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Results

Lipid droplets (LDs) are bona fide ‘LD enriched” fractions; PLINZ is increased in E4 and following LPS Proteins enriched on E4 LDs implicate immunity/protein transport; E4 microglia accumulate more lipid droplets compared to E3 microglia
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APOE Primary Microglia Lipid Droplet Assay: Primary microglia were isolated from APOE3/3 and WT Amyloid
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, o » . regulating microglial lipid storage and lipid remodeling in response to AD-relevant stimuli.
microscopy. Lipid droplet burden was quantified by LD area, LD number, and/or average LD size per cell.

Phagocytosis was assessed by incubating BV2 cells with pHrodo-labeled zymosan particles for 2 hours, ACkl]OWlEd [ ments
followed by fixation, DAPI mounting, imaging, and quantification of internalized pHrodo signal per cell.
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