2020,36
(8):741—746

I PR O 1L 7 5 2% 5
Journal of Clinical Cardiology (China)

Galectin-3 X AF MM FF 22 k.0 5 8 gl BB
SR A1 Rl R S i R 7 250 ) 0 {1

35 9 !

N

ZHEA HmER

(AE] BM:TF5 M Galectin-3 (Gal-3) 7 35 B M 15 22 ¥ 0 155 3 8l (nPsAF) (B 19 Rk K P 585
Gal-3 Xt nPsAF £ 5450 BloR S5 15 RT3 BUM AN . 73K : 99 A 50 B nPsAF F:400 vk A7 5355 98 al A 1) 1 3
YEHR nPsAF 41,52 5] fidt B FFAE Sy fede JE 0 BR AL, 10 55 o0 5 B0 s A 38 S 350 AR A7 108 — B0 0% ) DA B 35 Gal-3 7K
. BEDT 1A FIW A AR S R R BT E R . SR nPsAF 4B H M Gal-3 W B & THEEXEA, 7
nPsAF 4 SRR J5 2 & #H TG Gal-3 KPR AE REEZEW B & . M Gal-3 7 pr )42 (LAD) 2 1l
nPsAF SHA5UE Rl R J5 52 & (ST a2 . 8618 TE Gal-3 7E nPsAF B35 I 8 7t &, H W] 4057 BU0 nPsAF
SRR T R KBS LAD Bl M ETE K,

[K8BiIA]  Galectin-3 ;.0 5 B 8h ; S 451 TH ik s & &

doi: 10. 13201/j. issn. 1001-1439. 2020. 08. 013

[FES%ES] R541.75 [x#irFEDB] A

Predictive value of Galectin-3 in the treatment of patients with

non-valvular persistent atrial fibrillation after catheter ablation
PENG Zhike YANG Zhiming LU Shenlu

(Department of Cardiology,the Second Hospital of Shanxi Medical University, Taiyuan,030001,
China)
Corresponding author: YANG Zhiming, E-mail:13935153583 @139. com

Abstract Objective: To investigate the expression level of serum Galectin-3 (Gal-3)in patients with non-val-
vular persistent atrial fibrillation (nPsAF), and to explore the predictive value of Gal-3 in the clinical outcome of
catheter ablation in patients with nPsAF. Method:Fifty patients with nPsAF who underwent initial radiofrequency
ablation were enrolled and 52 healthy controls were included as controls. Clinical and laboratory data and serum
Gal-3 levels before radiofrequency ablation were recorded in patients with nPsAF. After 1 year of follow-up, the
recurrence after radiofrequency ablation was judged and recorded. Result:Serum Gal-3 was significantly higher in
patients with nPsAF than in healthy controls. In the nPsAF group, the serum Gal-3 level was significantly in-
creased in patients with recurrence after radiofrequency ablation compared with those without recurrence. Serum
Gal-3 and left atrial diameter (ILAD) are independent risk factors for predicting recurrence after radiofrequency ab-
lation of nPsAF. Conclusion: Serum Gal-3 is significantly elevated in patients with nPsAF and can independently

predict recurrence after radiofrequency ablation. Combined with LAD, serum Gal-3 has a greater predictive value.
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