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The effect of magnesium sulfate on apoptosis following traumatic

brain injury (TBI)in rats
SHI Quanhong , et al
(Department of Neurosurgery , College of Clinical Medicine , Chongqing Medical University)

[ Abstract] Objective : To investigate apoptosis of neurone in rats following traumatic brain injury and the effects of magnesium sulfate
on apoptosis of neurone after brain injury. Methods : Based upon the Feeney’s model the cellular apoptosis was observed in injuried cor-
tex and hippocampus at the 2nd hour to the 5th day after medium traumatic brain injury by TUNEL technique. Results : 1. The cellu-
lar apoptosis was observed in the injuried cerebral hemisphere at the 2nd hour after traumatic brain injury. The number of apoptotic
cells reached its peak at the 2nd to the 3rd day after traumatic brain injury, then gradually reduced at the 5th day after traumatic
brain injury. 2. At the 8th hour to the 3rd day after treatment with magnesium sulfate, the number of the cellular apoptosis in the in-
juried cortex and hippocampus reduced significantly compared with the controls ( P<0.05). Conclusion : The neuronal apoptosis exists
in combination with neuronal necrosis after brain injury. Magnesium sulfate can prevent the neurone from apoptosis following TBI,
therefore it is of importance in protecting brain.
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