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Analysis of chronic inflammation in the Alzheimer®s brain and development of the
treatment for the suppression of T cell activation.
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AB vaccines were developed for the treatment of Alzheimer’ s disease. However,
clinical trial of active immunization of AB peptides showed that 6% of patients suffered from
meningoencephalitis. It is thought that the cause of meningoencephalitis may be mainly due to the CD4+ T
cells reactive to AR . We found new function of SPARC/osteonectin, extracellular cysteine-rich matrix
protein as immune-suppressant, and we tried to suppress inflammation under the conditions of AB
peptide-active immunization and transfer of AR reactive encephalitogenic T cells to APP transgenic mice
by SPARC/osteonectin. SPARC/osteonectin suppressed infiltrations of lymphocytes into the brain and also
down-regulated the expression of inflammatory cytokines such as TNF-a .
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