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Effects of butylphthalide on RGMa expression and axonal injury in ischemic brain ZHANG Yong,BU Chun-xiao. CHENG
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[Abstract] Objective: To investigate the effect of butylphthalide on the expression of RGMa in ischemic brain.
Methods: One hundred and twenty healthy male SD rats were randomly divided into following four groups:sham operation
group,middle cerebral artery occlusion (MCAQO) model group,saline group and the experimental group. Each group would
be further divided into 5 subgroups (1h,3h,6h,12h and 24h). The modified neurological severity scores and Western blot
assay RGMa expression of ischemia side were performed at 1h,3h,6h,12h,24h after successful MCAQO model. Results; The
Modified Neurological Severity Score (mNSS) of MCAO model group,saline group, butylphthalide group were higher than
those of sham group,mNSS were more higher as time went onjat 3h,6h,12h,at 24h after ischemia. mNSS of NBP group
compared with MCAO model group.the difference was statistically significant (P<C0. 05). After ischemia, RGMa protein
expression of MCAO model group and saline group in ischemic area had increased, which were staining with brownish
yellow. RGMa expression gradually increased as time went on, up to maximum at 12h; RGMa protein expression of NBP
group decreased, the difference between NBP group and MCAOQO group had statistically significant at 6h, 12h, 24h; RGMa
protein expression changes between cerebellum and ischemic area were similar, RGMa protein expression of NBP group
were reduced, difference was statistically significant at 1h,3h,6h,12h (P<C0. 05). Conclusion: Butylphthalide can reduce the
expression of RGMa in ischemic brain tissue of rats with ischemic brain.,and thus has a neuroprotective role.
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