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Establishment of atrial remodeling model with chronic intermittent hypoxia
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Cardiovascular Disease, Tianjin Institute of Cardiology, Tianjin 300211, China )

Abstract Objective: To establish fibrosis model of atrial fibrillation (AF) through chronic intermittent hypoxia in rat. Methods: Sixteen
SD male rats were randomly divided into chronic intermittent hypoxia group (model group) and control group (n = 8). Model group rats were
placed in a chamber, which was periodically filled with nitrogen and oxygen. The time for filling with nitrogen was 210 s, and the time for
filling oxygen was 90 s, Concentration of oxygen in chamber was between 8% and 21%. Control group was not intervened. The rats were
sacrificed after the examination of echocardiography in the thirty—first day. The tissue of atrial was taken for Masson stain to analyze the
degree of atrial fibrosis. Results: The degree of atrial fibrosis in model group was significantly higher than that in control group (P<0.05). The
pressure of pulmonary artery in model group was significantly higher than that in control group. Conclusion: Chronic intermittent hypoxia
can lead to atrial fibrosis in rats, which can be used as an important research platform for AF and atrial remodeling.
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Fig 1 Establishment of the atrial remodeling model with chronic

intermittent hypoxia
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Fig 2 Process of cardiac color Doppler ultrasound examination
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Tab 1 Comparison of collagen fraction between two groups (x=s,% )

45 ZEBEE(400 ) P AR E(400 f) ZEIRAE(200 1) P AR ER(200 F5) P
AL 4.26+3.94 <0.001 4.92+4.79 5.92+4.74 0.076 7.67+4.12 0.003
2 4 1.00+0.77 1.05+0.72 2.44+1.95 3.57+1.83
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Tab 2 Results of cardiac color doppler ultrasound for the two groups (x:s)

2151 n Lad/mm LVDd/mm LVSd/mm LVEF/% PAT/ms mPAP/(mmHg)
FRIZ 8 3.81+1.29 6.69+0.64 4.35+0.50 74.35+2.1 27.62+4.91 66.57+2.21
pagiist:cl 8 3.39+0.41 6.28+0.70 4.25+0.60 72.51+4.32 38.65+2.31 61.61+1.04

P 0.144 0.587 0.160 0.301 0.033
KHE
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Fig 3 Results of Masson stain for the two groups(x400)
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