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Abstract Objective: To investigate the regulation and clinical significance of NLRC4 and Caspase-1 in the de-
velopment of atrial fibrillation by detecting the expression levels of NLRC4 and Caspase-1 in the serum of atrial fi-
brillation patients. Methods: A cross-sectional study was conducted to select 200 ATRIAL FIBRILLATION pa-
tients treated in our hospital from December 2020 to December 2021, including 61 patients in the paroxysmal atrial
fibrillation (PaAF) group. There were 71 patients in the persistent atrial fibrillation (PeAF) group and 68 patients
in the permanent atrial fibrillation (PmAF) group. A total of 90 patients with sinus rhythm (SR) were selected as
the control group. The levels of NLRC4 and caspase-1 and the expression of pathway proteins in serum were
measured by ELISA and Western blot, and the correlation between NLLRC4 and ILAD was analyzed. Results: Com-
pared with the control group, the expression levels of NLRC4 and Caspase-1 in PaAF, PeAF, and PmAF groups
were significantly increased (P <C0. 01). Compared with the PeAF group. the expression levels of NLRC4 and
Caspase-1 in the PmAF group were significantly increased (P<C0.01). Compared with the PaAF group. the ex-
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pression levels of NLRC4 and caspase-1 in PeAF and PmAF groups were significantly increased (P<C0.01). The

expression levels of NLLRC4/Caspase-1 proteins were up-regulated by Western blot. The Pearson method was used

to analyze the correlation between NLLRC4, Caspase-1, and LAD. The results showed that the concentration of NL-

RC4 was positively correlated with Caspase-1 and LLAD in all experimental groups (=0. 540, 0. 516, P<C0. 001),

Caspase-1 was positively correlated with LAD (r=0. 363, P<C0. 001). Conclusion: The expression levels of NLRC4

and Caspase-1 in the serum of atrial fibrillation patients are significantly increased, and there is a certain correla-

tion with LAD. The activation and expression of NLRC4/ Caspase-1 may be related to the occurrence of atrial fi-

brillation.
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Table 1 Comparison of clinical baseline data BlC%) . X+S
=X Xt BE2H (90 i) PaAF 4 (61 ) PeAF 41(71 1)  PmAF 41 (68 i) F/y* P {H
5 46(51. 11D 33(54.09) 38(53.52) 35(51.47) 2.579 0.461
HBP 42(46.67) 33(54.09) 35(49.29) 37(54.41) 3. 806 0. 283
SH 20(22.22) 14(22.95) 18(25. 35) 10(14.71) 1. 218 0. 749
DM 9(10.00) 8(13.11) 11(15.49) 9(13.24) 4. 270 0.118
Cl 17(18.89) 13(21.31) 15(21.13) 13(19.12) 3.552 0.169
s/ % 65.81410.79 69.7049. 24 70.23410. 66 66.4449. 46 3.625 0.014
WBC/(X10°/L) 6.10+1.61 6.04=+1.56 5.9941.58 6.3141.93 0.512 0.674
SBP/mmHg 139.98+16.97 136.95+21.73 134.87+19.16 136.99+18. 90 0.988 0.399
DBP/mmHg 87.98+12.8 85.98+14.04 86.66+13. 66 86.65+13.61 0. 301 0. 824
TG/(mmol « L™ 1) 1.4440.88 1.5440.87 1.4440.99 1.4140.79 0.252 0. 861
Glu/(mmol « L") 5.59+1.33 5.96+1.61 5.87+£1.73 5.68+1.39 1.185 0.316
Ser/(pmol « L™1) 67.6+11. 86 68.33414.76 70.86416. 39 67.74418. 25 0.725 0.538
ALT/(U-L™ " 21.67410. 33 24.49412. 25 24.21412.31 23.684+11.09 1. 006 0. 390
AST/(U LY 24.47+5.81 27.13%9.99 26.42+8.08 26.06+11.72 1. 249 0.292
LVEF/% 59.2245. 40 57.03+4. 34 53.4646.03 50.1347. 67 36.628 <C0.001
LVEDD/mm 46.29+4.06 48.53+4.78 50. 87+5. 28 54.3746.25 34.866 <C0.001
FS/ % 32.90+3.16 31.02+4. 46 28.6317. 64 24.60+£6.15 31.398 <C0.001
AD 0C(0) 57(93.44) 63(88.73) 61(89.70) 0.309 0. 857
ACD 0C(0) 57(93. 44) 68(95.77) 65(95.59) 1.021 0. 600

H‘EHBP r%IIfIleE,SHWWEE ,DM%W%,CIMER,WBC I':léHiH@,SBPHQ%E,DBPET’%E,TGJFHEEEHE,GIuJI[[
B s Ser: UL s ALT : 28 N 85 &Ml ; AST . 28 FH & i ; LVEF: £ F § 140 %0 LVEDD: £ R &7 sk K N2 FS: 2.0 B 46 /8 5

B AD: R ; ACD: HLEEZS Y .
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Table 2 Comparison of NLRC4,Caspase-1,CRP and LAD in patients with atrial fibrillation in different groups

X+£S
RN X HE 25 (90 ) PaAF 41 (61 )  PeAF 4 (71 f) PmAF 468 %)  F{d P14
NLRC4/(ng + mL~1) 5.314+0.37 5.9840. 44" 6.3240. 35" 6.6140.2479% 199,806 <C0.001
Caspase-1/(U » mL™")  34.26+2.92 37.0443. 06V 38.3143.650Y  41.10£3.09V%Y 66,643 <C0.001
CRP/(pg+ L7 2.80+2.67 5.2941. 597 8.4745.6920  13.47412.93VY 31,721 <C0.001
LAD/mm 31.7244.99 37.6844.83% 41,166,707 43,557,162 59,418 <C0.001

Sx A, P<<0.01,2 P<<0.05;5 PaAF 4 H %, P<C0.01,"” P<0.05; 5 PeAF 41 b4, P<<0. 05,
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