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[ Abstract )
Global cerebral ischemia was established by modified Pulsinelli 4-vessel occlusion model. Forty-eight Sprague-Dawley

Objective  To study the effect of mild brain hyothermia on cerebral ischemic injury. Methods
rats were divided into 4 group: a sham-operated group, a normothermia (37 ~38°C ) ischemic group and a mild is-
chemic hypothermia (31 ~32°C ) group; the mild ischemic hypothermia was subdivided into 4 groups with the hypo-
thermia lasting for 30 min, 60 min, 120 min and 240 min, respectively. After 240 min of reperfusion following
20 min cerebral ischemia, the levels of nitric oxide products nitrite (NO, ) ,endothelin-1 (ET, ), tumor necrosis fac-
tor alpha (TNFa) and interleukin-1 beta (IL-1B) in brain tissue and the lactate dehydrogenase (LDH) , aspartate
aminotransferase ( AST) , creatine kinase (CK) and its brain band isoenzyme ( CK-BB) in plasma were measured.
Results The levels of IL-13,TNFa, ET, and NO, in brain tissue, and the amounts of LDH, AST, CK and CK-BB
in serum were higher in normothermia ischemic group than those in sham-operated group (P <0.05). Mild hypother-
mia lasting for 60 min to 240 min markedly decreased the levels of IL-13, TNF-a, ET, and NO, in brain tissue, and
the amounts of LDH, AST, CK and CK-BB in serum in normothermia ischemic group, when compared with normo-
thermia ischemic group (P <0.05 or P <0.01). Mild hypothermia lasting for 30 min did not influence the content of
IL-1B, TNF-a, ET, and NO, in brain tissue when compared with normothermia ischemia group (P >0.05). Con-
clusion Mild brain hypothermia post-ischemia can significantly suppress the inflammation response in ischemic brain
tissue and stabilize the function of cell membrane. The best neuroprotection of mild brain hypothermia must be carried
out immediately and last for more than 60 minutes.
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4 gl J2E LDH AST CK CK-BB
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VAR 45105 G5t 1. 2F (240 min) 8 20.63 +3.18% 27.43 £5.01™ 129. 66 +16. 34" 6.72 +1.249
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