Neuron-preserving tau coincides with distribution of HSV-1 proteins in Alzheimer’s Disease
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/Herpes Simplex Virus-1 detected in human Alzheimer’'s disease brains using metagenomics, mass spectrometry, western blotting, and expansion microscopy; HSV-1 protein\
expression increases and shifts from neurons to glia with disease severity; HSV-1 colocalizes with phosphorylated tau but not AB; HSV-1 infection leads to tau
phosphorylation and expression in human derived 3D brain organoids; Specific tau kinase families attenuate ICP27 expression; Phosphorylated tau reduces HSV-1 protein

N expression and prevents neuronal cell death following HSV-1 infection. -
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metagenomics, mass spectrometry & western blots samples enabled by expansion microscopy from neurons to microglia with AD progression but not with AP plaques or oligomers in human brains
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