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Effects of Exercise on the Signaling Pathway of Mitochondrial-Mediated
Skeletal Muscle’s Apoptosis
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Abstract Apoptosis is a programmed cell death. Its signal transduction pathway can be divided into ex-
ogenous and endogenous pathways. Mitochondria plays an important role in the intrinsic apoptotic pathway. It has
been found that exercise can regulate the process of mitochondrial mediated apoptosis of skeletal muscle cells.
However, the mechanism of motor regulation of mitochondria-mediated skeletal muscle cell apoptosis signaling
pathway affecting the cellular biological processes has not been clarified. This article mainly elaborates the signal
transduction pathway of mitochondria-mediated apoptosis and the mechanism of exercise regulating the signal
transduction pathway, aiming to provide a theoretical basis for exercise intervention for the prevention and treat-
ment of mitochondrial-related metabolic diseases.
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Fig.2 The regulatory mechanism of exercise on the signaling pathway of mitochondrial-mediated skeletal muscle’s apoptosis
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