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The aim of this project is to examine the pathogenic mechanism of abnormal circulatory
function such as hypertension and isoproterenol (Iso) induced hypertrophy in
TRIC-A-knockout mice. It was found that hypertension was caused by abnormality of vascular
tonus regulation in TRIC-A-knockout vascular smooth muscle cells. On the other hand,
cardiac fibrosis but not hypertrophy was significantly induced by Iso infusion using
osmotic pump in TRIC-A-knockout mice. Unfortunately, it was unclear the mechanism of
cardiac fibrosis during research period. We will try to examine this project in another
one.
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