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The developmental time course for post P10 neuronal tissues is consistent with known neuronal maturation processes
Beyond the study of neuronal lineages as a whole, it was of some interest to examine in more detail temporal expression of genes for excitatory and inhibitory post-synaptic receptors, as receptor maturation plays an important role in perinatal seizures [1]. Thus, examination of gene expression for the NMDA receptor components (Figure S10), revealed moderate induction of subunits NR1 and NR2C (genes GRIN1, GRIN2C, respectively), alongside repression of subunit NR2D (GRIN2D) and of the Mg2+-independent subunit NR3A (GRIN3A)[2-4], over 1 week’s time, and with concordant regulation in hippocampus and cortex. On the other hand, changes in gene expression for the AMPA receptor components GLUR1 through GLUR4 (Figure S11) were not significant in the hippocampus, and in cortex only significant for down-regulation of subunit GLUR1. Inspection of gene expression for the inhibitory ionotropic GABA receptor (Figure S12) indicated that most subunit genes were not significantly changed over time, with the exception of the delta subunit GABAA-δ (GABRD), which was induced in both hippocampus and cortex. Finally note that gene KCC2 (SLC12A5), coding for the chloride pump essential for inhibitory action of the ionotropic GABA receptor, undergoes  only moderate induction in cortex or hippocampus over the given time period (Figure S12B, C and Figure S7B).
The hypoxic seizure response gene set is enriched in Wnt and mTOR pathway components
More biological content for the In vitro response (BIC or 4AP) group of genes can be inferred by browsing among profiles of the genes most induced in hippocampus at 12h (heat map, Figure S13). We find for instance i) the semaphorin genes SEMA6A and SEMA3A, coding for activating and inhibitory ligands of Plexin-A4 respectively, and also involved in angiogenic signaling [5], ii) the genes SHANK2 and HOMER1, coding for important post-synaptic scaffolding proteins, iii) genes WNT2, DVL3 and SFRP2, coding for ligand, and transducing and inhibitory members, respectively, of the Wnt signaling pathway, iv) genes GABRA4 and mGLUR2 (GRM2), for receptor components of GABAergic and metabotropic glutamatergic synaptic signaling, respectively, and v) GLAST1 (SLC1A3), coding for a glutamate transporter abundant in astrocytes.
Enrichment of the Hypoxia response gene set (Figure S14), with induction of hypoxia response target genes VEGFA and CREBBP, is consistent with the occurrence of hypoxia, and can be considered another positive control for the experiment.
The small group of Axonal guidance genes (Figure S18) includes members such as the SEMA3A and SEMA6A, already noted above in connection with In vitro response (BIC or 4AP). The small Autism associated group (Figure S19) includes again neuroligin-3 (NLGN3)[6, 7] and GABRA4, the latter also noted in connection with In vitro response (BIC or 4AP) and observed in gene expression profiling of acute models of acquired epilepsy[8].
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