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Investigation intomodifying factors in patients with hypertrophic
cardiomyopathy caused by an identical disease—causing mutation
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WFZERC R OMEEE (9230) : T investigated the genotype—phenotype correlations in hypertrophic
cardiomyopathy (HCM). In genetic analysis, I reported some mutations associated with HCM,
particularly mutations in cardiac myosin-binding protein C gene. In the studies of
clinical phenotype in HCM, I focused on the left ventricular remodeling of this disease
and reported several results including the usefulness of biomarkers for predicting the
prognosis.
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