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Research progress of low—level vagal nerve stimulation in the treatment of atrial fibrillation
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[Abstract] Atrial fibrillation (AF) is one of the most common arrhythmias in clinical practice. Atrial
inflammation and autonomic nerve remodeling are important mechanisms in triggering and maintaining AF, which
are mainly manifested by increased levels of inflammatory cytokines in the atrium and increased nerve discharge
in stellate ganglion or cardiac surface ganglion plexus. Studies have shown that low level vagal nerve stimulation
can reduce atrial fibrillation burden by inhibiting stellate ganglion or cardiac surface ganglion plexus discharge and
atrial inflammation. However, there is still a lack of individualized treatment of low level vagal nerve stimulation
in clinical practice. Further exploration of the protective mechanism of low level vagal nerve stimulation is
conducive to the further development of this treatment.
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