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Role of Neuronal Sodium Channels in Development of Ventricular Arrhythmias
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[ Abstract ] Ventricular arrhythmias are the most important cause of sudden cardiac death,whose mechanism is closely related to the
disturbance of ion current in ventricular myocytes. Recent studies found that neuronal sodium channels are also expressed in heart and
considered the important channels for late sodium current. Neuronal sodium channels can trigger ventricular arrhythmias through the following
mechanisms: (1) The abnormally activated neuronal sodium channels cause larger inward current which destroy the potential balance of
action potential platform period and directly depolarized cardiomyocyte membrane, causing early afterdepolarization. (2) Neuronal sodium
channels co-locate with calcium regulatory proteins in the T-tube microdomain, and enhance the function of calcium regulatory protein by

** and occurrence of delayed afterdepolarization. (3) The intrinsic

generating excess inward Na* , leading to the release of diastolic Ca
property of late sodium current, namely rate dependence and distribution heterogeneity, may increase the dispersion of repolarization and
form the occurrence matrix of functional reentry. The role of neuronal sodium channels in the development of ventricular arrhythmias is
discussed in this review.
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Mechanism and Progress in Treatment of Post-infarction Left
Ventricular Aneurysm with Ventricular Arrhythmias

LIU Lei, YANG Zhen
( Department of Cardiology , General Hospital of Ningxia Medical University ,Yinchuan 750000 , Ningxia , China)

[ 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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