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Protective effects of astragaloside IV on blood-brain barrier and the content of IL-1p and expression of MMP-
9 protein after cerebral ischemic reperfusion Qu Youzhi,Yang Zhen,Li Min,et al. Departerment of Neuro-
surgery s Tangdu Hospital 0 f Fourth Military Medical University, Xi'an 710038

[Abstract] Objective To investigate the protective effects of astragaloside IV on blood-brain barrier and
the content of IL-18, expression of MMP-9 protein after cerebral ischemic reperfusion. Methods 72 SD rats
were divided randomly into four groups: sham-operated group, normal- saline contral group, group treated by
low dose of astragaloside IV (10 mg/kg) , group treated by high dose of astragaloside IV (20 mg/kg). Evans
Blue(EB) leakage, the content of IL-1f, expression of MMP-9 protein were respectively detected by spectro-
photometry, ELISA and immunohistochemistry. Results Compared with sham-operated group, EB leakage,
the content of IL-18 and expression of MMP-9 protein were higher in normal- saline contral group (P<C0. 01).
Compared with normal saline contral group, EB leakage, the content of IL-18 and expression of MMP-9 protein
were lower in group treated by low dose of astragaloside [V and group treated by high dose of astragaloside [V
(P<C0.05). There was no statistical difference between group treated by low dose of astragaloside [V and
group treated by high dose of astragaloside IV (P>>0. 05). Conclusion Astragaloside IV could have protective
effects on blood-brain barrier after cerebral ischemic reperfusion. Its mechanisms may be associated with down-
regulation of the content of IL-18 and expression of MMP-9 protein.
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