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Molecular Mechanisms Involved in Skeletal Muscle Homeostasis

KAWABATA Kyuichi, IMI Yukiko, YOSHIOKA Yasukiyo,
SHIBATA Katsumi and TERAO Junji

Abstract:

Sarcopenia (age-related muscle weakness) is an important physical change in frailty, and its prevention has
attracted much attention. Various factors associated with aging are thought to cause abnormalities in skeletal
muscle, but its underlying molecular mechanisms have not been fully clarified. In this paper, we summarized
molecular mechanisms related to skeletal muscle homeostasis, (1) intracellular signal transduction related to
muscle growth/atrophy, (2) intracellular system related to decomposition of proteins and organelles, and
(3) molecules related to muscle regeneration, and recent findings regarding their association with sarco-

penia.

Key Words: Frailty, sarcopenia, muscle atrophy, protein synthesis, protein degradation
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