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Figure 4. Steady-state (S-S) and S1-S2 APD restitution
curves in 1D cables. (A) Non-failing epicardial cable. (B)
Non-failing midmyocardial cable. (C) Non-failing endo-
cardial cable. (D) Failing epicardial cable. (E) Failing
midmyocardial cable. (F) Failing endocardial cable.

present earlier and achieves a significantly greater magni-
tude than what has been observed clinically.

Our model includes some limitations. Recent work on
mRNA [15] has shown that alternans in human HF cells
begins at a CL of 350 ms, whereas alternans in our case
begins at a CL 110 ms higher, but our model includes this
CL in the alternans range, which is 460.0-320.0 ms. In
addition, this onset value closer to the observed values re-
ported in other studies [16] where the alternans occurred
for CLs 500 ms.

We have found that our simulations in single cells and
1D cables are capable of producing alternans that are in
agreement with experimental observations on control and
HF.
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