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The most intriguing aspect of chronic Chagas cardiomyopathy (CCC) is that it takes a long time to develop after the initial infection by Trypanosoma cruzi. Chagas disease is characterized by three phases: acute, latent, and chronic, the heart as the most severely and frequently involved organ. Similarly to CCC, a cardiomyopathy appears later in life in Duchenne muscular dystrophy due to dystrophin reduction/absence. This study tested the hypothesis that dystrophin expression could be decreased in the beginning of T. cruzi-infected mice preceding the late development of cardiomyopathy. Male CD1 mice were infected with 5x104 trypomastigotes of the Brazil strain of T. cruzi. Mice were killed 30 and 100 days post infection (dpi) and the intensity of inflammation, fibrosis and dystrophin expression evaluated. Echocardiography, magnetic resonance and positron emission tomography were evaluated from days 15-100pi. At 30dpi there was an intense myocarditis, disruption of myofibers, and multiple intracellular parasite nests. The inflammation subsided significantly and parasites were not detected at 100dpi. Dystrophin immunolabeling was focally reduced or lost in cardiac myocytes at 30dpi, this reduction maintained up to 100dpi. Ejection fraction was significantly reduced at 30 and100dpi. The RV was markedly dilated from 30-100dpi and the LV wall thickness was increased at 100dpi. Infected mice displayed greater uptake of glucose from days 15-100pi. These findings support the hypothesis that the initial parasitic infection, with its typical inflammatory reaction, causes reduction/loss of dystrophin in the heart over time until the chronic phase, which might essential to the late development of cardiomyopathy.

