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ABSTRACT: Objectives To investigate the different levels of the atrial fibrosis and mRNA
expression of transforming growth factor beta-1(TGF-3;) in the left and right atria in patients with
rheumatic valvular disease (RHD) and chronic atrial fibrillation(CAF). Methods 40 patients with
RHD and CAF(CAF group) and another 10 patients with RHD and sinus rhythm (SR) (SR group)
were sampled in this study. The left and right atrial appendages were obtained during heart valvular
surgery. Expressions of TGF-B; mRNA were detected by semiquantitative RT-PCR technique.
CVF- I and CVF - Il were observed by sirius red staining . Results (D Compared to SR group ,
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the patients in CAF group had larger left atrial diameter(P<0.05). In both left and right atria
the CVF-1 ,CVF- I /CVF-1I and mRNA levels of TGF-B;expressions increased (P <0.05)
compared to SR group. However, the difference of CVF-1I was not significient( P >0.05). @
There were no significant differences in the CVF- ] , CVF- I /CVF-II and mRNA levels of TGF
-B, expressions between the left and right atria of SR group (P >0.05). In CAF group, the CVF
-1, CVF-1 /CVF-TI and mRNA levels of TGF-B, expressions in the left atrium was higher than
that in the right atrium (P<0.05). ® The TGF-B; mRNA expression has a correlation with the
contents of CVF-I (Left: »=0.786, P<0.05; Right: »=0.858, P<0.05). Conclusions

TGF-8; mRNA expression in the atrium might be the molecular basis of atrial interstitial fibrosis

in patients with RHD and CAF. Moreover, during CAF development, there is a difference in the

extent of atrial fibrosis between the left and right atria.
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