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Effects of rehabilitative training on VEGF expression and angiogenesis of rats with cerebral infarction/LIU
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Abstract Objective:To evaluate the effects of rehabilitative training on VEGFE expression and angiogenesis and its
role in functional outcome after cerebral infarction in rats.Method:55 male SD rats were divided into control group,
model group and rehabilitation group randomly. The rat models of focal cerebral infarction were established with u-
nilateral middle cerebral artery (MCA) suture occlusion method in model group and rehabilitation group. The rats in
rehabilitation group were given exercising everyday, while those in other groups were reared in their original living
state. VEGF expression and angiogenesis was measured in the boundary zone to brain infarction at 1d, 3d, 7d, 14d,
and 28d.Result: [t was found that VEGE expression started at 1d, and subsequently increased, reached peak value
at the 3d, failed away until 14d in model group and rehabilitation group.VEGE expression was mainly detected in
the boundary zone of the infarcts at every timepoint. To compare with model group, VEGF expression of rehabilita-
tion group was significantly increased in 3d and 7d after MCAO.Compare with control group, the microvessel den-
sity(MVD) in model group and rehabilitation group were significantly increased in 14d and 28d after MCAO, espe-
cially in rehabilitation group.Conclusion:Rehabilitative training can increase the expression and promote the blood
vessel proliferation in rats with cerebral infarction.
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