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[Abstract] Objective To investigate the remodeling of atrial fibrosis in rheumatic heart disease (RHD) patients with atrial
fibrillation and its possible mechanism. Methods The clinical data and right atrial tissue specimens were obtained from patients
who had undergone mitral valve replacement for rheumatic valvular disease or who had undergone thoracotomy for congenital heart
disease in the Second People’s Hospital of Yibin from Oct. 2013 to Oct. 2015. According to the heart rhythm characteristics, the
specimens obtained from these patients were divided into sinus rhythm group (RHD-SR group.18 cases) , paroxysmal atrial fibrilla-
tion group (RHD-pAF group,21 cases) and persistent atrial fibrillation group (RHD-cAF group,42 cases). The right atrial tissue
specimens obtained from those who had undergone thoracotomy for congenital heart disease with sinus rhythm were taken as the
control group(CHD-SR group,21 cases). The structures of atrial tissues were observed under a light microscope. The picric acid-
sirius red staining was used to detect collagen volume fraction (CVF) of type [ and [ll collagen and the type [ /Il collagen CVF ra-
tio. The expressions of TGF-B; protein and mRNA were detected by using Western blot and reverse transcription polymerase chain
reaction (RT-PCR). Results The left atrial diameter (LAd) in the RHD-cAF group was significantly higher than that in the RHD-
SR group (P<C0.05),but no statistically significant difference was found in other clinical data among these groups (P>>0. 05). The
results of picric acid-sirius red staining demonstrated that the volume fraction of type [ and type [l collagen and the ratio of type
I /1l collagen were increased in CHD-SR group, RHD-SR group, RHD-pAF group and RHD-cAF group,gradually, there were sta-
tistically significant differences (P<C0.05). The expression levels of TGF-g; protein and mRNA were increased gradually in CHD-
SR,RHD-SR,RHD-pAF and RHD-cAF groups ( P<C0. 05). Conclusion Atrial fibrosis remodeling is an important mechanism of
atrial fibrillation in patients with RHD. High expression of TGF-8; may be involved in the remodeling of atrial fibrosis.
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