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Abstract  Objective: To investigate the relationship between miR-199-3p and atrial fibrosis and its effect on
cardiac fibroblast proliferation. Method : One hundred patients with atrial fibrillation hospitalized in our centre from
November 2018 to November 2019 were selected consecutively,and 50 non-atrial fibrillation patients matched with
baseline data were selected as the control group. qRT-PCR was used to detect the expression of miR-199-3p. The
diagnostic value of miR-199-3p in atrial fibrillation was analyzed by ROC. Pearson correlation was used to analyze
the correlation between miR-199-3p and left atrial fibrosis. Cell proliferation activity was determined by CCK-8,
qRT-PCR was used to detect the mRNA expression level of Ki67,Cyclin D1,Collagen I and Collagen IIl. Finally,
the target genes of miR-199-3p were determined by double luciferase reporter assay. Result: The expression level of
miR-199-3p in peripheral blood [ (0.3840.31) : (1.25%£0.89), P<C0.01] and atrial tissues [ (0. 480, 03) :
(1.0040. 12) , P<C0. 01) Jof patients with atrial fibrillation was down-regulated compared with control.and the ex-
pression level in persistent atrial fibrillation was lower than that in paroxysmal atrial fibrillation [ (0. 4240, 20 *
(1.0840. 48), P<<0. 01]. The miR-199-3p ROC curve analysis of AF showed that the area under the curve was
0. 90 with a sensitivity of 81% and a specificity of 76 %. Moreover, the miR-199-3p ROC curve analysis of persis-
tent AF showed that the area under the curve was 0. 91 with a sensitivity of 98% and a specificity of 73%. Pearson
correlation analysis showed that miR-199-3p was negatively correlated with the degree of left atrial fibrosis (r=

—0. 863, P<<0.01). Compared with the control group.silencing the expression of miR-199-3p promoted fibroblast
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proliferation and fibrosis,but overexpression of miR-199-3p inhibited cell proliferation and fibrosis ( P<C0. 05). At

last, luciferase reporter assay confirmed that SP1 was the direct target gene of miR-199-3p. Conclusion: miR-199-3p

is negatively correlated with left atrial fibrosis,and miR-199-3p negatively regulates fibroblast proliferation and fi-

brosis by targeting SP1 which contributes to atrial structural remodeling in atrial fibrillation. Therefore, miR-199-

3p is expected to be a potential non-invasive diagnostic biomarker for atrial fibrillation and can also be a predictive

biomarker of fibrosis.

Key words atrial fibrillation; miR-199-3p; fibroblast proliferation;structural remodeling; SP1
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Figure 1 ROC curve analysis of the diagnostic value of miR-199-3p in atrial fibrillation and its relationship with left atrial

fibrosis
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Figure 2 Effects of miR-199-3p on fibroblast proliferation and fibrosis
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Abstract

valve replacement and to establish a nomogram model for predicting the risk of severe ventricular arrhythmia after

Objective: To investigate the independent risk factors of severe ventricular arrhythmia after heart

heart valve replacement. Method: A retrospective analysis of 275 patients undergoing cardiac valve replacement in
the Department of Cardiac Vascular Surgery from Huaxi Hospital from December 2016 to December 2018 was en-

rolled. Univariate and multivariate logistic regression analysis was performed to obtain independent risk factors
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