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Valsartan for Post — radiofrequency Ablation Therapy in Atrial Fibrillation Patients with Hypertension. Xu Xiaohong, Wang Lijuan, Shen
Lishui ,et al. Department of Cardiology ,Zhejiang Hospital, Zhejiang 310000 ,China

Abstract Objective To clarify the effects of valsartan after radiofrequency ablation in patients with atrial fibrillation( af) compli-
cated with hypertension. Methods A total of 46 patients with af treated by catheter ablation were randomly assigned to therapy group
(valsartan plus amlodipine) and control group (‘amlodipine). Post — ablation recurrence was also recorded and risk factors for atrial fibril-
lation recurrence were analyzed. Results At 3 — month and 1 - year follow — up, the mean systolic blood pressure ( MSBP) of therapy
group and control group were all decreased with no statistical difference between groups. At 3 — month follow — up, compared with control
group, the hsCRP(P <0.01) were significantly lower in therapy group, with no statistical difference of post — ablation recurrence (P =
0. 060) and left atrial diameter ( LAD) between groups. At 1 — year follow — up, compared with control group, the LAD( P =0.02) and
post — ablation recurrence( P =0. 040 ) were lower in therapy group, with no statistical difference of hsCRP between groups. Post — ablation
recurrence was recorded in 14 cases at 3 — month follow — up and 10 cases at 1 — year follow — up. Compared with patients with non —
post — ablation recurrence, patients with post — ablation recurrence have higher proportion of persistent af and larger LAD at both baseline
and follow — up visit. Conclusion Valsartan could reduces the recurrence after catheter ablation of af complicated with hypertension, espe-
cially hsCRP at 3 — month follow —up and LAD at 1 — year follow — up, which were independent of the antihypertensive effect of valsartan.
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