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Abstract Objective To investigate the assessment value of left ventricular systolic and diastolic function and wall motion synchro-
nization in patients with AMI by RT -3DE. Methods Patients with acute anterior myocardial infarction (n =51) who accepted treat-
ments in our hospital between January 2013 and May 2014, and healthy volunteers (n =25) were recruited. All of them were given con-

ventional two — dimensional and RT - 3DE examination. Overall and segmental volume — time curves were analyzed by Qlab 6.0 Quantita-
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tive Analysis Software and the data of EDV ,rEDV, ESV, rESV, rEF, rgEF, PER, PFR and Tmsv16 - SD were got. Results Compared

with B group, the levels of left ventricular EDV, ESV and Tmsvl6 — SD% in AMI group were significantly higher, while the levels of
LVEF, PER/EDV and PFR/EDV in AMI group were significantly lower (P <0.05). Compared with the normal control group, the rEDV

and rESV of infarction infarcted segments and most of neighboring regions increased greatly, while the rEF, rgEF decreased greatly (P <

0.05). Conclusion RT -3DE can evaluate systolic and diastolic function of left ventricular and wall motion synchronization of the pa-

tients with AMI.

Key words Real - time three — dimensional Echocardiography; Myocardial infarction ; Left ventricular function; Synchronicity
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