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Role of immune checkpoint molecules in microglia and Alzheimer®s disease
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Objectives: To establish the basis for development of novel, the fourth
generation of Alzheimer®s disease therapeutics.
Results and conclusions: We focused on the immune checkpoint receptors expressed on myeloid cells,
such as Leukocyte immunoglobulin-like receptor B4 (B4) and analyzed its function in murine brain
microglial cells in vitro. We found that B4 inhibits brain microglial cell functions via binding to
immobilized fibronectin. We also found a novel myeloid immune checkpoint receptor on microglial
cells and obtained some clues to elucidate its function on microglia. These studies provided novel
drug targets for Alzheimer®s disease therapy.
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