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Expressions of glutamate and GABA transporters in astrocytes under hypoxia and their functions
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[Abstract] Objective To investigate the expressions and functions of glutamate and y— aminobutyric acid (GABA) transporters in
astrocytes under hypoxic condition. Methods The expressions of glutamate transporter 1 (GLT1) mRNA and protein and GABA
transporter 1 (GAT1) mRNA and protein in the astrocytes, who were cultured under the hypoxic condition and received the transfection
of GLT1 and GAT1, were detected respectively by quantitetive RT-PCR and west blot. The apoptosis of the astrocytes in whom the
expressions of these transporters were changed was determined by flow cytometry. Results Under the hypoxic condition, the expressions
of GLT1 and GAT1 mRNA and proteins in the astrocytes was significantly reduced (P<0.05). Apoptosis analysis showed that under the
hypoxia, inhibition of GLT1 and overexpression of GAT1 significantly increased the astrocytes apoptosis (P<0.01), while overexpression
of GLT1 and inhibition of GAT1 expression significantly reduced the astrocytes apoptosis (P<0.01). Conclusions The present study
revealed the expressions and functions of glutamate and GABA transporters in the astrocytes under the ischemia. It is suggested that the
increasing in GLT1 expression and decrease in GAT1 expression may have the curative effects on epilepsy or ischemia.
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