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[ Abstract ]

Sarcopenia is an age-related degenerative disease of skeletal muscle, characterized by the progressive loss of

muscle mass, muscle strength, and physical function, which seriously compromises the quality of life and life expectancy of the elder-

ly. Animal models of sarcopenia serve as crucial research tools for exploring the pathogenesis and identifying novel therapeutic targets.

This review summarizes the construction principles, applicable conditions, advantages, and limitations of commonly used sarcopenia

animal models based on mice and zebrafish, aiming to provide valuable references for the optimization and further application of sar-

copenia animal models.
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