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MFIER O E (J3C) : We investigated the roles of Wnt signaling pathway in the
development of atherosclerosis and vascular calcification. This study clarified that Wnt
signaling pathway is activated in atherosclerotic plaques including calcified lesions and
that this pathway plays an important role in acquisition of osteoblastic phenotype of
vascular smooth muscle cells. Activation of Wnt signaling pathway in vascular lesions
may be induced by inflammatory stimuli. Moreover, cellular senescence may also
contribute to the development of atherosclerosis and vascular calcification.
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