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Changes of the amino acid receptors in solitary tract nucleus of rats with spinal cord injury
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[Abstract| Objective To investigate the changes of the amino acid receptors in solitary tract nucleus(NTS)of rats after
spinal cord injury (SCI). Methods The rat model of T, spinal cord transection was used in this study. The study was divided
into SCI group(n=>5)and Control group(n=5). Changes in mean arterial pressure (MAP) and heart rate (HR) were observed
at 1,2,3,4, and 6 weeks after SCI; and the protein expression of the glutamate N-methyl-D-aspartate receptor 1 (NMDA-R1)
and gamma-aminobutyric acid receptor A al (GABAA-¢1) in the NTS were detected by Western blotting analysis at different
time points. Results The MAP level was significantly decreased at 1-3 weeks after SCI (P<C0. 05), and it gradually recovered
4 weeks after SCI; the HR was significantly increased 1-4 weeks after SCI (P<C0. 05) and recovered at the 6" week. The results
of Western blotting analysis showed that the protein expression of GABAA-ol was significantly increased 2 weeks after SCI and
significantly reduced at 4 and 6 weeks after SCI (P<C0. 05). Moreover, the ratio of NMDA-R1 to GABAA-al expression in
NTS was significantly elevated after SCICP<C0. 05). Conclusion The adaptable changes of important receptors in the NTS
following SCI may improve SCl-induced cardiovascular dysfunction.
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Group Baseline 1 week 2 weeks 3 weeks 4 weeks 6 weeks
Control
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SCI
BM mp/g 218413 20115 210£16* 224+15* 238+18" 251+£20"
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SCI: Spinal cord injury; BBB: Basso, Beattie, and Bresnahan.
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Fig 1

SCI: Spinal cord injury; MAP: Mean arterial pressure; HR: Heart rate. 1 mmHg=0. 133 kPa.
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SCI: Spinal cord injury; NTS.: Solitary tract nucleus; NM-
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