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Epidemiologie

« In Osterreich leiden rund 150.000 Menschen an Demenzerkrankungen,
die Tendenz ist stark steigend

 Bei etwa zwei Drittel von ihnen ist die Alzheimererkrankung die
wichtigste Ursache

MEDIZINISCHE
UNIVERSITAT WIEN 3




Kontinuum der Alzheimer-Krankheit
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Dubois B et al, AlzZ&Dem 2016; Aisen PS et al, Alzheimers Res Ther 2017
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Herausforderungen

« Beginn einer Alzheimer-Demenz ist von einer nichtpathologischen,
altersbedingten Abnahme der kognitiven Fahigkeiten schwer zu
unterscheiden

« Komorbiditaten (z. B. Schlaganfall, Depression) konnen die kognitiven
und funktionellen Fahigkeiten beeintrachtigen
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Biomarker der Alzheimer Erkrankung
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Jack et al, Neuron, 2013; Bateman et al, New England J Medicine, 2012
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Allgemeinmedizin
Facharzte

Liquor AbschlieBendes

Ab42, pTau, tTau, AR42/40 Gesprach
Therapie
Studien

Anamnese
Screening (MMSE)

Neuropsychologie
Logopadie

Nuklearmedizin
FDG, Amyloid PET

Neuroradiologie
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Diagnosekriterien

« Konzeptualisierung des Erkrankungsbeginns vor dem Symptombeginn

* Richtung einer atiologischen Diagnose einer MCI/ Demenz mit Hilfe von

Biomarkern

Dubois B etal, Lancet Neurol, 2014; McKhann et al, Alz& Dem, 2011; Albert et al, Alz&Dem, 2011; Jack et al, Alz& Dem, 2018
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Verfiigbare Biomarker Potentielle blutbasierte
Biomarker
A (Amyloid-Beta) Amyloid-PET AB42, AB40
CSF APB42, AB40 AB42/AB4O0 ratio
T (Tau) CSF pTau 181 pTau 181
(Tau-PET) pTau 217
pTau 231
N (Neurodegeneration/ CSF tTau NfL
Neuroinflammation) FDG-PET GFAP
MRT




Was konnen Blut - Biomarker leisten?

Klinik
> frithe und genaue Diagnose, Abschiatzung der Prognose, Optimierung der
Therapie

» Fehldiagnosen in spezialisierten Zentren 25-30%

» mnoch hoher in primary care

» Leichte kognitive Storung heterogen, ohne Biomarker schwer
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Primary Care
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Hohe Konversionsrate von MCI zu Demenz

« Patientinnen mit einer leichten kognitiven Storung und einem positiven

Befund fiir Alzheimer-Biomarker:

« 90% Risiko innerhalb von fiinf Jahren eine Alzheimer-Demenz zu

entwickeln

« MCI-AD unterdiagnostiziert, Diagnose in spateren Stadien

« Zahlen:?

« 190.000 in Osterreich?
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Die Bedeutung der frithen Diagnose - 1.

Sobald der/die Patient*in und/oder seine Familie erste Veranderungen
feststellen, sollte eine Diagnose angestrebt werden. Es kann sein, dass
der Patient zu diesem Zeitpunkt die Kriterien einer Demenz noch nicht
erfullt und noch funktionell unabhangiq ist.

« ermoglicht den Patient*innen und seiner Familie, Klarheit zu
bekommen und fir die Zukunft zu planen

« Besseres Risikomanagement hinsichtlich stationarer Aufnahmen,
OPs, potentiell inadaquaten Medikamenten
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Die Bedeutung der friihen Diagnose - 2.

« Praklinische AD: Target fiir therapeutische Intervention

« Lebensstilmodifikation rechtzeitig beginnen

+ Minimise diabetes
« Treat hypertension
« Prevent head injury
« Stop smoking

+ Reduce air pollution Reduced neuropathological
+ Reduce midlife obesity damage (amyloid or
— tau-mediated, vascular or
inflammatory)

+ Mantain frequent exercise
+ Reduce occurrence of depression
« Avoid excessive alcohol

Preventing dementia

Increased and maintained
cognitive reserve

« Treat hearing impairment
+ Mantain frequent social contact |—
« Attain high level of education
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Digital

Cognitive
Biomarkers
=\ . - In-person (on-site & remote) Digital (LETHE App)
| ; . Short diet monitoring questionnaires
3-4 and 1-2 individual sessions "
orove e Reminders, notifications Sub-studies:
Strength training: 1 live group & 1 independent session/week EXERCISE Fitbit activity tracking, on-demand training videos
Aerobic training: 1 — 5 xiweek independent exercise Reminders, notifications Exploring novel interactive technology
(structured group only,
Independent training with cTRAIN programme, 8-week study in year 2)
3 group sessions COGNITIVE TRAINING ke Vet
: Interaction with other participants
. 0 0 Group sessions) WhatsApp group for peer support
2-4 individual consultations MA ':: EMENT OF METABOLIC Self-monitoring of blood pressure, alcohol (
(1=2 with nurse, 1-2 with physician| ASCULAR RISK FACTORS consumption, smoking habits -
Smartphone & Fitbit sy 12 it phyicin) L R T 4 \‘/
In-house developed smartwatch =
Videos, Fitbit sleep tracking
LETHE App Reminders, nofifications .
Gradual introduction of
Different versions for different groups activities in the first 6 months Library of everyday tips (Tiny Habits), goal setting, r—
motivational feedback, educational content
Interviews mapping experiences
STRUCTURED MULTIMODAL INTERVENTION o it ook (ot oeotis
Sweden, after 6-month visit)
SCREENING BASELINE : Study visits: at Continuous technical support by digital coaches & passive data collection with digital tools A
| months 6, 12, 24 2 |
Rand i " SELF-GUIDED MULTIMODAL INTERVENTION
landomization

11 GENERAL HEALTH ADVICE & SUPPORT (oral & written, including LETHE App educational content )
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Die Bedeutung der frithen Diagnose - 3.

Praklinische AD: Target fur therapeutische Intervention, In
vivo Biomarker fiir AD Pathophysiologie lange vor Klinik

« in der Zukunft friihzeitig krankheitsmodifizierende

Therapien einsetzen
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Lecanemab Mechanismus

Neurotoxic forms

Monomers r Oligomers  Protofibrils ) Fibrils
® 9 I L s : i
s , B G
® & < | o
| 0
| 9-75kDa >75 — 5000 kDa : »
} Soluble i - Insoluble
Lecanemab binding profile | i ‘
|Lwrkwr cobor = wronger bncing) I

| Strongest binding I

« Lecanemab (BAN2401; Legembi ® ) ist ein humanisierter IgG1-
Antikorper der spezifisch an Ap-Protofibrillen bindet

« 10:1 hohere Affinitat fur Protofibrillen gegenliber Plaque-ApB,
100:1 hohere Affinitat fir Protofibrillen im Vergleich zu Ap-
Monomeren

Van Dyck C.H., NEJM, 2023
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Clarity AD study design

Randomized phase Extension phase

(18 months) (open-label)
1,795 patients with early AD VLD CDR-SB: Change from baseline at 18 months
MCI due to AD or mild 10 mg/kg biweekly Key secondary outcome measures
Alzheimer’s dementia (IViinfusion)) \ Lecanemab Change from baseline at 18 months:
Amyloid pathology confirmed - 10 mg/kg biweekly: * Amyloid PET

| (IV/infusion) > ADRSEEE

MMSE score between 20 and 30 ' P acebo ‘ « ADCOMS
at screening and baseline biweekly « ADCS MCI-ADL

(IVinfusion)

WMS-IV LMSII 21 SD below
age-adjusted mean at screening

Number of participants with TEAEs
Change from core study baseline in CDR-SB

Optional longitudinal sub-studies

e Amyloid burden (amyloid PET; n=716)

e Brain tau pathology (tau PET; n=257)

e CSF biomarkers of neurodegeneration (n=281)
e Subcutaneous formulation (OLE)

Adapted from Eisai presentations, 2023
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Baseline Characteristics

Placebo (n=875) Lecanemab 10

mg/kg alle 2 Wo

(N=859)

Alter Jahre, mean (SD) 71.0 (7.8) 71.4 (7.9)
Weiblich, n (%) 464 (53%) 443 (51.6)
Mild AD - AD mean (SD) 331 (37.8) 331 (38.5)

Apoe4

Non carrier 275 (31.4) 267 (31.1)
carrier 600 (68.6) 592 (68.9)
heterozygote 468 (53.5) 456 (53.1)
homozygote 132 (15.1) 136 (15.8)
Antidementiva 468 (53.5) 447 (52.0)

CDR SB, mean (SD) 3.22 (1.3) 3.17 (1.3)
MMSE, mean (SD) 25.6 (2.2) 25.5 (2.2)
PET centiloid, mean (SD) 75.3 (41.8) 77.9 (44.8)
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Lecanemab: Clarity AD primary endpoint: CDR-SB

0@
0.2 -
§ o
28 04-
%n:
23 06 -
Sc
o = 0.8 -+
c w
24 104
€9 LS mean difference
(=
2 = 12 1 at 18 months: -0.451
2 & y === Placebo
T -7 Lecanem .
< L6 ecanemab 27% slowing by
' *p<0.05; **p<0.01; ***p<0.001; ****p<0.0001 lecanemab at 18
18 T T T T T months
0 3 6 9 12 15
Visit (months)
Placebo (N) 875 849 828 813 779 767 757
Lecanemab (N) 859 824 798 779 765 738 714

Adapted from Eisai presentations, 2023
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Lecanemab: Amyloid PET
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IH 0 3 6 12 18

Visit (months)
Placebo (N) 344 303 286 259 205%*
Lecanemab (N) 354 296 275 276 210%**

Adapted from Eisai presentations, 2023
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ADAS-Cogi4
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T8 - Lecanemab i
< 26% slowing by
6 1 1 1 1 1
0 3 6 9 12 15 months
Visit (months)
Placebo (N) 872 844 823 807 770 762 738
Lecanemab (N) 854 819 793 771 753 730 703

Adapted from Eisai presentations, 2023
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ADCS MCI-ADL
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= *p<0.05; **p<0.01; ***p<0.001; ****p<0.0001 lEmeiEd & 4
<0.05; <0.01; <0.001; <0.
6 P P P : P : . months
0 6 12 18
Visit (months)
Placebo (N) 796 783 739 707
Lecanemab (N) 783 756 716 676

Adapted from Eisai presentations, 2023
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“Gewinn” Monate im CDR SB
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Adapted from Eisai presentations, 2023
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Spezifische Nebenwirkungen

_ Placebo ( n= 897) Lecanemab (n= 898)
% %

Infusionsassozierte 7.4 26.4
Reaktionen
ARIA - E 1.7 12.6
ARIA - H (gesamt) 9.0 17.3
ARIA - H (isoliert) 7.8 8.9

Van Dyck C.H., NEJM, 2023

MEDIZINISCHE
UNIVERSITAT WIEN 23




Figure 1.
ARIA-E as seen on FLAIR images from a monoclonal antibody trial demonstrating

increased MR signal in multiple regions of the right hemisphere affecting both gray and
white matter.

Sperling RA, Alz&Dem, 2011
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Figure 3.

Microhemorrhage and superficial siderosis

Left: White arrows indicate multiple 1-3mm dark foci in the right inferior temporal and
occipital lobes, typical of the appearance of mH. Red arrow indicates inferior sagittal sinus,
and yellow arrow indicates susceptibility artifact, as vascular structures and artifacts can
sometimes mimic the appearance of mH and siderosis. Right: White arrows indicate
curvilinear dark sulci in the right frontal lobe, typical of the appearance of superficial
siderosis. Both images were acquired at 1.5T with a 2D long TE (30ms) GRE sequence.

Sperling RA, Alz&Dem, 2011
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Time to ARIA-E events

035 - Homozygous for LEC10-BW « 71% nach 3 Monaten und
g
ol ) 92% nach 6 Monaten
L 05 « 81% Riickbildung
< .
E 020 A innerhalb von 4 Monaten
G
2 015 4
=
©
S 010 4
S
o Noncarrier for LEC10-BW
0.05 - 4 |
! Overall placebo
0.00 - T T T T T T T
4 12 20 28 36 44 52 60 68 76
Visit (weeks)
Heterozygous for LEC 10-BW 479 423 410 395 387 381 374 367 362 343
Homozygous for LEC10-BW 141 101 100 91 89 89 88 86 85 83
Noncarrier for LEC10-BW 277 255 247 239 231 221 216 211 205 204
Overall placebo 897 879 863 850 822 800 792 777 762 731

Adapted from Eisai presentations, 2023
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Donanemab Mechanismus

Donanemab is an IgG1 monoclonal antibody directed against an insoluble, modified, N-
terminal truncated form of amyloid-B (N3pG) present only in brain amyloid plaques

OOV

Aspartate (D) and
Alanine (A) Cleavage

emm Cleaved AB

Glutamate (E)
dehydration

O AB with N-terminal
0@ pyroglutamate

Donanemab-tagged
amyloid plaque
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Studiendesign

TRAILBLAZER-ALZ 2 study design

Up to 7 weeks 76 weeks 78 weeks

Double-blind treatment period — IV administration LTE

Donanemab

700 mg QAW Donanemab 1400 mg Q4W
3 doses
Saline infusion if <11 CL once or 11=CL<25 twice
Participant randomization stratified by l
investigative site and tau pathology \
(low-medium versus high level by SUVr) Placebo Q4w
—{ Placebo Q4W

Week 0 4 12 24 52 76
MRI *x x * * * *
Amyloid PET scan % * * *
Tau PET scan * *

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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Follow-

Up
Up to
44 weeks

Blinded change to placebo
based on amyloid PET result
at 24, 52 and 76 weeks



Enrolling participants based on tau pathology

Study Powered to Test Study allowed enrollment of high tau

Low-medium Tau Population participants so efficacy could be

tested in overall population (low-
(same as TRAILBLAZER-ALZ Phase 2) medium plus high tau)

“No or very low tau”
not enrolled

Low-medium tau High tau

1.10 < Tau SUVr < 1.46*

Tau SUVr > 1.46

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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Baseline demographics

Demographic Pla_cebo Donalnemab Pla_cebo Dona_nemab
(N=594) (N=588) (N=876) (N=860)
(%) female 321 (54.0) 325 (55.3) 503 (57.4) 493 (57.3)
an (SD), in years 74.3 (5.8) 74.3 (5.7) 73.0 (6.2) 73.0 (6.2)
Race n (%)
% Asian 38 (6.4) 48 (8.2) 47 (5.4) 57 (6.6)
% Black or African American 17 (2.9) 17 (2.9) 21(2.4) 19 (2.2)
% Black or African American (US only?) 13 (3.1) 17 (4.1) 16 (2.5) 18 (2.9)
% White 539 (90.7) 522 (88.8) 807 (92.1) 781 (90.9)
% American Indian or Alaska Native 0 1(0.2) 0 2(0.2)
% Multiple 0 0 1(0.1) 0
Ethnicity®, n (%) Hispanic/Latino 26 (6.3) 24 (5.8) 36 (5.7) 35 (5.7)
dueation of 213 years, n (%) 421 (71.0) 407 (69.2) 637 (72.8) 606 (70.5)
@ arrier.n (% 427 (72.3) 421 (71.7) 621 (71.2) 598 (69.8)
AChEI and/or memantine use, n (% 341 (57.4) 332 (56.5) 538 (61.4) 521 (60.6)

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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Baseline clinical and biomarker measures

Low-medium Tau Population Combined Population

Scale/biomarker, mean (SD) l(’r!la:se&?
iADRS 105.5 (13.7)
ADAS-Cog,; 27.8 (8.4)
ADCS-iADL 48.4 (7.9)
ADCS-ADL 66.9 (8.5)
@ 22.8 (3.8)
3.7 (2.0)
CDR-G, n (%)
0 3(0.5)
0.5 387 (65.5)
myloid PET, in Centiloi 100.9 (35.1)
PET AD signature weighted S 1.21 (0.13)
Plasma P-tau217, in pg/mL 5.4 (11.3)

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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Donanemab
(N=588)

105.7 (13.8)
27.5 (8.5)
48.1 (7.9)
66.7 (8.5)
23.1 (3.6)

3.7 (2.1)

2 (0.3)
382 (65.9)

102.4 (34.7)
1.21 (0.12)
6.6 (17.7)

Placebo
(N=876)

103.6 (14.0)
29.3 (8.9)
47.8 (7.8)
66.4 (8.3)
22.2 (3.9)

3.9 (2.1)

4 (0.5)
532 (61.2)

101.6 (34.5)
1.35 (0.26)
6.8 (15.4)

Donanemab
(N=860)

104.1 (14.3)
28.7 (8.8)
47.8 (7.9)
66.3 (8.6)
22.4 (3.8)
4.0 (2.1)

2(0.2)
514 (60.8)

103.5 (34.5)
1.34 (0.25)
7.5 (18.5)
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Donanemab: Primary Outcome: iADRS

iADRS: Low-medium Tau Population IADRS: Combined Tau Population

35% slowing

0 by
donanemab

22% slowing
by
donanemab
at 76 weeks

at 76 weeks

Worsening
iADRS

Adjusted Mean Change (SE)

Worsening
iADRS
Adjusted Mean Change (SE)

v v
-14 I I 1 1 1 1
0 12 24 36 52 64 76
Week Week
— Placebo 560 549 526 506 474 447 444 — [P)'acebo 3?4 302 ;?; 738 693 6? 653
— Donanemab 533 517 487 459 441 406 418 — Donanemab 775 75 665 636 579 583

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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CDR-SB

CDR-SB: Low-medium Tau Population CDR-SB: Combined Tau Population

36% slowing 29% slowing

0. Y% 0. by
donanemab donanemab
at 76 weeks at 76 weeks

—_ a7 0.
5,4 0. 5
o
& 2
m .
2@ 2" 2o 5
o nl: c 3| @ €
2 a g 2 3
o [} o
=00 =1 =0 =
° °
@ 2
g El
E 2. 2 2.
4 2.5 v 2
T T T T T 1 1 I 1 I 1 1
0 12 24 36 52 64 76 0 1224 36 52 64 76
Week Week
— Placebo 569 561 540 516 486 461 459 — Placebo 838 825 784 752 713 678 672
— Donanemab 546 530 499 471 451 418 424 — Donanemab 79 774 731 682 650 603 598

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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ADCS-iADL and ADAS-Cog,;

ADCS-IADL: Low-medium Tau Population ADAS-Cog,3: Low-medium Tau Population

32% slowing
by donanemab
at 76 weeks

0 40% slowing
by donanemab
at 76 weeks

Worsening
ADAS-COg13

Adjusted Mean Change (SE)

Worsening
ADCS-iADL

Adjusted Mean Change (SE)

0 12 24 36 52 64 76
Week Week
— Placebo 562 551 528 510 479 454 451 — Placebo 570 568 544 517 491 463 460
— Donanemab 535 521 490 462 444 411 420 — Donanemab 550 536 507 477 455 424 431

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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Donanemab: Amyloid PET

Phase 3 Combined Population

Phase 3 Low-medium Tau

Population

87 CL decrease by donanemab at 76 weeks

84 CL decrease by donanemab at 76 weeks 88 CL decrease by donanemab at 76 weeks
0 PP PPN 1 o] 0
] :‘},T o) 5 o g
S5 -20- 2o -207 83 -20-
>c g= 2E
€= ' €=
< <o <3
€8 -40 £ 8 -407 £ 8 -40
Q
o E .60 *kk c = -604 8 E -60-
o3 o 6‘ o3
% Q *kk . ‘% = Kk % Q Hkk e
iy -sod i -804 % O 804
o o o
-100 T T T T T -100 T T T T T -100 T T T T T
0 12 24 36 52 64 76 0 12 24 36 52 64 76 0 12 24 36 52 64 76
Weeks Weeks Weeks
— Pbo n=112 111 91 91 n= 556 552 498 470 n=3812 805 729 690
— Dona n=121 115 92 90 n= 525 521 463 433 n=765 760 670 614
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Treatment-emergent adverse events

Treatment-Emergent AE 25%%

Preferred Term, n (%) Placebo (N=874) Donanemab (N=853)
Participants with 21 TEAE 718 (82.2) 759 (89.0)
ARIA-E 17 (1.9)
ARIA-H 65 (7.4) 168 (19.7)
COVID-19 154 (17.6) 136 (15.9)
Headache 86 (9.8) 119 (14.0)
Fall 110 (12.6) 114 (13.4)
Infusion-related reaction 4 (0.5)
Superficial siderosis of CNS 10 (1.1) 58 (6.8)
Dizziness 48 (5.5) 53 (6.2)
Arthralgia 42 (4.8) 49 (5.7)
Urinary tract infection 59 (6.8) 45 (5.3)
Diarrhea 50 (5.7) 43 (5.0)
Fatigue 45 (5.1) 42 (4.9)

#in donanemab group after rounding

Slide courtesy Lilly; Adapted from Sims J.R., JAMA, 2023
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Summary of ARIA and macrohemorrhage

Placebo Donanemab
i m G (=872 (N=853)
Any ARIA (-E or -H) 130 (14.9) 314 (36.8)
Any SAE of ARIA 0 (0) 14 (1.6)
ARIA-E 18 (2.1) 20
Asymptomatic 17 (1.9) 153 (17.9)
Symptomatic 1(0.1)b 52
SAE of ARIA-E 0 (0) 13(0.5)
ARIA-H 119 (13.6) 268 (31.4)
SAE of ARIA-H 0 (0) 4 (0.5)
Isolated ARTIA-H 108 (12.4) 108 (12.7)
Macrohemorrhage 2 (0.2) 3 (0.4)
SAE of Macrohemorrhage 1(0.1) 1(0.1)

® ARIA-E events were largely mild to moderate radiographically (94%)

= Commonly reported symptoms of symptomatic ARIA-E were headache and confusion
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Studienergebnisse Uberblick

T nemat | Donanemab

MCI due to AD, mild AD MMSE>22 MMSE>20
Biomarkernachweis Amyloid PET oder CSF Amyloid und Tau PET
Dauer 18 mo =72 wo 76 wo
Alter (Jahre) 50-90 60-85
Infusionsfrequenz alle2 Wo alle4 Wo
CDR SB 27.1% 36% (28.9%)*
IADRS - 35.1% (22.3%)*
CDR-SB (Gewinn in Mo) im 5.3 7.5
Zeitraum von 18 Monaten
Infusionsassozierte Reaktionen 26.4 % 8.7%
ARIA - E 12.6% 24%
ARIA - H (gesamt) 17.3% 19.7%

* In Klammer Zahlen fiir Patient*innen mit niedrigem, mittlerem und hohem Tau im PET
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MAB - take home

bewirken eine deutliche Verringerung der B-Amyloid-

Plagues im Gehirn und eine Verlangsamung der
klinischen Verschlechterung

fihren zu amyloidbedingten Bildgebungsanomalien
(ARIA), die in der Regel asymptomatisch sind, aber
schwerwiegend sein konnen und eine
vorausschauende Behandlung erfordern
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Empfehlungen
Zur

dangemessen

W

Anwendung
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Diagnose einer Alzheimer Erkrankung in frithen Stadien (MMSE >20)

Gesicherte Biomarkerdiagnose (Amyloid PET oder AD Biomarker im Liquor)

MRT des Schadels zu Beginn der Therapie mit Ausschluss einer CAA und eines hohen
vaskularen burdens

MRT im Verlauf der Therapie

Ausschluss von Patient*innen mit Antikoagulation, keine Thrombolyse

Bestimmung des APOE4 Genotyps und entsprechende Patientenaufklarung

Erstellung eines Registers

Aufklarung und Einverstandnis des Patienten mit entsprechender Dokumentation




Wo wir stehen

Demenzerkrankungen sind eine der groRten
gesamtgesellschaftlichen medizinischen Herausforderungen

Bisher war aufgrund der geringen Interventionsmoglichkeiten
eine gemadchliche Diagnostik akzeptierbar

Das therapeutische Zeitfenster fur die Intervention wird sich
stark verkleinern

Der Bedarf an Screening und Aufklarung wird massiv steigen
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Das hat zur Folge

Uberlastung des PC
Bereichs durch
worvried well

Hohe Latenzen bis
zum Erreichen des
spezialisierten
Zentrums

Verpassen des
therapeutischen
Fensters
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Was uns fehlt

Triagierung der
Kapazitaten in der
Pipeline zur
diseasemodifying

therapy

Vereinheitlichung der
Zuweisungswege fur
Menschen mit
Demenzerkrankungen

)
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Patientenweg

Allgemeinmedizin: Anamnese,
Screeninguntersuchung

Facharzte: neuropsychologische Testung,
Labor, MRT

Spezialisierte Gedachtnisambulanzen: Amyloid
PET oder Liquor AD Biomarker, Einstellung und
Verabreichung von monoklonalen Antikorpern

MEDIZINISCHE
UNIVERSITAT WIEN




Kombination: Progression von SCD/MCI zu AD

L Blood-tests ] [Brief cognitive testsj | MRI of the brain J

" e - L

) [

Palmqvist et al, Nat Med 2021
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Number of People on Alzheimer’s disease continuum in
Austria and Vienna (in Thousands)

I N A

AD dementia 72.3 (59.6-86.9) 13.1 (10.8-15.7)

Prodromal AD 193.4(121.0-300.4) 34.7 (21.6-54)
(MCI)

Preclinical AD 661.1 (550.7-769.3) 123.4 (102.6-144.1)

Full AD continuum 926.9 (731.4-1,156.6) 171.2 (135-213.8)

Adaptiert fiir Osterreich nach Gustavsson A., Alz&Dem, 2022
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Geschitzte Patientenanzahl in Osterreich und Wien

| Osterreich | Wien |

Alter 55+ 3.000.000 700.000

MCI Screening positiv 416.000 95.000 13,6%
Alzheimer Biomarker positiv 84.000 19.000 2,8%
Therapie indiziert 67.000 15.000 2,2%

Adaptiert fiir Osterreich nach Hlavka et al, Rand report, 2018
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Vielen Dank fur die Aufmerksamkeit!

Hier wohnte

Alois A);heimer

In den Jahren 1886/87 aly
*  Student, Die nach ihm
benannte Erkrankung
stellte er erstmals 1906
an der hiesigen
Pyychiatrischen
Universitatsklinik
der Offentlichkeit
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