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ABSTRACT Objective: Atrial fibrillation is one of the most common arrhythmias. The mechanism of atrial fibrillation is not yet
clear. A number of previous studies have shown that adipokines, including leptin, visfatin, are closely related to cardiovascular diseases.
In this study, the relationship between leptin, visfatin and atrial fibrillation was investigated. Methods: In this study, the secretion levels of
leptin and visfatin in peripheral blood and epicardial adipose tissue of AF group and control group were detected. To explore the relation-
ship between leptin, visfatin and AF. Results: The average concentration of visfatin in peripheral blood serum of atrial fibrillation group
was 15.95+ 10.44 ng/mL, and the sinus rhythm group was 20.28+ 12.90 ng/mL, and there was not statistically significant (P=0.169); The
average concentration of leptin in peripheral blood in the atrial fibrillation group was 1.48 ng/mL, and in the sinus rhythm group was 2.56
ng/mL. The comparison between the two was statistically significant (P=0.0027). Serum leptin levels in the sinus group were significantly
higher than those in the atrial fibrillation group; In epicardial adipose tissue, the expression of leptin in the atrial fibrillation group was
significantly lower than that in the control group (P=0.032), while the expression of visfatin was not statistically different between the two
groups (P=0.06). Conclusions: The incidence of atrial fibrillation can be reduced by high levels of leptin in peripheral blood serum and
epicardial adipose tissue. The levels of visfatin in peripheral blood serum and epicardial adipose tissue in patients with atrial fibrillation
was not significantly different from those with sinus rhythm. Therefore there may not be a correlation between visfatin and atrial fibrilla-
tion.

Key words: Atrial fibrillation; Adipokines; Leptin; Visfatin; Sinus rhythm

Chinese Library Classification(CLC): R541.7 Document code: A

Article ID: 1673-6273(2023)17-3283-06

* FEEIH  RIITT e te X BEyF AN X R ARHIFEE (2020021)
VEZ A SRIRRN (1973-), FATBEIM, 15 , RS 05 1 O BREh A AL B HRAY Y O 3 A AJAYT , E-mail: drzhanglili@163.com
o EIRMERE B (1992-) 4 WA, FEDFFR T O S H , E-mail: 815567693@qq.com
(Wi F1111:2023-02-20 #3237 F1181: 2023-03-17)



- 3284 .

DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol23 NO.17 SEP.2023

LY

Al S

> 5 BN ( Atrial Fibrillation, AF )& — b UL 0O EER 4,
AF RIFHLHIE 2, BARBLHI AR . BEAEAFSE R W AF BhO
IR 2R A 45 A EE A R b A L TR T A 24 ) R A T R A
IRIT MO LT AEA S BN 250 A ENARMES 5% . R L T AR
I PRI YRR AN R X Tl DR RAT T T2 T R A4
bR, ALLLEE B WUES 2R 55, W] AR A e el o ) K
SR E] AR, ARSI X5 T AF R B A= 4
bR ARG R I, BRI R rh Y98 2 (Leptin) N iR
# (Visfatin) 55 AF 53¢ R %) RS2 ELARNE B A 15 09,
Jig 107 PR - T 3 2ok 4 R IR AR T AF 72 AR S0, #E T 2 50 LT 4k
b, BRAEARET AE AL RUMEF AE AL IOV T, PO B 2R 5 RMIE O 2R
HRIERC, ARBFSEE XS L AF B NEM DR AR
AR R WM FB AR IR R 7R . NIEE S AF
xR

| AR i

1.1 SETe#r#
il#| & (24 H Raybiotech 4\ &) i) Human leptin Elisa Kit .,

Human visfatin Elisa Kit) | Ifil i . .0 7N G A 2H 2146
1.2 IR

AR FERAE 43 £, FEEH 45 £ TR 2
PRGERY o FAR AU B BT L RS o R L 3R SCIe X 4 i S )
I FE A, 1000% g B0 20 434, BLiEWRE T EP 4
o, -80°CUKFRIRIE . AT D NEAMBIFAR B i 5 4, SEH
5 2 AR ERELCAMERE T2 5 mg, BB -80°C ykAd h
Fo WIFARIS  Jufe N (FF)[2020]55(021A )5,

P BB AGEARAE: AR 2016 AERRU oM 2 D B
FEIEWI R AF, SEE R ASRARIE : £ R ok e KA (Rl o mT HE
Bk AF HoAsEM O, HEBRPRME 95K AL UG R E AL L
993 e R U RO RS L BB SRR ™ E R M R
W CEFEDREASY (FREEE =60 UL, JLEF =120
pwmol/L) CEPk b AR — ek s nl e R R B R Y AF (1R
Wi GOALR AR ) R F IR A S ISR RES MR
B T — IR ABERS CL 28 AE RIS

ATERY 43 5] AF BEA 21 6 B L0 B Esh, 22 4k
FREE OB ENEN o R b EUR A DR s 1 AR 4 4RR4E
X B BGOSR I L0 2% S 3, FOXT FEZH R s B2 e A
RRIIAZK 1 Mk 2,

1 BEULMERSFALKBIAEEERER

Table 1 Basic data of patients with atrial fibrillation whose epicardial adipose tissue was retained

NO. Sex Age(Y) Primary diagnosis Type Duration Method
1 Female 58 CHD AF HF persistence 1Year CABG
2 Male 49 CHD AF HF persistence 2Year CABG
3 Female 58 CHD AF HEPericardial effusion paroxysmal 3-5Day CABG+RF
Pulmonary infection
4 Female 66 CHD AF Pericardial effusion persistence 3Year CABG
5 Female 59 CHD AF Hpertension persistence 2Year CABG
Note: Coronary atherosclerotic heart disease( CHD), Radiofrequency ablation (RF), Coronary artery bypass grafting(CABG).
2 BEULODSMERER ALK RABEEATR
Table 2 Basic data of patients in control group whose epicardial adipose tissue was retained

NO. Sex Age(Y) Primary diagnosis Method

1 Male 54 CHD T2DM Hpertension CABG

2 Female 57 CHD Hpertension CABG

3 Female 54 CHD T2DM CABG

4 Female 56 CHD HF CABG

5 Male 59 CHD Hpertension CABG

Note: Type 2 diabetes( T2DM ).

1.3 K54
S LML O RS 2H (n=43 ) FISEPE O R4 (n=45)
DAMEE BT . O B EREh2H (n=5 ) FISEPE L (n=5 ) .
1.4 ELISA E#& N5 E M i iE A EE . NIEEKTE
{1 JF1 Elisas 137 €30 5 B B4 Aot B8 26 A1 J8) 1l 37 v iy 8
ENA)IEE iR
1.5 Real time-PCR #&il0SMERERF AL HEE . WIEEMNRIE
(1)RNA $2I
(2) cDNA &1,

(3)Real time-PCR JZ Wik &

0 PCR 5%

5197538 5 GenBank SE K UK R N JE R AN G R 5
I mRNA J$51, RIES Wit s 0], A P
Primer5.0 #4753+

0 JWARZ 2% GoTaq® qPCR Master Mix 10 pL, 35|
P10 uM) 0.4 wL, FHE5[4)(10 uM)0.4 wL,cDNA 1 uL, Jot%
fR7K 8.2 wL,

(4)Real time-PCR J" 342 %
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Table 3 Comparison of measurement data

Variable Control group AF group Satistic P
Age(Y) 64.36+ 9.97 69.3% 11.46 -2.16 0.0333
Total cholesterol (mol/L) 4.7 (4.22-5.49) 3.81 (3.3-4.74) 17.1443 <0.0001
Triglyceride (mol/L) 1.68 (1.18-2.15) 1.02 (0.79-1.54) 17.2146 <0.0001
HDL-C(mol/L) 1.1 (0.94-1.3) 1.13 (0.9-1.3) 0.0014 0.97
LDL-C(mol/L) 2.92+ 0.75 2.33% 0.66 391 0.0002
Cystatin C (mg/L) 0.73 (0.66-0.84) 0.88 (0.72-1.01) 7.7778 0.0053
Creatinine (pmol/L) 71.5 (59.4-85.5) 80.7 (68.3-99) 4.0978 0.0429
Uric acid (wmol/L) 353.3 (282.5-384.4) 357.1 (245.6-450) 0.0829
® 4 HEAEMBRE
Table 4 Comparison of counting data
Variable Classification Control group AF group Satistic P
Male 14 (31.11) 27 (62.79) 8.8683 0.0029
Sex
Female 31 (68.89) 16 (37.21)
No 23 (51.11) 21 (48.84) 0.0455 0.8311
Hypertension
Yes 22 (48.89) 22 (51.16)
No 35(77.78) 35(81.4) 0.1769 0.6741
Diabetes
Yes 10 (22.22) 8 (18.6)
No 37 (82.22) 37 (86.05) 0.2404 0.6239
Angina pectoris
Yes 8(17.78) 6(13.95)
No 42 (93.33) 40 (93.02) - 1.0000
Myocardial infarction
Yes 3(6.67) 3(6.98)
No 45 (100) 42 (97.67) - 0.4886
Stroke
Yes 0 (0) 1(2.33)
Peripheral vascular No 44 (97.78) 37 (86.05) - 0.0554
disease Yes 1(2.22) 6(13.95)
No 35(77.78) 26 (60.47) 3.0988 0.0783
Smoking
Yes 10 (22.22) 17 (39.53)
No 40 (88.89) 30(69.77) 4.9412 0.0262
Drink alcohol
Yes 5(11.11) 13 (30.23)
Body Mass Index <25 26 (57.78) 32(74.42) 2.71 0.0997
(BMI) > 25 19 (42.22) 11 (25.58)
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Table 5 Comparison of cardiac ultrasound data

Variable Control group(mm ) AF group(mm ) Satistic P
Left ventricular ejection
) 59 (58-60) 55 (45-59) 9.8205 0.0017
fraction
Left ventricular
45.13% 6.01 49.37+ 7.23 -3.00 0.0036
end-diastolic diameter
Right ventricular
23 (21-26) 26 (23-31) 6.7906 0.0092
end-diastolic diameter
Ventricular septal thickness 8 (8-10) 8(8-9.2) 0.6473 04211
Left ventricular posterior
8 (8-10) 8 (8-9) 1.8681 0.1717
wall thickness
Left atrial diameter 3491+ 4.8 4244+ 7.62 -5.52 <0.0001
Right atrial diameter 33 (31-36) 39 (32-45) 7.3012 0.0069
2.3 FEERAEINE L FENERMEE TR 2.56 ng/mL, X BEZH v i) i3 98 2R KB ik s

Dy WAL T8 3R B4 Dy 1.48 ng/mL, SEVEOHL OB BREZL(P=0.0027) (3£ 6) .

R o6 FEAMNBHEERSENLER

Table 6 Comparison of leptin content between atrial fibrillation group and control group

Groups Mean concentration( ng/mL ) Satistic
AF group 1.48(0.37-2.8) P=0.0027
Control group 2.56(1.21-3.62)
2.4 WEERTEINE ML HE NS R A ELEE T OAA AN M A RE R 20.28+ 12.90 ng/mL, P4

P BRA SN I P NS R T2 BE D 15.95% 1044 ng/mL,  HUBOR LI R G0312722 5+ (P=0.169) (% 7).

%7 REANMMBANEESBHLLE
Table 7 Comparison of visfatin content between atrial fibrillation group and control group
Groups Mean concentration (vt s) Satistic
AF group 15.95+ 10.44 ng/mL P=0.169
Control group 20.28+ 12.90 ng/mL

2.5 Real time-PCR . 0 AMENEITAH R R (NIERAYRE IR (P=0.032), WNIERAEWAHTHIRBLRESR I #2R
OAMERRITH A I8 RAE G EH P Rk B E LT (P=0.06)(5K 8).

& 8 LIMRBERA LR hEER  MAERHRIAKTE

Table 8 Expression levels of leptin and endolipin in epicardial adipose tissue

Variable Control group AF group Satistic P
Leptin 0.82+ 0.4 0.42%+ 0.29 3.810 0.032
Endolipin 8.15+ 5.83 19.28+ 9.77 -2.188 0.06
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