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[ Abstract] Objective To investigate the relationship between junctophilin-2 (JP2) and fibroblast growth factor 23
(FGF23) and atrial fibrillation complicated with heart failure. Methods A total of 44 patients with atrial fibrillation admitted
to Hebei General Hospital from 2020 to 2022 were selected as the atrial fibrillation group, 65 patients with atrial fibrillation
complicated with heart failure were selected as the atrial fibrillation complicated with heart failure group. Clinical data were
compared between the two groups. Univariate and multivariate Logistic regression analysis were used to analyze the influencing
factors of atrial fibrillation complicated with heart failure. Results There were significant differences in the heart rate, proportion
of history of coronary heart disease, proportion of history of hypertension, creatinine, urea nitrogen, glomerular filtration rate (GFR) ,
uric acid, JP2, N—terminal pro—brain natriuretic peptide (NT—proBNP) , left ventricular end—diastolic diameter (LVEDD) , left
ventricular end—systolic diameter (LVESD) , left ventricular ejection fraction (LVEF) , right ventricular diameter, and right atrial
diameter between the two groups (P < 0.05) . Univariate Logistic regression analysis showed that the JP2, NT-proBNP, LVEDD,
LVESD, LVEF, right ventricular diameter, and right atrial diameter may be the influencing factors of atrial fibrillation complicated
with heart failure (P < 0.05) . Multivariate Logistic regression analysis showed that the JP2 [OR=0.947, 95%CI (0.910, 0.986) |,
NT-proBNP [OR=1.001, 95%CI (1.000, 1.001) ] were the influencing factors of atrial fibrillation complicated with heart failure (P
< 0.05) . Conclusion JP2 is the influencing factor of atrial fibrillation complicated with heart failure, no association was found
between FGF23 and atrial fibrillation combined with heart failure.
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Table 1 Comparison of clinical data between the two groups

A R S
A (nedd) SO (no65)  itiE T

R (Res, %) 700112 737118 1627 0.107
R (Fi) 2321 45120 3216" 0073

BMI (x5, kg/m’) 26.0£4.0 252434 1.030° 0305
D& (X£5, Wmin) 78+21 89 +24 2439" 0016
SBP (x+s, mmHg) 138+18 132+23 1492"  0.139
DBP (%+s, mm Hg) 79+ 14 8118 0.602"  0.548
AR [n (%)) (31.8) 15 (23.1) 1027 0311
BRI (n (%) ) 11 (25.0) 9(138) 2179"  0.140
LA [n (%) ) 22 (50.0) 9(138) 16.852" <0001
i (n (%) ) 38 (86.4) 37 (569) 10.596"  <0.001
JidEsEst (n (%) ) 10 (22.7) 25 (38.5) 2.980"  0.084
MEH (x5, gl) 135+ 18 13124 LI10"  0.269
BT (x+s, x10°L)  66+15 7021 1239" 0218
AST (x5, UL) 218472 206+156 0099 0921
ALT (%25, UL) 18.0+10.0 207£164 0994 032
JIURF (x+s, pmolL) 76.7+21.0 173571 4516° <0.001
JREA (x5, mmol/L) 59+20 9.6+6.2 3941 <0.001
GFR (x#s, ml/min) 79.8+17.9 596+256  4530' <0.001
R (%+s, pmolll) 344+ 104 476 £ 151 5071 <0.001
SEEHM (x5, mmol/L) 1.60+ 1.08 1.26+0.88 1.804°  0.074
LDL-C (x5, mmol/L) 2522082 233+080 1204 0231
D-ZIk (xx5, mgl) 0.6+04 0915 1344 0.182
P2 (x+s, ng/L> 5617 44114 4079"  <0.001
FGF23 (x5, ng/l) 444 1163 464 +135 0.692" 0490
NT-proBNP (M (QR) , ng/L) 713 (1109) 4867 (4529)  7.494° <0.001
LVEDD (x5, mm) 478+47 533494 3.580°  0.001
LVESD (x5, mm) 315£4.0 408+115 5127 <0.001
LVEF (x+s, %) 623+6.7 470£154  6203" <0.001
KEOBNE (X£s, mm) 44.6+8.2 47894 1817 0.072
HLERRE (x£s, mm) 329434 36.5+6.1 3541 0.001
HLBEARE (x£s, mm) 35.8+5.3 403+8.1 3291 0.001
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Table 2 Univariate Logistic regression analysis of influencing factors of

atrial fibrillation complicated with heart failure
Tkt B SE Waldx’ff  Pfd
JP2 -0.050  0.014 12897 <0.001 0951 ( )
NT-proBNP  0.001 0.000 19765  <0.001  1.001 (1.001, 1.002)
LVEDD 0.099  0.031 10.399 0.001  1.104 (1.037, 1.172)
LVESD 0.153 0.040 14955 <0.001 1.166 (1.078, 1.260)
( )
( )
( )

OR (95%CI)
0.925, 0.977

LVEF -0.125  0.030 18032 <0.001 0.882 (0.833, 0.935
HOENE 0156 0.049 10.094 0001  1.169 (1.062, 1.287
HOBERE 0102 0.034 9.203 0002 1107 (1.037, 1.183
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