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Mitochondrial Function Management for Prevention of Frailty

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

Abstract: An urgent issue for Japan in the super-aging society is the extension of healthy life expectancy.
Prevention of flail is important for extending healthy life expectancy. One of the biggest causes of frailty is
muscle atrophy due to mitochondrial dysfunction. Aging causes abnormal quality control of skeletal muscle
mitochondria and induces abnormal mitochondrial accumulation that causes skeletal muscle dysfunction. Mi-
tochondria maintain their quality through mitophagy and mitochondrial neoplasia. This paper describes the

mechanism of muscle atrophy during aging, exercise, and calorie control.
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