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WFZeR S OE2E (3530) : We elucidated two novel mechanism in cardiac fibrosis. First, we
have shown that metastasis-associated protein, S100A4 mediates pathological cardiac
fibrosis through the modulation of p53 in cardiac fibroblast. Second, we have shown that
the activation of vasopressin type la receptor contributes to the profibrotic effect of
angiotensin II in the heart as well as the fibrosis and onset of heart failure seen in
pressure-overloaded LV for the first time. In the future, we will investigate whether the
modulation of these two factors may offer therapeutic benefits in heart failure.
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F PSR Z %7 S100A4 23, WDl
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Cell Cardiol. 57:72-81, 2013).
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