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Abstract

Valvular heart disease is associated with significant morbidity and mortality, and is often caused
by congenital malformations resulting in abnormal cardiac valve structure and function, resulting
in stenosis or insufficiency of the valve. However, the prevalence of valvular heart disease in
adults is increasing, not only because of the growing aging, but also because of the improvement of
medical and surgical care for children with congenital heart valve defects. The success of genomics
project and the great progress of genetic technology, and our increasing understanding of cardiac
valve development have led to the discovery of many genetic factors of heart valve disease. These
findings use a variety of methods, including familial valvular disease examination and genome
wide association studies to investigate sporadic cases. This review will discuss these findings and
their significance in the treatment of valvular heart disease.
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