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[ Abstract]

analyse the ralationship of blood lipid levels and nonvalvular atrial fibrillation. Methods

Objective To observe the blood lipid level with satrial fibrillation in the non valvular disease,and
148 patients with atrial from
January 2011 to August 2013 in the hospital were collected as atrial fibrillation group,and 56 patients with sinus
rhythm were selected as the control group. The lipid levels in the two groups were determined and analized. Results

High density lipoprotein cholesterol(HDL-C) ,low density lipoprotein cholesterol (LLDL-C) ,apolipoprotein Al (apoA
I and apolipoprotein B(apoB) in patients with atrial fibrillation group were lower than those of the control group
(P<C0.05). HDL

clusion HDL,LDL were correlated with atrial fibrillation, the decrease of HDL,LDL may be the reason of atrial fi-

was negatively correlated with PAF group, LDL was negatively correlated with NPAF group. Con-

brillation.
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