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INTRODUCTION AND BACKGROUND
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Significant differences were found In comparing interictal
periods (p<0.0001, N=4, Tukey’s Multiple comparisons Test).
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attack, and recovery.

* The dystonic attack follows a distinct attack progression.
SWD waveforms followed a characteristic spectral density over
time
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Data Analysis

« Data analysis was conducted in MATLAB and GraphPad Prism. Analysis between
animals was conducted on individual channels after verification that individual channels
within each recording set were highly correlated using standard cross-correlation
algorithms. Upon verification, the channel best representative of the overall signal was
selected.

return to pre-SWD levels. Prior to the suppression of the SWD waveforms, lagging waves
remain. B. A novel method described to isolate the time points at which SWDs occur. Using

the BOI determined in A, the power spectrum is windowed with a time shift. As the window

moves, the power spectrum is calculated, and the maximum power in the BOI is tabulated.
The tabulation of power is then thresholded manually to optimize minimal isolation of non-
SWD discharges. The threshold is used to construct a logic binary signal, which is
differentiated to obtain the start points. Upon differentiation, the positive values are the time
points at which the SWD is determined to start.

two groups. SWD activity during the no motion phase shows a higher peak-to-peak range
than motion (n = 3, Two-tailed Mann-Whitney Test, p < 0.0001). C. For all base, data was
segmented analogously to B, and RMS values were found to be statistically significant (n =
3, Two-tailed Mann-Whitney Test, p < 0.0001). D. Previous results showed that SWDs were
high power events. To show that Peak-to-peak measures were valid measures, the

mechanisms in a mouse calcium channelopathy Neurobiology of Disease; 50:151-159,
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