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Supplementary Material

Fig. S1 shows the action potentials (APs) after 1 minute of stabilization at basic cycle length (BCL) 500
ms. Signals were registered in two different nodes from the mesh: in a myocyte outside the fibrotic patch
(in blue and yellow) and in a myocyte inside the fibrotic patch coupled with two fibroblasts (in orange and
purple). In order to show the effect of the applied chronic atrial fibrillation (cAF) electrical remodeling,
APs were computed in both control and cAF conditions.
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Figure S1. Action potentials produced in control and in chronic atrial fibrillation (cAF) conditions after 1 minute

of stabilization at BCL 500 ms.

Table [ST| provides variations of the maximum conductances g to reproduce atrial electrical remodeling

under cAF conditions.

Table S1. Variation of the maximum conductances g to reproduce atrial electrical remodeling under cAF conditions.

Jto 9dCalL IK1 IKur 9Ks
Control 1.00 1.00 1.00 1.00 1.00
cAF 0.25 0.35 2.00 0.55 2.00
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Fig. S2 (A) shows two of the u-EGMs simulated in this study, u142(¢) and w4 3(¢), computed at electrode
sites (14,2) and (14,3) of the MEA, respectively. Resulting b-EGM b'h o(t) = u14,3(t) — u14,2(t), derived
along y direction of the MEA, is represented in Fig. S2 (B). In Fig’. S2 (C), one of the one hundred
noisy b-EGMs corresponding to b?{;&(t), obtained by randomly adding one of the one hundred different
realizations of the recorded noise to b 472(15). is shown for the noise level o, = 14 V. All the signals are
plotted only in the activation interval.
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Figure S2. (A) Unipolar EGMS w14 2(t) and u;4 3(¢) and resulting b-EGM b31’472(t) = u14,3(t) —u14,2(t), performed
without (B) and with (C) added noise.
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