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[Abstract]  Objective;: To evaluate the therapeutic effect of percutaneous transluminal septal
myocardial ablation(PTSMA) of different interval branches on hypertrophic obstructive cardiomyopathy
(HOCM). Methods: Thirty patients who were diagnosed as HOCM were admitted to hospital and were
divided into three groups, including ablation of the first interval branch, ablation of the second one and
ablation of both of them according to the results of coronary angiography. Each group consisted of ten
patients. After injecting anhydrous ethanol, the left ventricle out-flow tract gradient (LVOTG) of the
three groups was observed, then LVOTG of before, after and three months after the operation was
compared within the three groups through echocardiography. Results: There was no significant
difference in anhydrous ethanol quantity. LVOTG in three groups decreased significantly after PTSMA
and LVOTG declination after ablation of the first interval was more significant than that after ablation of
the first and second interval (P =0. 016), but there was no difference compared with ablation of the
second interval(P=0. 096). Echocardiography revealed that compared with pre-operation, LVOGT was
significantly decreased after and three months after operation. LVOTG declination after ablation of the

first interval was more significant than that after ablation of the second interval (P = 0. 047).
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Conclusion: PTSMA is an effective treatment for HOCM, and in comparison with ablation of other

interval branches the left ventricular out-flow tract obstruction can be significantly improved by ablation

of the first septal branch.
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To cure sometimes,
to relieve often,

to comfort always.
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