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Autophagy . the critical mechanism of exercise in improving
neurodegenerative diseases

CHEN Xianghe " , QIU Xiao, LIU Chi, SHEN Ziming, ZHOU Xiangxiang
(College of Physical Education, Yangzhou University, Yangzhou 225127, China)

[ Abstract ] Autophagy regulation of neurological diseases is the focus of current research in the field of
neuroscience. Autophagy disorder leads to expression, deposition, and dysfunction of proteins such as Af, Tau, a-syn,
and causes neurodegenerative diseases such as Alzheimer’ s disease, Parkinson’ s disease and Huntington’ s disease.
Exercise is important to improve neurodegenerative diseases, which is closely related to upregulated expression of LC3,
Beclin-1, Lampl and other autophagic factors after activation of AdipoR1/AMPK/TFEB, AMPK/mTOR, and other
pathways. A high autophagy level removes deposition of AB, Tau, a-syn and other proteins in the brain and improves
neurodegeneration and synaptic structure and function disorder caused by neurodegenerative diseases. This article reviewed
and analyzed the mechanism of autophagy in the improvement of neurodegenerative diseases by exercise, which provides a
solid theoretical basis and new research ideas to improve neurodegenerative diseases by exercise.
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HD #1570 T mHTT 263k 0B, Bt HD
AR OBE g UE 2, ) UR B2 S A R 3
(homeodomain interacting protein kinase 3, HIPK3) #/l
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Figure 1 Possible mechanism of autophagy-mediated exercise in improving neurodegenerative diseases
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