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Therapeutic Effect of Vagus Nerve Intervention in Cardiovascular Disease
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[ Abstract ] Autonomic nervous system is composed of sympathetic nerve and vagus nerve, it plays a critical role in the pathogenesis
and development of cardiovascular diseases. It has been proved that the hyperactivity of sympathetic nerve contributes to the pathogenesis of
the diseases in a great amount of trials in vitro and clinical practices. In recent years, it has also been confirmed that the role of vagal

intervention in the treatment of cardiovascular diseases such as heart failure , arrhythmia , vasovagal syncope and cardiovascular inflammation.

Here is to make a review of the therapeutic effect of vagus nerve intervention in cardiovascular diseases.
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