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WF2e Rk B O MEZE (#3C) : The present study have investigated the feasibility of
anti-neuroinflammation therapy by positron emission tomography (PET) with amyloid and
neuroinflammation tracers in Alzheimer’ s disease (AD). Here, an anti-MCP-1(Monocyte
Chemotactic Protein—1) antibody was applied to anti-amyloid immunotherapy to verify
whether anti-MCP-1 therapy is able to increase the therapeutic effect and attenuate the
side—effect of anti—amyloid therapy. As results, co—administration of anti-MCP-1 and
anti-AB antibodies have greatly increased the effect of anti-amyloid therapy and
attenuated the occurrence of neuroinflammation compared the therapy with anti-Ap
antibody only in AD model APP23 mice expressing amyloid pathology.
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