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INTRODUCTION RESULTS

Extracellular

The disruption of brain energy metabolism, leading to Cytosol Neuron N space Astrocyte
alterations in synaptic signaling, neural circuitry, and
neuroplasticity, has been implicated in severe mental
illnesses such as schizophrenia, bipolar disorder, and
major depressive disorder [1].
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The therapeutic potential of ketogenic interventions in
these disorders suggests a link between metabolic
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In this study, we conducted an in silico analysis of
transcriptomic data to investigate perturbations in
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profiles to those observed in the disease states.
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Next, the Gene Expression Omnibus (GEO) data repository
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utilizing Galaxy and EdgeR and were uploaded to the
“ketosis” module within the Kaleidoscope Lookup tool [3].
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the potential therapeutic benefits of ketogenic interventions in restoring metabolic homeostasis.
These findings also provide a basis for understanding the heterogeneity of cell type etiology and behavioral CONTACT
phenotypes seen in severe mental illnesses.
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