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Tn order to examine the role of the nitric oxide synthase (NOS) system in vivo, we generated
mice in which all three NOS genes are completely disrupted. In this study, we have
clarified that this knockout mouse manifests spontaneous myocardial infarction,
abnormality of bone metabolism, hyperlipidemia, diastolic heart failure, and accelerated
renal lesion formation. These results suggest that the whole NOS system plays an
important role in maintaining homeostasis in the cardiovascular, metabolic, and bone
systems.
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