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o BPAN microglia show loss of homeostatic identity and upregulation of inflammatory and
lysosomal pathways, consistent with a maladaptive immune state.

o These findings highlight microglia as likely contributors to BPAN neurodegeneration and as
promising targets for therapeutic intervention.

o By uncovering microglial dysfunction in BPAN, this work broadens the focus beyond neurons
and opens new avenues for understanding and treating this disorder.
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