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Investigation of the role of physiological hypertrophy in the transition from
compensatory hypertrophy to heart failure
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In this study, we investigated the role of REDD1 in the transition from
compensatory hypertrophy to heart failure (HF), by focusing on intracellular changes, particularly
Hif-la and REDD1, in response to hypoxia induced by excessive hypertrophy.

Hif-la and REDD1 were upregulated in the failing myocardium of HF models. In isolated
cardiomyocytes, 1% hypoxia induced cell death, accompanied by increased Hif-la and REDD1, while the
knockdown of REDD1 using siRNA aggravated it. Taken together, these results suggested that REDDI1,

which increased in response to hypoxia induced by excessive hypertrophy in HF, plays a protective
role in the failing myocardium.
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