Electrocardiogram pattern of chronic coronary total occlusion lesion
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Background : ECG pattern such as spontaneous normalization of negative T waves on infarct-related ECG leads in the chronic
phase of Q wave myocardial infarction is known as marker of residual viahility and patients with persistent positive T wave
without initial negative T wave have poorer recovery of LV function than patients with persistent negative T wave. But there
are only few reports about ECG pattern in chronic coronary total occlusion (CTO). Methods and Results : The subjects were
all patients demonstrated CTO during coronary angiogram at 6 hospitals of Catholic university medical college since January
2006 (Number of patients = 188, number of CTO lesion = 202). We analyzed ECG at admission according to Q wave and T wave
pattern. There were no differences between ECG patterns and risk factor, lesion characteristics or procedure success rate.
Conclusion : This finding can provide understanding of ECG patterns in CTO lesion. Further investigation about the association
of ECG with myocardial viability study (PET or MRI) is needed.

CTO lesion (n= 202) LAD 297 %
LCX 218 %
RCA 48 %
Ramus 05 %

ECG pattern Q wave without negative T wave 20.3%
Q wave with negative T wave 11.4%
Negative T wave with Q wave 20.3%
Concordant QRS complex and T wave 60.4%
Q wave with Concordant QRS complex and T wave 16.8%

Progression of untreated nonculprit coronary lesions : Longterm re-PCI rate and Independent predictor
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