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Clinical application of milk fat globule-epidermal growth factor 8

in atrial fibrillation
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Abstract: Objective To investigate the correlation between the serum level of milk fat globule-epidermal growth factor
8(MFG-E8) and the occurrence of atrial fibrillation ( AF) in patients. Methods From January 2021 to December
2021, 58 elderly patients with non-valvular AF admitted to Huai’an Hospital of Chinese Medicine were selected and
divided into paroxysmal AF group and persistent AF group(n=29, each), and 29 sinus rhythm inpatients were served
as controls( sinus thythm group) at the same period. The serum levels of MFG-E8, total cholesterol(TC) , triglycerides
(TG) , apolipoprotein A(apoA ), apolipoprotein B( apoB), low-density lipoprotein cholesterol ( LDL-C) , high-density
lipoprotein cholesterol ( HDL-C) and hypersensitivity C-reactive protein ( hs-CRP) and the left atrial diameter ( LAD)
were measured and compared among three groups. Results Compared with those in sinus rhythm group, the levels of
MMG-ES8 significantly decreased, and the levels of LAD and hs-CRP increased in paroxysmal AF and persistent AF
groups( P<0.01). Pearson correlation analysis showed that LAD was negatively correlated with MFG-E8 and positively
correlated with hs-CRP in AF patients( P<0.05). Binary logistic regression analysis showed that MFG-E8, LAD and hs-
CRP were the independent predictors of AF attacks(OR=0.978, 2.109, 19.102, P<0.01). Conclusion In the process
of atrial inflammatory fibrosis, MFG-E8 was negatively correlated with the occurrence and maintenance of AF and can be
used as a prediction index of AF.
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Tab. 1 Comparison of baseline data in each group (n=29)

20 53] B (Bl AFR (S i) WL [HI(%) ] SIEEI(%) ] sEmBI(%) ] BRI B %) ] BMI(z=s)
PO 16/13 69.76+11.82 12(41.4) 21(72.4) 20(69.0) 14(48.3) 23.98+3.41
¥ &k s B 20 17/12 73.24+12.12 11(37.9) 23(79.3) 22(75.9) 12(41.4) 25.02+2.95
FREt B Eig 19/10 74.10+9.14 13(44.8) 24(81.8) 23(79.3) 11(37.9) 26.93+3.54
F/xX* {8 0.669 1.244 0.284 0.943 0.810 0.720 5.914
P 0.716 0.294 0.867 0.624 0.667 0.658 0.004
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*&2 =2 MFG-E8.LAD hs-CR ,LVEF LVDD  ApoA ApoB H.#
Tab. 2 Comparison of MFG-E8, LAD, hs-CR, LVEF, LVDD, ApoA, ApoB among three groups

(n=29, x+s)
(n=29, x+s)

ZH 5 MFG-E8( pg/ml) LAD( mm) hs-CRP (mg/L) LVEF (%) LVDd(mm) ApoA (mmol/L)  ApoB(mmol/L)
SR LA 1050.70+232.20 28.89+2.48 2.77%1.10 52.10£11.50 45.20+7.74 0.96+0.32 0.76x0.13
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F1{4 171.002 119.663 147.876 0.065 0.507 2.266 1.437
P <0.001 <0.001 <0.001 0.937 0.604 0.110 0.243
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Tab. 3 Binary logistic regression analysis of serum MPG-E8,
LAD, hs-CRP, and atrial fibrillation

AR B SE Wald P1E OR 1§
MFG-E8 -0.015 0.004 14.996 <0.001 0.978
LAD 0.746 0.174 18.486 <0.001 2.109
hs-CRP 2.950 1.077 7.508 0.006 19.102
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