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Serum chemerin and Gal-3 expression levels are valuable for predicting patients with atrial fibrillation complicated
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Abstract Objective: To explore the predictive value of serum chemerin and Galectin-3 ( Gal-3) expression levels in
atrial fibrillation (AF) complicated with left atrial fibrosis. Methods: A total of 138 patients with AF who underwent radiofre-
quency catheter ablation for the first time in our hospital from February 2020 to June 2021 were enrolled. According to the
total area of left atrium occupied by low-voltage areas (LVAS) , patients were divided into LVAS < 10% group (73 cases)
and LVAS = 10% group (65 cases). Serum chemerin and Gal-3 levels were detected by enzyme-linked immunosorbent as-
say (ELISA), and their relationship with AF complicated with left atrial fibrosis was analyzed. The ROC curve was drawn to
analyze their predictive value for AF complicated with left atrial fibrosis. Results: Persistent AF, smoking, drinking, TG,
LAD, LVEF, E/A, E/e’, serum chemerin, serum Gal-3 were associated with AF complicated with left atrial fibrosis (P <
0.05). Pearson correlation analysis showed that serum chemerin and Gal-3 levels were positively correlated with left atrial
fibrosis in patients with AF (P < 0.01). The results of multivariate Lgistic regression analysis showed that persistent AF,
decreased LAD, increased serum chemerin level and serum Gal-3 level were independent risk factors for left atrial fibrosis in
patients with AF (OR > 1, P < 0.05). When the cut-off value of serum chemerin level was 147.26 ng/mL, the area under
the ROC curve of predicting AF complicated with left atrial fibrosis was 0. 73, and the sensitivity and specificity were
76.25% and 69.33% , respectively. When the cut-off value of serum Gal-3 level was 56. 39 pg/mL, the area under the
ROC curve for predicting AF complicated with left atrial fibrosis was 0.71, and the sensitivity and specificity were 74.46%
and 68.29% , respectively. The area under the ROC curve for predicting AF complicated with left atrial fibrosis was 0.77.
The sensitivity and specificity were 79.37% and 69.28% , respectively. Conclusion: Serum chemerin and Gal-3 levels are
positively correlated with left atrial fibrosis in patients with AF complicated with left atrial fibrosis, and their levels have a
good predictive value for predicting left atrial fibrosis in patients with AF complicated with left atrial fibrosis.
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fraction, LVEF) .E/A {H .E/eTH.
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15 Gal-3 J2.0 3 Wi 8l J 35 7o 0 s 21 AR AL A 1 57 G I
(P47 <0.05) ,lLF% 3.

k1 24 —HHEHLER

7 B LVAS <10% #8(n =73) LVAS=10% #8.(n =65) S P&
B[4 (%)] 61(83.56) 57(90.48) 0.473 0.491
EX IERED) 61.47 £6.35 62.58 £6.43 1.019 0.310
REFH (kg/m” % +5) 25.78 +2.34 26.24 +2.37 1. 146 0.254
St EH A E (%) ] 36(49.32) 41(63.08) 2.640 0.104
SRR B (%) ] 13(17.81) 14(21.54) 0.304 0.581
AR o B s [ 4 (% ) ] 12(16.44) 17(26.15) 1.955 0.162

£2 WREBHHAKECEFEMNNERE A

R LVAS <10% %1 (n =73) LVAS=10% %1 (n =65) vx i P&
Bars g #l(%) ] 5(6.85) 33(50.77) 33.240 0.000
FIA[ 4] (% ) ] 11(15.07) 27(41.54) 12.074 0.001
MIE [ (% ) ] 10(13.70) 21(32.31) 6.836 0.009
TC(mmol/L, & +s) 4.05+0.63 3.89 +0.59 1.534 0.127
TG(mmol/L, z £5) 1.43 £0.56 1.25 +£0.45 2.065 0.041
LDL-C(mmol/L, % +5) 2.43 +£0.59 2.33 +0.47 1.092 0.277
HbAlc(% , & %5) 5.79 +1.24 5.93+1.38 0.628 0.531
hs-CRP(mg/L, & %) 1.25+0.36 1.15+0.31 1.738 0.085
WBC( x10°/L, & %) 5.78 +1.23 5.83+1.34 0.229 0.820
RBC( x10°/L, % +s) 4.42 +0.53 4.51 £0.62 0.919 0.360
PLT( x10°/L, % £s) 196. 15 +46.38 189.43 +42.56 0.883 0.379
Cr(umol/L, % +5) 72.47 £15.32 73.45 £15.28 0.376 0.708
LAD (mm, % +5) 34.85 +4.53 39.92 +4.67 6.519 0.000
LVEF (% , & +s) 65.32 +6.47 60.58 +7.34 4.032 0. 000
E/A( & %5) 0.82 +0.24 0.91 £0.27 2.073 0.040
E/e(x +5) 11.52 £2.36 12.36 £2.42 2.062 0.041
elem/s, & %5) 6.47 +1.34 6.18 £1.26 1.440 0.152
IVS (mm, & +s5) 10.41 +2.23 10.36 +2. 14 0.134 0. 894
chemerin(ng/mL, & *s) 134.72 +15.38 156.49 +17.32 7.843 0.000
Gal-3(pg/mL, & %5) 53.46 £5.37 62.38 £6.45 8.861 0.000

&3 FWMOFES LA FA RS EZ Lastic B A 247
W& AR BAA SE 14 Wald® 14 P& OR {& 95% CI
B8RS IS 1=2,0=% 1.237 0.269 21. 146 0.000 3.445  2.034 ~5.837
TG 1=>iE%,0=E% 0.724 0.438 2.732 0.098 2.063  0.874 ~4.867
LAD l=<iE%,0=E% 0.549 0.216 6.460 0.011 1.732  1.134 ~2.644
LVEF l=>E%,0=E% 0.638 0.347 3.381 0.066 1.893  0.959 ~3.736
E/A 1=>iE%,0=E% 0.462 0.252 3.361 0.067 1.587  0.969 ~2.601
E/e’ l=>E%,0=E% 0.537 0.325 2.730 0.098 1.711  0.905 ~3.235
£ chemerin 1 = =147.26 ng/mL , 0.841 0.223 14.233 0.000 2.319  1.497 ~3.590
0= <147.26 ng/mL

£ % Gal-3 1 = =56.39 pg/mL, 0.732 0.214 11.700 0.001 2.079  1.367 ~3.163

0= <56.39 pg/mL
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