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Objective: To explore the effect of cardiac resynchronization therapy (CRT) on ventricular repolar-
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Abstract
ization in recent and long term. Method : Twenty-eight patients with refractory heart failure fulfilled the CRT inter-
vention. After being carried out the CRT treatment. All patients were regularly followed up. The regular body
surface 12 lead electrocardiogram Tpeak-end interval was used as indexes to evaluate the ventricular repolarization
right ventricular pacing and bi-ventricular pacing

change, and were measured under the left ventricular pacing.

mode after operation 1 week. 6th month and 12th month. Result: Tpeak-end interval under right ventricular pacing
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were the smallest among the 3 situations.

statstical difference between right ventricular pacing and bi-ventricular pacing. After the CRT treatment,

pared with the no-response group .

ms vs (139, 13+£5. 91)ms, P<C0. 017,

while left ventricular pacing was the largest situation.

Tpeak-end in the response group improved noticeably [ Lvepi:

and there was no
com-

(100, 15+6, 30)

and were getting smaller and smaller with time. Conclusion; CRT treatment

can significantly increase the heterogeneity of ventricular repolarization in left ventricular pacing situation. The

indexes of heterogeneity of ventricular repolarization can improve in response patients,
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Table 1  Clinical basic characteristics ks

41 51 /¢ NYHA 42

QRS/ms

LVEF/% LVEDD/mm LVESV/ml

TRMHEH)  59.00E7.95 3.384+0.52
HRRBH 20 ) 58.804+8.73 3.4040.50
Bk 58.86+8.37 3.3940.50

152, 00+10. 68
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152.68+10. 45

62.13+3.40
62.95+5, 21
62.711+4.71
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Table 2 Tpeak-end changes after CRT operation myyats
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