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Abstract: Physical exercise is the main method of rehabilitation treatment after stroke. Physical exercise can promote
the neurological function recovery, which is generally considered to be related with neuroplasticity after stroke. However,
the mechanism remains unclear. The mechanism of neuroplasticity promoted by physical exercise is a research focus in the
stroke rehabilitation area. Current studies suggest that physical exercise regulates cerebral hemodynamic changes, angio-
genesis, neuroinflammatory response, secretion of nutritional factors, nerve cells death and regeneration after stroke.
Based on recent studies, we explore the optimal time and dosage of physical exercise and combine our work in physical ex-
ercise promoting neurological function recovery to review the mechanism of physical exercise promoting neuroplasticity
after stroke.
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