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Ultrastructure of sub-organelles of cardiomyocytes in rats with dilated cardiomyopathy
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[ Abstract] Objective: To analyze the ultrastructural changes of sub-organelles of cardiomyocytes in
rats with dilated cardiomyopathy (DCM). Methods: Sixty Wistar rats were randomly divided into
normal group (7=10) and DCM group (n=50). The rats in normal group were fed with basic diet only,
while the rats in DCM group were given 70% furazolidone solution daily for 10 weeks to establish DCM
models. The function of heart were quantified by echocardiography. Transmission electron microscopy
was used to observe the ultrastructural changes of sub-organelles of cardiomyocytes in both groups.
Results;: Compared with the normal group. left ventricular end systolic diameter (LVESD) and left
ventricular end diastolic diameter (LVEDD) in model group were higher, while left ventricular fractional
shortening (LVFS) and left ventricular ejection fraction (LVEF) were lower (both P <C0. 05).
Compared with the normal group, the nucleus of the model group was enlarged, and the mitochondria
appeared swollen and vacuolated. The structure of the middle junction and desmosome in the disc were
blurred, with disordered endoplasmic reticula. The lysosome was abnormally enlarged and there were
scattered glycogen particles nearby. The structure of transverse canal was destroyed, and the myofibrils
were disordered. Conclusions: The damage of sub-organelles and imbalance of organelle exist in
cardiomyocytes of rats with DCM.
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