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Abstract

Alzheimer disease (AD) is characterized with the presence of extracellular £ -amyloid deposition as
senile plaques and intracellular accumulation of hyperphosphorylated tau as neurofibrillary tangles. The so-
called amyloid hypothesis and amyloid oligomer hypothesis, that the accumulation and deposition of
oligomeric or fibrillar amyloid # (AS) peptide is the primary cause of Alzheimer’s disease (AD), has been
a mainstream concept underlying the development of disease modifying therapy for the disease and been
supported by ample evidences from imaging and fluid biomarker researches. On the other hand, presence
of a sustained immune response in the brain’s resident microglia has emerged as another core pathogene-
sis in AD over the last decade. In this review, we provided an overview of molecular mechanisms underly-
ing of AD including recent topics.
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