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mapping the entire ventricular epicardial surface.

Mobility: The temporal mean location was
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was classified as stationary if its core
remained within 15 mm of the mean location
for more than 90% of its lifetime (otherwise
mobile). Using these criteria, the numbers of
mobile and stationary rotors varied from
patient-to-patient (Fig. 6). In all but one

Data acquisition: In 10 patients undergoing cardiac surgery, VF was induced by burst pacing, and a
20-40 s episode of fibrillatory activity was sampled at 1 kHz over the whole ventricular epicardium using
a sock containing 256 unipolar contact electrodes connected to a UnEmap system [4,5].
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Selection of electrograms: A proportion of the signals had poor signal-to-noise ratios. Using frequency analysis,
we rejected signals with dominant frequency < 1.5 Hz or > 45 Hz.

Geometry: (Fig. 1a) The 3D locations of the electrodes were projected onto (Fig. 1b) a circular 2D polar plot. = patient, there were more mobile than
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the mean + SD number of mobile rotors (32 + | (6) Patient
21) was significantly greater than that for
stationary rotors (7 + 6, P<0.01).
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Phase was computed from the phase-plane plot
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