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Changes and mechanisms of calcium channels in nerve cells after traumatic brain injury
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Abstract; Objective To observe the changes of calcium channels in nerve cells after traumatic brain injury.and to explore the
relationship between the changes of calcium ion concentration and brain injury and treatment. Methods 48 brain injured rats were
prepared by laser scanning confocal microscope to determine the changes of [ Ca®" i concentration of free calcium ion in the nerve
cell and the nerve cells before and after the injury. Results The [Ca®" ]i in rat cerebral cortex increased rapidly after injury and
reached the peak at 24 h,and the concentration of [Ca’" Ji gradually decreased to normal level after mild hypothermia and injection

* concentration increased significant-

of nimodipine. Conclusion After traumatic brain injury Ca®" channels open,cytosolic free Ca®
ly, mild hypothermia and calcium antagonist and other drugs can reduce extracellular calcium into intracellular,relieve cerebral ede-
ma,should pay attention to choose the optimal time window of treatment.
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