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Toxic effects of Rotenone on glutamate transporter and glutamine synthetase in rat
brain

LIU Hui, LI Yun-peng, DONG Zhao-jun { Department of Military Toxicology , College of Preventive Medicine, Third Military Medical
University, Chongqing 400038, China)

Abstract: Objective To study the toxic effects of Rotenone on glutamate transporter and glutamine syn-
thetase in rat brain. Methods The glutamate levels in the striatum of SD rats were detected by high perform-
ance liquid chromatography ( HPLC) | the expression of glutamate tansporter mRNA and proteins were detected
by RT-PCR and Western blotting and the activity of glutamine synthetase was determined by using GS detect
kit. Results Rotenone was shown lo increase the release of glutamate in rat striatum, the expression of gluta-
mate/ aspartate transporter ( GLAST) mRNA and protein decreased significantly in 0.6 mg/kg and 1.2 mg/kg
Rotenone intoxicated groups, but the expression of GLT-1 and the activity of GS enhanced obviously. Conclu-
sion  Down-regulation of GLAST may be responsible for increased Glu level in rat brain induced by Rotenone,
but the increased expression of GLT-1 and GS activity may represent a protective mechanism of the brain cells
by limiting the neurotoxicity of Glu.
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