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"CHAGAS DISEASE: WHAT ALL PHYSICIANS NEED TO KNOW" 
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Chagas disease is caused by a protozoan parasite, Trypanosoma cruzi, that is transmitted to humans through the feces of infected bloodsucking insects in endemic areas of Latin America or occasionally by alternative (nonvectorial) mechanisms such as blood transfusion. It is estimated that 16 to 18 million individuals are infected and 100 million are at risk for infection.

The migration of infected Latin Americans to the United States (calculated to be in the range of 100,000-675,000 people) or other countries where the disease is uncommon poses two problems: the misdiagnosis of Chagas disease and the possibility of transmission of Chagas disease through blood transfusions or organ donation. To diagnose and treat Chagas disease correctly, clinicians in nonendemic areas must become more familiar with its characteristics. The diagnosis of Chagas disease is based on the demonstration of antibodies directed against T. cruzi antigens.

The initial infection is usually self-limited. Decades after the acute infection, about half of the patients will develop cardiac disease, megaesophagus and/or megacolon.

Cardiac involvement leads to arrhythmias, cardiac failure, thromboembolic phenomena, and sudden death. Typical features of Chagas heart disease are: symptoms of palpitations, syncope, chest pain, fatigue and/or dyspnea; ECG abnormalities such as PVCs, RBBB usually associated with LAH, T-wave inversion, abnormal Q waves, variable AV blocks, low voltage of QRS, and manifestations of sick sinus syndrome; complex and frequent ventricular arrhythmias on Holter or treadmill (usually asymptomatic); occurrence of both brady- and tachyarrhythmias in the same patient; heart failure with predominance of right-sided failure in advanced stages; apical left ventricular aneurysm that may contain thrombus, thromboembolic phenomena, and associated megaesophagus and/or megacolon. 

Chagas disease results in 45,000-50,000 deaths per year and sudden cardiac death is the principal cause of death,

The antiparasitic drug benznidazole is effective when given for the initial infection and may also be beneficial for the chronic phase. The use of amiodarone, ACE inhibitors, and pacemaker implantation may contribute to a better survival in selected patients. Beta-blockers must be used very carefully because they may worsen bradyarrhythmias and AV conduction defects or may cause severe hypotension. Anticoagulant treatment is justified in patients at risk for thromboembolic complications (atrial fibrillation, previous embolic episodes, apical aneurysm with thrombus). Spironolactone is a theoretically attractive therapy because of the major role that cardiac fibrosis plays in the disease.


