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Objectives

1. What is Legembi and how is it different from Aduhelm?
2. What do | need to know about ARIA?
3. Who is Legembi indicated for and Who would NOT be

suitable?

. What are the barriers and challenges for developing better
AD treatment?

. What does the future look like?



Why all the excitement?

FIGURE

DISEASE MODIFICATION VERSUS SYMPTOMATIC BENEFIT
IN THE TREATMENT OF ALZHEIMER’S DISEASE
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How are they different?

Disease Modifying Treatments
(Targeting Biology)

VS

Symptomatic Treatments
(Treat Symptoms)
Donepezil (Aricpet)
Rivastigmine (Exelon)
Galantamine (Razadyne)
Memantine (Namenda)
Namzaric (Combo)



NDC: 62856-215-01
Rx only

1 vial per Carton
Discard unused portion

XLEQEMBI

(lecanemab-irmb)

FDA full approval July 6 in

500 mg/5 mL

NDC: 62856-212-01
Rx only

1 vial per Carton

What is Lecanemab? |

XLEQEMBI

(lecanemab-irmb)

Injection

How is it different from : —e N o
Aducanumab? LEQEMBI

I(llﬁgg{;grr:\ab-irmb) | b i e (100 mg/mL)

1 200 mg/2 mL Mo

(100 mg/mL) Medication Guide to each patient. b
Single-Dose Vial u
Discard unused poriit




ANTIBODIES AGAINST AMYLOID

Several clinical trials are testing whether drugs called monoclonal
antibodies can stem the symptoms of Alzheimer’'s by preventing the toxic
clumping of amvyloid-B proteins. This process starts when enzymes cleave
the amvyloid precursor protein (APP). Amvyloid-B proteins elongate into fibrils
and then nucleate into plagques. All of the drugs bind to amvyleoid-3, but their
primary targets in the process are different.
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Credit: Nik Spencer/Nature



Lecanemab (Legembi)
Phase 3 Clarity BAN Study - Site 2109 — HI Mem Ctr

Clarity AD is a global, placebo-controlled, double-blind, parallel-group, randomized study

Randomization Phase Extension Phase Randomization Phase
(18 months) (open-label) Primary Outcome Measure:

CDR-SB: Change from Baseline at 18 months

Patient Population

1,795 patients
with Early AD

MCI due to AD or mild
Alzheimer's dementia

Lecanemab

10 mg/kg biweekly Key Secondary Outcome Measures:

Ch from Baseline at 18 months:
Amyloid pathology (IV infusion) Lecanemab ange ror}:m;f;c;n;EaT months
confirmed 10 mg/kg biweekly ADAS-Cog14
MMSE score between IV infusion ADCOMS
22 and 30 at screening Placebo ( ) ADCS MCI-ADL

EN A E

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

Biweekly
(IV infusion)

Extension Phase
Primary Outcome Measures

Number of Participants with TEAEs
Change from Core Study Baseline in CDR-SB




Aducanumab (Aduhelm)
Phase 4 ENVISION Trial-Site 1005 — Hawaii Mem Ctr

Aducanumab Phase 3 studies EMERGE and ENGAGE

Studi Two 18-month, randomized, double-blind, placebo-
udies controlled, Phase 3 studies
Geography/

: 3285 patients at 348 sites in 20 countries
sample size

Early Alzheimer’s disease (MCI due to Alzheimer’s
disease + mild Alzheimer’s disease dementia)

+ MMSE 24-30, CDR-GS 0.5, RBANS DMI score < 85
+ Confirmed amyloid pathology

Population

Two dosing regimens (low and high dose) and placebo;

Doses randomized 1:1:1

Countries with active sites included:
Change from baseline in CDR-5SB score at 18 months Australia, Austria, Belgium, Canada, Denmark, Finland,
France, Germany, ltaly, Japan, the Netherlands, Poland,

Portugal, South Korea, Spain, Sweden, Switzerland,
Secondary: MMSE, ADAS-Cog 13, ADCS-ADL-MCI Taiwan, United Kingdom, United States

Tertiary (efficacy): NPI-10
Sub-studies: amyloid PET, tau PET, CSF disease-
related biomarkers

Primary
endpoint

Other endpoints




What are the Results? Memory Improved?
CDR-SB : Aducanumab 22%, Lecanemab 26%

EMERGE: Clinical endpoints at Week 78

High dose aducanumab met all clinical endpoints assessing cognition, function and
behavior at Week 78

Primary endpoint Secondary endpoints

CDR-SB MMSE ADAS-Cog13  ADCS-ADL-MCI

26% LESS
DECLINE
P=0.125

06 o7 14 07 17
{0.00,1.13) (-1.76,0.36) | (246, -0.34) ©027,173) | (0.75,2.74)
p=0.0493 p=0.0097 p=0.1515

10 mg/kg biweekly
10 mg/kg monthly

Flacebo
%
Difference from placebo
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% Difference vs placebo

B Low-dose aducanumab  [l] High-dose aducanumab

n=5432 n=547a 12

Analysis visit (mos)

2 n=numbers of randomized and dosed patients included in the analysis. *p <0.05, **p <0.01, and ***p <0.001 compared with placebo (nominal for NPI-10).
ADAS-Cog 13, Alzheimer's Disease Assessment Scale—Cognitive Subscale (13-item); ADCS-ADL-MCI, Alzheimer’s Disease Cooperative Study-Activities of Daily Living Inventory (mild cognitive
impaiment version); CDR-SB, Clinical Dementia Rating; Cl, confidence interval, MMSE, Mini-Mental State Examination; NPI-10, Neuropsychiatric Inventory (10-item).

CDR Sum-of-Boxes score (CDR-SB), an 18-point scale measuring cognition (memory, orientation,
judgment, and problem solving) and function (community affairs, home and hobbies, personal care)



Does it work? Reduction in Amyloid Load
Aducanumab 75%; Lecanemab 93%

EMERGE: Amyloid PET showed dose- and time-dependent
reduction in B-amyloid pathology with aducanumab

Baseline SUVR (centiloid)
0.05 51.394 (83.0)
1.383(85.3)

PET SUVr

0.00

-0.05

-0.10 Difference vs placebo
SUVR (centiloid)

_0 15 *k%k

-0.20 -0.179 (-41.3) 25 mg'kg biwesk

5 molkg ranihly
5 moikg biweskly
10 mgikg manthhy
10 malky biweekly
Flacebo

7
+ =
n>f Q
2 g
@ >
9 [®)
= =
§ <1
£ E
<}

o

centiloid scale, *SE

0.25 The amyloid level in the high dose
aducanumab group was reduced to ~25
.0.30 4 centiloid units at Week 78 -0.278 (-64.2)

*F=0.03
*P=0.01
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Adjusted mean change from baseline,

035 Analysis visit (weeks)

0

Placebo n=159
Low-dose adu n=159
High-dose adu n=170

Adjusted mean change from baseline {£SE)

Visit (months)

8Fflorbetapir amyloid PET analysis population. ***p<0.0001 compared with placebo (nominal). Values at each fime point were based on an MMRM model, with change from baseline in MMSE as the dependent variable and with fixed
effects of treatment group, categorical visit, treatment-by-visit interaction, baseline SUVR, baseline SUVR by visit interaction, baseline MMSE, Alzheimer's disease symptomatic medication use at baseline, region, and laboratory ApoE &4
status.

adu, aducanumab; ApoE, apolipoprotein E; MMRM, mixed model for repeated measure; MMSE, Mini Mental State Examination; PET, positron emission tomography; SE, standard emor, SUVR, standardized uptake value ratio.







Is it Safe? What are the Side Effects - ARIA

Aducanumab 28% vs Lecanemab 17%
Amyloid-related imaging abnormalities (ARIA) e

ARIA refers to radiographic abnormalities observed with anti-A
antibodies

+ ARIA-Edema (ARIA-E) refers to brain vasogenic edema or sulcal effusion

*  ARIA-Hemorrhage (ARIA-H) refers to brain microhemorrhages or localized
superficial siderosis

ARIA may result from increased cerebrovascular permeability as a consequence
Of anﬁbOdy blndlng to dePOSited AB Barakos, J., Purcell, D., Suhy, J. et al. Detection and Management

of Amyloid-Related Imaging Abnormalities in Patients with
Alzheimer’s Disease Treated with Anti-Amyloid Beta Therapy.
J Prev Alzheimers Dis 9, 211-220 (2022).
https://doi.org/10.14283/jpad.2022.21

Greenberg SM, et al. Nature Rev Neurol 2020;16:30-42
AP, amyloid beta.




ARIA — Dose, E4 Risk, Asymptomatic - headache

Anti-amyloid ApoE Incidence of Incidence of Sign/Symptom Aducanumab Lecanemab Donanemab Gantenerumab
antibody genotype ARIA-E (%)  ARIA-H/siderosis (2) (4) (5) (6)
(%)
Headache (%) 13 12.5 7.6 9.6-12.5
Aducanumab (35) ed/ed 64 41/33 Dizziness (%) 4 83 8.4 7.7-10.4

g4/~ 36 17/14 Confusion/altered 5 ? ? (4
s 20 19/6 mental status

(%)

Visual

disturbance/eye

Lecanemab (3) g4 positive 14.3 13.1

¢4 negative 8.0 4.6
Donanemab (5) ed/ed 440 disorders (%)

ed/— 30.0 19.8/17.6 (all Nausea (%)

/- 11.1 genotypes) New onset
Gantenerumab e4/e4 10.7 32.0 seizure(s) (%)
(105 mg) (6) e4/- 5.4 10.8

- 1.8 12.3 a percentage of symptomatic patients within the total number of patients with the

Signs/symptoms of ARIA by antibody ranked by incidence. Incidence is presented as

T — cd/ed o 5 observation of ARIA. [?] indicates data not available.

(225mg) (6) ed/- 15.0 19.4 Withington CG, Turner RS. Amyloid-Related Imaging Abnormalities
wolss 11.0 11.0 With Anti-amyloid Antibodies for the Treatment of Dementia Due
to Alzheimer's Disease. Front Neurol. 2022 Mar 23;13:862369. doi:
Incidence of ARIA-E and -H by ApoE genotype. ARIA-E and -H may have occurred 10.3389/fneur.2022.862369. PMID: 35401412; PMCID:
concurrently in some individuals. [?] indicates data not available. PMC8985815.







INDICATION

 LEQEMBI is indicated for the treatment of Alzheimer's disease.
Treatment with LEQEMBI should be initiated in patients with
mild cognitive impairment or mild dementia stage of disease,

the population in which treatment was initiated in clinical
trials. (MMSE 22 and above)



Uncle Waikiki

71 retired Chinese engineer MMSE 23
Hypertension E4/E4
Prediabetic

MRI noted
Memory Loss since age 68 e Significant small vessel disease
Still active and travels * Chronic small lacunar infarcts
Family history of AD in mother & cerebellar

older brother * Cerebral amyloid angiopathy



Glucose metabolism, Inflammation, oxidative stress results
in Vascular Dysfunction plays a role in AD

Pt ~ T
e s Sy

Atherosclerosis /

White Matter

2 Decrease Cerebral ‘
Inflammation K
Blood Flow

: ’
Hyperintensities Alzheimer’s
~ BrainInfarction Disease

'l

Hypertension
Small vessel
disease

Getting to the Heart of Alzheimer Disease Joshua M. TublinZ, Jeremy M. Adelstein’, Federica del Monte, Colin
K. Combs, and Loren E. Wold Circulation Research Volume 124, Issue 1, 4 January 2019; Pages 142-149


https://www.ahajournals.org/reader/content/16883e86b7e/10.1161/CIRCRESAHA.118.313563/format/epub/EPUB/xhtml/index.xhtml#fn01
https://www.ahajournals.org/reader/content/16883e86b7e/10.1161/CIRCRESAHA.118.313563/format/epub/EPUB/xhtml/index.xhtml#fn01

Metabolism - Bioenergetics Pathway
Glucose Metabolism - Link with Cognitive Function (b

Normal Mild cognitive Alzheimer’s

Diabetics Have 2-Fold Increased Risk of Getting AD ot ol disease
Almost 70% of diabetics ultimately develop AD

37% of AD Patients are Diabetic (vs. 9.4% General Population) NIF Funded Phase 2 T3D (Type 3

Diabetes) PIONEER Study Site

Multiple Similarities of AD & Type 2 Diabetes: The Common Theme is Insulin Resistance  [ReaamiaclCLCUELRS Y

Cognitive Decline

Amyloid Aggregation and Deposition Primary Target is PPARS (delta), (peroxisome proliferator-activated receptor)

0
o Neurodegeneration T3D-959: A Unique Dual PPAR Agonist to Restore Brain Metabolism
O
o Inflammation Secondary Target is PPARy (gamma)

Clinical Symptoms of AD Do Not Occur Without Decree homeostasis

» Unique PPAR selectivity > distinctive activity profile > central regulator of both glucose and lipid
metabolism

+ Association: Elevated Blood Sugar > Memory Problem:

Nguyen TKO, Nguyen TTD, Giau VV. Type 3 Diabetes and Its Role Implications in Alz brain

30;21(9):3165 _ ) _
« Optimal dosing: Orally delivered as a once-a-day capsule
» Accesses the brain — penetrating the blood brain barrier

» Excellent safety profile




Mr. Kona

66 yo retired reporter from
Oregon now lives in Kona

Travels quite a bit and just got
back from a cruise with wife

History of DVT while flying
Takes Xarelto when travelling
Family history: None

MMSE 25
E2/E3

MRI disproportional atrophy

Does not want to have IV
Infusion every 2 weeks



Newron Microtubule Tau hyper- Paired helical and Tau neuroﬂbfcuary
phosphorylation straight flaments tangles (NFTs)

Phase 1b/2 BII080- CELIA 247 AD201
Site 1030 — HI Mem Ctr
MMSE > 22

TAU ASO (Antisense
Oligonucleotide) Therapy

-binds to & reduce MAPT
(Microtubule associated
protein Tau) mRNA

(-) Translation of Tau
Degrades RNA B Proteins expression

No Translation

Intrathecal Q 3 months

Antisense Drug (.i.
(Oligonucleotide) ( :

No Disease-Associated
Proteins Produced




Auntie Kapolei

83 yo retired Japanese Teacher * MMSE 18

Forgetful since age 77 e E2/E2
Asking same questions againand ¢ MRI: Significant diffuse cortical
again atrophy - medial temporal

Brought in by family
Denies any issues

FH: AD in mother and father



NIH Funded Phase 2 ATH
1017 Synaptic Plasticity

Site 151 — Hawaii Memory Ctr
MMSE 14-24

Regulates Neural Immunity
and Inflammation

e ATH 1017 enhance
HGF/MET (Hepatic Growth
factor/ Receptor Tyrosine
IENS)

SQ Daily

https://investors.athira.com/static-files/efb2f854-d09c-
4fa0-9b49-a2ab56fe0585

Brain networks
are comprised of

\ > i
ﬁ_ connected neurons
-

* @ Regulates Immune System
L]

Microglia

Neuron - @ Promotes Neuronal Health
. @ Supports Vascular Function

Neurons are
connected and
communicate
through synapses

P Synaptic Cleft
Binding of HGF to the NMDA Receptor
MET receptor results in ' v .
the activation of MET MET s

Maintenance of neuronal signaling pathways

Supports survival Maintains neuronal Sustains
and repair of neuronal function and memory neuronal connections
damage formation (synapses)




Uncle Waimanalo

75 Hawaiian retired Farmer * MMSE 23

Forgetful since age 73  E3/E3

Cannot recall recent events or  MRI: Significant hippocampal and
conversations temporal atrophy

Brought in by 2 sons and 2

daughters * Not interested in

— anything invasive or “needles” and

— “would rather go fishing & surfing
than see me every 2 weeks”



Common Behavior of Neurotoxic

A ting Protei :
ggregating rroteins Annovis Phase 2 Buntanetap

. Site 124 — Hawaii Memory Ctr
: plagques and

tangles Mild to Mod AD

PD: Lewy bodies MMSE 14-24

HD: Huntingtin .
inclusions PO Dally

TSE: prion amyloid
plaaue

Huntington'’s intranuclear . =
inclusions J Prev Alz Dis 2022, Original Research
Published online October 11, 2022, hitp: [ / dx.dodong / 10014283/ jpad 2022 54 -

The Auethors 2022

P e Buntanetap, a Novel Translational Inhibitor of Multiple Neurotoxic
Proteins, Proves to Be Safe and Promising in Both Alzheimer’s and
Parkinson’s Patients

C. Fang', P. Hernandez’, K. Liow’, E. Damiano’, H. Zetterberg"’, K. Blennow"’, D. Feng®, M. Chen’,
M. Maccecchint’

. Annovis Bio, Berwyn, PA, USA; 2. EZY Medical Research, Miami, FL, USA; 3. University of Hawan, HI, USA; 4. University of Gothenburg, Sweden; 5. Clinical
Meurochemistry Laboratory, Sahlgrenska University Hospital, Molndal, Sweden; 6. TOWRET

Correzporidiing Author: Cheng Fang, 1055 Westlakes De #300, Annovis Bio, Berwyn, PA, USA fang@annovishio.com phose 5 610-727 39087




Ms Marhsall Island

MMSE 27
E3/E4

67 yo Scientist working on
Marshall island

Lives on island 2-3 months at a
time

MRI disproportional
Cognitive decline since age 60 parietotemporal atrophy

Strong Family history of AD » Biomarker: Amyloid + CSF



Phase 1-Next Generation Amyloid Target?
PRX 0012 -SQ Delivery , Site 01 — Hawaii Mem Ctr

z: PRX012

MONOMER SOLUBLE AMYLOID
AGGREGATE FIBRILS

« PRX012is a novel high affinity humanized immunoglobulin class G1 (IgG1) monoclonal antibody targetin
at the N-terminus

* Evidence indicates that clearance of Ap plaques is necessary to slow clinical decline in AD

* Neutralization of soluble aggregates might provide incremental efficacy, but is not sufficient (e.g.,
solanezumab, crenezumab)

Increased signal = increased binding

Assay Signal (OD 490)

Direct Binding ELISA

== PRX012
== Aducanumab

: : -+« Estimated EC50

Aducanumab




Amyloidocentric Theory of AD?

/_\ .
Neuronal—_ Oxidative

stress

Synaptic
. . loss
Neuroinflammation ——

Ricciarelli R, Fedele E. The Amyloid Cascade Hypothesis in Alzheimer's Disease: It's Time
to Change Our Mind. Curr Neuropharmacol. 2017;15(6):926-935.



alzheimer's % -. |
association | Translational Research & Clinical Interventions

REVIEW ARTICLE | @ OpenAccess @ ® GO &

e What are my Options?

Alzheimer's disease drug development pipeline: 2022

’ [} [ ] ]
Jeffrey Cummings B4 Garam Lee, Pouyan Nahed, Mina Esmail Zadeh Nojoo Kambar, Kate Zhong, ® Wh at S | n th e Pl pE| | n e ?

Jorge Fonseca, Kazem Taghva

ed: 04 May 2022 | https://doi.org/10.1002/trc2.12295 | Citations: 3

Oxidative
stress

(n=3)
Vasculature Gut-brain axis

(n=1) (n=1)

S Inflammation/
Neuropsychiatric ~J (1) Immunity e

Symptom Tx 68 A (n=1)

(n=5) | : Metabolism/

31 Agents Dlsea.Se. 3 Bioenergetics 1 21 pMTs
in Phase 3 Modifying (n=3)—e & in Phase 3
Therapies '

Tau

Cognitive (n=1)

Enhancers Proteostasis/
(n=5) Proteinopathies

n=1 o
//(/_),,_// \Synapﬁc plasticity/
Neuroprotection

(n=a4)



Discussion & Local Research

What are the barriers and
challenges for developing
better AD treatment?




Paradigm Shift in AD Approach

Alzheimer’s Disease

In the last decade, the

research definition of AD has 1984

moved from a clinical to a NINCDS-ADRDA Criteria
. i . Clinical-Pathological definition

more biological Paradigm

using biomarkers, 2011

NIA-AA Criteria

. w Clinical syndrome with biomarkers for amyloid and neurodegeneration
...... independent of clinical

spect I'a 2018
NIA-AA Framework

Alzheimer’s disease as a biological entity
defined by positive biomarkers for amyloid and tau

Clinical Spectra Independent




Abnormal ,

- Amyloid-f accumulptaon (CSF/PET)
- Synaptic dysfunction (FDG-PET/MRI)
~ Tau-mediated neurpnal injury (CSF)

=== Brain structure (volumetric MRI) Tertiary Prevention and Treatment
== Cogpnition : Delay onset or slow progression of dementia
= Clinical function

Secondary Prevention | |

. Delay onset of cognitive impairment in Clinica

B iomar ke I individuals with evidence of pathology .
Function

- Game
Primary Prevention
chan ger Delay onset of AD

pathology
Amylmd. FDG PEY/

'Preclinical Dementia

Spatial Patterns of Neuroimaging Biomarker Change in ADAD in DIAN
Brian Gordon. Lancet Neurology Jan 2018




Road Map To Prevention of Alzheimer Disease: A Call To Arms.
Mol Neurodegeneration 16, 49 (2021). McDade, E., Llibre-Guerra, J.J., Holtzman, D.M. et al. (Wash U)

Sequential tau spetjies hyperphosphorylation . Tau aggregation

Normal Amyloids plaques Hypometabolism and Neurodegeneration accelerates

initiated Atrophy begins

== Amyloid plaques

=== Soluble p-tau changes
== Neurodegeneration
== Neurofibrillary Tangles
=== Cognition

Prevenit AB formatidn Amyloid Plaque Removal
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Threshold

A. Primary Prevention B. Secondary Prevention C. Symptomatic trials

-25 years -15 years -5 years
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2022 Azheimer’s Drug Development Pipeline

M echanism of Action
B Amyloid

[ Epigenetic

] Inflammation/Immunity

ation/| . ..ease-Modifying B;j
B Metabolism/B t ised Olog;.
M Neiocenses © gic

[ Neurotransmitter Receptors PHASE 1

B Other
I Oxidative Stress OEEOLX1001 A@®LuAFS7908

[ Proteostasis/Proteinopathies @LY3372993

[ Synaptic Plasticity/Neuroprotection ATB006
I Tau

AAV-TERT PHASE 2
[ Vasculature om [CIBCG vaccine W @®!nsulin Intranasal Sy

@ACU193 [CBryostatin 1 [JDaratumumab * Empaglfiozin [CIXPro1595
(OAL002 VCrenezumab  [IE2814 [T]GV1001 @Lecanemab
(OCanakinumab  @ExPlas @!ONIS MAPTRx CI()TB006

@ABvac40 .Bepranemab.Donanemab I:leeao1 ©Pephennch
@ACI-35 W@ nsulin Intranasal WiSemorinemzb

@Brain-shuttie @Gantenerumab  @UN.-63733657 [JSargramostim
[[JAD-35 Gantenerumab PHASE 3 Ateap
©CST-2032 @Aducanumab Y3CCE /BAPH-1105 OBarictnb

VW @Lecanemab W @ Donanemab [[JBromocriptine ©BPN14770
©CY6463  OCurcumin

o OAGB10! \  WpHA IDapagifiozin
) V@Solanezumab LJAtzaginstat \ ~—pacatinb + Quercetin

OBlrcamesie | g neferrone OEdonerpic
WVGH-AD1 WGV-917 MHydralazine | :
O[JElayta [CJFosgonimeton| contraloid

ASHR-1707

V@ CORT108297

V @ Gantenerumab /\BEY2153

/\BMS-984923

aminoacridine
[CIMK-1942+ succinate [JGrapeseed Extract acetate

; Nicotine i
Donepezil € Guanfacine osartan + Amlodipine | Sl
O vl; Atotneanstam 'OLamivudine

[lMetabolic Cofactor @Metformin  []NE3107
O Nilotinib AOmega-3

[CIBXCL501

[“IDronabinol

[JPrazosin VDquole Osimuflam  @PUHAD  ONeflamapimod
730959 .Jsmmq ORa.pamycm .grl;!:gaﬁ
[CJOTHC-free CBD oil
@TEP  @Varoglutamstat
@ Valitramiprosate
AXanamem  OValacyclovir
@Yangxue Qingnao [Salsalate
WV Telmisartan
ATricapriin Il Trehalose

Subject Characteristics
A Healthy Volunteers

V Preclinical

@ Prodomal / Prodromal-Mild
M Mild-Moderate Dementia
® Severe Dementia

What does the
Future look like?

143 Drugs in pipeline

83% DMT

50,575 participants

Cummings, J, Lee, G, Nahed,
Pet al. Alzheimer's disease
drug development pipeline:
2022. Alzheimer's

Dement. 2022, 8:e12295



MEMORY S mm ;
DISORDERS CENTER u a ry S iaterd ral T
ALZHEIMER'S RESEARCH UNIT

. Since 2019, Hawaii Memory Ctr & Alzheimer’s Research Unit collecting
efficacy and safety data on Lecanemab & Aducanumab as part of
global research effort

. Although Lecanemab approved for MCI Mild AD, some patients at
higher risk for ARIA

. Although we still have lots of works to do, the future is bright

1. Besides amyloid, consider tau, immunity, inflammation, metabolism & even
lifestyle changes - Combination or “cocktail” therapies

2. Early detection & prevention is needed

3. Better biomarkers are needed - Hawaii is leading the research on using widely
available, noninvasive and cost-effective EEG Neural Network




Clinical & Research Faculty

Kore Liow, MD, Neurology " A T EY
Jason Viereck, MD, PhD,  Neurology —[Retemtaiiai
Enrique Carrazana, MD, Neurology ALZHEIMER'S RESEARCH UNIT
Janette Abramowitz, MD,  Neurology
Eliza Hagen, MD, Neurology

L. Nicole Little, PA-C, PhD, Neurology
Chris Larrinaga, APRN, Neurology

Nicole Evans, PA-C Neurology

Jason Chang, MD, Neurorehabilitation
Paul Smith, MD, Brain Health, Wellness
Ricardo Burgos, MD, Neuroradiology
Qing Li, PhD Neuroscience ’

BRITL (Brain Research, Innovation and
Translation Lab) Research Students



https://hawaiineuroscience.com/mission/
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