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Progress in autophagy in aging—related sarcopenia
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[Abstract] With the aging of the global population, the incidence rate of age—related sarcopenia is increasing.

Jing Wang Xuanjia Liu  Yanfu Wang'

Sarcopenia is characterized by a decrease in muscle strength and physical function, which is closely related to an
increased risk of falls and disabilities, and imposes a heavy burden on individuals, society, and the economy.
Autophagy plays a significant role in the pathological and physiological mechanisms of sarcopenia. Autophagy is an
important cellular self—protection mechanism that maintains cell stability by degrading misfolded proteins and
damaged organelles through lysosomes. Autophagy can alleviate sarcopenia by regulating the regenerative capacity of’
satellite cells, alleviating oxidative stress, inhibiting inflammatory responses, and resisting apoptosis. This article reviews

the specific interactions between sarcopenia and autophagy, and explores possible treatment methods, hoping to find

more useful and specific research to bring more promising treatment methods for improving sarcopenia.
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