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| Mechanism of action of anti-Ag drugs |
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AB, tau and cognitive decline in a
longitudinal study

Figure 3. Overview of
Tau, and Cognition

Between Amyloid-f (Af),

THEvseeww, &0 al JAMA Neurat 2019

A resurrection of aducanumab for
Alzheimer’s disease
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Technologies in dementia care
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| RAMCIP (Robatic Assistant for mild cognitive impairment Patients at home) |

<Tracking of large object state>

<Detection of small chject and tracking its components»

<Human tracking used for action recognition>
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Genetics
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APOE - Greater impact in
neuropathologically confirmed group

Table 1 Association of APOE ganotypes and allelic doses compared to the APOES/3 genotype.
APOE Meuropathologieally eonfiemed group Meurapathologically uncenfiemed group
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| Effects of APOE4 on AD pathogenesis pathways |
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| Madels of precision medicine based on APCE genotype

Targes APOE: Tllg; APOE and

* APLE ‘ud gene limciony APOE recepturs

* AntFAPOE immunatherapy. # Block APUE-AS inneraction
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amazati, et o, Mt Rey Neurcl 2019

Massive GWAS studies
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(Chaslati, ot al Trends Genet 2015

Figure 2 PHS i ssanciated with reglanal arplold sceumidation and cortiesl ateophy. Beg satimates of (A) crons-iecsianl aia-
clations of PHS with regronal Aorbetagir SUVRs. (B Longitudeal thange In regional cortical vohumes in indviduals with high {1 5D sbore
e, — 84 percesie) FHS.
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Figure 3 PHS Is associated with cognitiv and clinical doeine beyond |maging markers. Diflerences In rate of dectine in (A)
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[Tan, #t 2, Beain 2014}
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Risk of Incident Dementia According to
Genetic and Lifestyle Risk

Me. of Cavess

Total K. of af Hazard Ratio
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(Rourida, # al MMA 201%)

Tabla 4. Demantia Category"
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(Rourida, # al MMA 201%)

Pathophysiology
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Hypothetical process by which brain infection may lead to A8 plaque deposition |

(Panza, ot & Brain 20149

LATE (Limbic-predominant age-related
TDP-43 encephalopathy)

R GALE B ot ZDF 80M] O]AH0| A >20% (50% THA| = ©1)

T

719 x{et 70| 2Ix| Fof AR

- YASO|NEAD) § Ef ElWY BB 2o Syt e
ATENG,

= Pure AD BICH LZ55E 2|5 o MofL; 2totah elat

[Metsan, et 2 Brain 2015)

' Brain atrophy iated with aut firmed LATE-NC:
Data from Rush Uni i

[Metsan, et 2 Brain 2015)
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A BB yo F, prog
Biomarker profiie A-T{N}+

i Ii Iau

B SlyoMp
Biomarker profile A+T-[N}+

[Metsan, et 2 Brain 2015)
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