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[Abstract] Objective: To compare the changes of serum uric acid levels among patients with
paroxysmal or persistent atrial fibrillation and patients without atrial fibrillation. = Methods: A cohort of
102 patients with atrial fibrillation were recruited, including 47 patients with paroxysmal atrial
fibrillation (25 male cases) and 55 patients with persistent atrial fibrillation (26 male cases). A total of
52 patients without atrial fibrillation were enrolled as controls. General clinical data of the study subjects
were collected. Blood routine and biochemical tests were performed. Left atrial diameter (LAD), left
ventricular end-diastolic diameter (LVDd), left ventricular ejection fraction (LVEF) were assessed with
two-dimensional guided M-mode echocardiography. Multiple factors were analyzed by multivariate
logistic regression analysis with the occurrence of atrial fibrillation as dependent variable.  Results:
Compared with control group, LVEF in both paroxysmal group and persistent group was significantly
reduced; C-reactive protein and uric acid were significantly increased (P<C0. 05 for each). Multivariate
logistic regression analysis showed that high uric acid, C-reactive protein and LAD enlargement were risk
factors for the occurrence of atrial fibrillation.  Conclusion: This study syggests that hyperuricaemia may
be one of the risk factors for the occurrence of atrial fibrillation.
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