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[Abstract] Objective To investigate the effects of sevoflurane post treatment on cerebral ische-
mia-reperfusion injury in diabetic rats and non-diabetic rats. Methods  Thirty-two male SD rats, aged
3. 0-3.5 months. weighing 280-320 g, were divided into four groups by random number method (n=
8): non diabetic ischemia reperfusion group (group NDC); diabetic ischemia reperfusion group
(group DC); non diabetic ischemia reperfusion group with the sevoflurane post-treatment (group
NDS) ; diabetic ischemia reperfusion group with the sevoflurane post-treatment (group DS). The mid-
dle cerebral artery occlusion method and streptozotocin were used to establish the ischemia-
reperfusion injury model and diabetic model. 2 h after ischemia and 24 h after reperfusion, the rats
nerve defect scale was detected, the cerebral infarction volume was evaluated by TTC method, and
Western blot method was used to detect angiogenin-1 (Ang-1) expression. Results  Between the four
groups of rats, nerve deficit score and infarct volume were significantly higher, Ang-1 protein relative
expression was significantly lower in group DC than those in group NDC (P <C0. 05); neural deficit
score and infarct volume were significantly lower, Ang-1 protein relative expression was significantly
higher in group NDS than those in group NDC (P <C0.05); nerve deficit score and infarct volume
were significantly lower, Ang-1 protein relative expression was significantly higher in group DS than
those in group DC (P<C0. 05). Conclusion In the rats after cerebral ischemia reperfusion, diabetes
could aggravate the nerve defect, increase the volume of cerebral infarction, reduce the expression of
Ang-1; sevoflurane could reduce nerve defects, reduce infarct volume, increase the expression of
Ang-1. The expression of Ang-1 and degree of injury after cerebral ischemia reperfusion in rats have
relationship.
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