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Study of mechanisms of the changes of hippocampal NMDA receptor activity in rats af-

ter severe scald burn
LU Jian-hua, DANG Jian, LI Hai-di, GAO Jing-sheng, ZHAO Bang-yun, XIONG Jia-xiang (Department of Physiology, Third Mil-
itary Medical University, Chongging 400038 China)

Abstract: Objective To investigate the changes of hippocanpal NM DA receptlor activity in rat after scald bum
stress and the related mechanisms. Methods Adult male Wistar rats were inflicted with 30% TBSA full thickness
scalding(burn ), which was applied as severe trauma stiess model. The hippocampal NMDA receptor activity, ty-
rosine phosphorylation level and hippocampal glutamate content were detected by radio-ligand binding assay, immuno-
precipitation + Western-blot and high performance liquid chromatography methods in bumn rats, respectively. Re-
sults Kd value of hippocanpal NMDA receptor decreased significantly in rats at 0. 5, 1, 2, 4, 8, 24 h, and 48 h
after burn, but the change was most significant at 2 h. Receptor maximal binding capacity (B, ) was markedly ele-
vated from 1 h to 48 h, especially at 2 h. Tyrosine phosphorylated pwotein of NMDA receptor 1 increased markedly at
0.5 1, 2, 4, 8 24, 48 h afier burn, and that of NMDA receptor 2A and 2B also increased in these time-point
burn groups. Glutamate content in hippocampus increased at 0. 5, 1, 2, 4 h, but decreased to normal level at 24 h
and 48 h. Conclusion The burmn-induced hyperactivation of hippocampal NMDA receptor may be resulted from en-
hanced tyrosine phosphorylation of NMDA receptor subunits.
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Management of the complications due to polyacrylamide hydrogel injection for augmen-

tation mammoplasty
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