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[Abstract]

Transcatheter interventional closure has already been widely employed in treating VSD in China. Unfortunately,

Ventricular septal defect (VSD) is one of the most common congenital heart diseases.

transcatheter interventional closure carries some postoperative complications, such as arrhythmia, aortic
regurgitation, atrioventricular regurgitation, ete. It is of great clinical significance to study these complications
and their related risk factors. Undoubtedly, along with the improvements of the design of occluders together
with their materials and the continuous optimization of surgical procedures, the clinical issues about the
complications after transcatheter interventional closure will be solved for certain. This paper aims to make a

comprehensive review on the latest research progress in the complications and their related risk factors of

General review -

transcatheter interventional closure treatment for VSD.(J Intervent Radiol, 2019, 28. 1206-1210)
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