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PD-1 Deficiency Results in Atrial Electricity Remodeling in C57BL/6 Mice
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ABSTRACT Objective: To investigate the effect of PD-1 deficiency in the pathogenesis of atrial fibrillation. Methods: Two groups
of mice were used to carry out our experiment: C57BL/6 group (15 mice, male, 6-8 weeks) and C57BL/6-PD-1-/- group (15 mice, male,
6-8 weeks), the expression of inflammatory cytokines: interleukin (IL)-2, (IL)-4, (IL)-6, (IL)-10, (IL)-17, interferon (IFN)-y and tumor
necrosis factor(TNF)were determined by cytometric bead array , the atrial effective refractory period (AERPs) were determined by more
conductive physiological recorder. Results: Inflammatory cytokines increased significantly in the PD-1" group compared with that in the
C57BL/6 group; Mean while, the PD-17 group presented a shorter atrial effective refractory period and an increased dAERP. Conclusion:
The higher level of inflammatory cytokines in the PD-17 mice results in atrial electricity remodeling in C57BL/6 mice, which lead to
atrial fibrillation.
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Table 1 Comparison of inflammatory cytokine levels between the PD-1* and the C57BL/6 mice (*P<0.001 “P<0.01)
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Fig. 1 Electrophysiological examination in C57BL/6 and C57BL/6-PD-1" mice: A: Recordings from a PD-1" mouse during S1S2 protocol.
Note successful AV conduction at S1S2 of 41 ms and block at S1S2 of 40 ms.B: Comparison of AERP between the C57BL/6 and the PD-1 deficient mice:
RAA, right atrial appendage; LRA, low lateral right atrium; HRA, high lateral right atrium; ARA, anterior right atrium. * P<0.05; C: Comparison of
dispersion of AERP between the C57BL/6 and the PD-1 deficient mice. * P<0.05
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