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Effect of astragaloside A on delayed cerebral vasospasm in rats after subarachnoid hemorrhage

HUANG Chang—heng, YU Yao—yu, ZHAO Wen—ke, HE Yi—chuan, YAO Zi—tong. Department of Neurosurgery, Affiliated Hospital,
Logistics College, Armed Police Command, Tianjin 300162, China

[Abstract] Objective To investigate the effect of astragaloside A on the delayed cerebral vasospasm in rats after subarachnoid
hemorrhage (SAH). Methods Forty adult male SD rats were randomly divided into sham—operation group, model group, vehicle group
(intraperitoneal injection of equal volume 0.1% dimethyl sulfoxide) and astragalin A group (intraperitoneal injection of astragaloside A
dissolved in 0.1% dimethyl sulfoxide), with 10 rats in each group. The SAH model was made by the method of internal carotid artery
puncture. The neurological function of rats in each group was evaluated by the modified Garcia neurological function score 24 hours
after SAH. Six days after SAH, the cross sectional area of basilar artery was measured by HE staining, the expression of p—Akt in basilar
artery was detected by immunohistochemical staining, and the expressions of C—myec and alpha smooth muscle actin (a=SMA) in basilar
artery were detected by immunofluorescence staining. Results Compared with the sham— operation group, the modified Garcia
neurological function scores, the cross sectional areas of basilar artery and the expressions of a—=SMA in basilar artery significantly
decreased (P<0.05), and the expressions of p—Akt and C—myc in basilar artery significantly increased in model and vehicle groups (P<
0.05). There was no statistical difference between model and vehicle groups (P>0.05). Compared with the vehicle group, the modified
Garcia neurological function score, the cross sectional area of the basilar artery and the expression level of a—=SMA in the basilar artery
were significantly increased (P<0.05), and the expression levels of p—Akt and C—myec in basilar artery was significantly decreased in
astragalin A group (P<0.05). Conclusion Astragaloside A can relieve the spasm of the basilar artery in rats after SAH by increasing the
cross sectional area of the basilar artery which may involve in the inhibition of the Akt signaling pathway.
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