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Research advances of mitochondrial network remodeling in skeletal

muscle health and aging
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Abstract

Age-related reduction (atrophy) in skeletal muscle mass and functional abnormalities represent a
major global health issue, and currently, no effective treatments are available. Mitochondrial network
remodeling is crucial for maintaining skeletal muscle homeostasis and involves complex processes such
as mitochondrial dynamics, mitochondrial autophagy, and mitochondrial biogenesis interactions. This
article reviews the known molecular mechanisms of mitochondrial network remodeling in skeletal
muscle health and aging. It suggests targeting mitochondria as a therapeutic strategy for skeletal
muscle -related diseases, with the aim of offering new insights for clinical prevention and treatment
research.
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