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“The brain’s utter centrality in the cockpit of our being means its malfunctions are unusually dangerous and far-reaching, attacking not just our health
but our whole sense of self in particularly damaging and debilitating ways”
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( Bar graphs display mean values with number of MEA wells and cells from indicated biological replicates or data points from individual animals and iN batches, error bars = SEM, * p < 0.05, ** p < 0.01, *** p < 0.001, **** p < 0.0001, ns = not significant. )
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