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Anti-amyloid therapy and cerebral amyloid angiopathy (CAA)
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Cognitive stage
Cognitively Unimpaired Mild Cognitive Impairment Dementia
Biomarker Profile | A~ T~ (N)~ | normal AD biomarkers. cognitively normal AD biomarkers with MCI normal AD
unimpaired biomarkers with
dementia

AT (N) Preclinical Alzheimer’s pathologic Alzheimer’s pathologic change with Alzheimer’s
change MCI pathologic change

with dementia

A*T* (N)~ | Preclinical Alzheimer’s disease Alzheimer’s disease with Alzheimer’s disease

MCI(Prodromal AD) with dementia

AT THN)*

AT (N)* Alzheimer’s and concomitant Alzheimer’s and concomitant Alzheimer’s and
suspected non Alzheimer’s pathologic | suspected non Alzheimer’s pathologic | concomitant
change, cognitively unimpaired change with MCI suspected non

Alzheimer’s
pathologic change
with dementia

A~ T*(N)~ | non-Alzheimer’s pathologic change, non-Alzheimer’s pathologic change non-Alzheimer’s
cognitively unimpaired with MCI pathologic change

AT (N)* with dementia
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Matsuo A et al. Dementia Geriatr Cognitive Disord 2018
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Proportion of patients (%)
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.
Baseline MRI has no exclusion factors

*

MRI

Routine or conducted because of symptoms
suggestive of ARIA
ARIA-E or ARIA-H detected
AERSB D Symptomatic Asymptomatic AERIR L
. Suspend treatment; Severe/moderate ARIA-E Mild ARIA-E
s&aEhIE Clinical assessment; or severe/moderate ARIA-H or mild ARIA-H BE

Repeat MRI monthly

———

REEU L

Continue treatment with

MRI shows aducanumab; ARk
resolution of ARIA-E or manthly MRI
stabilization of ARIA-H;
symptoms resolve; patient
wishes to continue "
Continue treatment;
Discontinue monthly
MRI if ARIA-E resolves or
Resume treatment with ARIA-H stabilizes
aducanumab
Cummings, JPAD 2021
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emms MC| due to AD (Lecanemab+SoC)
e Mild AD Dementia (Lecanemab+SoC)

Moderate AD Dementia (SoC)
=Severe AD Dementia (SoC)
= Death (SoC)

Moderate AD Dementia (Lecanemab+SoC)

e Scvere AD Dementia (Lecanemab+SoC)
e Death (Lecanemab+SoC)

Amir Abbas Tahami Monfared, Neurol Ther 2022
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