TREMZ2 R47H variant and knockout induce lysosomal deficits and exacerbated
iInflammatory responses in iPSC-derived microglia
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KEY TAKE AWAY: R47H and TREMZ2 KO iPSC-derived microglia (iIMG) showed greater amounts of internalised A3 and decreased expression of lysosomal genes.
R47H and the TREMZ2 KO also exacerbated the release of interleukin-6 and the upregulation of inflammatory genes in IMG exposed to aggregated Ap.
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