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“ ... dilucciole e lanterne ...”

G. Bufalino: Quo pro quo.
Bompiani, Milano, 1991, p.48
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ORIGINAL ARTICLE

(Alzheimer Dis Assoc Disord 2003:17:162—-167)

Memory Aging From 18 to 80

Timothy A. Salthouse. PhD

M v goal in this article is to summarize evidence for six
assertions about aging and memory. The assertions are:
(1) age-related differences are evident on many different types
of memory variables; (2) these differences can occur in the
absence ofage-related increases in between-person variability;
(3) the differences are apparent as early as the decade of the 20s
in adults who report themselves to be in good health: (4) the
age-related differences on different types of memory variables
are not independent of one another; (5) similar age-related dif-
ferences are evident on variables reflecting other types of cog-
nitive abilities: and (6) the age-related effects on memory vari-
ables are not independent of age-related effects on variables
reflecting other types of cognitive functioning. These asser-
tions are potentially important because, to the extent that they
are valid, they are likely to have important implications for
how late-life cognitive pathologies such as Alzheimer discase
should be viewed relative to normal aging.
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FIGURE 1. Mean performance in eight memory variables as a

function of age. Data from Table D1 in \Wechsler (1997a).
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panel) in eight memory variables as a function of age. Data
from Table D.1 in\Wechsler {1997a).




Memory for Designs
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FIGURE 4. Means and standard errors at each age on two
memaory tests. Data from Schroeder and Salthouse (in press).
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Younger group

No. of subjects 91
Mean age, y (range) 66.1 (60—69)
Sex, % female 62.6

Ethnicity, % nonminority white 54.2

Mean years of education 11.0

Small SA, Stern Y, Tang M, Mayeux R.:
Selective decline in memory function among
healthy elderly. Neurology. 1999 Apr
22;52(7):1392-6.

Older group
121
75.7 (70-93)
T2

59.1
10.7
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Figure 1. Change in memory performance over time for the two age groups. Memory was
evaluated repeatedly using the Selective Reminding Test. The circles represent the younger age
group (60 to 69 years of age); the triangles represent the older age group (70 to 93 years of age).
The older age group showed a relative decline in memory performance.

From: Small: Neurology, Volume 52(7).April 22, 1999.1392-1396
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Figure 2. Change in performance on the Boston Naming Test over time for the two age
groups. The circles represent the younger age group (60 to 69 years of age); the triangles
represent the older age group (70 to 93 years of age). Both age groups showed a similar
improvement in performance with repeated exposure.

From: Small: Neurology, Volume 52(7).April 22, 1999.1392-1396



Small et al.: Neurology, Volume 52(7).April 22,
1999.1392-1396

... across cognitive domains, age-related
decline is specific to memory function.

In contrast to memory, a relative age-related
decline was not observed in five tests of
language, two tests of visuospatial ability,
and two tests of abstract reasoning.

Furthermore, within the memory domain, we
found that age-related decline was
restricted to a specific aspect of memory.



Small et al.: Neurology, Volume 52 (7). April 22,
1999.1392-1396

|s age-related memory decline a normal
occurrence -does it represent physiologic
senescence - or does it represent a
pathologic state?

Many aged individuals perform as well as
younger control subjects, therefore age-
related memory decline is thought not to
be an inevitable consequence of aging.



Small et al.: Neurology, Volume 52 (7). April 22,
1999.1392-1396

What, therefore, are possible underlying etiologies?

The first brain structure to be targeted by AD is the
hippocampal formation, and correspondingly,
prospective studies have found that memory deficits are
the first signs of AD.

It is likely, therefore, that early AD is one contributing
etiology of age-related memory decline.

Non-AD processes should likewise be considered as
potential contributors to age-related memory decline.
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COVER ILLUSTRATION. An historical neurodegenerative collage. From left
to right Auguste Deter [1850-1902 (nota del curatore diapo:1906!)], Alois
Alzheimer [1864—-1915], Arnold Pick [1851-1924] and the death mask of
Jonathan Swift [1667-1745] together with a selection of Auguste D's
neurofibrils as depicted by Alzheimer. Portrait of Arnold Pick from W. Haymaker
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REVIEW ARTICLE

Alzheimer’s centennial legacy: origins, landmarks
and the current status of knowledge concerning

cognitive aspects

John R. Hodges"?

MRC Cognition and Brain Sciences Unit, Cambridge and Department of
Clinical Neurosciences, Addenbrooke’s Hospital, Cambridge, UK
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Fig. | Portrait of Alois Alzheimer (1902) and his famous patient Auguste D (from Maurer et al., 1997).




Per I’elevata frequenza di patologie
che interessano i1l sistema nervoso
centrale, la valutazione delle
funzioni cognitive rappresenta un
aspetto fondamentale nell’ambito
della valutazione multidimensionale
dell’anziano



La valutazione dello stato mentale del
paziente anziano deve comprendere |
seguenti aspetti:

- Funzioni cognitive (attenzione, memoria,
linguaggio ...)

- Tono dell’ umore

- Sintomi psichiatrici (allucinazioni, deliri ...)



Come avviene per I'esame fisico, la valutazione
cognitiva -anche nelle sue forme piu complesse
(es. neuropsicologico)- non fornisce
necessariamente una diagnosi.
Quest'ultima, infatti, rappresenta il frutto
dell'integrazione delle informazioni
anamnestiche, dell’esame fisico e neurologico,
dei test neuropsicologici, nonché degli esami di
laboratorio e neuroradiologici.



Aspetti centrali nella valutazione
delle prestazioni cognitive
dell’anziano

Memoria

Linguaggio

Attenzione

Coordinazione visivo-spaziale

Capacita intellettive complesse (funzioni
esecutive)

Calcolo



REVIEW ARTICLE

CURRENT CONCEPTS

Memory Dysfunction
Andrew E. Budson, M.D., and Bruce H. Price, M.D

M Engl | Med 2005;352:692-9.

Copyright ©) 2005 M assachusetts Medical Society.




able 1. Selected Memory Systems.

Aemory System

pisodic memory

emantic memory

rocedural memory

Vorking memory

Major Anatomical Length of Storage
Structures Involved of Memory

Medial temporal lobes, anteri- Minutes to years
or thalamic nucleus, mam-
millary body, fornix, pre-
frontal cortex

Inferolateral temporal lobes ~ Minutes to years

Basal ganglia, cerebellum, Minutes to years
supplementary motor area

Phonologic: prefrontal cortex, Seconds to minutes;

Broca’s area, Wernicke’s information active-
area ly rehearsed or ma-
Spatial: prefrontal cortex, nipulated

visual-association areas

Type of Awareness

Explicit, declarative

Explicit, declarative

Explicit or implicit,
nondeclarative

Explicit, declarative

Examples

Remembering a short story, what
you had for dinner last night,
and what you did on your last

birthday

Knowing who was the first presiden
of the United States, the color o
a lion, and how a fork differs
from a comb

Driving a car with a standard trans-
mission (explicit) and learning
the sequence of numbers on a
touch-tone phone without trying
(implicit)

Phonologic: keeping a phone num-
ber “in your head” before dialin;

Spatial: mentally following a route ol
rotating an object in your mind




Figure 2. Semantic, Procedural, and Working Memories.

The inferolateral temporal lobes are important in the naming and categoriza-
tion tasks by which semantic memory is typically assessed. However, in the
broadest sense, semantic memory may reside in multiple and diverse cortical
areas that are related to various types of knowledge. The basal ganglia, cere-
bellum, and supplementary motor area are critical for procedural memory.
The prefrontal cortex is active invirtually all working memory tasks. Other cor-
tical and subcortical brain regions will also be active, depending on the type
and complexity of the working memory task.
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Figure 1. Episodic Memory.

The medial temporal lobes, including the hippocampus and parahippocampus, form the core of the episodic memory
system. Other brain regions are also necessary for episodic memory to function correctly.
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Figure 4: Sagittal view of medial aspect of cerebral cortex showing postulated spatial
sequence of spread of pathology in Alzheimer’s disease from medial temporal lobe to
sensory association cortices.



Le funzioni mnesiche ()

Memoria a Breve Termine (MBT)

E’ la memoria del presente. Consente I’esecuzione dei
compiti quotidiani. Consente la memorizzazione di
piccole quantita di informazioni. Questa memoria
svanisce nell’arco di pochi secondi (meno di 30 sec.)

E’ identificata anche come memoria di lavoro
(Working Memory): la capacita di mantenere presenti
e attive informazioni provenienti dall’esterno o dalla
Memoria a Lungo Termine per il tempo necessario a
compiere semplici operazioni quotidiane.



La memoria di lavoro (WM) e molto
vulnerabile per effetti di distrazione,
richiede attenzione e vigilanza per
essere conservata

(durante compiti di WM si mettono in
azione il sistema reticolare attivatore e i
network dei lobi prefrontali e parietali).



Le funzioni mnesiche (ll)

La Memoria a Lungo Termine (MLT)

E’ la memoria del passato. Consente la conservazione
di quantita enormi di informazioni, per periodi di
tempo (minuti, giorni o anni) condizionati dalla
rilevanza affettiva/cognitiva dell’informazione.

Sia la MBT che la MLT possono essere di natura
verbale e non verbale.

La MLT comprende inoltre:
- Memoria Procedurale (Implicita)
- Memoria Dichiarativa (Episodica e Semantica)



Le funzioni mnesiche (lll)

Memoria Procedurale (implicita)

E’ la conoscenza di sequenze motorie acquisite In
modo implicito, la cui rievocazione puo manifestarsi
in un comportamento semi-automatico (es. andare in
bicicletta, vestirsi, guidare I’auto).



La memoria procedurale coinvolge centri
extraippocampali: gangli della base,
cervelletto e corteccia sensoriale.



Le funzioni mnesiche (IV)

Memoria dichiarativa

Comprende ricordi che vengono rievocati
consapevolmente

U

Memoria dichiarativa episodica

Riguarda il ricordo di eventi con
una loro connotazione spazio-
temporale e si caratterizza per il
riferimento autobiografico

U

Memoria dichiarativa semantica

E’ il ricordo delle cosiddette
conoscenze enciclopediche
(storiche, matematiche,
linguistiche ecc.) acquisite in
ambito scolastico, familiare e
sociale, prive di una
connotazione spazio-temporale



La memoria episodica ha una durata da
minuti, a ani ed immagazzina informazioni
correlate al “cosa”, “dove”, “quando”.

Il complesso ippocampale ha una funzione
critica per la memoria episodica. L’accumulo
di nuove info si accompagna a modificazioni
sinaptiche in questa sede. In seconda battuta
le info si trasferiscono nella neocorteccia



Le funzioni della memoria includono:

-Registrazione® (codificazione o
acquisizione)

-Ritenzione (immagazzinamento)
-Stabilizzazione (consolidamento)
-Recupero* (decodificazione o richiamo)

*processi coscienti



- Codificazione — complesso
ippocampale e lobi frontali

- Recupero — lobi frontali



Come valutare la memoria

Memoria a breve termine (di lavoro) verbale: ripetizione
di “stringhe” di numeri (normale: 7+2); dura meno di 30
sec.

Memoria a breve termine visiva: riproduzione di una
sequenza di punti disposti su un piano (test di corsi)

Memoria episodica verbale: breve racconto;
apprendimento coppie di parole; orientamento

Memoria episodica visiva: riproduzione di disegni
precedentemente copiati

Memoria semantica: denominazione oggetti; produzione
di elenchi di parole; test dei sinonimi



La Valutazione
Neuropsicologica

Test di Screening
U

Approfondimento diagnostico



Caratteristiche generali di strumenti di valutazione
cognitiva disponibili in lingua italiana

Aree Cognitive
esplorate

Tempo di
somministrazione

Cut-off

Sensibilita

Specificita

Competenza

MMSE
(Measso et al, 1993;
Grigoletto et al 1999)

Orientamento
Memoria
Attenzione
Calcolo
Linguaggio
Prassia Costr.

10 min

Variabile in
funzione di eta

scolarita e sesso

0.85
0.89
Non
specialistica

SMID
(Bracco et al., 1990)

Memoria Verb.
Memoria Spaz.
Orientamento
Calcolo
Linguaggio
Funz.Visuomo.

45 min (I giorno)
10 min (Il giorno)

Derivabile sulla
base di
un’equazione

0.90
0.87
specialistica

MODA
(Branzelli et al 1994)

Attenzione
intelligenza
Memoria
Linguaggio
Abilita Spaz.
Percez.
Visiva

45 min

Punteggio
normalizzato
85.5/100

0.91
0.69
specialistica

MDB

(Carlesimo et al.,
1995)

Memoria
Linguaggio
Intelligenza
Funz. Esec.
Prassia
Costr.

45 min

2 0 piu
prestazioni
patologiche

0.93
0.95
specialistica

ADAS

(Fioravanti et al)

Memoria
Linguaggio
Prassia
Costr.
Prassia
|deat.
orientamento

45 min

specialistica



Table 2. Four Memory Systems and Common Clinical
Disorders That Disrupt Them.*

Tab.2 ()

Episodic memory

Alzheimer’s disease

Mild cognitive impairment, amnestic type

Dementia with Lewy bodies

Encephalitis (most commonly, herpes simplex
encephalitis)

Frontal variant of frontotemporal dementia

Korsakoff's syndrome

Transient global amnesia

Concussion

Traumatic brain injury

“ REVIEW ARTICLE

Seizure

Hypoxic—ischemic injury Memory Dysfiunction
Cardiopulmonary bypass D B e
Side effects of medication
Deficiency of vitamin B,
Hypoglycemia

Anxiety

Temporal-lobe surgery
Vascular dementia
Multiple sclerosis




Tab.2 (II

Semantic memory
Alzheimer’s disease

Semantic dementia (temporal variant of frontotemporal
dementia)

Traumatic brain injury

Encephalitis (most commonly, herpes simplex
encephalitis)

“ REVIEW ARTICLE ”

CURRENT CONCEPTS
Memory Dysfunction

Andrew E. Budseon, M.D., and Bruce H. Price, M.D.



Tab.2 (lll)

Procedural memory

Parkinsons’s disease
Huntington’s disease

Progressive supranuclear palsy
Olivopontocerebellar degeneration
Depression
Obsessive—compulsive disorder

“ REVIEW ARTICLE

CURRENT CONCEPTS
Memory Dysfunction

Andrew E. Budson, M.D., and Bruce H. Price, M.D.



Tab.2 (IV)

Working memory

Normal aging

Vascular dementia

Frontal variant of frontotemporal dementia
Alzheimer’s disease

Dementia with Lewy bodies

Multiple sclerosis

Traumatic brain injury

Side effects of medication

Attention deficit—hyperactivity disorder
Obsessive—compulsive disorder
Schizophrenia

Parkinson’s disease

Huntington’s disease

Progressive supranuclear palsy
Cardiopulmonary bypass

Deficiency of vitamin B, \| [

CCCCCCCCCCCCCCC

Memory Dysfunction

Andrew E. Budson, M.D., and Bruce H. Price, M.D.



Table 2 Stages of cognitive breakdown in typical
Alzheimer’s disease

MCl Mild Moderate Severe

Memory
Working f+ ++ +++
Anterograde episodic ++  +++  +++ +++
Remote I & S S +++
Semantic M+ + +++ 4+
Attention and executive abilities I+ ++  ++ +++
Language (syntax and phonology) + tt
Visuospatial and perceptual I+ ++ ++
Praxis ++ ++

Key: — absent, + present, —/+ variable.

do1:10.1093/brain/awl275 Brain (2006), 129, 2811-2822
REVIEW ARTICLE

Alzheimer’s centennial legacy: origins, landmarks and the current status of knowledge concerning
cognitive aspects

John R. Hodges



La prevalenza dellMCI varia dal 17%
al 34%.

Burns and Zaudig: Lancet 2002;360:1963-65



aMCI patients convert to AD

O MCI B Alzheimer Disease

100+ -— _ ;

oy Eaidiaald Eiidiald

ou i Pmmaamay
il
=
= 40

204

[] I I I I

Initial Examination 12 24 36 48
mo

Petersen et al. Arch Neurol 1999:56:303-308



| motivi del successo
dellMCI

(rispetto alle molteplici analoghe sindromi identificate precedentemente)

1) Possibilita di una diagnosi (prognosi)
precocissima
2) Disponibilita di un trattamento
farmacologico
3) Ampliamento della popolazione target

40,



| motivi del declino (del
“fallimento™) delMCI

- Diagnosi (prognosi)

- Terapia

- Aspetti culturali-epistemologici
- Aspetti eticl

40



Ten-year risk of dementia in subjects
with mild cognitive impairment

Pieter Jelle Visser, MDD, PhD); Arnold Kester, PhD; Jellemer Jolles, PhD: and Frans Verhey, MD, PhD

Abstract—0Objective: To investigate the 10-vear risk of dementia in subjects with mild cognitive impairment (MCI) ages
40 to 85 vears. Methods: We selected subjects from a memory clinic if they met one of the following definitions of MCI:
cognitive complaints (n = 181), aging-azsociated cognitive decline (AACD) (n = 163), mild functional impairment (n = 86),
or amnestic MCI (n = 64). Subjects were reassessed after 2, 5, and 10 years. The risk of dementia was calculated with
Kaplan-Meier statistics. Analyvses were conducted in the entire sample and in subgroups of subjects aged 40 to 54 vears,
55 to 69 years, and 70 to 85 vears. Results: The 10-vear rigk of dementia was 0.27 (95% CI 0.20 to 0.34) in subjects with
cognitive complaints, 0.28 (95% CI 0.21 to 0.35) in subjects with AACD, 0.44 (95% CI 0.32 to 0.56) in subjects with mild
functional impairment, and 0.48 (95% CI 0.35 to 0.61) in subjects with amnestic MCI. Ninety-one percent of the demented
subjects had probable AD. The risk of dementia increased with increasing age for all MCI definitions (p < 0.001).
Depending on the MCI definition used, the risk for dementia ranged from 0 to 0.06 in subjects aged 40 to 54 years, from
0.37 to 0.52 in subjects aged 55 to 69 years, and from 0.77 to 1.0 in subjects aged 70 to 85 vears. Conclusions: The majority
of subjects with MCI do not progress to dementia at the long term. Age strongly influences the dementia rigsk. MCI often
represents the predementia stage of a neurodegenerative disorder in elderly subjects but rarely in younger subjects.
NEUROLOGY 2008;67:1201-1207

CONCLUSIONS: The majority of subjects with
MCI do not progress to dementia at the long
term. Age strongly influences the dementia
risk. ...




Ten-year risk of dementia 1n subjects
with mild cognitive impairment Oct. 2006

Pieter Jelle Visser, MD, PhD; Arnold Kester, PhD; Jellemer Jolles, PhD:; and Frans Verhey, MD, PhD
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0 1 2 3 4 5 6 7 8 9 10 11

Years of follow-up
Numbers at risk

Cognitive complaints 181 172 148 114
AACD 163 154 132 101
MFI 86 80 63 41
Amnestic MCI 64 60 46 35

Figure 1. Kaplan-Meier curve showing risk of dementia
according to MCI definition. AACD = aging-associated
cognitive decline; MFI = mild functional impairment;
MCI = mild cognitive impairment.
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Vitamin E and Donepezil for the Treatment
of Mild Cognitive Impairment

Ronald C. Petersen, Ph.D., M.D., Ronald G. Thomas, Ph.D., Michael Grundman, M.0., M.P.H.,
David Bennett, M.D., Rachelle Doody, M.0., Ph.D., Steven Ferris, Ph.D., Douglas Galaske, M.D.,
Shelia Jin, MLD., M.P.H., Jeffrey Kaye, M.D., Allan Levey, M.D., Ph.D., Eric Pfeiffer, M.D., Mary Sana, Ph.D,,

Christ -|-||- r H.van Dyck, M.D., and Leon ). Thal, M.D., for the Alzheimer's Disease ( oo perative Study G Lp

CONCLUSIONS

Vitamin E had no benefitin patients with mild cognitive impairment. Although donep-
ezil therapy was associated with a lower rate of progression to Alzheimer’s disease dur-
ing the first 12 months of treatment, the rate of progression to Alzheimer’s disease after
three years was not lower among patients treated with donepezil than among those

given placebo.

4h,



SPECIAL ARTICLE

Antiaging Medicine and Mild Cognitive Impairment:

Practice and Policy Issues for Geriatrics

Peter |. Whitehouse, MD, PhD* and Eric T. Juengst, PhD’

(See editorial comments by Dr. William Hazzard on pp 1434-1435).

JAGS  33:1417-1422, 2003
) 2005 by the American Geriatrics Society



Mild Cognitive Impairment

Lon S. Schneider
Am.J.Geriatr Psychiatry, August 2005;13:629-32

... 'quagmire of semantics”
... ‘ontological impermanence”
... "alphabet soup”



INTERNATIONAL JOURNAL OF GERIATRIC PSYCHIATRY
Int J Geriatr Psychiatry 2004; 19: 151-160.

Published online in Wiley InterScience (www.interscience.wiley.com). DOI: 10.1002/gps.1050

Disclosing a diagnosis of dementia: a systematic review

Claire Bamford, Sharon Lamont, Martin Eccles™, Louise Robinson, Carl May and John Bond

Centre for Health Services Research, University of Newcastle-upon-Tyne, UK

Studies of the impact of disclosure indicate both negative and positive consequences of diagnostic disclosure for people with
dementia and their carers.
Conclusions Existing evidence regarding diagnostic disclosure in dementia is both inconsistent and limited with the per-
spectives of people with dementia being largely neglected. This state of knowledge seems at variance with current guidance
about disclosure. Copyright © 2004 John Wiley & Sons, Ltd.
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Il presente



Functional neuroimaging

SPECT (blood flow at cingulate, left frontal regions; sensitivity 80%, specificity 80%)°*4
PET (glucose metabolism in temporoparietal region; accuracy 75%)"*°

fMRI (recruitment of larger extent of right parahippocampal gyrus during encoding)"

Other tests
EEG (alpha, beta, and theta activities; accuracy 85%)**

CSF total-tau concentration (sensitivity 90%, specificity 100%)"
CSF phosphorylated-tau concentration®** —

Combined tests

Memory tests and imaging
Delayed recall and MTL atrophy (sensitivity 50%, specificity 90%)°
Block design and PET"

Neuroimaging (SPECT and MRI volumetry)**

CSF-tau and SPECT (sensitivity 89%, specificity 90%)** -

Lancet Neurol 2005: 4: 576-79
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Panel 2: Diagnostic criteria forAD

Probable AD: A plus one or more supportive features B, C, D, or E

Core diagnostic criteria
A Presence ofa@signiﬁcant episodic memory im;@at includes the
following features:

1. Gradual and progressive change in memory function reported by patients or
informants over more than 6 months

2. Objective evidence of significantly impaired episodic memaory on testing: this
generally consists of recall deficit that does not imprave significantly or does not
normalise with cueing or recognition testing and after effective encading of
information has been previously controlled

3.The episodic memory impairment can be isolated or associated with other cognitive
changes at the onset of AD or as AD advances

Supportive features
resence of medial temporal lobe atrophy

~amyqgdala evidenced on MRIwith
qualitative ratings using visual scoring (referenced towell characterised population
with age norms) or quantitative volumetry of regions of interest (referenced towell
characterised population with age norms)

C. Abnori ; e

eprett-rrariietare ATRETS T i rereraalis future
D. Specific pattern on functional neuroimaging with PET
+ Reducetrgioroserrretatetsrrriitateral temporal parietal regions
« Otherwell validated ligands, including those that foreseeably will emerge such as
Pittsburg compound B or FDDNP
E. Proven AD autasomal dominant mutation within the immediate family




I Reflection and Reaction

@ Imaging of amyloid comes of age
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... sensibilita del 100% e una specificita del
90% nell’identificazione di AD.



Early discriminatory diagnosis of

dementia with lewy bodies
Aarsland et al., Dementia Ger. Cogn. Dis., 2008

Anche per la LBD: “emerging role
of CSF and imaging biomarkers”
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[CAM-1
IL-11
TRAIL-R4
CCL15
CCL7
EGF
CCL5
GDNF
G-CSF
M-CSF
TNF-«
IL-3

IL-Te
PDGF-BB

Received 2 May, accepted 30 Avgust; published arnline 14 October 2007; coi:10.1038/nm1653

A molecular test for Alzheimer’s disease could lead to better
treatment and therapies. We found 18 signaling proteins in —
blood plasma that can be used to classify blinded samples from

Alzheimer's and control subjects with close to 90% accuracy

and to identify patients who had mild cognitive impairment that

progressed to Alzheimer's disease 2-6 years later. Biological

analysis of the 18 proteins points to systemic dysregulation of

hematopoiesis, immune responses, apoptosis and neuronal

support in presymptomatic Alzheimer's disease.
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Caratteristiche
neuropsicologiche

Neuroimaging
strutturale (RM)

Neuroimaging
funzionale (PET
con F18-FDG)

Marker liquorali

Marker di AL

- Disturbo di memoria progressivo riferito; e

- Bassa prestazione (punteggio equivalente 0-1) in
almeno 1 dei seguenti test: Logical Memory Test, Rey
Auditory Verbal Learning Test immediate and delayed
recall, Rey figure recall (solo se il p. eq. Nella copia e 2+).

- MTA valutata come riduzione del volume ippocampale
alla RM, definito come patologico quando il volume
ippocampale piu piccolo é inferiore al 5° percentile della
distribuzione dei volumi in una popolazione di soggetti
normali.

- Riduzione del metabolismo del glucosio in almeno due
delle seguenti aree cerebrali: temporale mediale,
temporale, parietale.

- Bassa concentrazione di proteine amiloide 1-42 (< 500
pg/ml) e alta concentrazione di proteina tau (> 450 pg/mi
per eta 51-70; >500 per eta 71-93).



Caratteristiche dei pazient

Nei primi 9 mesi di attivita (dal giugno 2006 al marzo 2007), sono stati
valutati 127 pazienti.

SMD naMCI aMCl AD NAD dem

N=8 N=9 N=20 N=52 N=38
ta 68+8* 74+12* 73+6* 74+7* 73+8* 0.4
esso (F) 4 (50%)* 4 (45%)* 16 (80%)# 40 (75%)# 19 (51%)* <0.0

IMSE 28.1+1.2* 27.2+42.5* 24.8+3.6* 20.4+4.9*  21.5+5.5%  <0.000
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"Sapessi tu quanti mulini, a
guardar meglio sono veramente
giganti; quante lucciole sono
veramente lanternel!”

G. Bufalino: Quo pro quo.
Bompiani, Milano, 1991, p.48

IRCCS “Centro San Giovanni di Dio - Fatebenefratelli’



