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Fig. 2 Pathophysiology and related biomarkers in PCAD!
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The Relationship Between Brain Aging and Preclinical Alzheimer’s Disease

CHUI De-Hua, TIAN Xiao-Sheng, WANG He-Cheng, WANG Wei, XIAO Wei-Zhong, FAN Dong-Sheng
(Neuroscience Research Institute & Department of Neurology, Peking University Third Hospital, Beijing 100191, China)

Abstract This article reviews the relationship between brain aging and Alzheimer's disease (AD). Specific issues

addressed include the question of whether AD and brain aging should be conceptually lumped or split, the extent to

which AD and brain aging potentially share common molecular mechanisms, whether beta amyloid should be

primarily considered a marker of AD or simply brain aging, and the definition of AD itself. A small percentage of

individuals with normal antemortem psychometric scores meet the neuropathological criteria for AD termed
"preclinical" AD (PCAD). PCAD and control subjects were compared for oxidative stress markers, amyloid

beta-peptide, and identification of protein expression differences, and observed a significant increase in highly

insoluble monomeric AB42, but no significant differences in oligomeric A nor in oxidative stress measurements

between controls and PCAD subjects. Expression proteomics identified proteins whose trends in PCAD are

indicative of cellular protection, possibly correlating with previous studies showing no cell loss in PCAD.

Key words brain aging, preclinical Alzheimer's disease (PCAD), 3-amyloid (AB), p-Tau

DOI: 10.3724/SP.J.1206.2012.00351

* This work was supported by grants from The National Natural Science Foundation of China (30973145; 81171015; 81211140047), Doctoral Fund of
Ministry of Education (20090001110058) and NHRD of China (2012CB911000, 2012CB911004).

**Corresponding author.
Tel: 86-10-82802920, E-mail: dchui@bjmu.edu.cn
Received: July 9, 2012 Accepted: July 11,2012



