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[ Abstract ] Objective: To investigate atrial fibrosis ( AF) in patients with valvular atrial fibrillation
and expression of local PPARae mRNA. Methods; 81 patients with theumatic heart valve replacement
were chosen, and they were divided into the discarded right atrial and right auricle tissues atrial
fibrillation group ( AF group, n =38) and sinus rhythm group (n =41). The atrial fibrosis of both
groups was observed by HE staining and Mason staining, and the expression of PPARa in the atrial
tissues were measured by Real time-PCR. Results: Staining results showed that the atrial fibrosis in
patients with valvular atrial fibrillation was more serious than that in patients with sinus rhythm.

Meanwhile, HE staining indicated that structure of right atrial tissue of AF group with following
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features; disordered, poorly arranged with multiple gaps among the tissues, nucleus hyperchromia,

anisocytosis, cardiomyocyte hypertrophy, intercellular space with obvious proliferation of fibrous

tissue; Masson staining indicated that AF group with following features; cardiomyocyte hypertrophy,

sparse arrangement, blue fibrous collagen divide and wrap the atrial myocyte, intercellular space was

enlarged ; of which blue fibrous collagen was significantly increased than sinus rhythm group patients;

Real time-PCR showed that the expression of PPARe mRNA was significantly lowered in patients with

valvular atrial fibrillation than that in patients with sinus rhythm, differences was statistically significant

(P <0.05). Conclusion; The atrial fibrosis in patients with valvular atrial fibrillation was significantly

aggravated. It is suggested that the decrease of PPARa may be related to it.
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