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Alzheimer’s Disease and Oxidative Stress
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Neuronal 8hydroxyguanosine (80HG), a marker of RNA oxidation, in Alzheimer’s disease (AD)

a : Relative scale of SOHG immunoreactivity with 1F7 antibody in prosubiculum neurons of controls (age
62~ 86 years, average 73.6) and cases of AD (age 57~ 93 years, average 78.2). Values shown are the
means with SD. The difference between controls and AD is significant by Mann-Whitney U test (p<

0.0001).

b : The extent of amyloid B deposition (% AP burden) is significantly associated with a decrease in relative
80OHG in AD (Spearman’s rank correlation, r=—0.84 ; p=0.0001).
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