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Clarification of the mechanism for beta-3 adrenergic receptor regulation of
Inducible nitric oxide synthase in septic cardiomyopathy
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Our study identified three findings; 1) myocardial B 3 adrenergic receptor
(B 3AR) increases in cardiomyocytes in sepsis, 2) myocardial  3AR may have its particular pathway
to produce nitric oxide via inducible nitric oxide synthase, 3) B 3AR blockade contributes to
attenuate cardiac dysfunction in sepsis (sepsis induced cardiomyopathy). These findings may lead to
develop a new strategy for sepsis induced cardiomyopathy.
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