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Recovery from Muscle Atrophy is Facilitated by Stand-up
Exercise Training without Muscle Inflammation Responses

Yuta Itoh', Ryo Ogura®
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Abstract

The increase in the number of myonuclei involved myogenic satellite cells is important in the
mechanism of facilitating recovery from atrophied muscle by exercise training. However, it has
not been elucidated in detail. We hypothesized that muscle damage and inflammatory response are
involved to the increase of myonuclei due to exercise training. To clarify this hypothesis, the stand-
up training was applied to the mice after two weeks of tail suspension, and we histologicaly analyzed
the occurrence of injured myofibers and macrophage aggregation. As a result, with EBD labeling
of muscle on 2 days independent of training, the injured myofibers were observed prior to the
increase of myonuclei. Moreover, macrophage aggregation was observed in the muscle on 2-3 days
independent of training. However, inflammatory responses also observed in the mice fed without
training after tail suspension. Therefore, the inflammatory responses seem to be not specifically

occurred on the facilitating recovery phase of muscle atrophy by exercise training.

Keywords: stand-up exercises; muscle atrophy; muscle damage; inflammatory response; mice
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