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Effects of D—amphetamine on expression of NF and MAP2 after cerebral ischemia in rats/LI Hongmei,XI-
AO Nong,ZHANG Xiaoping,et al./Chinese Journal of Rehabilitation Medicine,2006,21(10):883—886

Abstract Objective:To study the effects of D—amphetamine on the expression of microtubule—associated protein2
(MAP2) and neurofilament protein (NF) after middle cerebral artery occlusion (MCAO),and explore the molecular
mechanism of D-amphetamine in accelerating rehabilitation in rats with acute cerebral infarction.Method:The uni-
lateral MCAO models were induced by using Koizumi’s method. The changes in the expression of MAP2 NF
around ischemia area was observed by reverse transcriptase—polymerase chain reaction (RT-PCR) and immunohisto-
chemical techniques.Result:Compared with the sham—operated group,the expression of MAP2 and NF evidently de-
creased at 1 week,then increased gradually. Both the expression of MAP2 and NF proteins demonstrated statistical-
ly significant increased in D-amphetamine treatment group compared with natural recovery group all time points.
Same results appeared in RT-PCR product.Conclusion: D—amphetamine effectively promotes the expression of MAP2
and NF around ischemia area, which indicates that neural plasticity is molecular mechanism of D-amphetamine in
accelerating rehabilitation in rats with acute cerebral infarction.
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