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Mechanism and Progress in Treatment of Post-infarction Left
Ventricular Aneurysm with Ventricular Arrhythmias

LIU Lei, YANG Zhen
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[ Abstract ] Left ventricular aneurysm is one of the mechanical complications secondary to massive acute myocardial infarction. Left
ventricular aneurysm can lead to the changes of the anatomic structure of left ventricle, facilitating the formation of reentrant circuit, which
provide the substrate for recurrent and intractable ventricular arrthythmias and consequently lead to sudden cardiac death. Recent researches
demonstrated that the mechanisms of ventricular arrhythmias related to post-infarction left ventricular aneurysm are complicated and
multifactorial. In addition to the changes of both ventricular structure and cardiac conduction system, many other factors are involved, such as

ion channels, extracellular matrix, gap junction and sympathetic nerve system. Therefore, the effects of medicines and conventional surgery are
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not ideal. In recent years, off-pump coronary artery bypass grafting in combination with ventricular aneurysm plasty and bipolar

radiofrequency ablation is a new treatment strategy for these patients which provide obvious advantages over the previous methods. This paper

briefly reviewed the developmental mechanisms and therapeutic progresses of post-infarction ventricular aneurysm-related ventricular

arrhythmias.

[ Key words ] Left ventricular aneurysm; Ventricular arrhythmias; Mechanism; Treatment
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