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Abstract

Left ventricular wall thickening, left ventricular dilatation and global hypokinesia
were reported in patients with acute myocarditis. However, the time course of left ven-
tricular structural and functional abnormalities have not yet been determined in the
acute myocarditis. We studied the time course of rats with experimental autoimmune
myocarditis (EAM) by echocardiography. Pericardial effusion was observed from the
onset of EAM. Left ventricular wall thickening and chamber dilatation were also
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appeared from day 15. At day 21, ventricular dilatation progressed and left ventricular

wall motion decreased diffusely. Pleural effusion was also appeared. At day 30, left

ventricular dilatation and global hypokinesia were progressed, and left ventricular

wall thinning was appeared. Left ventricular dilatation and global hypokinesia lasted

until day 50. Echocardiographic findings of EAM at the chronic phase resembled those

of human dilated cardiomyopathy. Myocarditis shows initially wall thickening and

ventricular dilatation followed by global hypokinesia. Subsequently, wall thinning

and left ventricular dilatation progress.

Key words: echocardiography, cardiac myosin, myocarditis, experimental autoimmune

myocarditis
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