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Characteristics of Electrocardiogram in Left Bundle Branch Pacing

DENG Xiaoqi, WANG Han, QIN Shujuan, LIU Hanxiong, TONG Lin,CAI Lin
(The Affiliated Hospital of Southwest Jiaotong University/The Third People’s Hospital of Chengdu, Chengdu 610031 ,
Sichuan ,China)

[ Abstract ] Objective To confirm the characteristics of left bundle branch pacing ( LBBP) electrocardiogram ( ECG) by comparing
the morphology and QRS duration of ECG during self rhythm,LBBP, right ventricular apex( RVA) or right ventricular outflow tract( RVOT)
pacing. Methods 42 cases undergoing LBBP were selected and the standard 12 lead ECG was recorded. The differences of QRS duration,
electrical axis, morphology and ST segment were compared in self rhythm, LBBP and RVA/RVOT pacing. Results There was no
significant difference in QRS duration between LBBP and RVA/RVOT(P < 0.000). In LBBP group, 76. 19% of leads V, showed the
characteristic “M” or“rSR”, and 78.57% of leads aVR showed the characteristic “M”or “rSR”. For the patients with right bundle branch
block(RBBB) , only lead V, showed “M”or “rSR”, lead aVR showed QS, but no characteristic “M” or “rSR”. Compared with the classic
ECG of RBBB, the ST segment and T wave changes of LBBP were not regular. Conclusion There are no significant differences in QRS
duration and electrical axis between LBBP and self rhythm. The characteristic morphology, “M” or“rSR” can be seen in leads V, and aVR,

while only lead V, shows the characteristic performance in patients with RBBB. Tt is limited to judge pacing sites by the characteristic “M”

or “rSR” changes of ECG.

[ Key words ] His-Purkinje system;Left bundle branch ; Pacing; Electrocardiogram
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