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A Review of Exercise and Neural Plasticity

Song, Ju-min, P.T., Ph.D.

Department of Physical Therapy, Ulsan College

{Abstract>

Purpose: The purpose of this study were to overview the effect of exercise on neural plasticity
and the proteins related to neural plasticity.

Results: Exercise increased levels of BDNF(brain—-derived neurotrophic factor), Insulin-like
growth factor-I (IGF-I), Synapsin, Synaptophysin, VEGF (vascular endothelial growth factor) and
other growth factors, stimulate neurogenesis, increase resistance to brain insult and improve
learning and mental performance. These proteins improved synaptic plasticity by directly affecting
synaptic structure and potentiating synaptic strength, and by strengthening the underlying
systems that support plasticity including neurogenesis, metabolism and vascular function.
Conclusion: Exercise-induced structural and functional change by these proteins can effect on

functional movement, cognition in healthy and brain injured people and animals.
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