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Influence of Atrial and Atrial Ventricular Node on Electrophysiological

Properties by Remodeling Treatment in Patients with Atrial Fibrillation
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Abstract:  Objective To explore the differentiation on electrophysiological properties of atrial
and atrial ventricular node before and after 6 months treatment by combination with angiotensin II type
1 receptor blockade (ARB) and aldosterone receptor antagonist (ARA) therapy in the patients with
paroxysmal atrial fibrillation, and study on the onset of atrial fibrillation inducing by electric pacing.

Methods The technique of esophagus-atrial program pacing was performed in 98 consecutive patients
with paroxysmal atrial fibrillation before and after 6 months treatment by combination with ARB and
ARA therapy. Results In the state of normal sinus rhythm and in basic cycle length, the conduction
function in atrial and A-V node had no different before and after treatment. The shortage of atrial
effective refrectory period (ERP4) and the prolongation both atrial relative refrectory period (RRP4)
and intra-atrial conduction delay (IACD) were the characteristic abnormality on electricity in the
patients with paroxysmal atrial fibrillation using premature impulse. After 6 months treatment the
abnormality of shortage of ERP, and the prolongation both RRPs and IACD were mended significantly
(P < 0.05 P < 0.05; P < 0.05) . Before treatment the initiation rate of atrial fibrillation by
esophagus-atrial pacing was 90% and after treatment was 63% (P < 0.05) .  Conclusion The

characteristic abnormality on electrophysiological properties in the patients with paroxysmal atrial
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fibrillation was shortage of ERPA as well as the prolongation both RRPA and TACD. The treatment in
combination with ARB and ARA may remedy electric remodeling and improve this abnormality on
electrophysiological properties and would not favor the onset of atrial fibrillation.
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1 ARB + ARA
Table 1~ Comparison of electrophysiological parameters in the patients with paroxysmal atrial fibrillation before and after ARB
plus ARA treatment
Electrophysiological parameters (ms) Before treatment n =98 After 6 months treatment n =98 t P
Duration of P wave 107.2+2.3 102.1+2.1 1. 040 >0.05
P-R interval 175.0+10.2 169.2+9.9 1. 130 >0.05
PCL 703.0+7.1 694.0+6.7 1. 021 >0.05
Si-Ai by PCL 134.2+7.9 135.0+8.3 0.311 >0.05
ERP\ 241.1+8.5 267.5+7.1 2.526 <0.05
TRPx 285.1+8.3 279.0+7.5 0.209 >0.05
RRP. 51.8+4.7 39.5+£2.9 2.420 <0.05
IACD 54.1+5.4 44.9 £4.7 2.107 <0.05
ERPav 329.9+18.4 331.7+16.7 0. 823 >0.05
FRP v 331.4=+16.2 339.1+15.6 0. 842 >0.05
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