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e Figure 4. The increase in high-gamma power after ketamine treatment was almost twice as high as in
WKY rats than in SD rats. Changes in the amount of wake-EEG high-gamma power (45-50 Hz) as shown in
0 Sprague Dawley (SD) and Wistar Kyoto (WKY) rats in the first hour after treatment with vehicle (Veh, 2 mi/kg)
11:00 12:00 13:00 14:00 or ketamine (Ket, 10 mg/kg, s.c.). The EEG power spectral values after ketamine treatment were normalized to
Time (h) the power spectral values of vehicle treatment (100%). Data are shown as mean = SEM. *p < 0.05 vs vehicle
treatment in the same strain (Sidak post-test).
09'?;(% .00 Ke!c; ;g(i)ne ’ Figure 2. Acute treatment with the sub-anaesthetic dose of ketamine suppressed
VeHicIe REM sleep in both SD and WKY rats. Changes in the percentage of REM sleep amount

. o are shown in Sprague Dawley (SD) and Wistar Kyoto (WKY) rats after treatment (arrow)
Data Analysis and statistics with vehicle (Veh, 2 ml/kg) or ketamine (Ket, 10 mg/kg, s.c.). Data are presented as mean
+ SEMin 1 h intervals. *P < 0.05 vs vehicle treatment in the same strain (Tukey post-test).

post-treatment. EEG power spectra were computed for consecutive 2 s epochs by fast COhCl usions CO n’cq Ct

Fourier transformation (Hanning window, 0.5 Hz resolution) between 1-50Hz. Epochs . . : : . : :
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bins were marked by their upper limits. Repeated measures ANOVA followed by Tukey
post-test was used to compare the different groups (GraphPad, Prism 8).

Data analysis comprised automatic sleep-wake scoring and power spectral analysis of
the EEG. Vigilance states were automatically scored as wake, non-REM (NREM) sleep, or
REM sleep in 10 second epochs using a customized algorithm (SleepSign, Kissei Comtec,
Japan). EEG power spectral analysis was performed on the data recorded 4 h

- An eminent increase in EEG gamma oscillation after treatment may indicate a therapeutic potential @ sandor.kantor@transpharmation.co.uk

in depression, although this notion needs to be further investigated.

- Since the sleep and EEG abnormalities in WKY rats largely recapitulate the changes seen in TRD

patients, these neurophysiological measures may serve as key translational tools in an effort to NO — PHOTO / RECORD |
discover novel therapeutics against TRD. ‘




