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Therapy for AD: Licensed Pharmacologic Therapies
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Experimental Approaches to Amyloid Lowering
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Scorecard for Amyloid Inmunotherapy for AD 2014

Status of
Completed Trials

Results

Positive Findings on
Subanalyses
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E4 carriers
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Currently mild AD and
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Active vaccination
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Treatments Directed at Tau
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Summary

No new therapies approved in 12 years.....unmet needs in
Treating symptoms, cognitive and behavioral
Prevention of disease
Rx that can sustain benefits over the disease course
Deep investment made by industry and academe in amyloid rx
Expected readouts in 2018-2022, negative trials to date
No well formed “plan B”
Unique opportunity for academic networks to innovate and lead
Broaden targets and compound selections
Focus on achieving
— POC including clinical evidence
— advancing novel design and methods (GAP, CPAD)
— biomarkers and outcomes



Priority Efforts for Consideration
Focus for our Meeting

Public health interventions directed at prevention

Advancing systems of care; workforce, delivery, societal
change

Dementia friendly communities
National plan

Mobilizing technologies

Setting a broad agenda

Consideration of a CAHS formal assessment
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What Opportunities and Challenges Stand Out
in the Canadian Environment?

Opportunities
Recognition of the national significance of AD and dementia
Dementia Friends
National research strategies CCNA, CLSA, C5R
Single payer system
Systems of care
Some provincial plans

Challenges

Health as a provincial jurisdiction
Speed of mobilization and adoption of research to practice
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