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Fundamental and clinical study of bicuspid aortic valve
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Abstract

Bicuspid aortic valve (BAV) disease is the most common congenital cardiac defect, occurring in 0.5%-2% of the

general population. It is almost 3 times more common in males than females. BAV can occur alone. Moreover,

BAV may be associated with other cardiovascular anomalies. Complications associated with BAV include aortic

stenosis (AS) and regurgitation, aortic dilation and dissection, thrombus and infective endocarditis. This review

summarizes current understanding of anatomy, genetics, and clinical aspects of BAV disease.
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Figure 1 Different bicuspid aortic valve (BAV) phenotypes
RCC: FibRallkde; Lee: Zikailkde; Nec:
ARSI, (A)IEHTAV; (B)R-LIUBAVZEAL; (C)R-NZ!
BAVEY; (D)L-NBIBAVER,

RCC: right coronary cusp; LCC: left coronary cusp; NCC: non-
coronary cusp. (A) Normal TAV, (B) Type I BAV phenotype; (C)
Type II BAV phenotype; (D) Type III BAV phenotype.
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