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Research Progress on Axonal Plasticity in Ischemic Stroke LI Yan, CHEN Ya-ping, NAN Li-hong.
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Abstract Ischemic stroke is the most common type of stroke. Axonal plasticity is the basis for neurological

recovery after ischemia, and this process is regulated by various growth factors, inhibitory factors and the

surrounding environment. In this paper, we review the research progress on axonal plasticity in ischemic stroke.
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