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Progress on differentiation hypertrophic cardiomyopathy

from other causes of left ventricular hypertrophy
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Summary Hypertrophic cardiomyopathy (HCM) is the most common genetic cardiomyopathy and is a dis-
ease characterized by left ventricle wall thickness, syncope and early sudden death. Excessive left ventricle wall
thickness is the pathological feature of HCM. However, differentiating HCM from other causes of left ventricular
hypertrophy, such as athlete’s heart, hypertensive heart disease (HHD), cardiac amyloidosis (CA) encounters
diagnostic challenges. This article reviews the research progress of radiology in this respect, providing radiological
support for clinical differential diagnosis.
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