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Abstract
We have read with interest the paper by Roman C. and colleagues discussing the relationship between gastroesophageal reflux disease and atrial fibrillation. The review is presenting the available evidence for the common pathogenic mechanisms. However, from a cardiologist perspective, some available data were not highlighted in the review, cardiovascular involvement in gastroesophageal reflux is less assessed. Hypertension, obesity or diabetes mellitus are substrate for left atrial remodeling that initiate and sustained atrial fibrillation development. One of the pathophysiologic mechanisms in atrial fibrillation is the presence of a trigger. Gastro​esophageal reflux could be only a trigger for this arrhythmia. We believe that atrial fibrillation should be considered as possible extraesophageal syndrome in the gastroesophageal reflux classification.
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TO THE EDITOR

We have read with interest the paper by Roman C. and colleagues discussing the relationship between gastroesophageal reflux disease (GERD) and atrial fibrillation (AF)[1]. The review is presenting the available evidence for the common pathogenic mechanisms. However, from a cardiologist perspective, some available data were not highlighted in the review.

Both GERD and AF are common in general population. The available data suggest that AF seems to be more frequent that reported in the review. The prevalence of AF increases with age and reaches the highest values (about 20%) in a population older than 60 years. Also, we are assisting in the last two decades to a 13% increase in incidence[2]. Over 6 million Europeans suffer from this arrhythmia, and its prevalence is estimated to at least double in the next 50 years as the population ages[2].

Atrial fibrillation occurs when structural and/or electrophysiological abnormalities (electrical, mechanical and structural remodeling of left atrium) alter atrial tissue to promote abnormal impulse formation and/or propagation. Beginning with this step AF begets AF, through remodeled atrial myocardium. Left atrial remodeling may be caused by diverse pathophysiologic mechanisms and AF may represent a final common phenotype for multiple disease pathways.

In a large majority of patients with AF we can find a pathology like hypertension, obesity or diabetes mellitus as substrate for left atrial remodeling. Even patients diagnosed with idiopathic AF have more often suffered from insidious coronary artery disease than healthy controls in sinus rhythm[3]. Most common substrates for both AF and GERD are obesity and aging. In addition both AF and GERD are associated with other pathologies like sleep apnea or diabetes mellitus.

In AF, like in other cardiac arrhythmias, three elementary electrophysiological mechanisms, alone or in combination, may be involved in the initiation and perpetuation of arrhythmia. These are: enhanced or abnormal automaticity, triggered activity and reentry. Enhanced or abnormal automaticity and triggered activity are subcellular mechanisms, whereas reentry is depending on intercellular and tissue properties.

The trigger and the substrate are at the origin of AF. The substrat reflects the concept according to which the triggered electrical activation perpetuates in an autonomous way. In addition, the trigger itself can modify the substrate, especially if active for a prolonged period.

Sympatho-vagal imbalance is one of the principal mechanisms of AF associated with GERD[4]. Although both sympathetic and parasympathetic components play a role in AF, the cholinergic component appears to be important for spontaneous initiation of AF. Electrical stimulation of the left atrial ganglionic plexi (situated on left atrial posterior wall, close to the esophagus) or the autonomic nerve endings with retrograde activation of the ganglia induces spontaneous firing from pulmonary veins followed by AF[4].

Majority of AF patients with GERD have triggered AF[5]. During radiofrequency ablation, these patients may have positive vagal response[5]. Gastroesophageal reflux could be only a trigger for AF in paroxysmal AF.

Less known, not only GERD may trigger AF, but also AF may determine the occurrence of GERD. It was speculated that an enlarged and fibrillating left atrium may compress or irritate the neighboring lower esophagus[6].

Indeed, cardiovascular involvement in GERD is less assessed. It is mandatory to extend the research in this field for better understanding the relationship of AF with GERD.

Recognizing that morbidity and mortality associated with AF had remained unacceptably high despite all efforts aimed at improving its management, the aetiology of AF was placed in the foreground for the first time by the Third Consensus Conference of the Atrial Fibrillation Competence Network/European Heart Rhythm Association[7].

It seems that among traditional cardiovascular risk factors, GERD could be an independent risk factor for AF. Also, we think that AF should be considered as possible extraesophageal syndrome in the GERD classification[8].
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