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[ Abstract] Objective To explore the effects of sarcoplasmic reticulum calcium ATPase2a
(SERCAZ2a) gene on atrial electrical remodeling and structure remodeling in atrial fibrillation (AF) rabbits
by 24 h rapid atrial pacing. Methods Thirty-six New Zealand rabbits were randomized into three groups
(n=12), including control group, rAd/GFP+AF group and rAd/SERCA2a/GFP+AF group, AF was induced
by rapid atrial pacing (600 beats/min) for 24 hours in each animal of rAd/GFP+AF group and
rAd/SERCA2a/GFP+AF group, each animal of control group was not paced. The changes of atrial effective
refractory period (AERP) were observed 0, 4, 8, 12, 16 and 24 hours after pacing. Left and right atrial
diameter and left ven-tricular ejection fraction (EF) were examined by cardiac ultrasonography. Animals
were scarified to observe expression of the green fluorescent protein in the myocardial frozen section of
rabbits in rAd/SERCA2a/GFP+AF group under the inverted fluorescence microscope. Results AERP
was markedly prolonged in rAd/SERCA2a/GFP+AF group compared with rAd/GFP+AF group after
pacing for 12 hours(P<0.05). Compared with rAd/GFP+AF group, the left and right atrial volume of
rabbits in rAd/SERCA2a/GFP+AF group were enlarged but the increase was not significant (P>0.05), left
ven-tricular ejection fraction (EF) was increased significantly (P<0.05); Under the fluorescence microscope,
widespread green fluorescence was observed in the myocardial frozen section of rabbits in
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rAd/SERCA2a/GFP+AF group. Conclusion These results support the hypothesis that overexpression of
SERCAZ2a is able to reverse the atrial electrophysiologic remodeling and structure remodeling in AF rabbits

induced by rapid atrial pacing.lt is expected to become a potential method for the treatment of AF.
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