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Exploratory research on a new histological diagnostic marker of end-stage
hypertrophic cardiomyopathy
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Differentiating end-stage hypertrophic_cardiomyopathy (ES-HCM) from dilated
cardiomyopathy (DCM) is often difficult in clinical settings, in spite of its importance. We
analyzed left ventricle specimens in ES-HCM and DCM patients who implanted a left ventricular assist

device, making a quantitative assessment of coronary microvascular density. We found the difference
of coronary microvascular rarefaction between ES-HCM and DCM, indicating the clinical utility as a
possible clue in the differential diagnosis. Coronary microvascular rarefaction was also associated

with serum levels of troponin T. These results will contribute to the next researches for the
pathophysiology of ES-HCM.
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