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[Abstract]  Objective To observe the effect of dl-3n-butylphthalide (NBP) on the expression of
vascular endothelial growth factor (VEGF) in the rat model with focal cerebral ischemia-reperfusion injury
and to discuss its impact on the therapeutic time window for cerebral ischemia-reperfusion injury. Methods
Seventy-two SD rats were randomly and equally divided into three groups with 24 rats in each group: sham
operation (SO) group, ischemia-reperfusion (I-R) group and NBP group; and each group was again
randomly and equally subdivided into three subgroups: 2-hour, 3-hour and 4-hour reperfusion subgroup
according to the reperfusion time after ischemia. By using modified suture embolus method the focal cerebral
ischemia-reperfusion model was established. The experimental models were kept under close observation for
the extent of cerebral infarction and the neurological deficit. The expressions of VEGF in the brain tissues
were determined with immunohistochemical method. The results were statistically analyzed and compared
among different groups. Results As the ischemia time went on, the extent of cerebral infarction and the
neurological deficit after reperfusion increased. The severity of cerebral infarction and the neurological deficit
in NBP group was significantly lower than that in I-R group, the difference between the two groups was
significant (P < 0.05). The extent of cerebral infarction and the neurological deficit of ischemia observed in
the 4-hour subgroup of NBP group was quite similar
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group, the difference was not significant (P >
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0.05). Along with the increased ischemia time the expressions of VEGF in brain tissues in both NBP group

and I-R group were significantly decreased (P < 0.01). The expression level of VEGF in NBP group was

significantly higher than those in both I-R group and SO group

(P < 0.01).

Conclusion The dI-3n-

butylphthalide has a protective effect on focal cerebral ischemia-reperfusion injury. Its mechanism may be

associated with VEGF expression level. The use of dl-3n-butylphthalide can prolong the therapeutic time

window of reperfusion. (J Intervent Radiol, 2012, 21: 239-242)
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