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Appropriate Use

unexplained MCI

atypical clinical course
etiologically mixed presentation

atypically early age of onset

Johnson et al., 2013 J Nucl Med
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Inappropriate Use

core clinical criteria for probable AD

dementia severity

positive family history of dementia or presence
of APOE e4

unconfirmed on clinical
examination

asymptomatic individuals

Johnson et al., 2013 J Nucl Med

6

Testing the Right Target and Right Drug at the Right Stage of AD

Abnormal

AP accumulation

Cognitive impairment

Primary Prevention
Delay onset of AD pathology
+Decrease AB,, production
+ Prevent tangle formation

Secondary prevention
Delay onset of cognitive impairment
b e

pathology
+ Decrease accumulated AB burden
+ Dect h
anti-tau or neuroprotective agents

Tertiary prevention and treatment
Delay onset or progression of dementia
« Neuroprotection-prevent neuronal loss
+Enhance function of remaining neurons
+Neurotransmitter repletion
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Anti-Amyloid treatment in Asymptomatic AD
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F18-T807 PET in Low Probability Subject vs.
MCI, mild AD & severe AD
Increasing Severity

Healthy Mild AD

Tau targeted
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+ Stabilize microtubules

| tau hyperphosphorylation

Itau oligomerization/aggregation
1 tau clearance
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Phosphatase actvators
Kinase inhibitors
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3 Tau Aggregation
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® Tau physiology
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Ant-aggregating
agents

Microtubule-
stabizing agents
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