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[Abstract] Objective: To investigate the effect of dietary N-3 polyunsaturated fatty acids on the
inflammation and atrial electrical remodeling in C57BL/6-PD-1"/" mice. = Methods: The expression of
inflammatory cytokines and the atrial effective refractory periods (AERPs) in C57BL/6, PD-17' and
PUFA groups were observed and compared. Results: The interleukin (IL)-2, 1L-4, II-6, IL-10,
IL-17A, tumor necrosis factor(TNF) and y-interferon (IFN-y) were significantly increased in PD-1"/" group
compared with C57BL/6 group; meanwhile, the PD-1"/" micegroup appeared significantlyshorter AERPs in
the right atrial appendage, low lateral wall, high lateral wall and free wall of right atrium compared with
C57BL/6 group. Most of the inflammatory cytokines in PUFAs group mice still rose compared with C57BL./6
mice, but the rising trend had a certain degree of containment compared with PD-1"/" mice; at the same time
the AERPs in PUFAs mice had no statistical difference compared with C57BL/6 mice. The PUFA group
demonstrated asignificantly lower inflammatory cytokine level and longer AERPs compared with PD-1"/~
group. Conclusion; Our findings strongly support that the inflammatory cytokines levels increase
significantly in PD-17/" mice, at the same time PD-17/" mice appear significantly shorter AERPs,
dietary anti-inflammation drug N-3 PUFA supplementation can curb this trend.
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