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Effect of hyperoxia on glutamate in brain of

neonatal rats and its transporters
Wang Dandan Liu Guanghui Zhao Yuwei
( The Affiliated Provincial Children’ s Hospital of Anhui Medical University
Depi of Neonatology Anhui Provincial Children’ s Hospital Hefei 230051)

et al

Abstract Objective

with hyperoxia and to explore the role of lutamate and its transporters in hyperoxia induced brain injury. Methods

To study the changes of glutamate( Glu) concentration in the brain tissue of neonatal rats

Neonatal 6 d rats were exposed to 7 d at a volume fraction of 80% and exposed to 24 h. Two groups of neonatal
rats were decapitated respectively in the 7 d brain tissue enzyme linked immunosorbent assay ( ELISA) detection
of Glu in the brain tissue and gamma aminobutyric acid ( GABA protein content) . Western blot was used to detect
Glu transporters EAATI EAAT2 EAAT3 GLUTI GLUT3 VGLUT1 and VGLUT2. Results
control group the expression of Glu transporters EAAT2 EAAT3 GLUT1 and VGLUT2 protein were decreased

However in comparison with con—

Compared with

experimental group and the difference was statistically significant ( P <0. 05) .
trol group the expression of EAAT1 GLUT3 and VGLUT1 was not statistically significant; the ratio of Glu/GABA
in brain tissue in hyperoxia group increased obviously than the control group the difference was statistically signifi—
cant ( P <0.05) . Conclusion Hyperoxia can increase the ratio of Glu/GABA in brain tissue of neonatal rats and
the mechanism is related to the decrease of protein expression of EAAT2 EAAT3 GLUTI and VGLUT2. In-
creased Glu may be one of the causes of brain damage induced by hyperoxia.
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