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Introduction. By nowdays there is a confusion as for the etiology of sudden death

after extreme exertion.So far the focus has been on hypertrophic cardiomyopathy,

anomalous coronary arteries, premature coronary artery disease, and acute myocardial ischemia; however, there is now a new understanding that repetitive and sustained cardiac

exertion may actually cause a form of cardiomyopathy. It has been known that endurance

athletes have cardiac chamber enlargement, left ventricular hypertrophy, and increased rates

of atrial and ventricular arrhythmias. It has been recently shown that focal areas of cardiac

fibrosis seen on delayed gadolinium cardiac magnetic resonance imaging and at autopsy

appear to be the implicated substrate for increased risk of sudden cardiac deathwhen other

etiologies have been excluded.Sustained cardiac output leading to transitory chamber

dilation and the induction of patchy cardiac fibrosis in persons predisposed is now termed as

Phidippides cardiomyopathy (Justin E.Trivax, Peter A Mc.Cullough).

Results: A 50-year-old previously healthy man, who participated in multiple halfmarathons

and engaged in aerobic activity twice daily, 6 days per week, collapsed while

driving. This occurred approximately 12 hours since his last workout. A rhythm strip

performed by emergency medical services revealed ventricular fibrillation, for which he was

successfully treated with cardiopulmonary resuscitation and electrical cardioversion. He was

intubated, mechanically ventilated, and upon presentation to the hospital underwent

therapeutic hypothermia. His electrolytes and creatine kinase were normal. Cardiac

troponin-I was indeterminate (0.06 ng/mL). His ECG revealed normal sinus rhythm with

diffuse repolarisation abnormalities. There was no prolongation of the QT, no pathological

chamber enlargements, normal mitral valve apparatus, and no outflow tract obstruction. He

underwent cardiac catheterization, which showed normal coronary arteries with diminutive RCA (posterior descending from left circumflex), with left ventriculography showing left

ventricular hypertrophy (large papillary muscles) with hyperdynamic function.

Subsequently, cardiac magnetic resonance imaging was performed, which revealed mild left

ventricular hypertrophy with a mass of 166.2 grams and normal cardiac function. Using

delayed gadolinium imaging, a patchy focal area in the mid-myocardial basal anterior

septum, in a non-coronary artery distribution, was identified as the likely substrate of this

patient‘s ventricular arrhythmia and subsequent cardiac arrest. He had complete neurologic

recovery and underwent implantation of a cardio defibrillator before discharge. This case

represents the first documented patient with sudden death occurring at a time remote from

the endurance eventand raises important points concerning the predisposition to cardiac

fibrosis and the occurrence of lethal arrhythmias with and without exercise as a precipitant.

Conclusion: Repetitive, sustained elevations of cardiac output for several hours, in

predisposed individuals, causes recurrent dilation of cardiac chambers and stimulates

resident macrophages, pericytes, and fibroblasts,resulting in the deposition of collagen

causing patchy fibrosis. The fibrotic areas, in turn, become the substrate for re-entrant ventricular tachycardia and degeneration to ventricular fibrillation. In the absence of areadily identifiable cardiac abnormality (eg, acute myocardial infarction, hypertrophic cardiomyopathy), Phidippides cardiomyopathy is a likely cause of sudden death in athletes, such as marathon runners.

