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Abstract: Long-term endurance training or physical activity can not only improve physical performance, but also
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bring an beneficial effect to human health and reduce the risk of being infected with chronic diseases. However,

the mechanism of this effect is not clear. The health adaptation of skeletal muscle response to endurance exercise
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can be seen in the increase of muscle glycogen, insulin sensitivity, fiber type transformation of oxidative myofibers
and mitochondrial content/function. The morphology, quantity and quality of mitochondria have a high degree
of plasticity. Different physiological stress may fully regulate the plasticity of mitochondria. Exercise can not
only stimulate the biosynthesis of muscle cell mitochondria, but also reshape the mitochondrial network through
mitochondrial fission/fusion. It removes old, damaged or dysfunctional mitochondria through mitochondrial
quality control. From the aspects of the morphology and structure of mitochondria and dynamic remodeling, the
studies on the role of mitochondrial plasticity in exercise adaptation aim to understand the relationship between

mitochondria and cellular energy metabolism so as to provide a theoretical basis for uncovering a clear target in

dealing with metabolic diseases and degenerative diseases.
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