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Oxidative Damage and Amyloid  Deposition
in the Brains of Alzheimer’s Disease
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1 Relation of neuronal 8-hydroxyguanosine
(80HG), levels of amyloid B (AB) deposition
and disease duration in cases of Alzheimer’s
disease (AD).

a : Relative scale measurements of SOHG immunore-
activity and % area of AP burden in the prosubi-
culum neurons of 22 AD cases. Levels of neuronal
80HG decrease exponentially with increasing AR
burden (r=Spearman’s rank correlation coef-
ficient).

b : Similar pattern of exponential decrease in neuronal
80HG is noted by increasing disease duration.
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