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Timeline of anti-AB

advances

=
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@

immunization
trials begin

DISCOVERY

We can
Better remove AB,
control of but patients
the immune need to
response is have A for
critical this to work

LESSON LEARNED

A vaccine tested Bapineuzimab Phase 3 studies underway
in humans results spur field

Phase 3 studies include
failure & success

2" generation agents First FDA FDA full
& pAD studies begin approval approval?

There are

Effective

many different Risks &

AR targets and benefits are

this may work very different
best when with different
used early agents

removal of

disease by

You must
remove AB
to have a
clinical
effect

AB can
slow
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Alzheimer’s Why i
; y is A a target for
REE%EEESBF drug development?

1) APP is a membrane-bound 2) APP is normally cleaved by a- 3) B-amyloid is toxic to cells and

glycoprotein that may serve asa  secretase and B-secretase, butin  accumulates in brain tissue as
growth factor ininjury and repair  AD, y-secretase is active amyloid plaques, a hallmark of AD

*All dominant genetic mutations leading to AD work by increasing Ap

**AB accumulation is the first step in the development of AD

Alzheimer’s Let’s start the journey T o200

vaccination can work!

Disease Center with AN1792
ot the Sarders- Brown Conter on Aging . . .
vaccination in 1998
Animal studiesshow that AB | | Human trials sh d ise with a reduction in AB hology

(U]

Placebo ANI792

) = it oot 2
‘Weller et al, Acta Newropathol. 2009 Jul; 118(1)87-102. Mailiah et al. Neurclogy 2005 Jan 11:64(1):129-31.
Human trials sh d ~23% slowing of i decline, but...
a Unfortunately, the trial had
( ': e to be stopped for safety
5 concerns of fatal encephalitis
: *p<0.02 in 6% of the participants

DeKosky S, J Am Geriatr Soc. 2003 May;51(5) ‘Gilman 5, Neurology. 2005 May 10,64(9):1553-62.




L), Alzheimer’s AN1792 Lessons
Disease Center

tthe Sanders B G g Learned
 Active vaccination cannot be controlled
precisely

— Some did not develop antibodies against AR

— 13 patients died of “encephalitis” (~6%) of
uncertain cause

A in plaques moved into the blood

vessels before it was removed from the

brain causing worsening CAA

.

PR o -
Weller et al, Acta Neuropathol. 2009 Jul;118(1):87-102.

Passive immunization is the path forward as we can precisely
control the immune response by adjusting dose and timing

10/16/2023

% Alzheimer’s Let’s continue the
Disease Center journey with
S ——— Bapineuzumab 2006...
* Recombinant (manufactured) antibodies administered by
infusion using the exact same A target as AN1792
Animal studies were wslfiv!? Huma sl}:dies .sr.wu‘vgd- aligna for benefit, with a subset showing Afl removal, but...
B & o3¢

=8 SR vt
[+ Jre———

Again, we see edema
& bleeding in the
brain, much that seen
with AN1792

PRE iw 3w PRE 1w iw
Maeda J et al., J Neurosci. 2007 Salloway et al. Neurology. 2009 Dec 15;73(24):2061-70. Epub 2009 Nov 18
1027(41):10957-68

LY Alzheimer's Bapineuzumab R
Disease Center

ey LESSONS Learned 2009  QESat...

Passive immunization can remove AB  [Faimerricre wuciaa
from human brains o @0 |

— This was only shown in a subset of patients y
Removal of Ap may be associated with
slowing of decline in cognition

Edema and bleeding remains a problem | n&zxiimionee s

(2/87)in patients with 0.copies of the allele, 7.1%

— Associated with dose & ApoE e4 status {4755)with 1 copy,and 33,35 {6/15) with 2 copies

We need to be careful with dosing, take ApoE status into consideration,
and make sure we are measuring amyloid reduction in everyone




P Alzheimer’s ARIA-E & ARIA-
Disease Center
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Cerebral amyloid angiopathy (CAA)
occurs in “80% AD patients & can be
i with an ~n

Chung et al | Newrol Neurosurg Pevchiatry. 2030 0ct 9.

A working group of experts
in 2011 coined the term ARIA
Amyloid Related Imaging
Abnormalitiesinclude both:

Vasogenic edema — ARIA-E We’re still trying to better understand ARIA so we can
Microhemorrhage - ARIA-H avoid it and or learn to manage it more effectively!

Jicha GA. Is passive immunization for Alzheimer's disease ‘alive and well or ‘dead and buried'? Expert Opin Biol Ther. 2009 Apr;9(4):481-91
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fp Alzheimer’s Targeting different — Camsm
Disease Center g 9 —

o B S AT types of Ap oL

* Both safety & efficacy concerns prompted a closer look at the A targeted
by the antibodies, and new generation of antibodies were developed

AP monomers Soluble AR -
<Y oligomers
- [ \Y AN
Up [
[ - J_
We didn.'t kn.ow or understand if it mattered? NN A 4 .fY‘ y
If all antibodies would be the same? A
Or if they might be different? = Tl 5l
| This gave rise to 2" generation antibodies that target s, ol plaques, or all types of A

Jicha GA. Is passive immunization for Alzheimer's disease ‘alive and well or ‘dead and buried'? Expert Opin Biol Ther. 2009 Apr;9(4):481-91
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P Alzheimer’s Let’s continue the
Disease Center journey with

it the Sanders.Brown Certer o Aging

Sol

Placebs sols

Schnmuna  Packo

et o meier) | 3
o 0%) H
Ay efsted sma ing stnarmatic S
‘Wb edems P85 pq (o
Wahbacarhga wuy 5169 iy bt
Jicha GA. Expert Opin Biol Ther. 2009 Doody et al, N Engl J Med. 2014 Jan 23;370(4):311-21
Apri9(4):481-91

« The study failed overall, but did show a 29% slowing of cognitive decline with Sola
* No significant change in A levels between groups was seen

12




L) Alzheimer’s Solanezumab Lessons
Disease Center

S Do G s A Learned 2014

Targeting only monomeric A is as safe as

placebo

— While ARIA-E was increased by 0.7%, ARIA-E
was lower by 0.5%

Targeting only monomeric A3 does not

reduce A plaque levels

— The “Sink” hypothesis was disproven

There may be a clinical benefit of removing |

monomeric A H

— Slowing by about 31% on ADAS-cogl11 ’

10/16/2023
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LI Alzheimer's Let’s continue the
Disease Center journey with .
e —— Crenezumab 2012... .

No change in clinical outcomes were seen!

Soluble oligomers are th No change in AB was seen!

A ["F[forbatapic Amyioid PET

problem!

|

I

|

|

I
=
Al

Ostrowitzki et l, JAMA Neurol. 2022 Nov 1;79(11):1113-1121,

~—i| *ARIA was the same for both placebo and treated patients in the study

Both Phase 3 studies were stopped for neg efficacy

Shankas et al, Nat Med. 2008 Jun 22,

14

LI Alzheimer’s

Crenezumab Lessons

Disease Center ol
S A Learned 2022 i SR
* There are two possible C. AB oligomer
explanations for the

:
J 1

-

complete lack of effect seen
in these two Phase 3 trials

— The antibody did not actually
capture oligomeric AB in

Mean Change From
Baseline (£SE), pg/mL

2

humans
. . . . [ b(n) 133 80 16
— Oligomeric A toxicity has little . E:! = = =
to do with AD progression strowitak et o, JAMA Newrol. 2022 Nov 179(11-1113-1121
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LY. Alzheimer’s Let’s continue the journey = /s
Disease Center with Gantenerumab

10/16/2023
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2017...

clinical benefit was seen

* First SQ injection
rather than
infusion delivery

* Prelim studies
showed good A
removal and
probable efficacy

‘mmm ¥
Wy -

+ Development was stopped as a
result of these negative findings
Dec 2022

* It remains unclear if dose
reductions or SQ methods led to

o s oo | I
16
3 Alzheimer’s Gantenerumab o

Disease Center My
e mmcomess . LESSONS Learned 2022  QESSST ...

* Efficacy appears to be dependent on A plaque
clearance, not on other targets

Safety appears to be somewhat dissociable from
AP removal effectiveness, although this remains
poorly understood

ARIA occurrence is clearly dependent on ApoE e4 | «|
status in a dose-dependent manner as has been ° /
seen with many other antibodies Thowt Omeet Twer
SQ was able to deliver the same levels of
antibodies as IV treatments

It is hopeful that we can use this
method of delivery to reduce burden
on healthcare systems and on patients

17

. %l_zhelm(e:r S sy Let’s continue the journey
15€as€ LENLer  with Aducanumab 2017...

it the Sanders.Brown Certer o Aging

Same target as AN1792 & Bapi

* ENGAGE and EMERGE, tested aducanumab in ~1600 mild AD patients
* The drug removed amyloid plaques from the brain
* The FDA on slowing cognitive decline were inconclusive and

* This worried me, and we + ~41% subjects had brain swelling/stroke or bleeding in the brain and 25% of those.
chose not to participate in had P ing of cognltive ded

clinical trials because... =

+ We didn’t know if it would it el p——
be safe? (AR, rz‘g . |Doubts persist for claimed Alzheimer's drug

+ We didn’t know if it would ‘:le" - \ Doce doclared

be of benefit? ey s o e et st et | e g, et e
It has the same target as 1 o i | = et s e

Bapineuzumab so are we @ - e htt:/fscience:sciencemag.org fcontent/366/6471/1298

just repeating history’s

18



Ul %lihﬂméléit ~ Aducanumab Lessons
oo i Learned 2021

Definitive proof that such agents can o
fully remove amyloid from the brain! !fx\\ - fam,

— Removal of AB plaque clearly L,\_

demonstrated in both Phase 3 studies

leading to accelerated FDA approval £

) . ) . - 10 mg kg
With one positive and one negative “
study on clinical outcomes it remained —— .. . . .
unclear what the benefit might be?

Do another definitive studies was the | '
FDA mandate! (conditional approval) !

10/16/2023
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LI Alzheimer’s Accelerated & or
Disease Center Conditional FDA .
Approval? R

it the Sanders.Brown Certer o Aging

* “Accelerated” FDA Approval
— Accelerated means the FDA knows how much we need something
— Approval was based on evidence of removing Af3 only
* “Conditional” FDA Approval
— There is a requirement for an additional study to prove clinical benefit by
2026 or the drug approval will be pulled
— This is really still an experimental research drug, similar to the many others
we are working with in the field
* What it takes for “Full” FDA Approval?
— Definitive evidence for significant clinical benefit, not just AB brain removal

20

LI~ %l_zhelm(e:r s sy Let’s continue the journey e -
15¢as€ ENIET  ith Donanemab 2017... T RS

it the Sanders.Brown Certer o Aging

Amyloid Plaque Level on Florbetapir PET

from Baseline (centiloids)

= Warsening
100 S Wan Ghunge eom Sasatine
5
Adjusted Mean Change

» * Results similar to other antibodies that

- Lo remove AP plaques resultingin ~25%

@ . 0 slowing of AD

+ Complete removal of A plaques
demonstrated clearly in a subset of patients

+ ARIA risk remains in a midrange

@ ki ARAH Mintun et al, N EnglJ Med. 2021 May 6,384(18):1691-1704




LT Alzheimer’s
Disease Center

Donanemab Lessons
Learned 2022

10/16/2023
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* Clearly reduces A, but the protocol
stopped AB-PET once clear of AB, and
so not all patients had EOS AB-PET
— This led the FDA to not grant accelerated

approval given the disparate timelines for
establishing AP clearance
ARIA rate was - e PR

* Aclinical benefit of ¥32% was seen in  [{{ ="
the Phase 2 study, similar to other between that

. N seen with s »

studies using agents that reduced A Aducanumab et T
. N L .. d th I} o N

— A simailr clinical benefit was seen across all :,';,ht ot seen

secondary clinical measures in the study Lecanumab |- =
22
LT Alzheimer's Let's continue the journey T amemers 21
Disease Center with Phase 2 Lecanemab e
at the Sanders. Brown Certer o Aging 2012...

* The trial d 10 mg/kg bi y was optimal
* Iteliminated AR
* There was positive clinical benefit
« But the trial ended and all patients went into a gap period before an

Phase 2b/3 study showed OLE was started
removal of AB leading to FDA « This taught us so much about disease modification and what
accelerated approval happens if you stop these medicines

P

* Aslow rise in Ab-PET is seen, but this is really slow
« Cognitive decline continues, but parallel slopes indicate it has changed the disease course
permanently

23

L. Al_zheimel"s Lecanemab Phase 3
Disease Center Results...

it the Sanders.Brown Certer o Aging

Waorsening
g 00
&
% 0.4
| .
Se o Lecanemab ARIA remains
g an issue but it
g8 islow with
38 1, is low wi
; = Lecanumab
% 1€ Placebo
- P<0,001 at 18 mo
2 20+ r T T r r )
0 3 6 9 215 18
Visit (mo)
No. of Participants
Lecanemab 859 824 79 779 765 738 7l4 |
Placebo 875 g9 sz 813 709 767 IST At AviAN

van Dyck et al. N EnglJ Med. 2023 Jan 5;388(1):3-21

24



J imer” N wimers 23
U, g‘ihe'mai cor Lecanemab secondary i
«Mﬁ%ﬁgmmwe endpoints? @ s arinsay

pep—— GETTr—

Full FDA approval |-
expected in 3 mos
VA has already o
chosen to cover LR L N
this medicine Moo : EETUm owomonom
It will be here at ;
UK in the next 6 1‘

o M Oy b
Pery

s e o s

10/16/2023

months e
* Let’s get ready... R —
25
Ul %‘.Zhdmf:l"st Lecanemab Lessons ~  ‘imm
,,WLESEEEWS&EH Learned 2022

* The Phase 3 CLARITY data is considered by most in the
field to be definitive evidence of clinical benefit in
addition to the previously accepted demonstration of A}
removal
— The Phase 2b/3 data led to FDA accelerated approval on Januar
6, 2023 based solely on AB removal
Clinical benefit ranges from 27% to 40% based on
outcomes similar to the many other studies with other
agents
— Eisai immediately filed for full approval based on the Phase 3
CLARITY data
ARIA rates appear low despite full clearance of A
suggesting again a partial dissociation of risk from extent
i |

26

FDA Full — Zismn”
sl
s St e

Approval? R==

LI Alzheimer’s
Disease Center

at the Sanders. B Center ce Agig

. g;;:g:g%raot\;al is based on the ultimate PRECIEAL AL T ... A
LR
— Typically, 2 independent studies are needed
— Surrogate outcomes can be used in some snuuess ° .:-Tb"
instances (i.e. BP lowering for . oI 0§
antihypertensives
« AB-PET lowering was a move to W_
surrogate endpoints for AD e © wrrrTTE—
— Warranted “accelerated”, but not full T T T —

approval as of yet

* Full FDA approval of Lecanemab was oL i &
granted on July 6, 2023 it _:':““_’_‘ r e
— Medicare has stated they will cover the B35 von mue i symarrren HOA SUBMITTED. REVIEW %
costs of Lecanemab (Leqembi®) o SN 0
Asomomomnns O

27



Alzheimer’s
Disease Center

How much time will this
buy us? Is it clinically

10/16/2023

ot the SandersBren Ceoter o Agheg meaningful?

GDR-58 change from baseine (SE)

Months since baseine

@ & & o & @&
ponts 01 98 05 05 08 98

mosths derencove placebs 15 3 45 £ J5 4

e

Incroasing disabiity

benafi

Time
Petersen RC, Aisen PS, Andrews JS, Atri A, Matthews BR, Rentz DM, Siemers
ER, Weber CJ, Carrillo MC. Expectations and clinical meaningfulness of
randomized controlled trials. Alzheimers Dement. 2023 Feb 7. doi:
10.1002/al2.12959. Epub ahead of print. PMID: 36748826.
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ind risk for ARIA

Alzheimer’s Are these medicines all
Disease Center the same or are they
it the Sanders.Brown Certer o Aging different?
These drugs all Ik
target AR S
differently,
leading to - =
S differenteffects |( dhoun a
- on Af removal k Kopsl

Haass & Selkoe (2022) Lo Biol 20(7): €3001694.

elephant

|«

¢ These therapies al

a Snake!

This conundrum is no different than the story of the blind men and the

e Each part of the elephant is different depending on where you touch!
touch” amyloid in different areas and are different!

29

Alzheimer’s Are these medicines all
Disease Center the same or are they
at the Sanders- Brown Conter on Aging different?

These drugs all
targetAp
differently,
leading to
different effects
on Ap removal

WAduconumsb WDonsnemsb ®Gantanarumsb Mlecanemad

proME
tmoty O pruee
btraton
o
i i rogrwreres sampie viaw a basedne

400 90 B0 0 40 0 40 0 20 -0 0

s

[y rp————————
et

pr
10 mong

9

O EMERGE  QENGAGE  OPRIME O Locanemad @ Donanomad

Haass & Selkoe (2022) Lo Biol 20(7): €3001694.
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f_ Alzheimer's Why only ~30% clinical
Disease Center  benefit despite full Ag
o the Sanders- Brown Center on Aging removal?

Two major possibilities exist...

3 B 3 #2 We are only treating the AP & most cases
#1 We are treating way too Int.e in the disease and of MCI and dementia are mixed disease states
there is so much more injury this won’t reverse

i Karanth etal, JAMA Neurol. 2020,¢201741

“Pure” AD is only 27% to 40% of the
pathology found in most MCI and or
dementia cases at autopsy

10/16/2023
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3 i s . . f pr—
P Alzheimer’s Let’s continue the journey =/ e, 2
Disease Center  with Solanezumab for s per e
at the Sanders.Brovn Genter o6 Aging pAD 2012... s St e
The A4 Study ||. "
NOW IS THE TIME % 1
* In 2011, the NIH funded the A4 24, 12
(anti-amyloid in asymptomatic 12 1
AD) study ;" os|
* 1,150 participants were treated 6 06
for 3-9 years 4 04
2 02
0 0
Placebo Solanezumab Placebo  Solanezumab
+ AP was not removed as was * No improvement in cognition
expected from prior Sola data was seen
+ A accumulation was slowed * No difference in 36% transition
il rate to MCl was seen

E Diccssc onter  PAD Lessons
18 r
kSl s G g Learned 2023

N

* Slowing A accumulation in those with AD
levels of A will not change disease progression i
— Reinforces that Af3 removal is what matters ARt

— These medicines work the same way regardless of . | |

disease stage (safety and efficacy the same as in AD)
Rather than giving up, the field is pushing

ahead with new pAD studies using Lecanemab | -
- i Enrolling
A45 studies the same stage of pAD H E nrolig
— A3 moves even earlier A A and across
STUDY the globe!

33
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%l.zhelmér § Do we need to add other
1sease Lenter o dicines to AB agents?

 the Sanders-Brown Cener o Aging

Targeting tau and tangles? Targeting OLB? | [Targeting TOP-43/LATE?

1 = & MART
| Iworksin s 5“’4# HS,_'

\ mouseheimer’s g 3

\ M| ] e -

\ diseasel o Nl = J“ L.'
{ [, T
Targeting vascular disease? Protein misfolding? M;MI/ \:‘:Wm

=) v %

= it ( ™ M= ‘ - Targeting lifestyle?
- __Fy =i CusPONTER
(. X > JPANN . p—

As these are developed it =i
is likely we will enter an 1
age of “precision
medicine” where

.
"

10/16/2023

._'E " treatment is unique for
Karanth et l JAVA Newrol every individual person! || ¥
2on0e01761
Alzheimer’s Imminent practical issues =~ —/eimers 2
Disease Center moving forward that we Nyl
at the Sanders.Brovn Genter o6 Aging should all know... s St e

Lecanemab is unfortunately not for everyone...
It is only for those with MCI and mild dementia
Patients must be able to have an MRI scan for safety
monitoring |
Patients cannot have significant past microhemorrhages
or other bleeding in the brain g
Caution should be used for those on blood thinners (no
concerns for anti-platelet blood thinners)

Caution should be used for ApoE e4 homozygotes (ed/ed
carriers)

If a person has only basic Medicare, 20% of the cost
(~S5K) will be a co-pay needed (Eisai has a patient
assistance program that may help?)

.

.

.

.
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Alzheimer’s
Disease Center

it the Sanders.Brown Certer o Aging

How few of our patients =
may be eligible? Pz

* Only 17% of our patients that
appear eligible at first glance may M None
actually be eligible... One
* We need to be prepared to tell B Two
those that are not eligible why B Three
they are not eligible... M Four or more
* Many may have exclusionary

Conditions... COMMON EXCLUSIONARY CONDITIONS:
: 2. + Imaging exclusion (37.5%) including past ICH
*In the qu%t case scenario, WIth * Cardiac exclusions if not well controlled (36%)
over 6 million persons on the US + Renal or liver disease (3.6%)

with AD, this still allows us to help - Immunologic disease ever (10.7%)

over a million'" * TIA or stroke in last year (6.3%)
Pittock et al. Neurology. 2023 Aug 16:10.1212/WNL.0000000000207770.

36
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Alzheimer’s
Disease Center

 the Sanders-Brown Cener o Aging

But that’s not all as
Donanemab full FDA

10/16/2023

g8 (95 GO f oy s P
s popdstion

ke a@

* Removes A

« Slowing similar to Lecanemab

approval is pending 1/24

H

Y1 35% slowing

Sims et al. JAMA. 2023 Aug 8;330(6):512-527.
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Alzheimer’s
Disease Center

it the Sanders.Brown Certer o Aging

Risks vs.
benefits?

Risk of ARIA [F] con-
30
25 §
-4
e
15 RE
ag
¥
10 i
5
ARIA-E ARIA-H
=Placebo "Donanemab

G score in combined population
0,
\ Hazard ratio, 0.63 (95% €1, 0.51-0.77); P< 001

8

Plicets

Dorunemab

*ARIA risks
remain higher
than placebo
*4.4 month delay
over the 1.5 year
study period
*This difference
could be much

0 & 120 180 240 300 360 420
Time after first infusion, d

o, of paticipants a4 risk

Treatment 604 1204 1804 2404 3604

Pcebs 840 764 700 671 587
Doranersb 801 737 696 6% 575

| more significant
if continued
was | post-therapy

(73]

an

Sims et al. JAMA. 2023 Aug 8;330(6):512-527.
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Alzheimer’s
Disease Center

it the Sanders.Brown Certer o Aging

& donanemab...

Comparison of subjects enrolled
CDR-SOB at baseline

.5
.5
5
5

Placebo Treated

COMMNNWWAS
in

®Lecanemab *Donanemab

Comparison of benefits
% Slowing of change

%

35 25

2 s

70 15

15 10

10 5
]

CDR-508 ADCS-IADL

own

=Lecanemab =D b

* Donanemab studies required tau-PET positivity whereas
lecanemab studies did not (these populations are different)

Comparison of risks
ARIA risk

ARIA-E ARIA-H

L *Donanemab

van Dyck et al. N Engl J Med. 2023 Jan 5;388(1):9-21; Sims et al. JAMA. 2023 Aug 8;330(6):512-527.
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Alzheimer's  How to guide our —
% Disease Center

ot he Sancers B Cerer s Aging p atients?
* Overall, the data show similar effects | Al lowering
and risks

Donanemab appears to clear amyloid Hasewmus
faster E

Donanemab is also associated with ‘B hcebo—4
slightly greater risk of ARIA & SAEs but
this increased risk was also seen in the g
placebo group...

These risks are manageable with either _ -
agent and SAEs are high irrespective of Lecanemab Donanemab
treatment in our patients with AD #Placebo sTreatment

SAEs in each trial including ARIA

van Dyck et al. N Engl J Med. 2023 Jan 5;388(1):9-21; Sims et al. JAMA. 2023 Aug 8;330(6):512-527.

10/16/2023
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LI Alzheimer's Advice to e i
% Disease Center . Wy
athe S e Cner s A pat|ents_ .. O TR
* The medications have similar effects and similar safety profiles
* The safest approach may be to go with lecanemab, but the more aggressive
approach is to go for donanemab
— This is like thinking of your retirement account investments...
* Much of this may come down to what your patient’s 3rd party payor will
cover
* A consideration is that lecanemab is every two weeks and donanemab is
only every 4 weeks
— With that said, missing an infusion or 2, or 3, or more is not as important as getting
that amyloid out of their brains!
* Our patients will ultimately have to make the choice for themselves as to
whether these are right for them and if so, which one?
— We should be prepared to guide and educate on this important decision!
41

G, Alzheimer's  mpact on current & —
% Disease Center .. . Ok
ansmimamcneenss fUtUrE clinical trials? %=

We have dozens of patients on lecanemab already,
many for over 7 years now

“The first person to be cured of Alzheimer’s disease will
be in a clinical trial” Dr. v 2012

T Ty

We still need to do better, and as we have seen, each Y
successive generation of new experimental medicines — bl
brings us safer medicines that move us closer to the

cure we are looking for! w— 'mm
2 it

* Many that are not eligible for Lecanemab or i‘ ’ii’ﬂ”ﬁ _i it
donanemab may still be eligible for these treatments LI L4141
* It remains unclear how the field will begin to adapt to ** 'l”i"ﬁ"l’ § (AREEEE
combination therapy with experimental medicines that s s e o =¥ H
are needed as we move towards precision medicine! L I i
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G Alzheimer's Questions?

7/ Alheiror's /=

&% Disease Center . .
Discussion?

a the Sander

We are entering a new world for
the care and treatment of those
with MCl and or dementia

It has been too long, and there e S
¥

has been too much suffering and _
death

Change is finally here and | for
one embrace this new world!

10/16/2023
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