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Mechanisms of sarcopenia-induced cardiac function alteration and functional
improvement via skeletal muscle regeneration in the ischemic heart.

Takehara, Naofumi

3,400,000

1/R
miR-16-5p
SESN1

exosome miR-16-5p

Sarcopenia is a_pathophysiological malfunction induced by skeletal muscle
atrophy. However, the underlying mechanism of disturbed cardiac repair accompanied with sarcopenia
remains poorly understood. Here, we developed a novel sarcopenia-induced cardiac repair disturbance
mouse model induced by tail suspension (TS) after cardiac ischemia and reperfusion (1/R). Then, we
identified a specific exosomal-microRNA, miR-16-5p, in the circulating exosomes of 1/R-TS mice.
Likewise, miR-16-5p disturbed cardiac repair in 1/R mice directly. Additionally, in cardiomyocytes
(CMs) cultured under hypoxic conditions in the presence of a miR-16-5p, we clarified that
autophagosomes were decreased in CMs via SESN1/mTOR inactivation. In conclusion, we show the
pro-apoptotic effect of sarcopenia-derived miR-16-5p, which may be behind the exacerbation of
myocardial infarction. Therefore, miR-16-5p can be a novel therapeutic target for cardiac repair
disturbances in sarcopenia-cachexia.
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