Come si inquadrano le demenze in ambito npal®Bgeriatrico.
Quali sono i percorsi diagnostienapeuticeassistenziali idonei per un paziente

con decadimento cognitivo e distypbicecomportamentali.
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There is a new case of dementia
somewhera in the world every

4 SECONDS

Nel mondo
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The number of people in the world with
dementia will increase significantly by

25 mila pz con demenza
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There will be at least an 85%
increase in these costs by 2030.
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Dementia

2. Criteria for all-cause dementia: Core clinical criteria

In this section, we outline core clinical criteria to be used
in all clinical settings. Because there are many causes of
dementia, we will first outline the criteria for all-cause
dementia.

The diagnosis of dementia is intended to encompass the
spectrum of severity, ranging from the mildest to the most
severe stages of dementia. The methodology for staging of
dementia severity was beyond the charge of the workgroup.
Dementia is diagnosed when there are cognitive or behav-
ioral (neuropsychiatric) symptoms that:

1.

2.

Interfere with the ability to function at work or at usual
activities; and

Represent a decline from previous levels of function-
ing and performing; and

. Are not explained by delinum or major psychiatric

disorder;

Cognitive impairment 1s detected and diagnosed
through a combination of (1) history-taking from
the patient and a knowledgeable informant and (2)
an objective cognitive assessment, either a “bedside”
mental status examination or neuropsychological
testing. Neuropsychological testing should be per-
formed when the routine history and bedside mental
status examination cannot provide a confident diag-
nosis.

5. The cognitive or behavioral impairment involves

a minimum of two of the following domains:

a. Impaired ability to acquire and remember
new information—symptoms include: repetitive
questions or conversations, misplacing personal
belongings, forgetting events or appointments,
getting lost on a familiar route.

b. Impaired reasoning and handling of complex tasks,
poor judgment—symptoms include: poor under-
standing of safety risks, inability to manage fi-
nances, poor decision-making ability, inability to
plan complex or sequential activities.

¢. Impaired wvisuospatial abilities—symptoms in-
clude: inability to recognize faces or common ob-
jects or to find objects in direct view despite good
acuity, inability to operate simple implements, or
orient clothing to the body.

d. Impaired language functions (speaking, reading,
writing)—symptoms include: difficulty thinking
of common words while speaking, hesitations;
speech, spelling, and writing errors.

e. Changes in personality, behavior, or comportment—
symptoms include: uncharacteristic mood fluctua-
tions such as apitation, impaired motivation,
initiative, apathy, loss of drive, social withdrawal, de-
creased interest in previous activities, loss of empa-
thy, compulsive or obsessive behaviors, socially
unacceptable behaviors.

McKhannGet al, 2011



Toward defining the preclinical stages of Alzheimer’s disease:
Recommendations from the National Institute on Aging-Alzheimer’s
Association workgroups on diagnostic guidelines
for Alzheimer’s disease

Reisa A. Sperhng“ * Paul S. Aisen®, Laurel A. Beckett®, Da\rld A. Bennett Suzanne Craft®,
Anne M. Fagan', Takeshl I'ipi.rat.':‘.ul::r;:ng Clifford R. Jack, Jr.", Jeffrey Kaye', Thernas J. Montine’,
Denise C. Park, Eric M. Reiman’, Christopher C. Rowe™, Eric Siemers”, Yaakov Stern®,
Kristine YaffeP, Maria C. Carrillo®, Bill Thies, Marcelle Morrison—Bogoradr, Molly V. Wagstef ,
Creighton H. Phelps’

The continuum of Alzheimer’s disease
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MCI Mild Cognitive Impairment)

AProblemi cognitivi
Ab2y I fft QAYUSNY2 RSt FAaAA2{23A02
AChe non soddisfano i criteri per demenze specifiche

AChe non impattano in maniera significativa sulle attivita della vita
guotidiana

ALa memoria pud essere o non essere compromésse na MCl

ADistinzione tra compromissione di un singolo dominio e multipli
domini cognitiviA sd¢ md MCI
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Preclinical

Clinical Disease Stage

Sperling RA&t al, 2011



MClevolution

Mild cognitive
Cognitively normal impairment

Mild Cognitive Impairment
Petersen et al., 1999

ProdromalAD
Dubois et al., 2010

MCI due to AD
Albert et al, 2011

Alzheimer disease
Asymptomaticat riskfor AD

PresymptomaticAD
Duboiset al. 2014
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Ma cosa vuol dire «problema di memoria»?

ASpesso indica un qualsiasi problema cognitivo

APortare esempi!
Aperde gli oggetti
Aripete pil volte le stesse domande
Anon riconosce persone
Asi perde per strada
Anon trova le parole

AChi lo dice? Il paziente aciiregive?
ASolo ansia o problema significativo?




Cosa Indagare

AQual é stato il primo sintomo? (memoria, linguaggio,
comportamento)

ADa quanto tempo ci sono questi problemi
AEsordio graduale o lentamente progressivo?
AFluttuazioni?

AQual ¢ il problema principale adesso?




Cosa Indagare

ACi sono problemi coi soldi? Controlla bene i resti?

ACambiamento di personalita

Al FYOALF YSYUA ySpofu®l t AYSYUFET A2y S
ARiduzione delle attivita / riposizionamento al lavoro

AAllucinazioni / deliri / agitazione

AUmore

ADisturbi del sonno



Caregiver

AFondamentale

APaziente pud esse@Enosognosic@
minimizzante

ASe il paziente viene solo chiedere di portare un
conoscente alla prossima visita

ASe possibile parlateci separatamente
AE pill preoccupato il paziente aidregiveP
APrestate attenzione alle interazioni tra loro

pmre -



Familiarita

AConsiderate come possibile familiarita qualsiasi disturbo cognitivo e/o
malattia neurologica/psichiatrica di genitori e fratelli

ANon basta avere uno zio con la demenza
Aln casi selezionati disegnare un albero genealogico
Almportante chiedere eta di esordio



Obiettivita neurologica

AEON con particolare attenzione a valutazione funzioni cognitive
superiori, cammino, riflessi di liberazione

AMMSE (MinMental StateExaminatiof/ MOCA Ontreal Cognitive
Assessment/ ACER @AddenbrookeCognitiveExamination

A SottocorticaleA vigilanza ed orientamento
A Sensibilita primariéy vista / udito
A Emisfero sinistr@y linguaggio
Localizzazione del | A Temporale mesiald memoria verbale
deficit cognitivo | A Temporale destr@, memoria visiva / riconoscimento volt
A Parietale destray visuospaziale / visuopercettivo
A Parietale sinistr@, calcolo/ prassia

A FrontaleA funzioni esecutive



Esami di | livello

AEsami ematici (VitB1Eplati TSH, Ab anfireponema)
ATest neuropsicologici
Almaging(TC encefalo o RM encefalo)



Funzioni
cognitive

Fase iniziale

Deficit memoria anterograda (deficit di apprendimento,
ripetitivo, perde gli oggetti)

Iniziale disorientamento topografico

Anosognosia

Ansia e depressione

Fase intermedia

- Deficit memoria retrograda

- Disorientamento spazio temporale
- Aprassia, afasia, prosopoagnosia
- Disturbicomportamnetal

- Perdita di autonomia

Fase avanzata

- Deficit di tutte le funzioni cognitive
- Disturbi comportamentali (BPSD)
- Deficit delle funzioni motorie

Anni



Behaviourahnd Psychologicgbymptomsof Dementia
(BPSD)

A59t w9{{Lhb9Y UNMNA&GESdstima> | yaAiAl X LISNRAUOIFI RS
A APATIA: perdita di interesse e motivazione
A PSICOSI: allucinazioni, deliri, false identificazioni

A AGITAZIONE PSICOMOTORIA: disturbi del sonno, irrequietezza, atti ripetitivi, vocalizzazioni,

vagabondaggio

A AGGRESSIVITresistenza oppositiva, aggressivita verbale, talora anche fisica



Subclasses of
Misidentification
Syndrome

Clinical Features

Capgras delusion

Fregoli syndrome

Phantom boarder
syndrome
TV sign
misidentification
Nurturing syndrome
Reduplicative
paramnesia
Clonal pluralization
of the self
Reduplication of a
person
Intermetamorphosis

Delusional
hermaphroditism
Mirror sign

Familiar person replaced by identical impostor

Unfamiliar people or places misidentified as
familiar

Someone uninvited living in patient’s home

Events on television perceived as occurring in
external, 3-dimensional space

Deceased family members believed as still living

Belief that oneself has been replaced into an
identical or near identical duplicated person

Belief to be cloned

Belief that a double of another person exists

Familiar or unfamiliar people change both
physical and mental identity

Belief that oneself and a friend of the opposite
sex have been incorporated in the same body

Misidentification of oneself in the mirror

CiprianiGet al, 2013
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2018 National Institute on Aging—Alzheimer's Association (NIA-AA) Research Framework
NIA-AA Research Framework: Toward a biological definition
of Alzheimer's disease

Clifford R. Jack. Jr.**, David A. Bennett”. Kaj Blennow", Maria C. Carrillo”., Billy Dunn",
Samantha Budd Haeber . David M. Holtzman®, William Jagust”, Frank Jessen',
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Advancing research diagnostic criteria for Alzheimer’s
disease: the IWG-2 criteria
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Marie-Ocile Habert, Gregory A Jicha, Agneta Nordbers, Florence Pasquier, Gil Rabinovici, Phiippe Robert, Christopher Rowe, Stephen Salloway,
Marie Sarazin, Stéphane Epelbaum, Leonardo € de Souza, BrunoVells, Pieter  Visser, Lon Schneider, Yaakov Stern, Phillp Scheltens,

Jeffrey L Cummings

The diagnosis of d ia due to Alzheimer’s disease:
Recommendations from the National Institute on Aging-Alzheimer’s
Association workgroups on diagnostic guidelines for Alzheimer’s disease

Guy M. McKhann****, David S. Knopman®, Howard Chertkow®*, Bradley T. Hyman',
Clifford R. Jack, Jr*, Claudia H. Kawas"), William E. Klunk*, Walter J. Koroshetz',
Jennifer J. Manly™**, Richard Mayeux™"*, Richard C. Mohs®, John C. Morris*,
Martin N. Rossor’, Philip Scheltens®, Maria C. Carrillo, Bill Thies', Sandra Weintraub®*,
Creighton H. Phelps™

Revising the definition of Alzheimer’s disease: a new lexicon

Bruno Dubois, Howard H Feldman, Claudia Jacova, Jeffrey L Cummings, Steven T DeKosky, Pascale Barberger-Gateau, André Delacourte,
i i Nick C Fax, ) Harald Hampel, Gregory A Jicha, Kenichi Meguro, John O'Brien, Florence Pasquier,
Marie Leonardo C de Souza, Yaakov Ster, Pieter  Visser, Philip Schelens

Research criteria for the diagnosis of Alzheimer's disease:
revising the NINCDS-ADRDA criteria

Bruno Dubois”, Howard H Feldman, Claudia Jacova, Steven T DeKosky, ) Jeffrey Cumming
Douglas Galasko, Serge Gauthier, GregoryJicha, Renichi Meguro, john OBrien, Florence Pasquies, Philippe Robert, Martin Rossor, Steven Salloway,
Yaakov Stern, Pieter  Visser, Philip Scheltens

Clinical diagnosis
of Alzheimer’s disease:
Report of the NINCDS-ADRDA Work Group* under the
auspices of Department of Health and Human Services
Task Force on Alzheimer’s Disease

Guy McKhann, MD; David Drachman, MD; Marshall Folstein, MD; Robert Katzman, MD;
Donald Price, MD; and Emanuel M. Stadian, MD

NINCSADRDA IWG1 IWG NIAAA IWG2
1984 2007 2010 2011 2014
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Neurodegeneration: what?

Huntington'’s intranuclear
inclusions

0 b ) |
Amyotrophic lateral sclerosis
aggregates

C Soto, 200
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IR structure Definition 4R 3R Gallyas  Biel  Ubiip62
Pretangle Diffuse fine granular staining of neuronal cytoplasm - - - - -
NFT Fibrillar intracellular cytoplasmic structures - +H-* - +/=*
Pick body Cytoplasmic fibrillar spherical structures - k3 - . .
Other spherical inclusions  Globular cytoplasmic structures that are various sized, and the staining pattern does not match  + - + +/-
(Pick-body-like) the current definition of a Pick body
Dystrophic neurite Rounded, oval or elongated thick profiles accumulating mostly around amyloid plaques - 4= - + +
Threads A segment of a thin neuronal process usually associated to axons /- 4= + +/- 4=
Grains 4-9 pm spindle, coma or dot-like structures in the neuropil that are associated with dendrites - - - +/-

Kovacs GG, 2015



AD PSP & CBD PiD
Fibril et

16-18nm I
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Table 2 Biochemical and ultrastructural characteristics of Alzheimer’s disease and frontotemporal lobar degeneration

tauopathies
Tau repeat Filaments (width) Periodicity Reference
AD 3IR=4R PHF (10 to 20 nm) >> SF (~15 nm) 80 nm [6]
PSP 4R >3R SF (15 nm); rare twisted filament (15 to 30 nm) >100 nm 7
CBD 4R >3R SF >> twisted filament (15 to 30 nm) 160 nm 8]
PiD 3R >4R SF (15 nm) >> twisted filament (15 to 30 nm) 160 nm 9]

Abbreviations: AD - Alzheimer’s disease; PSP - progressive supranuclear palsy; CBD - corticobasal degeneration; PiD - Pick’s disease; PHF - paired helical filament;

SF - straight filament; nm - nanometer

Murray ME et al., 2014



Neurodegeneration: where?

FTD L =

Location: frontotemporal
Macro: cerebral atrophy

Micro: tau deposits, Pick bodies

LBD e
Location: frontotemporal =
Macro: cerebral atrophy
Micro: Lewy bodies

. .“

e

HD

Location: basal ganglia '
Macro: neostriatal atrophy
Micro: neuronal loss and astrocytosis

.. Prion disease

¢« .1 Location: diffuse cortical
' “ Macro: cerebral atrophy
Micro: spongiosis, PrP deposits

AD

~® ¢ Location: temporoparietal
#4 Macro: cerebral atrophy

Micro: AP plaques, tangles

PD

Location: midbrain
Macro: pallor of substantia nigra
Micro: Lewy bodies

ALS

Location: motor cortex, brainstem, spinal cord
Macro: atrophy of motor neurons and muscles
Micro: inclusions (Bunina bodies, Lewy body-like)

Bertram & Tanzi, 20C



Neurodegeneration: when?
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Alzheimer disease therapy—moving from
amyloid-f to tau

Ezio Giacobini and Gabriel Gold
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» AB-induced synaptic and neural
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* Tau abnormalities (for example, PHFs)
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» Neurotransmitter deficits
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APP FAD mutations
Trisomy 21

/ ‘ AB,, aggregation

Nature Reviews | Neuroscience

Soluble forms of
oligomeric AR

AB plaques

Amyloid

\

Synaptic damage (neuronal dysfunction and death) ‘

Y




~

Typical f 1 K SdisédsN)

Presence of an early and significant episodic memory impairment (isolated or

associated with other cognitive or behavioural changes that are suggestive of a mild

cognitive impairment or of a dementia syndrome) that includes the following

features:

» Gradual and progressive change in memory function reported by patient or
informant over more than & months

» Objective evidence of an amnestic syndrome of the hippocampal type,* based on
significantly impaired performance on an episodic memory test with established
specificity for AD, such as cued recall with control of encoding test

< 30 sec |=£ME"“"" > 30 sec

| Short-Term wweding Memory I Long-Term Memory I

DuboisB, 2014
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Amnestic syndrome of the medial

temporal type identifies prodromal AD

A longitudinal study SarazirM, 2007

Free and cued selective reminding test: an Italian normative study

P. Frasson - R. Ghiretti - E. Catricala - S. Pomati -
A. Marcone - L. Parisi - P. M. Rossini + 8. F. Cappa -

FrassorP 2011
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Journal of Alzheimer’s Disease 61 (2018) 47-52 47
DOL 10.32330JAD- 170712
105 Press

Short Communication

Word and Picture Version of the Free

and Cued Selective Reminding Test
(FCSRT): Is There Any Difference?

Andrea Arighi®*, Tiziana Carandini”, Matteo Mercurio®, Giovanni Carpani®,

Anna Margherita Pietroboni®, Giorgio Fumaga]]i"‘-h, Laura Ghezzi", Paola Basilico®,
Alberto Calvi*, Marta Scarioni®, Milena De Riz®, Chiara Fenoglio®, Elisa Scola®,
Fabio Triulzi®, Daniela Galimberti* and Elio Scarpini®

Immediate Free Recall score Immediate Total Recall score Index of Sensitivity of Cueing
IFR ISC
8 n
FCSRT-w '
L n
FCSRT I FCSRT-w IFR FCSRT-w ITR FCSRT-w ISC
picture ‘

Fig. 3. VBM analysis: correlation between FCSRT-w scores and gray matter atrophy, Coronal slices showing hippocampal atrophy (IFR
resulted associated to the degree of atrophy of the nght hippocampus, while ITR and ISC scores were related with the degree of atrophy of

.‘ : :  eDT e ! . both hippocampi).
Fig. 2. VBM analysis: correlation between FCSRT scores and gray matter atrophy, FCSRT-w scores: IFR resulted associated to the degree

of atrophy of the right hippocampus, while I'TR and ISC scores were related with the degree of atrophy of both hippocampi. FCSRT-p: IFR
score showed an association with atrophy of the left fusiform gyrus in Brodmann area (BA)-37, I'TR score with atrophy of left and right

fusiform gyn and 1SC score with atrophy of the left fusiform gyrus in BA-37 and right BA-19, Statistical threshold: p< 0,05 Family Wise ArlghIA et al 2018
Error (FWE) corrected at cluster level. See text for further details. ’



4. Probable AD dementia: Core clinical criteria

4.1. Probable AD dementia is diagnosed when the patient

. Meets criteria for dementia described earlier in the

text, and in addition, has the following characteristics:

. Insidious onset. Symptoms have a gradual onset over

months to years, not sudden over hours or days;

. Clear-cut history of worsening of cognition by report

or observation; and

. The initial and most prominent cognitive deficits are

evident on history and examination in one of the fol-

lowing categories.

a. Amnestic presentation: It is the most common
syndromic presentation of AD dementia. The defi-
cits should include impairment in learning and
recall of recently learned information. There should
also be evidence of cognitive dysfunction in at least
one other cognitive domain, as defined earlier in the
text.

b. Nonamnestic presentations:

e Language presentation: The most prominent def-
icits are in word-finding, but deficits in other
cognitive domains should be present.

¢ Visuospatial presentation: The most prominent
deficits are in spatial cognition, including object
agnosia, impaired face recognition, simultanagno-
sia, and alexia. Deficits in other cognitive domains
should be present.

e Executive dysfunction: The most prominent def-
icits are impaired reasoning, judgment, and prob-
lem solving. Deficits in other cognitive domains
should be present.

D. The diagnosis of probable AD dementia should not

be applied when there is evidence of (a) substantial

concomitant cerebrovascular disease, defined by
a history of a stroke temporally related to the onset or

worsening of cognitive impairment; or the presence
of multiple or extensive infarcts or severe white
matter hyperintensity burden; or (b) core features of
Dementia with Lewy bodies other than dementia
itself; or (c) prominent features of behavioral variant
frontotemporal dementia; or (d) prominent features of
semantic variant primary progressive aphasia or non-
fluent/agrammatic variant primary progressive apha-
sia; or (e) evidence for another concurrent, active
neurological disease, or a non-neurological medical
comorbidity or use of medication that could have
a substantial effect on cognition.

McKhannGet al, 2011



Posterior Cortical Atrophy

D. Frask Benson, MD; R. Jeffrey Davis, DO, Bruce D. Snyder, MD

Posterior Cortical Atrophy (PCA) was first
escribed in 1988 when Benson et al. reported

ive patients with prominent visual complaints,

who exhibited both Bal iand @er st mann

syndromes.

0 Frank Benson, MD

P —
'\ wrior % sohy first described in 1903, the
g by = T
; e By e
Pt B 0 8 s By 1 e 5 S 98 Tk yéaes Wide-vi] emvidrsd soitiny of ihe FIG sads to dekaitin chnsutvs 4uta bt e
Sl | e £ EEsEmmiis
DRI | REES . eon R o e ETEER
RN | et
2 R
2 byt
T T ot
T

1 LM

fl

T, MRS, or angio-

o ‘o rontel ety acsnive ponsiitty

losions in some cawes. It bas been X -...r.u-‘mvyv»m Pv- that twe.
Trrvast a2 styical Abeimie Bb o o i rcred exen

md-.r.ut 4.-ku=um uader| In- the. i =L
T Aol e i b Sk 3
d % e pesdntuee meh ts Fics disase  pblos ot
T PR s sysdrone e s et Ahaaiv g, Aatbotiove s i & yors Ton
- oo e Seeiation siieg or oric et
i oo et inar oo iy iy i e Sovr. i

(i it oo s =y 2 ke aniie gy smd
¥ g ol s bt by ]

sty that sach of thuce
wn'lwl-ul» sflerstrom he sase i
e

s ey il v fr, O Gvmace dicds) Pose
B

e e v A2 T80, i
it (6 o ) hoving gt o wereflly -

Sivmioil s ¥R g o were flly pmvlnn(m. o
pr—

Each o the patants showed & o

b
In the projosad diviion Setween

s et o o vt doseder

e of BE o o0 vy Gomeiataton: agrepin
nln(ummu deoiop

it

'L.:."IZ.'.I,.. o B

sezscey aphasia (adom
compeeheaian diiorde, ale
Ry .n.s,...er.p.:n... A

B o 3o b
v anory

Lo

et ] N ¢ s B,
e T s P

e
Sk 1Y e exsncon 1 6

T R s G

i o el s impar
S o G
eVt P b A CT v v

ity s
ey fusten =5 wlnd ol ahowod e ta ity koot
g tiform -

- el the cour Tocal sowing o splepedorm di

=3 . e parara o e

= ke . Tl e, ot i sz rvported ia- the midstages of both

o Satlines the mers b Pieks and Alsheimer's daease

= 0 riom a ther ows Mome. adings of the cates proneted gt e of a3

- e Mty of secrpeeiigi: Vol s e 2 Bovee, e ™ 2 Fulionta vhe vsoh e tanel shom A E S ot ey
e Doy of secrpe 20 et st ek e Pk e Vs Do e AT P B Sk DTS

Benson DF, Davis RJ, Snyder BD. Posterior cortical atrophy. Arch Neurol 1988; 45: 7891 93.




i Posterior

CrutchSJ, 2012 ArighiA et al, 201-



Typesof
ementia

h X . .
ofl er f, "ﬂu‘.ed symptoms M'xedn
@,
@,
movements involuntg "%
thinking
reasoning sY M,
writabili severe decline ’O%‘r ”yn,',”
rrl
9t
depression ly
difficulties walking
S
memory loss iR ot
incontinence urina Nor
P mal p
tluid iy bropo, "'sm #,
%,
memor e
L impairs
coordination
change behavior Symptomg
disease ___"mad cow" B N
. re 0
capid] Uhzfeldi-oX
severe memory probJem:
thinkin symptoms o
e unaffected ymp 0@&
social skills wﬁm,'d‘ e‘*

www.Alz.org Alzheimer's Aisuciw,-
0,
n

www.NIH.gov National Institutes on Health USA 2 i huba phd
S

Ly

10% maxed
Alzheimers disease
and vascular dementa

4% Lewy bodies

3% Other
2% Fronto - temporal

2% Parkinson's disease
#1 cause dementia

qemo

memo
older onset

Zhptoms

saired judgment
PRl

disorientation
behavior changes

hicul speaking

#2 — blook vessels brain

AS¢
) u’b, o oaired judgment

mptoms
S #3 cause

AeoP disturbance
<

isual hallucinations

sympl'oms Plzheimer's
g Symptoms

} Parkinson's

. \Gﬁ ersonality
DGI‘I‘IOI\ﬁGw q\ﬂ““ yariant symptoms change ‘ behavior
AN
$0

\anguage
«Q S{mptoms behavior

sive Aphasia (emantic dementia
qres: n
progr

ﬁa\é ¢hakiness

egeneration

pogressive nonfluent aphasia

yosal D
&%
15
muscle spasms

ooof coordination

Jscle rigidity
walking

o -

balance

D Movement Disorders Progressive Supranuclear Palsy symptoms problems

i . m i
ﬂinm:l Alzheimer's symptoms uscle stiffness

%_ movement

sym ptoms dementia

Sre movements

similar Alzheimer's




Classificazione

Demenze primarie o degenerative:

Demenza di Alzheimer
Demenzdronto-temporali
Demenza a corpi diewy
Parkinsordemenza

Corea dhuntington
Paralissopranuclargrogressiva
Degenerazioneortico-basale

o oo To Too T T I

Demenze secondarie:

o oo To T I o Po o

Demenza vascolare ischemica
Disturbi endocrini e metabolici
Malattie metaboliche ereditarie
Malattie infettive e inflammatorie SNC
Stati carenziali

Sostanze tossiche

Processi espansivi intracranici
|drocefalo normoteso



di interesse neurochirurgico:

A idrocefalo normoteso

A tumori endocranici

A ematoma cronico subdurale
A fistole durali arterovenose
da insufficienza drgano:

A epatica
A respiratoria
A renale

A cardiaca
da causa endocrina:

A ipotiroidismo

A ipertiroidismo,

A ipoparatiroidismo
A Addison

A ipercortisolismo
carenziali:

A VitB12

A folati

A VitB1

da farmaci

da patologia infettiva
da depressione









PSEUDODEMENZA DEPRESSIVA

Insorgenza
Progressione
Consapevolezza
Comportamnento
Risposte

Umore

Sintomi vegetativi
Precedenti psichiatrici

Rischio suicidio

Insidiosa

Lenta

Scarsa, sminuisce il deficit
Congruo ad entita deficit
Mancanti o confabulazioni
Poco congruo

Scarsi

Non frequenti

Basso

Improvvisa

Rapida

Mantenuta, enfatizza il deficit

Non congruo ad entita del deficit
WA&aLIR2AadS 3ISYSNAOK
Deflesso

Frequenti

Rilevanti

Alto



Neurodegenerative dementia

10% Mmixed.
Alzheimers diseass
and vascular deamentia

4% Lewy bodies

3% Other
2% Fronlo - lemporal

2% Parkinson's disease
dementia




Demenza vascolare

v Demenzamultiinfartuale

v Demenza da infarti strateqici

ACSNNAG2NRAZ2 RSt f QF NIHISNR I oAf I GSNI

A Aree associativparvietotem%oralLe temporo-occipitali
RSttt QSYAa¥F+SN R2YAY I YUS

ACSNNAGO2NRAZ2 RSEf QF NIUSNRI B O2Ay @2t
talamo o lobo temporale mesiale bilateralmente

v Demenza da patologia dei piccoli vasi

A Carico vascolare > 25 % della sostanza bianca (malattia
Binswanger

A Forme genetiche (es. CADASIL)
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LewyBodyDementias
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Views & Reviews

e Diagnosis and management of
cie dementia with Lewy bodies

2 OO 5 Third report of the DLLB consortium
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J.B. Schulz, MD; J.Q. Trojanowski, MD, PhD; and M. Yamada, MD, PhD, for the Consortium on DLB*

VIEWS & REVIEWS

Diagnosis and management of dementia

2 O 1 7 with Lewy bodies

Fourth consensus report of the DLB Consortium




Essenziale:
Declino cognitivo progressivo
(attenzione f esecutive f visuospazidi

Coreclincialfeatures

A Fluttuazioni

A Allucinazioni visive
A RSBD

A Parkinsonismo

Indicativebiomarkers

A DATscan

A SPECT miocardica
A Polisonnografia

LG Mc Keith, 2017



