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Evaluation of Left Ventricular Longitudinal Diastolic Function and Synchronism in Patients with Hypertrophic Cardiomyopathy by Two Di-
mensional Speckle Tracking Imaging. Liu Min, Liu Liwen,Zuo Lei, Ru Ao,Zheng Lei, Tian Xinqgiao. Department of Ultrasonography , The
Second Affiliated Hospital of Wenzhou Medical Uiversity ,Zhejiang 325000, China

Abstract Objective To evaluate longitudinal myocardial diastolic function and synchrony of left ventricular(LV) in patients with
hypertrophic cardiomyopathy (HCM ) by two dimensional speckle tracking imaging(2D — STI). Methods Forty - six patients with HCM
and thirty — two healthy volunteers were studied by 2D - STI. Two — dimensional echocardiography was performed to collect three consecu-
tive cardiac cycles dynamic images of LV four — chamber view,two chamber view, apical long axis view. The peak longitudinal strain rate
of early and late of diastole( SRe,SRa)at each segment of the LV basal,middle and apical levels were measured. The peak time of early
and late diastolic longitudinal strain rate( T, T,y ) were measured from the start point of QRS wave of electrocardiogram. The LV segmen-
tal standard deviation( T, —SD, T, — SD)and maximal difference (T, — Diff, T, , — Diff) were calculated. Results Compared with
normal controls,SRe of 17/18 segments and SRa of 6/18 segments were decreased in HCM group. Ty = SD, T, — SD and T, - Diff

were significantly higher in patients with HCM than in normal controls. T,y — Diff were higher in patients with HCM than in normal con-
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trols, but the difference had no statistical significance. Conclusion 2D - STI is a new non — invasive method that could accurately and

quantitatively evaluate the LV diastolic function and synchrony with HCM.

Key words Echocardiography ; Hypertrophic cardiomyopathy ; Left ventricular function; Speckle tracking imaging
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