Mild cognitive impairment and preclinical Alzheimer’s disease
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Mild Cognitive Impairment(MCI) is a high risk state that rapidly convert to dementia. Recently medications targeted to delay or stop
disease progression of Alzheimer's disease(AD) by changing production or elimination of beta amyloid had been studied in many
clinical trials. NIA-AA proposed new diagnostic criteria of AD in 2011 for the early detection of AD and to provide critical opportunity
for therapeutic interventions. Recent development of biomarkers of beta amyloid protein and neurodegeneration of AD made it pos-
sible to diagnose MCI caused by AD and to detect Alzheimer' s pathology in vivo in non-demented and cognitively normal subjects.
Understanding of MCl due to AD and preclinical AD will help clinicians to have insights in the clinical trials of all spectrum of AD.
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Table 1. Preclinical AD2| 252t EX

AB (PET or CSF) Markers of neuronal injury (tau, FDG, sMRI) Evidence of subtle cognitive change
Stage 1 preclinical AD Positive Negative No
Stage 2 preclinical AD Positive Positive No
Stage 3 preclinical AD Positive positive Subtle change

AD, Alzheimer's disease; AB, amyloid beta; PET, positron emission tomography; FDG, fluorodeoxyglucose; sMRI, structural magnetic resonance

imaging.
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