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Contribution of brain renin isoforms to the pathogenesis of heart failure

Shinohara, Keisuke

3,200,000

5 50%

Sympathoexcitation is crucially involved in the pathogenesis of heart
failure (HF). Brain renin-angiotensin system (RAS) plays an important role in the regulation of
sympathetic activity. Renin is the rate-limiting component of the RAS and there are two renin
isoforms: classical secreted renin and novel intracellular renin which remains intracellularly.
Intracellular renin has been shown to be predominantly expressed in the brain. We previously
generated a unique mouse model by selectively ablating the intracellular renin and indicated that
increased secreted renin and decreased intracellular renin in the brain may contribute to
sympathetic activation. The aim of this study was to examine whether the secreted renin is increased
while the intracellular renin is decreased in post-myocardial infarction-induced HF rat model. We
demonstrated that the secreted renin is increased without significant changes in intracellular renin
in the brain nuclei regulating sympathetic activity in HF rats.
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