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Abstract: Objective: To observe the influence of learning on vascular endothelial growth factor (VEGF) and Fms-
like tyrosine—1 (Flk—1) expressions in the boundary zone of cerebral infarction region of rats after unilateral local
cerebral infarction. Method: After the models of right middle cerebral artery occlusion (MCAO) were established
with electric coagulation,the models of SD rats were randomly divided into learning environment stimulation group
(LE) and control group (standard environment stimulation group,SE). The expressions of VEGF and Flk—1 in the
boundary zone of cerebral infarction region were measured at the 1% d,3™ d,7" d,14" d and 28" d after operation.
Result: After MCAO operation,degeneration and necrosis of neurons in the infarction region were found both in LE
group and SE group. The expression of VEGEF and Flk-1 around the infarct regions in LE group were significantly
higher than those in SE group at all time points. Conclusion: Learning environment stimulation can promote the

upregulation of expressions of VEGF and Flk -1, and accelerate the micreovessel proliferation and brain injury

recovery in rats after unilateral local cerebral infarction.
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