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WFZER R OMEE (F30) : We constructed Epithelial Membrane Protein 3 Transgenic mice
(Emp3 Tg) which spontaneously suffered from DCM like heart symptoms. Emp3 Tg mice
with CAG-Cre gene died within 6 months and most of them showed dilated heart atria and
ventricles. However, deleting CAG-Cre gene from Emp3 Tg mice relieved them from DCM
like symptoms. Considering that CAG-Cre did not show DCM like symptoms at all, Emp3

gene may exacerbate unknown abnormality in heart induced by Cre protein

overexpression.
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