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Aim To study the protective effect of Dl-n-butylphthalide on neurovascular unit in rats following
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Methods Forty-eight Wistar rats were randomly divided into sham group, hypoperfu-
In the rats assigned to the ischemic model group and butylphthalide group,
The ultrastructure change on neurovascular unit was evaluated by elec-

Results Compared with hypoperfusion model group, butylphthalide has a protective role of neurovas-
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Figure 1. The ultrastructure change on neurovascular unit of rats 7 days after cerebral hypoperfusion in hypoperfusion mod-

el group and butylphthalide group( x 8000)
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Figure 2. The ultrastructure change on neurovascular unit of rats 14 days after cerebral hypoperfusion in hypoperfusion

model group and butylphthalide group( x 8000 )
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