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Assessment of Left Ventricular Longitudinal Movement in Patients with Hypertrophic Cardiomyopathy by Tissue Tracking LI
Xiu-lan. Department of Medical Ultrasound,Jianghan Oil Field Center Hospital, Hubei 433124 ,P. R. China
[Abstract] Objective: To assess the longitudinal displacement of the left ventricular segmental movements in patients
with hypertrophic cardiomyopathy (HCM) using tissue tracking technology. Methods: 20 healthy subjects and 30 patients
with HCM were studied by tissue tracking technology. Off-line left ventricular displacement profiles along left ventricular
apical long-axis view,apical two-chamber view and four-chamber view were obtained synchronously,and peak systolic dis-
placements of each segment were measured. The mean peak displacement of different segments from the same level was cal-
culated. Results; Displacements of all regional myocardial segments along long-axis in the HCM patients were significantly
lower than those in the healthy subjects, but there was no significant difference in displacements of all regional myocardial
segments along long-axis between hypertrophied and nonhypertrophied group in the HCM patients. The mean peak dis-
placements were significantly lower at each level including mitral annular, basal, middle and apical segments in the HCM pa-
tients than those in the healthy subjects. Conclusions: The left ventricular segmental movement functions along long-axis is
impaired not only in the hypertrophied wall but also in the nonhypertrophied one in patients with HCM, and these results
suggest that tissue tracking can assess longitudinal movements of the left ventricular in patients with HCM.
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