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Expression changes of connexin 43 phosphorylation on cerebral vasospasm in rabbits”
CHEN Hong-wei, HONG Tao® , SONG Hu-ping et al.

(Department of Neurosurgerys First Af [iliated Hospital of Nanchang Universitys Nanchang 330006, China)
Abstract: Objective To investigate the expression changes of connexin 43 (Cx43) phosphorylation in the pathogenesis of cere-
bral vasospasm (CVS) after experimental subarachnoid hemorrhage (SAH). Methods 72 New Zealand pure rabbits were afforded.
Models of CVS after SAH were successfully made via double blood injection into the cisterna magna. Angiography and hematoxylin
and eosin staining method were respectively performed to observe the diameter and morphological changes of the basilar artery.

On 7 d after

SAH,arterial narrowing and morphological changes in vascular structure were significantly more than those in other groups,and the

Western blotting was employed to determine the expression changes of Cx43 phosphorylation in basilar artery. Results

changes were relieved gradually on 14 d after SAH; Western blotting result indicated that the expression of phosphorylated Cx43
protein on 7 d was greater than that in other groups,and it was decreased on 14 d after SAH, but it was still significantly higher
than that in control group. And the expression changes of NP-Cx43 protein made a contrast with P-Cx43. Conclusion There is a
coincidence between the expression changes of Cx43 phosphorylation and CVS after SAH in rabbits,implying that Cx43 phospho-
rylation may play an important function in the happening and progress of CVS,
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