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Milestones of JOY-ALZ

522024 THRRINELS] AL AERR  “ATHA A XS
P o0 appime sme igg et 2o s - =
R [ pe—_— AUR of lecanemab
- Eligibility for Lecanemab Treatment in the Republic of Korea:

Real-World Data From Memory Clinics

2|7k FHAOF
"?J'%&Iclfi‘lu%?_' ;':-:uu:;;- Eligibility for lecanemab : -E-EI".’_I?_"HE.i_é
o retrospective multicenter HZHI9t A}%?éﬂ -;L'%.

study in Korea

Feb

Sep 2023 May 2024 Oct 2024 Dec 2024 Jan 2025

AMgUERG || A7 HIYE | BHLNG | [ s i AR AR s | [z
Addressing the Benefits, = = KX Q majo A
Challenges, and Strategic o I%‘“-T'— HI‘OI-QD_I-;.I !_!:/I'I — E}?_I/ J ‘—I 3 J - Safety
Preparedness for Emerging S DAD o 2{ojl gt soPtE workshop
Disease-Modifying Therapies ucan»mzh;»xpvrn:?anu;e

Recommendations by Korean
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Dementia and Neurocognitive Disorders
2024;23: 165187
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: AHEAD 3-45 Study & TRAILBLAZER-ALZ 3

AHEAD 3-45 Study

More aggressive dosing strategy required as the patient progresses in amyloid load

A3 | A45 - Clarity AD
- Abnormal —AB
Stage 0 Stage 1 | = Tau-mediated neuronal injury dysfunctj
.511992 | Brain structure
Asymptomatic 1 g ~—— Memory Ad5 is elevated
Transitional "‘--‘,__stage 3 —— Clinical'function 2myloid
Cognition|' Preslinial v "MCI 3 i
Prodromal AD ", §,
. ", Stage 4 g
" Mild D g
) ]
i 3
Dementia  * Stage 5 8
.'. Stage 6 ' _/
Years v Normal —/ - : — T
H Cognil?vely normal ' Dementia
High risk Preclinical AD mel [CTCN Moderste  sovers |
FDA guideline Stage 1 Stage 2 Stage 3 Stage 4 [ TTTYY Stage 6

Alzheimer’ s & Dementia 7 (2011) 280-292 Alzheimers Dement. 2023 April ; 19(4): 1227-1233.
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£ Target St= mAB
o ISt FALE 53l £

Potential Labelling &
l\Secondary Packaging

* TRAILRUNNER-ALZ — NCT06653153

34 ELAQ| . O|F 712 . QIOLHE,

LISHSC) Mg THE Bt BARY(92)
2 E24 ~1,4005. ¢

CHANRE =7] AD(QIXI/? 15 X5t QI3 Z

p-tau Z|d} OfUZO|E HiZ| T}

Q17 55-804Adl.

1R} K| E: U™ XISl (time to clinically
meaningful progression)—3E2 CDR 44(2
EH /ML ZINE Okl = AFATX|L] AZL,
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27| AD BHRIOlIA 187H% 10mglkg IV XI& 0% SC
360mg S-X|28(F 18[)°] 10mg /kg IV TH=to|| T
SX|9H CHoto 2 FDAS| MI&

+ 500mg SC A7IF A= AFx 2 EOI5HE 10mg/kg
IV ARRS HAIZ S Qs SR JHUE|D QIS
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A= 2-ME 7|58 53t Brain shuttle
o 1147 CHAb ALXISH
+ 3.6 mg/kg 152l 269 5 21%(81%)°l 28% &
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FU8H(Combination therapy) *
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= OIAIA|TY A Pal
= Amyioid . =
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egulators
PHASE 1 = ofz A 1387
etaboiismy/Bioenergetics ECGVane O BCAW0r  MNK 2218 o "kE BB H
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jeurotransmitter Receptors

- Osidathve Stress

=1 Proteostasis/Proteinapathies
Synaptic Plasticity/Neuroprotection

OmNOTS2 @pronon
OLII5 @punatd  MRecomdmant
PHASE 2 Jusen S
it ey @SUMAUDS @YRememsty
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ocousis  @Bepaens  YOsuin e
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< Ve CORTI08297 Vet Dl

'g GEDAOB+AO s LCaneiE

w | Ausraon R e ke  OBumelaride
;} e [ Ciprofioxacint Celecoxd)
£ | @Contralod acetale
T (a0 | OMedsn s . . e
e : Mechanisms of action of agents in Phase 3
(&) O Nicotine.

i e Alzheimer clinical trials
@Fasudi WEX039
Atemborexant |
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Multi-Target

[ Dexmedetomidine

" BRiwinn  LNolncAcd

EIOIGCAD Micotinamide:
fiboside

DTT- Biologics

_Growth Factors/
Hormones

“ @nicotinamide 4

@ROTENE2 [0y NP3 31 Agents
Subject Characteristics (shape) Shin et e o & Cognitive Nt itk
Proteinopathies-
A Heatthy Volunteers \@ Enhancers ” 23°/O
¥ precinical
® Procromal/ ProdromalMild

Amyloid
B wiid-Moderate Dementia

DTT-Small Molecules
® sciere Dementia Avasip  AVG3R7

T f -

Metabolism/  Synaptic Plasticity/
Bioenergetics.  Neuroprotection

> JOY-ALZ

About JOY-ALZ Education & Research Contact

Registry

JOY-ALZ

Korean JOint RegistrY for ALZheimer's

Treatment and Diagnosticsi
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Clarity AD OLE: CDR-SB Efficacy Through 48 Months

Lecanemab-Treated Patients Continue to Accrue Benefit QOver Time

0 - - +
i \ .
3 g i o
§E 1= - —_—
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- 3
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i s
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23 ~
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93 . L ®
= .
3 Lecanemab .
Placebo e
$ ADNI
BioF INDER
4 T T T T T T T T T T
Visit (Months) o 3 6 9 2 15 1 EY » 30 42 a8
N{Placebo) 876 849 828 013 779 767 787
N (ADNN 436 410 401 m 301 14 m a8 | ]
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Degenerative disorders

Alzheimer disease

Parkinson’s disease

Huntington’s disease

Pick’s disease

Dementia with Lewy bodies
Progressive Supranuclear Palsy(PSP)
Creutzfeldt-Jakob disease

Multiple Sclerosis (MS)

Cortical basal degeneration

Cardiovascular disorders

®  Multi-infarct Dementia

= Strategic infarct Dementia

= Subcortical vascular Dementia
= CADASIL

Trauma-induced brain injury

Chronic subdural haematoma
Concussion

Intracerebral/ Subarachnoid haemorrh
Hypoxia / Hypercapnia

Normal Pressure Hydrocephalus

Infections

= HV

Neurosyphilis

Prion

Sarcoidosis

Fungus, Tbc. Protozoa

A&

age

Endocrine disorders

Addison’s disease

Cushing’s disease

Diabetic nephropathy

Diabetic ketoacidosis

Insulinoma or hypoglycemia
Hypoparathyroidism/Hyperparathyroidism
Hypothyroidism/Thyrotoxicosis
Pheochromocytoma

Metabollc disorders

Acid/base disorders of any type
Fluid electrolyte disorders of any type
Hyponatremia

Hypercalcemia

Kidney failure, with uremia

Liver disease

Porphyria

Nutritional disorders

= Vitamin B-1 deficiency /Vitamin B-12 deficiency
B Pellagra

B Protein—calorie malnutrition

Drug and alcohol related conditions
Intoxication, drug abuse or alcohol use

=  Long—term effects of alcohol, Wernicke—
Korsakoff syndrome

= Withdrawal from drugs (especially sedative—
hypnotics and corticosteroids)




2|0 I, 0T 7ER] 2Lt

ANz 158 Aoy
(Treatable/Reversible Dementia)

C YN Nos, QTS EG 2SS, 923, HFY, MUY
o =
any, 3ye 253, HED 2B

or=2re

'5 Eﬂxl 78}0“ Amxloid-beta
directed
a Monoclonal
ognitive Antibodies
- 7(I I]||2| %I lt\)’ﬂ E Intervention

Acetylcholinesterase
Inhibitors

Acetylcholinesterase
Inhibitors +
Memantine

Acetylcholinesterase
Inhibitors +
OF A SO| HEH
E—St |I]-|° Memantine

Lol
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cd=tol Tt = Fetol X[ = - 7HY A R0l mef
o X7| FEt & =7 X|B?7? > 1l

o e |= e
X|of ZEIErS 2|5t HAAFESo| Six| e} O|zH
— = — O =2— =
. MMt HERIS ETEN PERTE k| MRI & MRA | OIL20|E PET
S Solet AF, 242 102 TAIZE HAL+6AIZE =91 27| 112 3AI1ZH
—
IH 382,710 (S0, 2ALEHSF) 161,226 (201, 2L E) 16,300 (201, 2l ES) 676,630 1,093,000 (H| o)
429,000 (H|Z0f)
- QIX7|59 Ltojet A CHH| BFE Ha MS - Xoj 7t el oot - Xoh 7t ol ooy - P, [ EE, - OFZ=0|= H& of
- X|oj £H) ot - oxsO|n 9 o SEAF HA - L=Bj0|0] EAIR: HAL T -
- 9|5 FHe ao
CBC diff panel
Routine chemistry panel
Electrolyte panel
Vitamin B12
Folic acid
Free T4 5/‘@
TSH
RPR
Apo E genotyping
O] s ool Husz ve sy + AABLO|H HY EX|X + URBO|H I} EXXE + Al HE +Al BHE
+ EBlO| M| ERIKE  + M K2 AR+ SH A2 4
o BiRR0l Mot mu A
Hxig =
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O Xt 56, &t 164

* 162cm/50.4kg
* APOE 3/4
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SNSB (2025-01-21)

* BNT 57, SVLT 5780

- MMSE 26, CDR 0.5, CDRSB 0.5, GDS 3 .

K-CWST: CR

Profile of Neuropsychological Tests

mn

RCFT. Copy

SVLT-E DR | D02
rcrror [l s o8

oS¢

il

Profile of Memory Functions

W Verbal Visual

Oelayed Racall

MRI (2025-03-13)

FINDINGS:
Scan quality : adequate

Microbleed(<10mm) : None

Macrohemorrhage : None

Superficial siderosis : None

Vasogenic edema : : None

Lacunes : : None

Major vascular territory stroke : None

White matter hyperintensity : Fazekas grade 1, unchanged.
Abnormal finding in DWI : None

Otherws: None
[Conclusion]
No definite evidence of ARIA-E or ARIA-H.
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F-18 flutemetamol PET (2025-03-14

Delayed brain PET Images were acquired at 90 min after injection

Early dynamic brain images were acquired during 10 min after injection of F-18 flutemetamol
(5.5mCi).
Delayed brain PET images were acquired at 90 min after injection.

Asymmetric decreased uptake in left parietal cortex on early phase image.
Abnormal accumulation of beta—amyloid plague in brain on delayed image.

— There are extensive accumulation in the brain, including the both frontal, precuneus/posterior
cingulate, parietal, temporal cortex and striatum, which is appropriate for a severe grade.

[SUVR (reference region: cerebellar grey matter) by CortexID Suite]
Composite SUVR = 1.88 (reference cut-off value: 1.4)
Maximal SUVR = 2.07 (reference cut-off value: 1.6)

[SUVR (reference region; cerebellar grey matter) by Heuron]
Maximal SUVR = 1.93 (reference cut-off value: 1.45)

[Centiloid scale by Neurophet]

= [Conclusion] =
Positive pattern for deposition of beta—amyloid plague in brain

CSF biomarkers, Elecsys (2025-04-11)

2 olleF

2IHSA) 9 BT PANICHF DA

O pg/mL
-] | Phospho-Tau(18 | 29 pa/mL <27 2025-04-1713:11  EIHAR

L
vasase [COMMENTS ] seevee

2 ZAHs =U R 2 AHENGCRL, Yongin, Korea)ll M ==&
[M% Remark]
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The Continuum of SCD, MCI and Dementia

Progression of disease pathology and clinical states

Onset of
dedline in
cognitive
performance
i

Subjective cognitive decline (SCD)

g
£
g Subjective cognitive symptams
5
b <
@
a - S
by Clinical Spectrum N MeT N
= 4 -
2 £
2 Subjective cognitive Normal Impaired Impaired Impaired
v decline
Objective cognitive Normal Normal Tmpaired Impaired
decline
H Activity of daily living Normal Normal Normal Impaired
- (ADL)
Preclinical Alzheimer's disease ————————— Miid coghyive impaimment/  pementia
prodromal Alzheimer's disease

Rabin LA, et al. Annu Rev Clin Psychol. 2017;13:369-396.
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Modifiable risk factor in Dementia

The pdate to the standing Lancet C prevention,
intervention, and care adds two. s (high LDL loss)
andindicatesthat nearly half of all dementia cases worldwide could be prevented or
delayed by addressing 14 modifiable risk factors.

Earylfe

EARLY LIFE MID-LIFE

widife

Hearing o

High L cholesterol

% for2020)
Depression
@ Tramaticbrsininiry

- Physiclinaciviy

[
o

Smoking 5

Oty

Excessve kohol

N
45%
otentialy
ataed

Quality of
education

i é

= §

Hearing High Traumatic Physical
impairment cholesterol brain injury  inactivity
7% 4 3% g
Diabetes Smoking High blood Obesity Excessive
2% 2° pressure 2 alcohol

2 1%

Livingston G, et al. Lancet. p572-628 August 10, 2024.

Multimodal lifestyle intervention

Study Name

Full Name

Country
Sample Size

Inclusion Criteria

Interventions

Duration
Publication

Primary Outcome
Achieved

FINGER

Finnish Gerfatric Intervention Study to

Prevent Cognitive Impairment and Disability
Finland

1,260

Dementia risk > 6

Age 60-77 yrs

Vascular care, diet advice, exercise, cognitive training

2 years
Lancet 2015

Yes

preDIVA

Prevention of Dementia

by Intensive Vascular Care
Netherlands

3,534

Not demented

Age 70-78 yrs

Nurse-led vascular care,
diet and exercise advice

6 years

Lancet, 2016

X No

MAPT

Multidomain Alzheimer Preventive Trial

France
1,680

Memory complaint
Frailty
Age > 70 yrs

Vascular care, nutritional supplements,

exercise, cognitive training
3 years
Lancet Neurol, 2017

X No
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FINGER study
INTENSIVE INTERVENTION
B ’ NUTRITIONAL COUNCELING:
™ ‘S 7 group & 3 individual sessions
5 2
g T PHYSICAL ACTIVITY: PHYSICAL ACTIVITY:
ﬁ d t 1-2xwk muscle strength & 2-3x/wk muscle strength &
= & Q 1-4xiwk aerobic training 5-6xiwk aerobic training
o b4
T oW g
- = COGNITIVE TRAINING: COGNITIVE TRAINING:
& =z O o 9 group sessions, 2 group sessions,
g8 5 = £ 5 Independent training 3x/wk 6mo Independent training 3x/'wk 6mo
2 £ 9 ﬁ w
[ B4
g 2 s> = E ‘ MANAGEMENT OF METABOLIC AND VASCULAR RISK FACTORS
£ £ O = 6 nurse wisits, 4 physician visits
2 ¢ T 8 =
C £ o Z
2 8 88 Follow-up visit Follow-up visit Follow-up visit
|
| [ I I [ | [
Month 3 6 9 12 15 18 21 24
| { | % | I | [
MINI- Follow-up visit Follow-up visit Follow-up visit
INTERVENTION
| REGULAR HEALTH ADVICE |
<Kivipelto M, et al. Alzheimers & Dementia 2013,9:657-665>
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of ‘UL Sof EeHEIC, STULTA[|0|E 1A ofut=---BE HX|= HILAS

o = o
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O|Ok=
DHSIAILH, | AZ7ISHE A FoR2t - _I as
s R S2HAFEE : 7|44l 80mg 1858, 5558 /day
agn 8+ —
SELZNMYOIE : S2|OFELT 476, 952/ /day
LIM2Z2l : A0 2 30mg 4248, 518 4248 /day
o
SR,
sl ,""‘__,
LSRR .
9 T SFANL &=
Ky i =
I }5}' NG
—
\‘J ::\,\. .JT/J\J':\‘ i
= AAL-SF 1,084 2l /day
:J
G =
Ginkgo biloba
\
Hemodynamic
Improvement
Inhibition of
Relaxation of Vessels " NG, PGI, 1 :YC|°r|nL;§|9?lide
phosphodiesterase
Hemorheologic Anti-Platelet /
Improvement of Blood = Anti-Erythrocyte PAF-antagonist
o aggregation
Erythrocyte
( ) deformability
Protection of Cell \r—
Free radical
Protection of scavenger
Cell Metabolism
Protection of Neuron
\. v,
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Ginkgo biloba extract on Dementia : in vitro study

BRAIN
RESEARCH

ELSEVIER Besin Rasnrh 889 (2001 151-190

Research rport
The Ginkgo biloba extract EGb 761 rescues the PC12 neuronal cells
from B-amyloid-induced cell death by inhibiting the formation of
B-amyloid-derived diffusible neurotoxic ligands

ol .
—o- BAmyloid (M) _
[ Convol

15 B-Amyloid (50 5M ) 15

Zhi-xing Ya aty Drieu”, Vassilios Papadopoulos’

MTT, Absorbance (A, Ay,
°
5

o of Hmene e, o G Uiyt o - T L L
" % 4 R S S
e o 0, e, Y %, o b, e, 2 %, T
KA NN v, e,
[EGb761 ] [EGb761 ]
o ~ 225 —e— Contol
= £ F —a~ EGb 761 [200 pg/mi]
E . ) 3 —& - HE 208 [200 pg/ml]
2500 —~o— Contol ol 0
s P0rp N - < 200f o Vit 100,80
] £ ] coneel =
E 2000 2000 |- P s-amyoia soun S 175
< LR
E 1500 <
s g 150 [
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Ginkgo biloba extract (Egb 761) inhibits p-amyloid production by
lowering free cholesterol levels
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Ginkgo biloba extract on Dementia : Clinical Trial

La Bars et al., JAMA 278:1327-1332, 1997

— USA study 6 research centers
— Alzheimer disease and multi-infarct dementia.
— N=309, EGb (120 mg/d) or placebo
— 202 evaluable at 52 weeks
(‘evaluation at 12, 26, and 52 weeks)

* In ginkgo group had 1.4 point better than
placebo group on ADAS-Cog (p=0.04)

* GERRI score by caregivers : 0.14 points
better than placebo (p = 0.004)

» No difference was seen in CGIC

» adverse effects: same as placebo
— conclusions: modest improvement of cognition of
patients, but sufficient improvement recognized by
caregivers

Weeks

Ginkgo biloba extract on Dementia : Clinical Trial

P Ginkgo biloba for Prevention of Dementia: A
Randomized Controlled Trial
Steven T. DeKosky; Jeff D. Williamson; Annette L. Fitzpatrick; et al.

Online article and related content
current as of December 28, 2008. JAMA. 2008;300(19):2253-2262 (doi:10.1001/jama.2008.683)

+ Objective To determine effectiveness of G -
biloba vs placebo in reducing the incidence 0z01
of all-cause dementia and AD in elderly
individuals with normal cognition and those
with MCI.

HR, 112 (95% CI, 0.04-1.33) P= 21 —

Gumulative Dementia Rate

+ Design, Setting, and Participants %1
— 3069 volunteers aged 75 years or older

with normal cognition (n=2587) or MCI
(n=482) at study entry were assessed 2
every 6 months for incident dementia. T

Placebo 13 2 4 50 51 Ed 20
Gbioba 10 % a7 66 &0 0 27

3 a 5 6
Time to Dementia, y

1e85 1423 1842 1243 1148 702 El
1621 1458 1360 1254 1129 775 o7

» Intervention Twice-daily dose of 120-mg
extract of G biloba (n=1545) or placebo
(n=1524).
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Overview of Systematic Reviews Yuan Q et al., 2017

Pooled effect size of Ginkgo biloba interventions at different doses on activities of daily living as reported in the included systematic reviews.

Review Dose of GbE df N (IG/CG) OQutcome measures Pooled effect size (95% ¥ P
cry
High dose ( >200 mg/d)
Tan et al,, 2015 240 mg/d, 22-26 weeks 5 915/918  ADL-IS, GBS-ADL, GERRI, NAA,  SMD -0.45 (-0.55, 92% <0001
NAB -0.36)
hier and Schlaefke, 2014 240 mg/d, 22-26 weeks 5 1072/1074 ADL-IS, GBS-ADL, GERRI, NAB  SMD -0.46 (~0.74, 91% 0001
0.18)
Jiang ¢ > 200 mg/d (240 mg/d), 4 717/612  not specified SMD -0.22 (-0.40, 56% 001
-0.05)
Birks and Grimley > 200 mg/d, 22-24 weeks 2 315/317 __ not specified SMD -0.07 (-0.22,0.09) 0% _ 0.39
Low dose (5200 mg/d)
Tan et al., 2015 0 40/44 ADL-IS, GBS-ADL, GERRI, NAA,  SMD 0.04 (~0.39, 0.47) 0.86
1 307/306  NAB SMD -0.14 (~0.29, 0.02) 0.09
Gauthier and Schlaefke, 2014 k: 1 307/306  ADL-IS, GBS-ADL, GERRL, NAB  SMD -0.06 (~0.17, 0.06) 035
2013 <200 mg/d (120-16 mg/d), 22-52 2 347/241  not specified SMD -0.14 (-0.34, 0.07) 019
weeks
Birks and Grimley Evans, 2009 <200 mg/d, <12 weeks 0 20/20 NAI-NAA SMD -7.50 (~17.36, nr 014
2.36)
<200 mg/d, 12 weeks 0 18/20 Gs SMD -5.00 (~7.88, nr o <0001
-2.12)
< 200 mg/d, 22-24 weeks 347/350  not specified SMD -0.11 (-0.26,003) 52% 013

ase Activities-of Daily-Living International Scale;
kg biloba extra

ontrol group; CRS: Crichton Geriatric Scale; df: degree of freedom; GBS-ADL: Gottries-Br'ane-St
Evaluation by Relative’s Rating Instrument; tervention group; LSMD: square mean difference;
urnberger Alters-Beobachtungsskala; n.r.: not reported; PDS: Progre: rioration Scale; SMD:

-

ADL-IS: Alzheimer’s Di
Ac >s of dai i
MD: mean
standardized mean difference.

Skala; NAB:

GbE has potentially beneficial effects for people with dementia at doses greater than 200 mg/day for
at least 5 months.

MCI guidelines in various countries

Pharmacological
symptomatic treatments
Country Society Type of guideline Indication (criteria) (level of evidence)
Austria OAG consensus statement MCI (various) e NE

* In early premedication
phases dietary
supplements (also
containing Ginkgo
biloba) may be useful
in certain cases

OGPB MCI (ICD-10, DSM- e NE
4 TR)
Czech Republic CPsS consensus document MCI (Preserved « Ginkgo biloba

activities of
daily living)

Germany DGN, DGPPN consensus document  MCl (as defined by «  NE for risk reduction
(Albert
etal. 2011)

Russia RCMH/ RMACPE  practice guidelines MCI (MoCA, DSM-5) =  Ginkgo biloba

(approved for MCI)
e Citicolic, Actovegine,
Piribedil, Piracetam

for VCl
e Other
Spain SEGG Consensus Mmcl «  Ginkgo biloba (240 mg
document (MoCA, CamCog) dose approved for ACI)
e Citicolin for VCI
e Other
Switzerand > expert MmCl * Ginkgo biloba
recommendation
USA AAN practice guidelines Mmcl *  AChE (off-label
use only)
China ADC practice guideline [Vd] «  Ginkgo biloba
(EGb 761")
. TCM
Asia - consensus document  MCI = EGb 761

Ref. Kasper, World J Biological Psychiatry, 2020
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2021 ASCEND Group Consensus

CLINICAL GUIDELINES WILEY

Strategies for the use of Ginkgo biloba extract, EGb 761%, in the
treatment and management of mild cognitive impairment in
Asia: Expert consensus

Beck et al (2016)
Kandiah™ 2| EaiChap® | Chri . s | v !mulwdmg\imﬂelhmy
Jacqueline nonnnguer’l Seol-Heut H.m‘!l Jianping Jia® | sa =0
Panita Limpawattana'! | Li-Ling Ng. inh Toan Nguyen' T x
Encarnita Raya-Ampil'® | Norizzati Saedon'® | Vorapun Senanarong?” | Siti Setiati Kaschel et al (2011)

Harjot Singh®® | Chuthamanee Suthisisang® | Tong Mai Trang2l L 3 v Improved quantity of recall

Narayanaswamy Venketasubramanian®® | Fee Mann Yong?*

Rait (b Mixand Crews (2002)

¥ Improved delayed free recall,
delayed recognition, and
Faces Il memory scale

$Q and healthy volunteers “ Prevention of dementia

GEM: DeKosky et al (2008)
' Marginally significant dementia
prevention in patients with

vascular involvement

GIMCIPlus: Gavrilova et al

(2014)

¥ Improved NPl composite score

¥ Improved cognitive
performance

GuidAge: Scherrer et al

(2015)

¥ Post-hoc analysis demonstrated
alate effect: significantly lower
risk of conversion to dementia in
patients receiving EGb 761* for

<

Improved ansety

Grass-Kapanke et al (2017)
¥ Improved visial and verbal
memory, free recall, and

recognition syexs
£ mpame Nstion d EPIDOS: Andrieu et al (2003)
concentration

¥ Cerebral vasotherapeutics (e.g.
EGb 761%) showed a
preventative effect with 22 years
of treatment

Zhao et al (2012)

¥ Improved delayed free recall
delsyed recogrition, and Faces
Il memory scale Paquid: Amieva et al (2013)

¥ EGb761" protected against
cognitive decline

MCI, mild cognitive impaimment; SC, subjective cognitive impaimment

FIGURE 1 Key triaks of EGb

1" indicating cognitive benefits in healthy indivi

als and MCI patients, and effects on dementia

prevention [Colour figure can be viewed st wikyonlinelibrary.com]

2021 ASCEND Group Consensus

TABLE 2 Summary of ASCEND expert consensus statements
Symptomatic MCl treatment with EGb 761®

There is a lack of robust evidence supporting the use of AChEI in improving MCI symptoms.

Class of recommendation Il
Level of recommendation A

Gb 761* has d. di
pharmacological agent rec

in MCl sy

in at least four randomized trials, and is the only
in existing i

idelines for the of MCI.
Itis clinically appropriate to incorporate EGb 761 as part of the multidomain intervention for MCI.

EGb 761® may improve cognitive performance in MCI patients.
EGb 761® may improve NPS

Due to its beneficial effects on cerebrovascular blood flow, it is reasonable to expect that EGb 761* may
benefit MCI patients with CVD.

Class of recommendation |
Level of evidence A

Class of recommendation IIB
Level of evidence A

Class of recommendation |
Level of evidence A

Class of recommendation IIB
Level of evidence B

Level of evidence C (expert

opinion)

EGb 761® Safety in MCI

EGb 761* has a favorable risk-benefit profile.
No evidence of an increased risk of bleeding has been demonstrated with EGb 761%.

Level of evidence A

Level of evidence A

No signmcant interaction of EGb 761® with concomitant anticoagulants or antiplatelet agents has been
demonstrated.

Level of evidence B

Kandiah N et al. CNS Neurosci Ther. 2021
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