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WFGeR RO EE (3530) @ Foxe2 is one of the haploinsufficient gene of which mutant causes
cardiovascular anomalies. This project was done to analyze the cardiovascular anomalies
in the FoxcZmutant mouse from different background strains and the modification factors.
The phenotype of the cardiovascular anomaly was variational depending on the genetic
background. Analysis of the mutant embryos indicated that not only the cascade genes
of FoxcZ but also the others, such as maternal hyperlipidemia, could affect to make the
genetic anomaly severer.
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Cardiovascular Anomadlies in Foxc2 null fetuses
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TAC; fruncus arteriosus communis, Ao; aorta, VSD; ventricular septal defect,
DORV; double outlet right ventriculs, IAA; intermupted aortic arch, TGA;
transposition of the great arteries, AA; aortic arch, AV canal; afrioventricular
canal, AS; gortic stenosis
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