells.
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