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 SHT/glut neurons of the DRN differentially express ion-channel genes in hTau mice and in post-mortem AD. hTau 5HT/glut neurons are more
excitable, which increases pTau accumulation, and may drive deficits in social interaction behaviors. In parallel, human 5HT/glut neurons are
especially vulnerable to tau pathology.

 Which comes first, pTau or changes in gene expression? Future studies combining spatial transcriptomics, ephys, and purpose-built de novo
animal models will answer this question.
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