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WFZER S OMEEE (9230) : To clarify the role of NCX1 and TRPC3 in cardiovascular diseases
(hypertension, arteriosclerosis), we generated TRPC3-transgenic (Tg) mice by
overexpressing the wild-type and dominant negative TRPC3 using the smooth muscle «—actin
promoter. Using these mice, we showed that NCX1 and TRPC3 may predominantly play an
important role in « ;~adrenoreceptor agonist—induced vascular responses and blood
pressure regulation. Furthermore, we found that blood recovery after unilateral hindlimb
ischemia was significantly augmented in NCX1" mice compared with that in wild-type mice,
suggesting that NCX1 is involved in ischemia—induced angiogenesis.
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