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A strategy for Alzheimer®s disease therapy by targeting neurodegenerative
disease-associated one subtype of microglia
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In this study, we conducted a study on the development of a treatment for
Alzheimer”s disease targeting neurodegenerative disease-associated type 1 microglia (Gpnmb-positive
type 1 MG). Memory impairment in 9-month-old Alzheimer®s disease model mice improved when the Gpnmb
gene was halved, but worsened when the Gpnmb gene was completely deficient. In an in vitro
experimental system, the clearance activity of oligomeric amyloid B (0-AB ) by type 1 MG was
competitively suppressed by the 9F5 antibody. This result suggests that the 9F5 antigen (truncated
GPNMB) functions as a novel scavenger receptor for 0-Af .
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TAHRERIRECH—R ) Fa—T%Bi#L. A7 T~/ —2%FE TS LT, IL-
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B 3. SyMIREE1RIINITUTITBFEFITY—K AL, & IF5 REDBHIEDLLE,
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