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AN ATHLETE'S HEART MAY HARBOUR PROARRHYTHMIC CHANGES 
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The morphological changes of the athlete’s heart are usually regarded only as marvelous adaptations. There are however indications that the hemodynamic load on the athlete’s heart may also induce and/or facilitate structural changes that are proarrhythmogenic. After total autonomic blockade, the intrinsic sinus rhythm in athletes is slower than in non-athletes, indicating that sinus bradycardia is not only the result of vagal hypertonia. When AV nodal reentrant tachycardia occurs in athletes, it more frequently concerns an atypical form than in non-athletes, possibly due to the dilatation of the atria and septal remodeling. Young patients presenting with ‘lone’ atrial flutter or fibrillation more commonly are engaged in endurance sports activity than matched populations. Conversely, studies have shown that endurance sports are positively correlated with development of AF, even in multivariable ana-lysis. The hemodynamic load of sports may contribute to the development of a pathologic substrate in patients with underlying genetic disease, like ARVC. Recent research work from our group has indicated that in extreme endurance athletes (like cycling or triathlon), acute and even long-term proarrhythmic structural changes (mainly in the RV) may develop. It is unlikely that all these athletes have a monogenetic underlying disease, nor that performance enhancing drugs are the sole explanation of these changes. They may be related to the fact that the RV experiences disproportionate increased hemodynamic stress during endurance activities. Sports-related arrhythmias remain the exception rather than the rule, not negating the cardioprotective effects of physical activity on a population scale.

