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DEVELOPMENT OF CHRONIC CHAGASIC CARDIOPATHY IS RELATED TO ALTERATIONS ON THE ACETYLCHOLINE TURNOVER AND EXPRESSION OF THE NICOTINIC ACETYLCHOLINE RECEPTOR &#61537;7 AND/OR Á3/Â4 SUBUNITS EXPRESSION 
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Chronic Chagasic Cardiopathy (CCC) is a public health problem in Latin American Countries. The pathogenic of CCC is related to selective destruction of post-ganglionic parasympathetic neurons by the Trypanosoma cruzi infection and the associated loss of vagal function and alterations on the nicotinic acetylcholine receptor (nAChR). In order to corroborate this theory, we took 24 Sprague Dawley rats (1-2 years old) and grouped them into a control (n=11) and a Chagasic (13) groups. We assessed the vagal function using electrically (1-2 Hz; 0.25-3V) stimulated isolated vagal nerve preparation, in the presence or absence of 0.3 mg/Kg physostigmine. Functional characterization of the nAChR was achieved using isolated beating hearts. We observed that on the Chagasic group, vagal stimulation induces a lesser bradycardia than in the control; however, this response reaches that of the control group level when physostigmine is added in both groups. In isolating beating heart preparation the use of 1uM nicotine induced a tachycardic response in sharp contrast with the bradycardia induced in the control group. 10 nM dihydro-â-erythroidine had a dichotomous effect on the control hearts, inducing tachycardia when administered alone and bradycardia when accompany with 10 uM nicotine. 1 nM á-bungarotoxin elicited bradycardia only in the controls. Taken together these results, we conclude that the parasympathetic alterations observed on CCC are tightly related to alterations on the acetylcholine turnover and on the expression/function of the á7 and/or á3/â4 nAChR subunits. 


