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Study of rapid pacing-Induced electrical remodeling in cultured neonatal rat atrial myocytes”
WANG Wei, XIAO Ying-bin, CHENG Wei”
(Department of Cardiovascular Surgery, Xingiao Hospital, Third Military Medical University, Chongqing 400037, China)

Abstract: Objective To explore the characteristics of electrical remodeling with a rapid paced primary cultured atrial myocyte
model for atrial fibrillation. Methods Primary rat atrial myocytes were cultured and a rapid paced primary cultured atrial myocyte
model was established. Action potential durations and effective refractory periods were recorded from stimulated cells, as well as
control cells cultured with the whole-cell voltage-clamp techniques. Results Immunocytochemical analysis showed that over 90 per-
cent of cells were stained positively for a-actin, a factor specific for cardiomyocytes. The action potential duration was shortened
through the rapid pacing compared with those before pacing( P<Z0. 05). There was no significant difference in effective refractory
periods after pacing compared with that before pacing. Conclusion Rapid pacing of cultured atrial myocytes produces electrical re-

modeling. The electrical characteristics of atrial myocytes are similar with that in atrial fibrillation. It is considered that the rapid

paced cell model of atrial myocytes can be used to study the mechanism for atrial fibrillation.
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