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INTRODUCTION: Since Chagas disease was discovered in 1909, the development of the disease has caused large uncertainty: the pathology, the
autoimmunity, which has been recently confirmed, and the damage induced in humans. Because of this many studies have been done in order to
understand the disease process. The autoimmunity caused by Trypanosoma cruzi has aroused great interest in the scientific community and great
controversy because the scientists are positioned against or in favor of the autoimmunity in this pathology.
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-The contribution of the parasite and the immune system in the
pathology isn't clear yet. It's very difficult to separate the immune
response front autoantigens that front T.cruzi

The presence or absence of myocarditis was given by clinical histories of patients. Antibody response was quantitated as reported elsewhere (127): +, OD
450 nm<0.3; ++, OD 450 nm 0.3-1.0; +++, OD 450 nm<1.0. [9]

But there aren’t be relation between the major parasitemia and the severity of the pathology [8]
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