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Abstract Objective: To investigate the expression of clock genes REV-ERBa and RORa in patients with atri-
al fibrillation(AF), and to explore the possible mechanism and related clinical value of their involvement in the oc-
currence and development of AF based on inflammatory regulatory pathways. Methods: A total of 88 patients di-
agnosed with AF hospitalized in the Affiliated Hospital of Yangzhou University and Jiangsu Subei People’s Hospi-
tal from April 2022 to October 2022 were selected, 37 patients in the paroxysmal atrial fibrillation (PaAF)group
and 51 cases in persistent atrial fibrillation (PeAF) group. In addition, 43 healthy subjects were selected as the
control group from the physical examination center during the same period. The mRNA expression of REV-ERBa«
and RORa was detected by qRT-PCR. The expression of NLRP3 protein in plasma was detected by ELISA. The
general information and laboratory test indexes of the three groups were compared, Spearman was used for corre-

lation analysis. Receiver operating characteristic (ROC) curve was used to evaluate the auxiliary diagnostic effica-
cy of REV ERBa. RORa. NLRP3 and left atrial diameter (LAD) in AF. Results: The level of REV-ERB« in PaAF
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and PeAF groups was significantly lower than that of control group (P<C0.01), but there was no significant difference

between PaAF and PeAF groups. The level of RORa in PeAF group was significantly lower than that in control group

and PaAF group (P<C0.01), but there was no significant difference between PeAF group and control group. NLRP3 and

LAD increased significantly with the development of AF (P<C0.01). REV-ERBa and Rora were negatively correlated

with NLRP3 and LLAD in AF patients, while NLRP3 was positively correlated with LAD. Multivariate Logistic regres-

sion analysis showed that REV-ERBa, NLRP3 and LAD were the influencing factors for the occurrence and development
of AF. ROC curve analysis results showed that REV-ERBa, RORa, NLRP3 and LLAD had certain predictive value for
the occurrence of AF. Conclusion: In the peripheral blood of patients with atrial fibrillation, the expression of REV-ERBa
and RORa« is decreased, while the expression of NLRP3 is increased. REV-ERBa and RORa may be involved in the oc-

currence and development of AF through inflammation and atrial remodeling mechanism, and have predictive value for the

occurrence of AF.
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1.3.2 REV-ERBa. RORa mRNA K NLRP3 {4 K
il MREV-ERBa, RORamRNA #:l ; Bt i RNA fi#
Vi S DR B R W ' B AR i 185 & U B K RNA 338
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Table 1 Primer sequence
A W 5'-3" B Tr-3" FAD
GAPDH GGAGCGAGATCCCTCCAAAAT GGCTGTTGTCATACTTCTCATGG
REV-ERBa GCAAGGGCTTTTTCCGTCG GCGGACGATGGAGCAATTCT
RORa ACTCCTGTCCTCGTCAGAAGA CATCCCTACGGCAAGGCATTT
K2 JHEE MANMMIRENETIBRILE

Table 2 General data and laborator yexamination indexes (%), X =S, M(P,; . P5)
it H X HEZH (43 1) PaAF 20 (37 1D PeAF 4 (51 D F/y*/H P1i
W/ % 63.00410. 37 68.60+12. 38" 72.3247. 46V 10.093  <€0.001
PERICB /Lo 23/20 17/20 29/22 1. 042 0.594
BMI/ (kg » m 2) 24,9943, 34 25.1043. 25 24.4643. 40 0.491 0.555
2 4 6(14.0) 7(18.9) 9(17.6) 0.394 0.821
el 6(14.0) 5(13.5) 8(15.7) 0.077 0. 962
e 1L 9 23(53.5) 21(56. 8) 36(70.6) 3.273 0.195
i PR 9 8(18.6) 9(24.3) 9(17.6) 0.663 0.781
RN 16(37.2) 20(54. DV 33(64. 7)Y 7.115 0.029
1 10 1 Rl 2(4.7) 11€29. DY 32(62. HP? 36.523  <C0.001
LAD/mm 33.2143.75 36.5044. 50V 43. 9045, 99V 41.914  <C0.001
25 M ML BE/ (mmol « L°1) 5.20(4.79,5.86) 5.25(4.76,6.48) 4.8(4.31,5.57) 3.456 0.178
FRER/(pmol « L™1) 354.224-83. 83 356. 704121, 65 399. 534-130. 36 3.238 0. 980
WA/ (UL " 23.00(18.00,30.00)  21.00(17.00,30.00) 22,00 (16.95,33.00) 0. 686 0.709
RE&HAmR/(U-LH 27.1646. 20 27.06438. 86 30.3249. 90 3. 655 0.161
TC/(mmol « L.™1) 3.5740.68 3.9540.82 3.7740.92 2.183 0.117
TG/(mmol « L™1) 1.47(1.12,1. 91D 1.64(1.33,3.09) 1.54(1.14,2.35) 4. 031 0.133
LDL/(mmol + L™1) 1.7440. 63 2.0940. 64 2.0840.76 3.595 0. 050
HDL/(mmol + L™1) 1.07+0.21 1.1440. 29 1.0540. 24 1.506 0.226
REV-ERBa 1.04€0.75,1. 45) 0.32(0.20,0.93)" 0.20(0.11,0.41)Y 51.756  <C0.001
RORa 1.0540. 32 1.0140. 51 0.7240.42"? 19.809  <C0.001
NLRP3/(ng * mL™") 0.51(0. 33,0.75) 0. 62(0. 34,0.93) 1.07(0.55,1.44)P%  20.134  <C0.001

Sxt R4 A, P<<0.05; 5 PaAF 41 4,2 P<<0. 05,
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2.7 REV-ERBa,RORa,NLRP3,LAD 4 4~ $§#5 £3 BHFE L5 % logistic B 3H T BB E
PZW AF 9 ROC 457 Table 3  Variableassignment
ROC M43 AF 75 MR8 &% REV- EES R AEL
ERBa.RORa,NLRP3.LAD 1E & 5 75 4, gF 47 AF %t =0,PaAF=1,PeAF=2
ROC # £ 43 #7. 45 B & 7% . REV-ERBa, RORa, ek L E=0h=1
NLRP3.LAD X} AF #8 54 — & i B 0 1. 0L Lkt L=0.H=1
#*= 5.Kl 5,
x4 AFZMEZRNEF E 52 logistic B A5
Table 4 Influencing factors of atrial fibrillation analyzed by logistic regression model
95%CI
ESES B SE Wald P
TR R
AR 0.043 0. 022 3. 686 0. 055 —0.001 0. 086
RN ] 0.311 0.462 0.453 0.501 —0.59%4 1.215
T8O ST R —1.162 0.532 4. 780 0.029 —2.204 —0.120
REV-ERBa« —2.176 0.573 14.426 <C0. 001 —3.298 —1.053
RORa —0. 346 0.532 0.424 0.515 —1.389 0.696
NLRP3 0.123 0. 059 4. 355 0.037 0. 007 0.238
LAD 0.159 0. 044 12.995 <C0. 001 0.072 0. 245
& 5 REV-ERBo.RORa . NLRP3.LAD Xt AF gy F iUl 4 &
Table 5 Predictive value of REV-ERBa,RORa,NLRP3 and leftatrial diameterfor atrial fibrillation
i B AUC95%CI) cut off REgE YR P {8
REV-ERBa 0.8722(0.8124~0.9320) 0. 6650 0.7126 0.9524 <C0. 0001
ROR« 0.6709(0.5800~0. 7619) 0.3203 0.4598 0. 8605 0.0016
NLRP3 0.6751(€0.5774~0.7728) 0.3140 0.5698 0.7442 0.0012

LAD 0.8290(0. 7582~0. 8998) 0.5740 0.8068 0.7674 <£0. 0001
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