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Research advances in the Caspase family and denervated skeletal muscle atrophy 7TIAN Miao, CHEN Yu, TAO
Peng et al. (The First Clinical School of Hubei University of Chinese Medicine , Wuhan 430061, China)

Abstract: The Caspase family, short for cysteine-containing aspartate protein hydrolases, can be classified into in-
flammatory Caspases and apoptotic Caspases according to their role. It has been confirmed that Caspases promote myocyte
apoptosis through multiple pathways in denervated skeletal muscle atrophy. In recent years, studies have shown that the
pyroptosis pathway dominated by caspase-1 is activated in denervated myocyte atrophy, which is a new direction for explo-

ration that is not mentioned in previous studies. This article reviews the role of the Caspase family in denervated skeletal

muscle atrophy.
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