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Abstract

Bicuspid aortic valve(BAV) is the most common congenital heart disease. BAV aortic dilation is

closely associated with an increased risk of adverse aortic events such as aortic aneurysm, aortic dissection, and

rupture, and is a potentially fatal disease. The mechanism that determines aortic disease in BAV patients is com-

plex. resulting from the interaction of different patterns between genetic factors and hemodynamic factors. Based

on the research progress of BAV patients in genetics, molecular markers, and hemodynamic imaging markers in

recent years, this article briefly reviews the relevant mechanisms that cause aortic dilation.
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