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The Beta-3 adrenergic receptor has a possibility to improve the mortality with

sepsis-induced cardiac dysfunction by regulating cardiac metabolism.

KAWAGUCHI, SATOSHI
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In the current study, we demonstrated inhibition of beta3 adrenergic
receptor (B 3AR) improved cardiac dysfunction and mortality in a cardiac dysfunction model of septic
mice. It is known that excess induce nitric oxide synthase (iNOS) and nitric oxide (NO) impair
cardiac metabolism in sepsis and 3 3AR is associated with NO generation. Blockade of (3 3AR improved
fatty acid oxidation and mitochondrial synthesis for ATP in failing hearts in sepsis. In addition,
our results suggested that (3 3AR had a particular pathway to generate iNOS and NO in septic hearts.

B 3AR may be a metabolic target in septic heart failure.
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