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MFFERR RO EE (3530) : The roles of the nitric oxide synthase (NOS) system in vivo still remain to be
fully elucidated. We have recently developed mice in which all three NOS isoforms are completely
disrupted. I have studied about the roles of the NOS system in renal lesion formation after UUO in triply
NOS disrupted mice. We found that complete deletion of the NOS system caused accelerated renal

lesion formation in mice in vivo, and renin-angiotensin system was associated in the mechanism.
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