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1) Introduction 5) Connectivity differences between ADAD cases 7) Connections associated with estimated years to/from
and controls symptom onset

= Entering an era of AD prevention trials, we need improved tools
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Table 1. Values are mean [IQR]. MMSE: Mini-Mental State Examination, EYO: 0 O e rate ! Thank you to all study participants and collaborators!

Estimated Years to/from Onset. (Positive is prior to expected symptom onset)



