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ABSTRACT Objective: To investigate the protective effect of focal mild hypothermia combined with MgSO, on the rats with focal
cerebral ischemia and its possible mechanism. Methods: The middle cerebral artery occlusion(MCAO) models of rat were achieved by an
intraluminal filament. Forty male adult Wistar rats were randomly divided into sham-operated group, normothermia ischemia group,
MgSO, group, mild hypothermia group and mild hypothermia+ MgSO, group (each group n=8). The neurological function, infarct
volumes, apoptotic cell numbers in the ischemic cortex were assessed by Longa neurological scores, TTC staining and TUNEL. Results:
Compared with the normothermia group, the neurological scores, infarct volumes and apoptotic cell numbers markedly decreased in
hypothermia group and hypothermia+MgSO, group (P<0.05). Compared with mild hypothermia group, the neurological scores, infarct
volumes and apoptotic cell numbers markedly decreased in hypothermia+MgSO, group (P<0.05). Conclusion: Focal mild hypothermia
combined with MgSO, was more effective in the protection of rats with focal cerebral ischemia than mild hypothermia, which was partly
due to the decrease of apoptosis.
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Table 1 Comparison of the infarct volumes, neurological scores and apoptotic cell numbers among different groups

Group Number Infarct volumes (mm?) Neurological scores Apoptotic cell numbers
Control group 8 0 0 0
Normothermia group 8 150.00% 23.66 3.17+ 0.75 10.0+ 1.41
MgSO, group 8 121.67+ 8.16 2.83+ 0.41 7.83% 0.75
Mild hypothermia group 8 104.17+ 11.58 2.17+ 0.4 7.33+ 1.86
Mild hypothermia+ MgSO, group 8 86.83+ 10.30 1.5 0.55 5.67+ 0.82
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Fig.1 Comparison of the total infarct volume among different groups
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Fig.2 Comparison of the neurological scores among different groups
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