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WFFERE SR OMEEE (Z230) : We screened for mutations in 400 hypertrophic cardiomyopathy
(HCM) and 148 dilated cardiomyopathy probands. We detected 150 HCM subjects with
sarcomere gene mutations. We compared echocardiographic parameters and frequency of
the development to systolic dysfunction with left ventricular ejection fraction <50%
between myosin—group and troponin—group mutation carriers. There were 75 HCM subjects
in the myosin—group and 75 in the troponin—group. Interestingly in the subjects > 40
years of age, the frequency of developing to systolic dysfunction was higher in the
troponin—group than in the myosin—group (P < 0.05).
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