The Neurobiology of Suicide: Blood-Brain Barrier Breakdown

as a Novel Suicide-Risk Biomarker
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METHODOLOGY

1. Determine claudin-5, albumin, and IgG alterations in situ: ELISA Assay (n=700) of human postmortem dorsolateral prefrontal cortex (dIPFC) brain tissue
2. Identify claudin-5-related gene expression alterations in suicide completion: methylGSA DNA methylation and STAR Alignment Tool for RNA-sequencing transcription profiling
3. Assess molecular compatibility of claudin-5 with antidepressants and anti-inflammatory medications: PyRx Autodock Vina and BIOVIA Drug Discovery Studio
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CONCLUSIONS/FUTURE RESEARCH/APPLICATIONS

I. First human postmortem study to assess BBB disruption through increased claudin-5 and albumin in the dIPFC of suicide decedents and genomic alterations of CLDN5
Il. Future in vitro assessments should evaluate novel therapeutics promoting claudin-5 for suicide prevention and genetic manipulation of CLDN5 to restore BBB integrity
lll. Claudin-5 and albumin can serve as novel biomarkers to discern high-risk individuals with the severity of suicide risk allowing for earlier interventions
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