Action potential shortening prevents atrial calcium alternans
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Electrophysiological measurements. Action potentials were recorded in current-clamp
mode (Fig.1). These recorded APs were used as voltage commands in AP voltage-clamp
experiments.

Fig.8 Application of NS1643 (A) and ML277 (B) has no effect on the degree of CaT
alternans in AP voltage-clamped atrial myocytes, demonstrating that the effect of these
compounds is caused by shortening of APD. Panels a: CaT alternans ratio before and after
application of agonists of K channels observed during alternans-AP stimulation protocol.
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the pacing threshold is lowered when alternans AP protocol is applied (n=18). CaT alternans ratio in control and in presence of K channel agonists




