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INTRODUCTION METHODS

o Alzheimer’s disease (AD) is the most common form of neurodegenerative disease, characterised by the accumulation of
beta-amyloid (AR) and hyperphosphorylated tau.
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o 38right brain hemispheres (mean age 84.8 years (+ 7.7yrs.) 55.3% female, 63.2% demented) were

_ _ _ o fixed, then underwent post mortem T2 MRI, dissection and Haematoxylin & Eosin (H&E) staining.
o Cerebral small vessel disease (SVD) is a common co-pathology of AD, which leads to the thickening of the artery wall due to

atherosclerosis, lipohyalinosis & arteriolosclerosis. This causes ischaemic damage, thus resulting in the loss of axons and myelin o Blinded histology—based
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