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Abstract Objective: To study the relationship between HO-1 and fibrosis of atrial fibrillation (Af) in rheu-
matic mitral stenosis patients. and investigate the effect of HO-1 in fibrosis of Af. Method:Patients with rheumatic
heart disease who needed valve replacements were divided into sinus rhythm group (n=21) and Af group (n=
39). Routine examinations, such as electrocardiogram. echocardiogram and X-ray were taken before the opera-
tions. During the operation. 200 mg right atrial tissue was cut down to test the expression of HO-1, the level of
p38 and the process of intimal fibrosis by RT-PCR technique. Western blot. HE stain and Masson stain. respec-
tively. Result; (D) HE stain and Masson stain showed more myocardial fibrosis in Af group. @Compared with sinus
rhythm group, the mRNA expression of HO-1 and p38 were obviously upregulated in Af group (P=20, 05), Con-
clusion ; The expression of HO-1 and p38 are both elevated in Af patients with rheumatic heart disease. The effect
of HO-1 in Af may be related to the activation of p38 passageway.
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