Postmortem Microinfarcts and White Matter Hyperintensities in Dominantly Inherited Alzheimer Disease
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*  Ex-vivo T2-FLAIR magnetic resonance imaging (MRI) on 3T scanner

*  WashU Central Neuroimaging Data Archive (CNDA) Image viewing tool to
record: Number of Microinfarcts, Presence of WMH, and WMH total length
(sum of longer axes of all unique WMH findings in one case)
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