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FDA NEWS RELEASE

The New England - FDA Grants Accelerated Approval for Alzheimer's
Journal of Medicine Drug

©Copyright, 1992, by the Massachusetts Medical Society

f share | W i Linkedin -~ 3% Emall & Print
Volume 327 OCTOBER 29, 1992 Number 18
A DOUBLE-BLIND, PLACEBO-CONTROLLED MULTICENTER STUDY OF TACRINE FOR For Immediate Release:  June 07, 2021
ALZHEIMER’S DISEASE Content current as of:

Dt/ 0772021
KenneTH L. Davis, M.D., Leon J. Tuar, M.D., ELkan R. Gamzu, Pu.D., Cuarces S. Davis, Pu.D.,

Today, the U.S. Food and Drug Administration approved Aduhelm (aducanumab) for the
RoserT F. Woorson, Pu.D)., Steraen [, Gracon, Pu.D., Davip A. Dracuman, M.D.,

Lo S. Scunemer, M.D., Perer J. Wrrrssouse, M.DD., Pr.D., Toxt M. Hoover, Pa.D., treatment of Alzheimer’s, a debilitating disease affecting 6.2 million Americans. Aduhelm ;Tg":mu Product(s)
Joux G. Morris, M.D., Craupia H. Kawas, M.D., Davio S. Knorsan, M.D., Nancy L. Earc, M.D., was approved using the accelerated approval pathway, which can be used for a drug for a
Vivop Kumar, M.D., RacueLLE S. Doopy, M.DD., anp THE TacriNne CoLraBoraTIVE STUunYy GrROUP* serious or life-threatening illness that provides a meaningful therapeutic advantage over
existing treatments. Accelerated approval can be based on the drug’s effect on a surrogate Follow FDA
endpoint that is reasonably likely to predict a clinical benefit to patients, with a required W Follow @US FDA G
B Follow FDA &

post-approval trial to verify that the drug provides the expected clinical benefit. ¥ Follow @FDAmedia

“Alzheimer’s disease is a devastating illness that can have a profound impact
on the lives of people diagnosed with the disease as well as their loved ones,”
said Patrizia Cavazzoni, M.D., director of the FDA’s Center for Drug
Evaluation and Research. “Currently available therapies only treat symptoms

theundesluingdissasepiossiiabllibslmness, As we have learned from the
fight against cancer, the accelerated approval pathway can bring therapies to
patients faster while spurring more research and innovation.”

] Prew Alz Dis 2022:2(9)197-210 Original Research
Published online March 18, 2022, http:/ /dx.doi.org /1014283 /jpad .2022.30

© The Author(s) 2022
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=t . Two Randomized Phase 3 Studies of Aducanumab in Early Alzheimer’s
Dose Placebo Doubl Sustained Y

titration base blind active Disease

linﬂ S. Budd Haeberlein®, P.S. Aisen?, F. Barkhof#, S. Chalkias*", T. Chen®, S. Colen®, G. Dent*, O. Hansson®”,

Screening Study Phase
qum 2 Mﬂﬂn C‘h e in ﬁDAS Tﬂ'la.l S d‘unng th’a Ph EMERGE and ENGAGE were halted based on futility analysis of data pooled from the first approximately 50% of enrolled

patients; subsequent efficacy analyses included data from a larger data set collected up to futility declaration and followed

of the Sh.ld}'. prespecified statistical analyses.

The primary endpoint was met in EMERGE (difterence of —0.39 for high- dose aducanumab vs placebo [95% CI,
-0.69 to -0.09; P=.012; 22% decrease]) but not in ENGAGE (difference of 0.03, [95% CI, —0.26 to 0.33; P=.833; 2%

increase]).
A . B IA N C H ETT I Results of biomarker substudies confirmed target engagement and dose-dependent reduction in markers of Alzheimer's
disease pathophysiology.
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2025 Alzheimer’s Drug Development Pipeline
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FIGURE 1 Agentsinclinicaltrialsfor treatment of Alzheimer's disease on the Index Date of January 1, 2025, asrecorded on clinicaltrials.gov.
The inner ring shows Phase 3 agents; the middle ring includes Phase 2 agents; the outer ring presents Phase 1therapies. Agents in green areas are
biologics; those in purple areas are disease modifying small molecules; agents in orange areas are symptomatic agents addressing cognitive
enhancement; and those in the blue sections of the figure target behavioral and neuropsychiatric symptoms. The shape of theicon denotesthe
population of the trial; the color of theicon denotes the CADRO-based dlass of the agent ((C)J. Cummings; M. de laFleur, PhD, lllustrator). CADRO,
Common Alzheimer's Disease Research Ontology.
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(Generic/Brand)

Indicated For

Donepezil
Aricept® due to Alzheimer's

Mild to severe dementia

Treats cognitive symptoms (memory and thinking)

Common Side Effects

Nausea, vomiting, loss of appetite, muscle
cramps and increased frequency of bowel
movements.

Name

(Generic/Brand)

Change disease progression

Indicated For

Common Side Effects

Donanemab Alzheimer's disease (MCl or mild ARIA and headache

Kisunla™ dementia)

Lecanemab Alzheimer's disease (MCI or mild Infusion-related reactions, ARIA
Leqembi® dementia) and headache

Mild to moderate
dementia due to
Alzheimer’s

Galantamine
Razadyne®

Nausea, vomiting, loss of appetite and
increased frequency of bowel movements.

Rivastigmine Mild to moderate

Nausea, vomiting, loss of appetite and

dementia due to
Alzheimer’s

Namenda®

Exelon® dementia due to increased frequency of bowel movements.
Alzheimer's or
Parkinson’s

Memantine Moderate to severe Headache, constipation, confusion and

dizziness.

Moderate to severe
dementia due to
Alzheimer's

Memantine +
Donepezil
MNamzaric®

Nausea, vomiting, loss of appetite, increased
frequency of bowel movements, headache,
constipation, confusion and dizziness.

Treats non-cognitive symptoms (behavioral and psychological)

Name

(Generic/Brand)

Brexpiprazole
Rexulti®

Indicated For

Agitation associated
with dementia due to
Alzheimer's disease

Common Side Effects

Weight gain, sleepiness, dizziness, common cold
symptoms, and restlessness or feeling like you
need to move.

Warning for serious side effects: increased risk
of death in older adults with dementia-related
psychosis. Rexulti is not approved for the
treatment of people with dementia-related
psychosis without agitation that may happen
with dementia due to Alzheimer's disease.

A. BIANCHETTI

Suvorexant
Belsomra®

Insomnia, has been
shown to be effective
in people living with
mild to moderate
Alzheimer’s disease

Impaired alertness and motor coordination,
worsening of depression or suicidal thinking,
complex sleep behaviors, sleep paralysis,
compromised respiratory function.




Diabetes Medications

. \ Peripheral Central \§/P\\\
) ‘Q»(Metabollc) (Neuroprotective) ;m; 3 ,.;;‘

((SGLT-2 inhibitors ) \ / (SGLT-2 inhibitors ) |

( GLP-1IRAs )

. l Acetylcholinesterase
l Body weight l D eme nt 1a Brain-derived
l Blood pressure neurotrophic factor
l Inflammation Cerebral ischemia/

reperfusion damage
{, Insulin resistance
| Endothelia ( GLP-IRAs )
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(Geroprotective)

(' SGLT-2 inhibitors )
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l cytotoxicity

l Tau pathology
T Autophagy

T Mitochondrial function

l mMTORCT1 activation

l Neuroinflammation

l Inflammation

M.R. RIZZO

IS It time to propose

protective diabetes

medications for the
prevention of dementia
and/or dementia itself?

J American Geriatrics Society, Volume: 71, Issue: 7,
Pages: 2041 -2045, First published: 25 May 2023,
DOI: (10.1111/jgs .. 18405)



evoke and evoke+: Two large, globphase 3a trials

~1000aters evoke evoke

scmagl td | ema g\ td

& & in each tria¥

Age: 5585 years Randomisation 3 mg 7 mg 14 mg oral semaglutide + SoC
(both inclusive) (1) 3mg  7mg
_ _ Week
MCI or mild dementia both of X v X . - s
UKsS !t I KSAYSNRa U ~§:reening Treatment period I : I
A 80% MCI and 20% mild dementia S |
A Amyloidpositive (PET or lumb !
plT])ét(:JreF;OSI e ( orHmbat Plasma biomarker anakﬁs Blood sample % : % %
N=1855 (evoke) and 1953 I
_ _ (evoke) , :
566 sites in : ,
40 countries CSF sustudy St csr sample %

(N = 199)

¥Cleaning of data still ongoing. Numbers subject to slight changes
CSF, cerebrospinal fluid; MCI, mild cognitive impairment; PET, positron emission tomography; SoC, standard of care
1. ClinicalTrials.gov. Available at: https://clinicaltrials.gov/ct2/show/NCT04777396 (accessed August 2021); 2. Chripal TAddilable at: https://clinicaltrials.gov/ct2/show/NCT04777409 (accessed August 2021)

*Semaglutide is not approved for treatment of Alzheimer's Disease

M.R. RIZZO



Oral semaglutide did not slow cognitive and functional decline in participants with

early AD versus placebo in either trial
Change in CDRSB score from baseline to week 104

evoke

Mean baseline CD8B: 3.7

07 \ ¢0.06 (95% Ct0.48, 0.36); p=0.7727 0
1 : -1
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£
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T T T I I T T T
0 26 52 78 104 130 156 104

Time since randomisation (weeks)

Oral semaglutide 927 847 777 750 709 452 251 928

—
Oral semaglutide 2.2
Placebo 2.2
Oral semaglutide Placebo ¢0.06 ¢0.48 ; 0.36 0.7727

A ::2¢q 1JWn Y| LW agestichHig.|Etdod pié drérmedrGRstndard ettbr of the mean.
?4AWl 1J

we 1
A6 1RG I ¥SB,0Nnkd DkméntihdrElBgSUn of Boxes; Cl, Confidence interval.

CDRSB score,

Oral semaglutide 967

Oral semaglutide

Placebo

Oral semaglutide Placebo

+
eVO ke Mean baseline CD8B: 3.7
@ 01 ® -0
= 0.15 (95% Ct0.24, 0.54); p=0.4604
9 M)
S 11 -1
5
£ 21 S —~ 2
& \
(1]
5 31 -3
T T T I I T T T
0 26 52 78 104 130 156 104
Time since rangomisatipn (weeks)
885 814 781 748 423 226 976
—
Estimate 95% ClI P-value

2.1

2.0

0.15 ¢0.24 ; 0.54 0.4604

A Cummings JL, et al. Topline results from evoke and evoke+: Two phase 3 randomized placebatrolled trials of semaglutide in paticipants
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 ral i Semaglutide is not approved for the treatment of Alzheimer’s disease.
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A

Diagnosis of 1 Course of dementia
dementia Onset of frailty [ Course of dementia with frailty

’ [ Targeted aim with recommendations
. - .
Lancet Healthy Longev 2025: \ A Functional traJECtOr}f
B: 100666

Assessment and management of
frailty in individuals living

Dementia

with dementia: expert Demﬁ;ﬁ? plus
recommendations for clinical )
practice
’ ‘ Bedridden
Dead
B
Diagnosis of
(A) Functional prognosis of a person with dementia Gratafiril
dementia alone or with dementia and frailty. .
(B) The aim of the comprehensive
interventions referred to in the —»
recommendations. Another common Quality of life

scenario exists in which frailty precedes the Dignity
onset of dementia but exhibits the same

synergistic negative effect. Early diagnosis of frailty — Nutritional management

— Dementia management — Physical activity —
Assessment of and interventions for mood, iidden
loneliness, falls, polypharmacy, and sensory loss Dead

A. BIANCHETTI




When? Yesterday.

Meurological Sciences (2025) 46:6875-6894
https://doi.org/10.1007/510072-025-08576-y

CONSENSUS PAPERS AND GUIDELINES

i@

Italian intersocietal recommendations for restructuring the
diagnostic-therapeutic pathway for the implementation and
appropriate use of anti-amyloid monoclonal antibodies in Alzheimer’s
disease

Alberto Benussi'2( - Federica Agosta®*” - Alba Rosa Alfano® - Antonio Antico” - Giuseppe Bellelli®® -

Laura Bonanni'® - Gabriella Bottini'"'%'* . Marco Bozzali'*'® - Ovidio Brignoli'® - Giuseppe Bruno'” -
Annachiara Cagnin'®'? . Sonia Francesca Calloni?® - Diego Cecchin'®?' . Marcello Ciaccio?*** . Sirio Cocozza®* -
Mirco Cosottini®>?® - Diego De Leo?’#%%% . Andrea Falini**? - Lorenzo Gaetani’® - Fabio Gotta®'22- Maria Infantino® -
Raffaele Lodi**** . Giancarlo Logroscino®®**” . Elena Marcello®® . Camillo Marra®**° . Walter Marrocco* -

Patrizia Mecocci*** - Enrico Mossello* - Alessandro Padovani***¢4# . Lorenzo Palleschi*’ -

Leonardo Pantoni’®*2. Lucilla Parnetti’® - Sandro Sorbi*****° . Alessandro Tessitore®® - Andrea Ungar*

Received: 11 July 2025 / Accepted: 27 September 2025 / Published online: 17 October 2025
@ The Author(s) 2025
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Beware of Frailism !

Received: 2 January 2025 | Revised: 13 February 2025 | Accepted: 13 February 2025

DOI: 10.1002/al2.70062
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Modified titration of donanemab reduces ARIA risk and
maintains amyloid reduction

- , -
HongWang' | EmelSerap Monkul Nery! | Paul Ardayfio' | RashnaKhanna' | WANG T AL A]_ZhemlerS@Denlentmk 7ofil
Diana OteroSvaldi! | Ivelina Gueorguieva' | Sergey Shcherbinin! | : ;
Scott W. Andersen® | PaulaM.Hauck! | StaciE.Engle! | Dawn A.Brooks' | RIS JEHEIAL U THE AL I S S S U EE
Emily C.Collins’ | NickC.Fox? | StevenM.Greenberg® | Stephen Salloway*® |
Mark A Mintun' | JohnR.Sims® (A) (B)
100+
[ — " 40% Week 24
:]I: —
18 —
o
i~ . mm : e —
a L] £ 30% Dose fitration completed
©c "; In these arms
g =
- . . S 80+ 2
C G A Gain is to personalize , < 5
o B 20%
not to esclude & .o £
< 3
: ) 5
¢ o
4 1h])
o > 10% —
1{}' -—
-
7]
0 158 183 o 0%
Standard Modified
Titration ) " ' " " ) ' ' ' ' ' ’ '
Time (days) 0 14 28 42 56 70 84 98 112 126 140 154 168 182 196
B Severe
[ Moderate Mumber of participants at risk
= Mild Standard 207 207 196 194 193 192 175 172 172 171 171 164 38 13 T
1 No ARIA-E Modified Titration 2492 210 206 205 205 203 189 179 177 174 173 165 47 13 5
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Pharmacological and non -pharmacological:
two sides of the same trajectory

La valutazione multidimensionale al tempo zero e utile perche:
- Puo stimare il rischio di eventi avversi
- Puo indirizzare verso una sorta @re-abilitazione ed intervento multicomponente

Publications Estimates Intervention Control Pooled SMD

Outcome A) I?
N N N pts N pts (95% CI)
Short Physical Performance Battery (SPPB) 7 9 1994 1988 —— 0.40 (0.14 to 0.66)" 93%
Hand-grip strength 8 12 2180 2062 0.07 (0.011t0 0.13)§ 35%
Walking speed test 8 13 2548 2403 A 0.07 (0.01 t0 0.13)§ 0%
Daily steps 3 3 231 206 — — 0.31(0.12 to 0.50)§ 0%
Moderate-to-Vigorous Physical Activity (MVPA) 3 4 1011 1016 -9 0.18 (0.10t0 0.27)§ 0%
Leisure-Time Physical Activity (LTPA) 3 7 1657 1541 - - 0.14 (0.07 t0 0.21)§ 0%
Mini-Mental State Examination (MMSE) 4 6 940 923 i = 0.07 (-0.02t0 0.16)§ 37%
Montreal Cognitive Assessment (WoCA) 5 8 1101 985 & 0.19 (0.04 t0 0.33)" 51%,
Trail Making Test-B (TMT-B) 4 5 1002 1004 - 0.00 (-0.09 to 0.08)§ 0%
Trail Making Test-A (TMT-A) 3 4 945 942 - 0.06 (-0.03t0 0.15)§ 37%
Repeatable Battery for the Assessment 3 4 224 205 i & 0.42 (-0.05 to 0.89)* 59%
of Neuropsychological Status (RBANS)
-1.0 -05 0.0 0.5 10

C . O KOY E Favours control Favours intervention



Pharmacological and non -pharmacological:
two sides of the same trajectory

La valutazione multidimensionale anche nel follow -up e utile perche:
- Puo indirizzare verso interventi multicomponente

Primary 1 Intervention group difference: P = 0.008

—
Structured T/ﬁ

Outcome

Global
Cognitive
Composite

Change from Baseline, z-score

mean rate of
change per
year (slope)

1
Years postrandomization

C. OKOYE

Baker LD et alStructured vs SelfGuided Multidomain Lifestyle Interventions for Global CognitiveFunction: The US POINTERandomizedClinical Trial. JAMA. 2028ug26;334(8):681691.doi: 10.1001/jama.2025.12923. PMID:

nnnnnnnnnnnnnnnnnnnnnnnnnnnn



Blood biomarkers of Alzheimer

Amyloid
plaques

(A @Tab)

Neurofibrillary

tangles
(pTau)
Axonal ;! \ %1 OC ;
degeneration Q2*> A g(:--[:n;.\x_
(NfL) S .
o Reactive
astrocytes
(GFAP)

O
=@ _

o
%@

GFAP ‘

Adapted from Teunissen, Lancet Neurology, 2022

Blood

‘s disease G. GRANDE

A AD blood biomarkers correlate with
AD pathology and with CSFand PET
Imaging markers.

A They also predict future cognitive
decline and (AD) dementia onset .

U P-tau217: Amyloid pathology
U NfL: Neurodegeneration
U GFAP: Glial activation

Hansson 2021; Karikari et al. 2020; Janelidze et al. 2020:;
Teunissen et al 2022; Therriault et al. 2023; Ashton et al. 2024



nature medicine

Article

G. GRANDE

https://doi.org/10.1038/s41591-025-03605-x

Blood-based biomarkers of Alzheimer’s
disease andincidentdementiainthe
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G. GRANDE
Article https://doi.org/10.1038/s41591-025-03605-x
Blood-based biomarkers of Alzheimer’s
disease and incidentdementiainthe
community
Giulia Grande®'? |, Martina Valletta®', Debora Rizzuto'?, Xin Xia®, PPV NPV
Chengxuan Qiu®', Nicola Orsini®, Matilda Dale ®°, Sarah Andersson®, (95%CI) (95%CI)
Claudia Fredolini®°®, Bengt Winblad ® 35, Erika J. Laukka'?, Laura Fratiglioni** &
Davide L. Vetrano ®'? P-tau 217 33.3 94.8
(26.1-41.0) (92.1-97.2)
NfL 33.5 97.3
26.6-40. 3
(a) All-cause dementia (b) AD-dementia (26.6-40.8) (95.2-99.2)
10 1.07 - GFAP 28.6 94.6
(22.2-35.4)  (91.6-97.2)
08 08. , , ’
A der th
-i;:‘ 0.6 -g 0.61 Lo Single biomarker P:?:Iuan erPa:eT:we
= = -7 - AR42/AR40 ratio 64.0%  63.0%
S04 G 04- 7 -+~ P-tau181 81.5%  73.6%
® ® - P-tau217 81.0% 76.8%
L’ -+ T-tau 68.6%  55.3%
0.2 0.2 - NfL 82.6%  70.9%
i - GFAP 775%  72.0%
%0 02 04 08 08 10 000 02 02 06 08 10
1 - Specificity 1 - Specificity




The Lancet Series on Alzheimer’s Disease 1 @N®
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New landscape of the diagnosis of Alzheimer's disease
Giovanni BFrisoni, Oskar Hansson, Emma Nichols, Valentina Garibotto, SuzanneE Schindler, Wiesje M van der Flier, Frank Jessen, Nicolas Villain, m

Eider M Arenaza-Urquijo, Lucia Crivelli Juan Fortea, Lea T Grinberg, Zahinoor Ismail, Sateshi Minoshima, Rik Ossenkoppele, Henrik Zetterberg,
Ronald C Petersen, Bruno Dubois

Published online September 22, 2025 https://doi.org/10.1016/50140-6736(25)01294-2

[ Alzheimer's disease
B Dementiawith Lewy
bodies

[ Frontotemporal lobar
degeneration

Motor tauopathies

[ Pure vascular cognitive
impairmant

Reversible conditions
O Others

] Mo cognitive impairment

Cognitive disorders

All conditions that can cause cognitive impairment. These
RURAG2T JWOWel YT WNUWUOWI ¢qR2IWHYUT R AGIWRGI kKt W
disease, but also vascular disease, traumatic brain injury, )
substance use, infections, disturbances of cerebrospinal

fluid dynamics, psychiatric conditions, secondary or

reversible cognitive disorders, and more.

DSMPLWI InWl t WagYWsOWel YRYNURqR2 WI
the cognitive impairment of psychoses.

i DWAPNGRWI2VWagéec qags WWsUWel YwWG! UnR3
information as, by definition, the brain is the organ
responsible for all cognitive disorders.

Whatis G A6 IJRG IJ1 R Ddpénding Idrcwhdlis
asked, the answers vary, even among doctors and
t GURRC¢ORY gt OWUNS W DnRURqRYUWYnW GASNWRANVI Kkt WHRE,DEt WWRY WRU

dynamic evolution in the expert community, and

unanimity has not yet been reached. For all practical Figure 3: Taxonomy of patients and use of diagnostic biomarkers at selected memory clinics

Gel GYt Dt AW GAGIURGII &kt WT Rt J¢t 1) LWRAD EHH GlRURAGfoitiGikh ¢idttef)Rrighdthout (non-dotted) cerebrospinal fluid or PET biomarkers are
consists of cognitive impairment associated with shown. Based on a survey of 16 526 new consecutive diagnostic patients consulted from Jan 1, 2022,

biomarker evidence of its neuropathological hallmarks: to Dec 31, 2023, in the memory clinics of Amsterdam, Cologne, Copenhagen, Geneva, Lund, Munich, and Paris.

. -C ! OYRT WGGEue 13 WHEY G -@ﬁWlOitﬂ,T WYnuwen Rgﬂerﬁiylp):@n@iltip]ﬁ irE_I[.ﬂJ-:le normal pressure hydrocephalus, meningioma, metabolic conditions, depression.
and neurofibrillary tangles composed of aggregated tau. Other section includes low achievement, psychiatric conditions, unsuccessful brain ageing. No cognitive

impairment includes subjective cognitive decline, functional cognitive and other psychiatric disorders, neurclogic
A. BIAN C HETTI diseases, physical comorbidity, somatic comorbidity, polypharmacy. More details in appendix (pp 10-11).



P. MECOCCI

BPSD/NPS

V Sono variamente presenti nella persona malata
V Possono presentarsi in modo fluttuante
V Non sono volontari

V Rappresentano un sintomo fortemente disturbante
sia per Il paziente sia per chi se ne prende cura

V Sono spesso la causa di istituzionalizzazione
precoce



MINI REVIEW Open Access

. . " . '-H}
Mild behavioral impairment: measurement ==

and clinical correlates of a novel marker
of preclinical Alzheimer’s disease

Byron Creese'"® and Zahinoor Ismail’ 2022

MBI is a later-life onset neurobehavioral syndrome that may emerge at
any point along the pre-dementia spectrum, from normal cognition to
subjective cognitive decline (SCD) through to MCI.

MBI represents a neurobehavioral axis, alongside the traditional
neurocognitive axis, of pre-dementia symptoms. MBI is not a
competing construct to MCI but, rather, a complementary behavioral
analogue. Just as emergent cognitive symptoms in late life can reflect
neurodegeneration so can emergent behaviors.
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Effects of reminiscence therapy in people with
dementia: A systematic review and meta-analysis
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Abstract

ResultAtotal of 29 studiesnet the eligibility criteria, including
3102participants Overallreminiscenceherapyincreased
cognitivefunctionsand quality of life anddecreasedlepression
and neuropsychiatricymptoms Implicationfor Practice
Reminiscencéherapy maybe considereda usefulnon-
pharmacologicainterventionfor people withdementialiving in
nursinghomesor other long-term care facilities. A standard
protocolfor reminiscenceherapy maybe necessaryor future
studies.
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Helping behaviors and cognitive function in
AINTERVENTI EDUCAZIONA later life: The impact of dynamic role

A NNf éf N Kk W[ f E transitions and dose changes +
AE D U CAZ I O N E ALI M E NTAR‘ Sae Hwang Han @ ° & &, Jeffrey A. Burr ¢, Shiyang Zhang © °
ADA N ZA Building on the growing body of theoretical and empirical work linking helping

behaviors to better health, this study examines the complex ways in which cognitive

function is associated with formal volunteering and informal helping—two common

~ ~ Ve ~ Ve v d
A N N f e f N K III E § 9 f ways individuals help others and contribute to their communities in later life.

Specifically, we employ a methodological approach that allows us to assess whether and
A how dynamic intraindividual changes in helping behaviors, measured by role status and
VO LO N TA R IATO time commitment, influence cognitive function levels and the rate of cognitive decline
over time. We hypothesize that transitioning into a helping role would lead to higher
cognitive function and a slower rate of cognitive decline, while withdrawing from the
helping role would result in lower cognitive function and a faster rate of decline.
Additionally, we anticipate that a gradual transition (e.g., moving from a non-volunteer to
a moderate dose of volunteering or gradually moving from a high to moderate/low dose)
would yield better cognitive outcomes than an abrupt change (e.g., transitioning to a
high-dose of volunteering from a non-volunteer status or abruptly ceasing high-dose

F N EVIANI volunteering). Finally, although research on informal helping is limited, we expect a
' similar pattern of results with informal helping behaviors.
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Age and cognitive skills: Use it or lose it reserved; exclusve
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Cross-sectional age-skill profiles suggest that cognitive skills start declining by age 30 if not earlier. If accurate, such o:;:::l U : —
age-driven skill losses pose a major threat to the human capital of societies with rapidly aging populations. We esti- Gormant o
H H mate actual age-skill profiles from individual changes in literacy and numeracy skills at different ages. We use the Distributed under a
B M d rg | nal S kl I I ch an g es by age unique German longitudinal component of the Programme of the International Assessment of Adult Competencies Creative Commons
(PIAAC-L) that retested a large representative sample of adults after 3.5 years. Our empirical approach separates age Attribution License 4.0
Lt from cohort effects and corrects for measurement error from reversion to the mean. Two main results emerge. First, (CCBY).
lera Cy average skills increase strongly into the forties before decreasing slightly in literacy and more strongly in numeracy.
Second, skills decline at older ages only for those with below-average skill usage. White-collar and higher-educated
0.1 workers with above-average usage show increasing skills even beyond their forties. Women have larger skill losses

at older age, particularly in numeracy.
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Stimelazioneccognitiiavnellaldemenzaza

Migliora la qualita della vita,
le abilita di linguaggio e di

comu nicazione (per es. S_pector, A., Orrell, M., & Woods_, B. (2010). Cog_nltlve Stlmylatlon The_rapy _(CST): effect§ on
different areas of cognitive function for people with dementia. International journal of geriatric

esprimere opinioni) psychiatry, 25(12), 1253-1258.

¢ LOes p e positevan Hiassere in
gruppo» e «Cambiamenti nella vita
quotidiana» con miglioramenti a

livello cognitivo e del tono Spector, A., Gardner, C., & Orrell, M. (2011). The impact of Cognitive Stimulation
Therapy groups on people with dementia: views from participants, their carers and

del | umor e group facilitators. Aging & mental health, 15(8), 945-949.

Efficacia sulle abilita cognitive in
persone con demenza di grado lieve e
moderato al di sopra di quanto atteso

da eventuali trattamenti farmacologici _ .
Woods, B., Aguirre, E., Spector, A. E., & Orrell, M. (2012). Cognitive stimulation to

Aumento del benessere . improve cognitive functioning in people with dementia. Cochrane Database Syst
Rev, 2(2).

benessere
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La musicaa

' ame Playing and listening to music works
MIISIC ﬂlld the bl'ﬂlll several areas of the brain

Sensory cortex:
Corpus callosum: Controls tactile feedback while
Connects both sides of the brain playing instruments or dancing
. : Auditory cortex: Listens
Motor cortex: Involved in .
: : to sounds; perceives and
movement while dancing or analyzes tones

playing an instrument )
Hippocampus: Involved

Prefrontal cortex: in music memories,
gggrtéglssmb:gg\élor experiences and context
decision-making Visual cortex: Involved

in reading music or looking

Nucleus accumbens at your own dance moves

and amygdala:

Involvedy\%ith \——Cerebellum: Involved
emotional reactions in movement while dancing or
to music playing an instrument, as well

as emotional reactions
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DISEGNO DI LEGGE

presentato dal Presidente del Consiglio dei ministri (MELONI)
dal Ministro del lavoro e delle politiche sociali (CALDERONE)
e dal Ministro della salute (SCHILLACI)

COMUNICATO ALLA PRESIDENZA 1L 27 GENNAIO 2023

Deleghe al Governo in materia di politiche in favore delle persone anziane

I primi tre criteri, indicati con le lettere
a), b) e c), contengono linee generali di in-
dirizzo dell’attivita legislativa delegata affe-
renti alla promozione del valore umano e
sociale della persona, alla promozione e va-
lorizzazione delle attivita di partecipazione e
di solidarieta nelle attivita culturali, nell’as-
sociazionismo e nelle famiglie, al fine di
contrastare la solitudine e deprivazione rela-
zionale delle persone anziane.
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Sistemi innovativi di assistenza

VETerls

Associazione Italiana Geriatri e Veterinari
per gli Interventi Assistiti con gli Animali (LAA.)







