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[ Abstract] Background Periostin protein is a highly conserved functional protein.However, there are fewer research
on Periostin protein and non—valvular atrial fibrillation. Objective To discuss the relationship between serum levels of TGF- 3
and Periostin protein and non—valvular atrial fibrillation and its mechanism. Methods A total of 61 cases of patients with non—
valvular atrial fibrillation in Second Hospital of Shanxi Medical University from March 2018 to March 2019 as experimental
group, and 27 healthy controls were selected as control group.Gender, age, personal history (including smoking,
drinking ) , previous history (including hypertension, diabetes ) , laboratory indicators (including TC, TG, HDL, LDL,
TGF-@, Periostin protein ) and left atrial diameter were compared between the two groups. Pearson correlation analysis was
used to investigate the correlation in serum TGF- 3, Periostin protein and left atrial diameter; multivariate Logistic regression
analysis was used to analyze the influencing factors of non—valvular atrial fibrillation. Results Serum levels of TGF-f ,
Periostin protein in experimental group were higher than those in control group, left atrial diameter in experimental group was

bigger than that in control group ( P<0.05) . Pearson correlation analysis showed that, serum TGF- level was positively
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correlated with Periostin protein ( 7=0.366) , left atrial diameter (7=0.302) , respectively ( P<0.05) , Periostin protein

level was positively correlated with left atrial diameter (7=0.320, P<0.05) in patinets with nonvalvular atrial fibrillation.
Multivariate Logistic regression analysis showed that, serum TGF- level ( OR=1.001, 95CI (1.000, 1.002) ), left atrial
diameter [ OR=0.780, 95%CI( 0.682, 0.891 ) ] were independent influencing factors of non—valvular atrial fibrillation( P<0.05 ).

Conclusion Periostin protein is positively correlated with TGF—- 3 in patients with non—valvular atrial fibrillation, and serum

TGF-B level is influencing factor of non—valvular atrial fibrillation.It is further speculated that TGF- may induce myocardial

fibrosis by promoting secretion of Periostin protein, and they may also cause non—valvular atrial fibrillation by affecting atrial

remodeling.
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Table 1 Comparison of clinical data between the two groups
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t (x> 2.994° 1.515 0.268" 0.160" 1.429° 0.253"
P{E 0.084 0.134 0.604 0.689 0232 0.615
a5 L ERATER (x25) LT
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Table 2 Variable assignment on influencing factors of non-valvular atrial

fibrillation
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Table 3 Multivariate Logistic regression analysis on influencing factors of

non—valvular atrial fibrillation

ApE B SE Waldx’f8  OR (95%CI) P

TGF-B 0.001  0.001 5303 1.001(1.000, 1.002) 0.021

e BN 0249 0.068 13271 0.780(0.682, 0.891) 0.001
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Figure 1  Scatter plot for relationship between serum TGF- 8 and Periostin

protein in patients with non-valvular atrial fibrillation
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Figure 2 Scatter plot for relationship between serum TGF- and left

atrial inner diameter in patients with non-valvular atrial fibrillation
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Figure 3  Scatter plot for relationship between serum Periostin protein and

left atrial inner diameter in patients with non—valvular atrial fibrillation
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