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Research Progress of Exercise Regulated Skeletal Muscle Mitochondrial Quality Control
ZHANG Qing
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Abstract: The balance among mitochondrial biogenesis, mitochondrial fusion/fission and mitochon-
drial autophagy are very important for mitochondrial quality control, cell function and skeletal mus-
cle energy homeostasis. Mitochondrial dysfunction of skeletal muscle is closely related to many dis-
eases, including aging-related sarcopenia, muscular atrophy, muscular dystrophy and type 2 diabetes
mellitus. This paper focuses on the fine regulatory network of mitochondrial biogenesis and function
in skeletal muscle, reviews the research progress of the regulation of exercise on the quality control
of skeletal muscle mitochondria, so as to provide a theoretical basis for future researches in the re-
lated fields.
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Figure 1 Integration of Mitochondrial Quality Control and Mitochondrial Biogenesis
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