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ABSTRACT Objective: The aim of the present study was to observe the effect of glutamic acid (Glu) on the expression of Che-1 in
cortical neurons, to investigate the effect of Che-1 overexpression on Glu-induced neuronal injury, and to elucidate the potential
mechanism of Che-1-induced neuroprotection focusing on autophagy. Methods: After treatment with Glu, immunostaining and western
blot were performed to detect the expression of Che-1 in neurons. Transfection with lentivirus was used to overexpress Che-1, and lactate
dehydrogenase (LDH) release and flow cytometry were performed to measure neuronal injury. Immunostaining and western blot were
used to determine autophagy in neurons. After treatment with the autophagy activator rapamycin, LDH release and flow cytometry were
performed to investigate the protective effect of Che-1 against Glu. Results: Glu significantly increased the expression of Che-1 in
cortical neurons. Overexpression of Che-1 alleviated the Glu-induced neuronal injury and reduced autophagy in neurons. The autophagy
activator Che-1 partially prevented the protective effect of Che-1 against Glu in neurons. Conclusions: Overexpression of Che-1 could
exert protective effect against Glu-induced neuronal injury through activating autophagy in cortical neurons.
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