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XpovoAoyLkn Kol BLoAoyikn nALkio

* Chronological age: eival o Ypovog Tou €XEL TTEPACEL ATO TN YEVVNON EVOC
atopou. Elval o mo armAog Kol AVTLKELUEVIKOC TPOTIOC LETPNONG TNC

NALKlag, kaBwg umtoAoyiletal pe facn tn YEvvnon TOU OTOLOU.

* Biological age: avadEpetal otnV Katdotaon tn¢ UYELOC TOU OpYOVLOLOU,
dnAadn oto oo KaAd Asttoupyolv ToL Opyava KoL T CUCTILLOTAL TOU
OWMATOC 0 oX€on UE To duaLoAoyLko. Emnpeaddletal amo diddopoug

TIaPAYovTeC Omwe n dtatpodr, N AoKNoN, TO AyXOE, N UTIVOC, TO YEVETLKO

UALKO, Kal oL TtepLBaAAoVTIKEC ouvOnKec. ETolL, KAmoLlog pmopel va eivat
BLoAoyLKA VEOTEPOC ) YNPALOTEPOG ATIO TNV XPOVOAOYLKH TOU nALKia,

avaAoya pe Tov TPOTo {WNG Tou.



XpovoAoyLkn Kol BLoAoyikn nALkio

CHRONOLOGICAL AGE BIOLOGICAL AGE

The number of years that have
passed since our birth.

How old our cells really are,
therefore, our real age

Cannot be influenced by lifestyle
and eating habits.

Can be reversed by attending
to your health

o Has little relevance to how you
feel and function.

The most important component
to the aging process
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Haupt, Sandra & Niedrist, Tobias & Sourij, Harald & Schwarzinger, Stephan & Moser, Othmar.
(2022). The Impact of Exercise on Telomere Length, DNA Methylation and Metabolic Footprints.
Cells. 11. 153. 10.3390/cells11010153.
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Nontwkn Aettoupyla otnv Tpltn nAkla

®uaotoloyikn ‘Hriwae Nontikn
vontLkn Asttoupyla ExmTwon Avola



Nontikeg Aettoupyiec kot Tpitn nAkio

Quololoyikn)
voNTKn Asttoupyla

AVOEVOUEVEC yLa TNV NAKIa aAAQYEC OTN VONTLKN
Aeltoupyla

JuvnBwc ylvovTtol avTIANTITEC A0 T ATOHA

Aev emnpealouV Tn AELTOUPYLKOTNTA



Nontikec Aettoupyiec ko Tpltn nAkia

{
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Attention * Sustained attention

Executive function Similarities
* Meaning of proverbs
* Reasoning about familiar

material

Memory * Remote memory
* Procedural memory
*  Semantic memory

Language * Comprehension
* Vocabulary

Visuospatial * Simple copy

Social cognition + Cognitive TOM
Ability to predict what another person is
thinking

Psychomotor skill

Divided attention ”Multita;king”

Abstraction

Mental flexibility

Inhibition

Reasoning with unfamiliar material
Working memory

Episodic memory and learning new
information

Spontaneous word finding

“Tip of the tongue”
Verbal fluency

Complex copy
Mental rotation

Affective TOM

Ability to predict what they are feeling

Reaction time

No impairment in daily activities and no progress

Hozord’s Geriatric Medicine and Gerontology, sixth edition




Nontikec Aettoupyiec kot Tpltn nAtkio

TRAJECTORIES OF AGE-RELATED COGNITIVE CHANGE
A Race Against Time

Better Than Average:
“SuperAging”’®

Normal Aging

Mild Cognitive
o Impairment
Independent functioning in

daily living activities

Not able to function without

assistance due to cognitive loss Abnormal Aging
Dementia

Baseline Personal Cognitive Ability
&

40 Years 65 Years 90+ Years
AGE IN Years

Avola kat Nonon: MpoAnyn, Atayvwon Kot AVTLULETWITLON https://www.brain.northwestern.edu/about/_news-
articles/20210311-aging.html



NonTtikeg Aettoupyiec ko Tpltn nAkiLa

‘Hrua Nontkn
‘Ekmtwon

Mn avapLeVOLLEVEC yLa TNV NALKLG aAAQYEC OTN VONTLKN)
AeLtoupyla

ZuvnBwce ylvovtal avTANTITEC A0 T ATOMLO KOLL QTTO TOV
neplyupo

Agv emtinpealouv TN AELTOUPYLKOTNTA

MoAAatAnC attloAoylag



‘Hria NonTikn Atatapayn

Kpttipia tou NIA-AA yuwa tnv MCl (2011):
1. YITOKELUEVLIKN) YVWOTLKA EKMTWON
To Atopo f oL OLKELOL TOU TtapaTNPOUV ETULOEIVWON TNG YVWOTLKN G AELTOUPYLOC OE OXEON LLE TO TTPONYOUEVO
emninedo.
2. AVTIKELMEVLKN YVWOTLKA EKMTWON
H yvwoTtikl SuoAettoupyla PEMEL VOl AVIXVEVETOL LECW VEUPOYPUXOAOYLIKWV TEOT, UE BabpoAoyiec xapnAotepeg amno
TO QWVOLLEVOLLEVO YLa TNV NALKia Kal TNV ekmaideuon Tou Atopou.
H ékmtwon pnopet va adopd piot | MEPLOCOTEPES YVWOTIKEC TTEPLOXEC:
MvAun (m.x. SuokoAia otnv avakAnon mMpooPatwyv YEYOVOTWVY)
Mwooa (1.x. mpoPAnpata epeong AEewv)
Mpoooxn (1.X. LELWUEVN CUYKEVTPWON)
OMTLKOXWPLKEC LKOLVOTNTEG
EKTEAEOTIKEG AELTOUPYLEG (TT.X. SUOKOALEG OTOV MIPOYPAUUATIONO Kot otn ANYPn amodacewv)
3. Awatripnon tng aveéaptnoiag otic KAONUEPLVES SPACTNPLOTNTEC
To Atopo pmopel akopa va eKTEAEL TIC KaONUEPLVEC Tou dpaotnpLotnteg (odnynon, Ywvia, dtaxeipion xpnuatwv),
oV KOl Utopet va xpetaletal peyaAltepn mpoomabeLa 1} TPOooPUOYEC.
4. Antovoia avolog
H yvwoTtiki Ekmtwon 6&v eival apketd ocofapn wote va SLayvwoTtel we avola.



‘Hria NonTikn Atatapayn

Kpttipia tou NIA-AA ywa thv MCl (2011)

AUO BaoLKEC KaTNYopLeg, avaAoya LE TO TIOLEG YVWOTLKEG AELTOUPYLEC EXOUV EMNPEAOCTEL:

Apvnolakni MCl (aMCl)
Baolkn e€acBevnon otn pvnRun.
YPnAotepog kivbuvoc e€€EAENC o€ vOOoO ARTOXALUEP.

Mn apvnolakry MCl (naMCl)
Ot dlatapaxec adopolv AAAOUC YVWOTIKOUC TOUELC (TT.X. tpoooXn, YAWO OO, EKTEAEOCTIKEC AELTOUPYLEC).
Mrmopel va oxetiletal pe AAAEC VEUPOEKDUALOTIKEG OB OELS (TT.X. Avola e CWHATLA Lewy, ayyELaKn avola).



‘Hrita Nontikn) Atatapayn

HAwkwakn Nontiki Eknitwon ‘Hmua Nontikn Atotapoxni
(Age Associated Cognitive (HNA)
Decline) Mild Cognitive Impairment
(MCI)

* XapnAEg vonTLKEG ETLOOCELG ' ’
o€ oxéon UE VEOUS aA\d * XopnAgg vonTikeg

’ , eTLOOOCELC OE OXEON UE
* (DUGCLOAOYIKEG VONTLKEG ouvounAikoug
eTILOOOELC O OXEON UE

OUVOUNALKOUG.



‘Hriia NonTtikry Alotapoxn

HNA AvoLa
* Nontika moparmnova- * Nontka maparnova-
CUUTTWHOTO cupntwpota (aAAA pmopel
KoL oxL ~ 2/3)
e XaUNAEC vONTLKEC ETILOOOELC
OTAOULOUEVEC yLa GUAO, *  XOHUNAEG VONTIKEG EMLOOTELG
nAkio, poppwon otaBulopevec yia pulo,

nAwkio, poppwaon

* Quololoylkn * AwatapaypeEvn
A\eLToupylkoTnTa Aewtoupykotnta



Atapopodlayvwon tnhc HNA

H MCI propel va cuyxéetal pe AANEC LATPLKES N PUXLATPLKES OHLATAPOXEC:

Ndoog Awadopég ano MCI

Juxva avaotpéPLun, cuvodeletal amno adtadopia

KatabAupn (amaBela) kat avndovia

DAPUAKEUTIKES TIAPEVEPYELEC BeAtiwon pe drakomn Gpappakwyv (avTXoAWEpyLKa,

NPEMULOTLKA)
Zakyxapwdng Atanitng Ayyetakn MCI, mpoBAnpata eKTEAECTIKWVY AELTOUPYLWV
YroBupeoelSLoNOG BeAtiwon pe Bepamneia

‘EAAewpn B12 BeAtiwon pe cupmAnpwpata




F{6n HNA

| Cognitive complaint |

Not normal for age

No dementia

Cognitive decline

Essentially normal functional activities

l Mo

Yes impai
{ Memory impaired? | |

| Amnestic MCI | | Non-amnestic MCI |
Yes l—{ Memory impairment only? }—l No Yes I—{ Single impaired non-memory cognitive domain? }—l No

Amnestic MCI Amnestic MCl Noq-amnestic MCI Non-amnestic MCI
Single domain Multiple domain Single domain Muliple domain

l I ! |

Etiology

. FTD DLB
Degenerative AD AD AD AD
Vascular VCl VCl
Psychiatric Depression Depression

MCI: Mild Cognitive Impairment; AD: Alzheimer’s disease; VCI: vascular cognitive impairment; FTD: frontotemporal dementia; DLE: dementia with Lewy bodies.



[TpOdpOO KoLl TIPOKALWVLKO oTAdLo TNC AvoLac TUTIOU
Alzheimer

Abnormal

— Amyloid-f accumulation (CSF/PET)
Synaptic dysfunction (FDG-PETAMRI)
Tau-mediated neuronal injury (CSF)

=~ Brain structure (volumetric MRI)

= Cognition

= Clinical function

—=_/

Normal

A 4

Preclinical : MCI 5 Dementia

e

Clinical Disease Stage

Sperling RA, et al.
Alzheimers Dement 2011



[Tapayovtec Kivduvou yLa e€eAén o Avola

Factors predicting more rapid progression to dementia

Amnestic subtype

Multidomain impairment

Worse cognitive impairment

Significant cerebral white matter hypersignal intensity in MRI
APOE4 carrier

Abnormal AB-42 on PET or CSF analysis

Abnormal tau on PET of CSF analysis

Significant atrophy
. Focal hippocampal
. Global cerebral atrophy/ventricular enlargement

Evidence of a personal trajectory of decline
Depression

Frailty

Delirium

Poor glycemic control

Smid J et al., Dement Neuropsychol, 2022



[TpoAnyn tnc HNA

Reducing cardiovascular risk factors
* Hypertension
* Obesity

Treating depression

Treating sensory impairment
Minimizing anticholinergics
Mediterranean diet
Smoking cessation
Reductions in alcohol

Promotion of social, physical and intellectual
activity

Secondary prevention

Multidomain interventions
* Diet

* Lifestyle

* Cognitive training

More frequent follow-up in high-risk
patients

W s
S o | 23

Dunne RA, et al., Age and Ageing 2021



MuBot yia tnv HNA

* H MCI givat to mpwto otadlo tng dvolag Kat odnyel mavta o Alzheimer

* AARBela: Av ko n HNA auvéavel tov kivbuvo avolag, dev e€ediooovtal oAoL oL aoBeveic og Alzheimer n)
AAAN popdn avolag.

* Kamolol mapapevouv otabepotl yia xpovia, evw aAlot popei va BeAtiwBouyv, ldika av n HNA
odeiletal og avaotpePLUeC attieg (.. katabAwpn).

* Epeuveg belyvouv otL epimou 30-50% twv atopwyv pe HNA dev Ba avarmtuéouv moTE avola.

* H MCI gival pa puololoylkry CUVETELA TNG YAPAVONG

* AARBela: H ductoloyikn ynpavon cuvodeveTal amo AMLEC VONTIKEG aAAayEG, aAAd n MCI sival kaTt
SladopeTiko.

e Jtnv HNA, n yVWOTLIKN EKTITWON E€LvVaL ONUAVTIKOTEPN aTto T GUGLOAOYLKA Yripavaon, dAAA OxL TOCOo
cofopr woTe va EMNPEALEL CNUAVTLKA TNV KABNUEPLVOTNTAL.



MuBot yia tnv HNA

* H HNA ennpedlel povo tn Lvnun

e AAABela: Av Kot n anmwAgLla LvAKNG lval To 1o yvwoTto ol urtwpa, n HNA pmopel va emnpedoet kot
AANEC YVWOTLKEC AELTOUPYLEC

* Yniapyouv dtadopot turtot HNA

* Av €xelc HNA, dev pmopeic va KAvVeLg timota yla va anotpePeLg tnv avola

* AARBela: Av kat dev utdpyel Beparmeia yia tnv HNA, utdpyouv tpomol va emiPpaduvOei n e€EALEA TS N
akopa Kot va BeAtlwBel n katdotaon.

* YyLewocg tpomocg {wn¢ (Leooyelakn dtatpodry, Aoknon, KOWwVLKN dpaoctnplotnta)
* [vwoTtikn e€doknon (mal), avayvwon, padbnon véwv deflotntwv)
* 'EAeyxoc mapayoviwyv Kivduvou (uméptaon, StaBAtng, maxvoapkia)

* MeAéteg Selyvouv OtL mapepPAcELS oTOV TPOTIO {WAC UTTOPOUV VA LELWOOUV ToV Kivouvo €EEALENG TNG
MCI o€ avola €wc kot 30%!



Nontikec Aettoupylec kat Tpitn nAKia

AvoLla

Mn avapevopevec yla TNV nAtkia aAAayEg otn vonTikn Asttoupyla
TuvnBwc ylvovtal avT\NTITEC ATTO TOV TTEPLyUpO

Entnpealouv tn AELTOUPYLKOTNTA KAL TNV aveéapTnoila Tou atopou
MoAAaTtAnC attioAoylag

Juxvotepn popdn avolac: Alzheimer



MuBoL yia tnv Avola

Mu6Boc npwtog: «H avola eivat puceLOAOYLKO KOUUATL TNG YNPOVONG»

Mpaypoatikotnta: MNapoAo mou n pvnun Uopet va e€aoBevel pe tnv nAtkia, n avola dev
elval puolodoyikn dtadkaoia tnc ynpovonc. Etval pla acBeveila mov emnpealsl T
AELTOUPYLA TOU EYKEPAAOU KOL UTTOPEL VAL EMNPEACEL ATOUO OLKOMOL KOLL OTTO TN MECN NALKLAL.



MuBoL yia tnv Avola

MuBoc¢ deutepoc: «Movo oL nAlklwpevol mabaivouv avolay

Mpaypotikotnta: Av Kat n avola epdaviletal cuxvoTEPA O ATOMA AVW TWV 65 ETWV,
UTTALPXEL KOLL N TIPWLUN Evapén avolag, n omola prnopet va ekbnAwBel amo ta 40 ) 50 €tn.

MuBoc tpitog: «H anmwAela pvANG CNUOLVEL TTAVTO AVOLOL»

Mpaypotikotnta: H anwAsla pvnpng unopet va opeiletal og dtaadpopouc mapAyovTEeC,
OTIWC AyXoC, KatdBALpn, EANeLn UTIVOU 1 TTAPEVEPYELEC PpapUaKwY. H avola XeL Ka
AAAEC ETUMTWOELG, OTIWC oUyxuon, aAAayeC otn cupmneplpopd, SUOKOALDL oTNV OULALAL KoL
EKTITWON O0TNV KABNUEPLVA AELTOUPYLKOTNTAL.



Oplopot Avolac

TL VO KPATNOOUE;
avola =

* OTEPNTLKO A + VOUC: OITWAELD VONTLKWV LKOVOTATWV
* Mvijpn
* \OyoO(G

Adnpnuevn okEYn

AvtiAnyn

* Kpion

e AAAOLYNG TTPOGWTTLKOTNTOG

e Alatapoxni KOWWVLIKAC N EMaYYEAUOTIKNAG AELToupyLlkoTnTac. (amo nmpotepo eninedo)



MuBoL yia tnv Avola

TYPES OF
DEMENTIA

‘ Alzheimer'
i Vascular
@ Lewy body

I"ri:ll-l'.:l.l::"':.'i:-l'.l

Dementia 1s an
urmbrella term for
loss of memory and
ather thinking
abilities sevars

Othiar,
enough to interfere

with daily life,

b Mixed dementi:



ErtdnuioAoyla - EmutoAaopoc

Hiawkwokég Opaoscg

Hebert, L.E., et al. Alzheimer’s Disease in the U.S. Population: Prevalence Estimates Using the 2000 Census. Arch. Neurol., Vol. 60, Aug.
2003, 1119-1122.



NonTkeC Aettoupylec kot Tpltn nALKLa

YTOKELUEVIK)
NOI’]TLKE] Normal Ag_i.ng_ ?v:eryo?e ?xperifznq_:es slight ccgnitive_ :hansies :Iuring_]. aging
EkmTwon Preclinical

\ MCI
» Silent phase: brain =
changes without + Cognitive changes

measurable symptoms  are of concern to

individual and/or family Moderate

* Individual may notice

changes, but not * One or more cognitive ; Moderately
detectable on tests domains impaired Dementia Severe
significantly + Cognitive

* “A stage where the
patient knows, but the e
doctor doesn't” daily living

impairment severe
enough to interfere
with everyday abilities

* Preserved activities of Severe

= (Cognitive Decline

Time (Years) >

https://mind.uci.edu/dementia/mild-cognitive-
impairment/




Nontikeg Aettoupyiec kot Tpltn nAwkilo

YNOKEIMENIKH INQITIKH EKNTQZIH (YTE)

1. YITOKEIPEVIKT), EPHEVOLOQ EKTITGON OTN YVWOTIKI IKAVOTNTA CLYKPITIKA HE TV TTPONYOULHEVN
PLOIOAOYIKI KAaraoTaon, n omoia dev o)eTideTal pe KAmolo o§L cLUPAav Kai

2. QuoIOAOYIKN ATTOS00T WS MPOG TNV NAIKIA, TO POAO Kal TNV EKMTAISELON Ot OTABUIOHEVES
YVWOTIKEG SOKINATiE§ TOL XPNOIMOToIoLVTAl OTNV KATnyopIlomoinon ot NAmAa YVGOTIKNA
Siarapaxn n mpoépoun vooo Alzheimer

KpIThpia ammoKAEIOHOL:

. ‘Hma yveoTikn Siarapayn, mpospoun voocog Alzheimer r) avola

. Ta eAAeipypara pmmopouyv va e§nyndouyv amo yoxiarpikn® ) VELPOAOYIKN VOO0 (EKTOG TNG
vooou Alzheimer), maBoAoyikn Siarapaxn, Xpnon ¢apuakw®y n ovoiwy

* MEHOV@HEVA CLOUTITOHATA KATABAIYNGS 1) AyXoug Tou &V PTAvoLY ToV 0LSEO Slatapaxnes S&v

BtwpoLvTal KPITHPIO ATTOKAEICHOD




Avola TUTTOU AATOYOLLLED

KAwwkn Ewkova

* Mvnun
* poodatn

* OTTIKOXWPLKEC LKAVOTNTEC
* TTPOCOVOTOALOLOC

* \OyocC
* AvtiAnyn — Katavonon
* Exdpoon

* MoBOnUATIKES LKAVOTNTEC
* \oyaploopol, peota KATT




Avola TUTTOU AATOYOLLLED

KAwuikn Ewkoval

® Alatapaxec cupmnepldopac — NeupopuxLOTPLKO CUUITTW LLOTAL
*‘Yrivoc — Opeén
* KataBAuwpn — I6lwc amabeila, Ayotepo peAayyoAia
* EmBetikotTNTA
* MoapaAnpnuoto — LOlwc mapovoika

* WeudarwoBnoelc — toilwc omtikeC [WuxLaTPLKEC TIAONOELC OKOUOTLKEC]



[Tote éekva n maBoAoyikn dtepyacia otn NA

Biomarker Changes
in Alzheimer Disease:
Is There an Order?

Alzheimer disease (AD)-related biomarker and
brain structural changes occur long before

symptom onset

However, the sequence of these changes in relation
to age remains unclear

Study question
What is the sequence of AD-biomarker changes in
cognitively normal individuals?

doi:10.1212/WNL.0000000000010747

£ [,
1 o | C emyc NeL Iy

Cognitively normal
individuals across the
whole adult life span
(N =3,284)

| |
| W
|

Age: 18—-1[]1 years

Cross-sectional data from 8
ongoing biomarker studies

@ CSFAG,, ..
@ CSF total tau (Tau)

@ Phosphorylated tau (P-tau)
@ Hippocampal volume

@ Cortical thickness

@ Amyloid plagque

@ Cognitive composite

Change-points

i Age at which each
"+ biomarker and brain
structural change
accelerated

Timeline of change-points

Tau and
P-tau

Changes in amyloid occur much earlier before cognitive
decline but neuronal injury and neurodegeneration occur

close to the time of cognitive decline

Neurology*



Avola TUTToU AATOYOLLLED

Mpoyvwon
®* NMpoodokwpevn enLBilwon
* 6-9 £tn [aAAQ eUpoc 4-20]

® >tadla Nooou
e Apxiko MIMSE >20 [2-3 €tn]
* Méoco MMSE 20-10 [2-3 €tn]
* Mpoxwpnuevo MMSE 10-0 [2-3 €tn]

® Awtiec Bavatou
* NOLUWEELC
e Kapdlayyelakeg voool



Avola TUTTOU AATOYOLLLED

H voooc Alzheimer ekdnAwvetal Kat e€gAicosTal pe TTOKIAOUC TPOTIOUC. Tal CUMMTTWHOTO
LUTTOPEL va yivouv KaAUTEPA KATOVONTA OTO TTAALCLO TwV TPLWV otadiwv eEEALENC TNC
(Ara, pETpLa Ko coPapr vooog).

Ouwce, elvat ocnUavTko vo. avadEPOULLE OTL N €EEALEN TNC VOoOU Sev ival oLa yia 0Aoucg,
aVTLOETWC SladEpEL amod ATOUO OE ATOLO.

‘Hriiat Nooog
e AntwAela mpoodaTNG UVAKNG
e AuokoAia oto va Bpel ovopata Kot AEEELg

e AuokoAia otn AnYn anodpacewv

EAAewpn avaAndng npwtoBouvAiwv/ EAAeln evéladEpovtog yia SpaoTnpLOTNTES TTOU
LEXPL TOTE NTAV ETIOUNTEC

JUMITWHATO KOTAOAWPNC r/Kal EKVEUPLOUO



Avola TUTTOU AATOYOLLLED

Meéeonc Baputntac Noooc:

Y€ OUTO TO OTASLO TO ATOMO AVTLUETWTT{EL TILO coPapPEC SUCKOALEC KoL TTAEOV EXEL
AMWAECEL TANPWG TNV OLUTOVOLLLO TOU. 2€ aUTO TO 0TAOLO, KATIOLOC UE AvVOoLaL:

=ZEXVAEL CUOTNHATLKA

AuoKkoAeUEeTOL oNUAVTKA va ekppaoTel (Paxvel Ae€elc N xpnotpomolel AaBog AeeLg)
ExeL SuokoAlec otov POCAVATOALOMO (OTN YELTOVLA 1] KOL LECOL OTO OTTLTL)

Aev pmopel va payelpePel, N va kabaploetl R va kavel Ppwvia

Xpelaletal fonOeLa Pe TNV TPOCWTILKN UYLELVH

MBavov va epdavilel akatdAANAeC cuumePLdOPEC

MBavov va €xel PevdaloBnoelg ) mopaloOnoELg



Avola TUTTOU AATOYOLLLED

MNpoxwpnuevn Noooc (2oBapr Nooog)

Y€ 0UTO TO OTAOLO, TO ATOMO £lvol amoAuTa e€apTNUEVO. Ol SLATAPAXEC TNG LVALNG Elvall

coBapec evw nAEoV gival epdaveic KoL OL CWHATIKEC CUVETIELEC TNC VOOOU. To ATOUA UE
coBapn Noco Alzheimer:

* Aduvatel va avtoséumnpetnBel

Aev avayvwpilel mavta touc ocuyyeveic/biloug, KAT

AUOKOAEUETAL VO KOTOVONOEL YEYOVOTOL

MBavov va €xel SuokoAla oto TepraTnUa

MOavOV va EXEL AKPATELO OUPWV KOl KOTIPAVWV

Mrmopetl va eivail KaBnAwpEVo o avarnpLko apaéidlo N oto kpeRatt.



Ayyelokn Avola

Kputipra:
e Avola

e Evbeitelc eykedaAlkwy ayyelokwyv PAaBwv amo To LOToPLKO, TNV £EETAoN N TNV
QTIELKOVLON

e AltLwdNg ox€on avapeoa otnv ayystakn BAaBn kot tnv avola
e Xpovikn cuoxetion (3 punvec)
e Jtadlakn — Bpo/Brpna — KALLAKWTH XELPOTEPEUON VONTIKWY AELTOUPYLWV
OXETW(OLEVN HE aYYELOKA cULBavTa
e Amtelkovion BAaPwv o€ TIEPLOYXEC ONMOAVTLKEC YLOL OVWTEPEC VONTLKEC
AELTOUPYLEC




Ayyelokn Avola

H kAWK elkova otnv Ayyelakn Avola topouolalel LeyaAn ETEPOYEVELA KOl TIOLKIAAEL

QVAAOYOL LE TNV EVTOTILON KOl TNV EKTAON TWV ayyelakwv BAaBwv. Mmopel va €xou e

Ayyelokn Avola:

1. HETA amo MPOOBOAN UKPWV TIEPLOXWV TOU EYKEPAAOU QAAQ LLE OTPATNYLKI WC TTPOC
TN vontikn AELtoupyla onpacia Toug,

2. o€ pkpoayyelomabela (dnAadn og vOOO TwV ULKPWV OYVELWV),
3. 0€ VOO0 TWV HEYAAWV QYYELWY,
4. O€ UTIOALUATWON

Ta cupmtwpota eivol tBoavov va motkiANouv avaloya pe tn B€on Twv ayyELOKWY
BAaPwv. Mmopel va teptAapavouv dlatapaxec LWNUNG, AOyou Kol ETUTEALKWY
LKOWVOTATWV, KABwC lvat guxvn N epdavion eykePaAlkwy eMELC0OLWV OTLG KPOTAPLKEG,
BPEYUATLKEC KOl LETWTILOLEG TIEPLOXEC TOU EYKEPAAOU.




Ayyelokn Avola

Mpoyvwon

MoKIAAEL — avadoya LLE TO €AV
eruunmpooBeta AEE i oy

Progression of Alzheimer’s disease

Progression of vascular dementia

SYMPTOMS

VARY, DEPENDING on REGION of DAMAGE
FRONTAL LOBE PARIE,T AL LoBE

PERSONALITY
CHANGE

SYMPTOMS APPEAR
TEMPORAL LOBE SUDDENLY »

DIECCULTY with MEMORY



Avola e Zwpatia Lewy

2uyyeveveL pe tn vooo Parkinson: Mepimou 30% twv atopwv e vooo Parkinson avamtucoouv TEAKA
Avola (tn Aeyopevn Avola tng Parkinson), evw €va oo ta KUPLaL XAPAKTNPLOTIKA TNG AvolaG HE ZWHATL
Lewy eival n epdaAvion cUUMTWUATWY TIOLPKLVOOVIOHOU (CUUMTWHATWY Ttapopolwyv He tng Parkinson).

Avola tumou Alzheimer—> mAAKec aplUAOELSOUC KoL VEUPOIVIOLOKA OUMTTAEYLOTOL

Nooog tou Mapkwoov 2 cwpatia Lewy otn pédava ovoia KaBwWC Kot AMWAELX TWV KUTTAPWY TNG
HEAOLVOC ouoiag

Avola pe Zwuatio Lewy 2 owpatia Lewy o€ TOAEG TTEPLOXEG TOU EYKEDAAOU KAl GUXVA KAl OTO
veodAolo. Opwe 80-90% twv acBevwv pe AZA €xouv Ko TTAAKEC alUAOELO0UC, EVW OTIOVLOTEPOL EXOUV Kall
VEUPOIVLIOLOKA CUMTTAEYLOTA TIPWTEVNC TOW.



Avola e Zwpatia Lewy

2" ge oguyvotnta avola — 12-30% twv avolwv

Baolka kpLtrpla (avola + ...):

o Eéwnupapidika — Mapkivooviopog (cuppetpikn duokapia, Bpadukivnoia, acuvnong
O TPOHOG NPEULAG)

* Emavolappavopevec, Aemtopepelc, {wvtavec omtikec Pevdatobnoeig (avBpwmol, (wa,
KATT)

*  ALOKUMAVOELG VONTLKEG LLE OKOLTIOVEUAOUOTAL TIPOOOXNC KAL EYPNYOPOoNC



Metwmokpotadlkn Avola

Elvail 0poc oumpeAa mou meplAapfavel Stadopouc UoOTUTIOUG

EKUALOTIKA VvOoorjuoTa TTOU TIPOCPAAAOUV HETWTILOILOUC Kall KpoTadLlkouc AoBoug
HAwio evapénc: 45-65 etwv

To TILO XOPALKTNPLOTIKO YVwpLopa eival N epdavnc LeTafoAn otnv KOWWVLIKA
OUUTTEPLDOPA KOLL TNV TIPOCWTILKOTNTA (TToU EPLKEC POPEC P avileTal XpOVLA TIPLV TN
Sdlayvwon), dtatapaxeC tou Aoyou n Kat ta SUo

H FTD elval ouxvn oLtia tpoyEPOoVTIKAC AvoLag Kat ival n tpitn o ouyvn attia

eKPUALOTIKNAC avolac, euBuveTal yia Tto 3-16% OAwv TwVv avolwyv, LeTA T Noco
Alzheimer (AD) ko Tnv avola e cwpatia Lewy.



Metwmokpotadlkn Avola

MNaBoAoyoavatopikd, otn MKA diamiotwvovtal cuvBwg 2 tumot BAaBwv:
e TUMoU pwTteivng T (50% twv acBevwyv pe MKA. Ze avtiBeon pe tn voco Alzheimer

TIOU Ta EYKAELOTA TTPWTELVNG T elval Kuplwe evboveupwvika, otn MKA sival kupiwg
ota KutTapa tne yAoiog)

e TUMou TDP-43 (50% twv a.oBsvwv pe MKA).



Metwmokpotadlkn Avola

[VWOTKA tpoBARLOTOL

2UVOPOLO YVWOTLKN G SuCAELToUpyLaC
(oxeOLOLOOC KOl OpYAVWON EPYOCLWV)

Awatapoaxn Mviung Epyaoiog

MvAun: ATILeC SUOKOALEC KOl ONLOLVTLKAL
LLKPOTEPEC OTTO TLC ETUTEALKEC
(avtiotpodo amo Alzheimer)

ATtouoiol AVTIANTITLKWY KOl XWP LKWV
Sdlatapaywv

Mopdec Metwmokoptadlkng U
Slatapaxec Aoyou

Mn yvwoTtika, cuumnepldoplka mpoBAnuota

JuurepLldoplkod SUCAELTOUPYLKO cUVSpPOUO
Apon avaoTtoAwv- MNapoppunTkotnTa
AlaTopaxEC 0TNV KOWVWVLKA oupTepLpopa
AnaBela

2 TEPEOTUTILKN cupTepLdopad

Aaipopyia

ApyoTepa, O0TNV IOPELa TNC VOoOU TtitBavr) aAoyLotn
XPOn OTOMATOC



Metwmokpotadlkn Avola

TuToL:

1. Zuumepldoplkn

2. Mpwtonabnc MNpoiovoa Adaocia GL P

* [poodevtikn Mn Pcovoa Adaocia

e Inuootoloyik Avola 0" o

sing ditfcu




Metwmokpotadlkn Avola

YU UTTEPLPOPLKN
e Jav KotabAwn:
AmntaBela, apfouAia, EANeLP N evOLaPEPOVTOC, KOLVWVLIKA OIOcUpPoN

* Ja poavia:
Apon avaoTtoAwy, LN 0€BACHOC KOWVWVLKWY KAVOVWY, TIOLPOPUNTLKOTNTA,
UTTEPOEEOUOALKOTNTA KATT.

e Jav beoPuyovayKaoTIKNA:
2TEPEOTUTIN, AKAUTTTN, P UXOVAYKAOTIKA CUUTTEPLPOPA, TEAETOUPYILEC,
KwWAU poto
AAN\ayr} TPONYOU LEVWY GUVNOELWY — TIPOTLUNOEWV



Metwmokpotadlkn Avola

NpwtonaBnc Mpoiovoca Adaocia
* [lpolovoa un peovoa adaoia
AvokoAla ekppaong Adyou — duGLOAOYLKN KATAVONON
Mn p€wv AOyoC
Aoyorevia
Apyn, Koruwdng opAla

e JnUOOoLOAOYLKA avola
P€wv Aoyoc — SuokoAia katavonong
ArtwAeLa vonpatog Ae€swv



Metwmokpotadlkn Avola

Oepareia
* Nontik SucAettoupyla
Aev uTtapyel atttohoylkn Bepareia

e AlOTOAPOXEC CUUTEPLDOPAC
AvtikatoBAuttika — ouvnBwc SSRIs ) SNRIs
ATuTiOL VEUPOANTITLKAL
Yrivaywya



Mopdec Avolac

A CARLAT PSYCHIATRY
REFERENCE TABLE

Differentiating Among the Most Common Types of Dementia

Symptoms (most characteristic symptoms | Neuropathology

in bold)

Alzheimer's dementia Short-term memory loss Amyloid plaques and neurofibril-
Difficulty learning new information Lary tangles
Impaired executive function

Dementia with Lewy bodies | Visual hallucinations Intracellular deposits of misfold-
Fluctuation in cognition ed alpha-synudein (Lewy bodies)

REM sleep behavior disorder
Meuroleptic sensitivity

Parkinsonism
Frontotemporal dementia Disinhibition, apathy, compulsive behavior | Atrophy of frontal and temporal
(behavioral variant) regions of the brain

Gradual language dysfunction (primary pro- | Hyperphosphorylated tau protein
gressive aphasia)

Vascular dementia Impaired executive function and complex Large and small vessel disease
attention Chronic progressive white matter
Symptoms vary depending on location dlisease

Pricr mfarcts

From the Article:

“How to Distinguish the Dementias™

by Jose Ribas Roca, MD

The Carlat Gertadric Psychiatry Report, Volume 1, Number 1, January February/March 2022

www. thecarlatreport.com



Mopdec Avolac

Understanding Different
Types of Dementia

As we age, it's normal to lose some neurons in the brain. People living
with dementia, however, experience far greater loss. Many neurons

stop working, lose connections with other brain cells, and eventually
die. At first, symptoms can be mild, but they get worse over time.
Read on to learn more about four different types of dementia.

TYPES OF DEMENTIA

Alzheimer’s Frontotemporal Lewy Body Vascular
Disease Dementia Dementia Dementia

What Is Happening in the Brain?*

Abnormal deposits of Abnormal amounts or forms Abnormal deposits of the Conditions, such as blood
proteins form amyloid of tau and TDP-43 proteins alpha-synuclein protein, called clots, disrupt blood flow in
plagues and tau tangles accumulate inside neurons in “Lewy bodies,” affect the the brain.

throughout the brain. the frontal and temporal lobes. brain’s chemical messengers.

e i % Tau

. Frontal 1 = 3 y

4 lobe A=A =17, TDP-43 . 2
=T - .
’ ¥

A Amyloid e Y

) plagues
Tau tangles

*These changes are just one piece of a complex puzzle that scientists are studying to understand the underlying causes of these forms of dementia ond others.

Blood dot




Mopdec Avolac

TYPES OF DEMENTIA

Alzheimer's Frontotemporal Lewy Body Vascular
Disease Dementia Dementia Dementia
Symptoms
Mild Behavioral and Emotional Cognitive Decline + Forgetting current or
+ Wandering and + Difficulty planning and + Inability to concentrate, past events
getting lost organizing pay attention, or stay alert + Misplacing items
* Repeating questions * Impulsive behaviors + Disorganized or * Trouble following
Moderate » Emotional flatness or illogical ideas instructions or learning
+ Problems recognizing excessive emotions Movement Problems new information _
friends and family Movement Problems + Muscle rigidity ’ Hﬂ”'—'_c'ﬂat'ﬂﬂf' or delusions
* Impulsive behavior + Shaky hands * Loss of coordination * Poor judgment
Savere » Problems with balance * Reduced facial expression
+ Cannot communicate and walking Sleep Disorders
Language Problems * Insomnia
+ Difficulty making or + Excessive daytime
understanding speech sleepiness
There are several types of frontotemporal Visual Hallucinations

disorders, and symptoms con vary by type.

Typical Age of Diagnosis

Mid &0s and above, Between 45 and 64 50 or older Over 65
with some cases in
mid-30s to 60s

Diagnosis
Symptoms can be similar among different types of dementia, and some people have more than one form of dementia, which
can make an accurate diagnosis difficult. Symptoms can also vary from person to person. Doctors may ask for a medical
history, complete a physical exam, and order neurological and laboratory tests to help diagnose dementia.

Treatment

There is currently no cure for these types of dementia, but some treatments are available. Speak with your doctor to find
out what might work best for you.




MNopayovtec avaotpePLpuoL

Early life

Less education

Midlife

Hearing loss

High LDL cholesterol

Deprassion

Excessive alcohol

Latelife

Social isolation

Air pollution

Visual loss

45%
potentially

modifiable

Percentage reduction in cases
of dementia if this risk factor
is eliminated

Traumatic brain injury

Dementia prevention, intervention, and care: 2024
report of the Lancet standing Commission Livingston,
Gill et al. The Lancet, Volume 404, Issue 10452, 572 -
628



FACTORS LINKED TO DEMENTIA RISK

EARLY LIFE MID-LIFE LATER LIFE

= . 7
E 0 6 @ § & @

Quality of Hearing High Depression  Traumatic Physical Uncorrected
education Iimpairment cholesterol brain injury inactivity visual impairment
Diabetes Smoking High blood Obesity Excessive Social Air
pressure alcohol isolation pellution
’
Adapted from The Lancet standing commission on dementia ALZHEIMER s ulllil%
prevention, intervention and care, 2024. RESEARCH UK

Reqgistered charity numbers - 1077089 & SC042474



Nontiko AmobBepa

e Y& pla TTPOOTITIKN HLEAETN, EpeuvNnTEC Bprkav OTL 10 YUVOLKEC CUUUETEXOUOEC OTN LEAETN,
gevw £lxav puoLoAoylkni vontikn Asttoupyia, mopaAAnAa ixav veupomaboAoyLka
gUPNUOTA TUTILKA TIPOXWPNUEVNCS VOoou Alzheimer

e OL gpeEVVNTEC AOLTTOV UTIEBECAV OTL AUTEC OL YUVOLKEC OeV edAvIoaV KALVIKA Tn VOCO
AOYW TOU HEYOAUTEPOU OYKOU EYKEPAAOU, KATL TTOU loWC HmopoUoe va avtlotaduiost
Vv utapén BAaBwv

e Kot AAAEC LEAETEG YOV TTAPOUOLO OTTOTEAECHLATO. .

* O 0po¢ eykedpaAko amoBepua (brain reserve) dnuiovpyndnke yla va e€nynoet ta
TOPOTTAVW EVPAUOTO: O OYKOC TOU EYKEPAAOU Kal 0 aplOUOC TwV CUVAYPEWV UTTOPEL va

e&nyel TIc dSladpopEC MOV MAPATNPOUVTAL AVAUESO OTNV KALVLKN ELKOVOL KOL TNV
geykedaAlkn taBoAoyio KATTIOLWV OTOUWV



Nontiko AmobBepa

What is reserve?

Brain Damage » Outcome

Reserve may explain the disjunction between the degree of
brain damage and the clinical manifestation of that damage.

To anobepa amoteAel pia
BewpPNTLKN ETILOTNOVLKI)
KOTOLOKEU N TIOU TILoTEVETAL OTL
StapeocoAoBel kot puBuileL TN
oxeon petaéL tov Babuou TG
geykedaAlknc maBoAoylac kol Tng
KALVIKAC Ekppaonc tng taboAoyiac.

Larger brains can sustain more insult before clinical deficit
emerges, because sufficient neural substrate remains to

support normal function.



[MaBntiko Nontiko ArtoBepa n EykepaAiko AmtoBepa (Brain

Reserve)

Passive, threshold model of reserve

Brain Reserve Capacity

Patient 1

Patient 2

Functional

" Impairment
Cutoff

Satz, Neuropsychology 1003

AvUo Sladopetikol aoBeveic

O aoBevnc 1 €xel peyaAUuTtePO OYKO
gYKEPAAOU KOLL TIEPLOCOTEPEC CUVAELC

Kat ot 600 €xouv akplBwc tnv da BAASN

O acBevnc 1 €xeL koA AsLTouPYLKOTNTA, N
BAABN Sev TOV €XEL KAVEL VO TIECEL K KATW»
Qo TO OPLO TNE AELTOUPYLKAG EKTTTWONG

O aoBevnC 2 €XEL TTECEL KATW ATTO TO OPLO TNG

«UCLOAOYLKNG» AELTOUPYLKOTNTOG



Evepyntiko NonTiko AmoBepa

EKTOG amo to eykeDaALKO anmobOepa, undpxouv
MAPAYOVTEG OXETIKOL UE TOV TPOTIO {WHG oL Cognitive reserve: an “active” model of reserve
omoloL cuvelopEPouV 0T KN KAWVLKN Epdavion

TNC oBoAoyiag VR

AvUo atopa pe akpLBwc tov ibLo oyko N
Lesion I'
|
. {  Functional
| Impairment
Cutoff

geykepaiouv

Kat ot Vo €xouv ptaoel oTto onUeio TNG

Brain Reserve Capacity

AELTOUPYLKNG EKTTTWONG

Ouwc o acBevnc 1 edtaoce o€ AUTO TO CNUELO

7 7 7 ] B) 7 B 1 Patient 1 Patient 2
Stern, JINS 2002

acBevn 2
Cognitive Reserve refers to the ability to make flexible and

efficient use of cognitive networks when performing tasks
in the presence of brain pathology



Nontiko AltoBepua

Nontiko AnoOepa
* YyYnAotepo katwddAL yia KAWVIKA EkdNAwon vooou
(uEyeBoc eykedalou, aplBuoc veupwvwy, cuvaPewv KAn)
Nontiko AnoOspa
* Mo amodotikn xprion NénN UPLOTAUEVWY VEUPWVLIKWV SIKTUWV
* Mo amodotikA otpatoAoynon / xprion EVAAAOKTIKWY VEUPWVLIKWVY SLKTU WV

(ibLog aplBuoc veupwvwy, cuvaPewv aAAd opyavwuevol /
XPNOLUOTIOLOU LEVOL UE TTLO AELTOUPYLKO - A0S OTLKO TPOTIO)

Still, both brain reserve and Cognitive Reserve can make independent
contributions to understanding individual differences in clinical
resilience to brain pathology.



[Tapayovtec mou emnpealouV TO VONTIKO amoBepa

= &

Cognitive Engagemeant

Increased Brain Size Cognitivea Remadiation
Increased neurconal count Education
Increased Synaptic density Leisure aclivities

Mutrition
Social stimulation

Sedentary mental activities
Malnutrition

Lachk of education
Lonsliness

.

Traumatic Brain Injury
Encephalitis
Psychiatric lliness
Developmental disordars

A

BRAIN RESERVE COGNITIVE RESERVE




NeupouyLlatpka Zupmtwpata tTnc Avolac

Opilovtal w¢ onpeila KoL cupmTwpata dtatapaypevng avtiAnyng, meptexopévou okePng, dStabeonc n

ocupunepldopac, mou epdaviovral kata tn SLAPKELA TNS AVOLAG.

NephapBavouv opadeC CUUMTWHATWV:

*  WuywTtikou xapaktnpa (PevdaoBnoelg kot mapotoBnoeLg)

e Aleyepon (my. eUKOAN avaoTATWON, EMAVOAAUBAVOUEVEC EPpWTATELS, SlamAnKTILopOoL, amoBnoavplon,
Bnuatiopog, mapekkAivovoa ekpopd Aoyou, evavtiwon otn dpovtidac) kot Ermbetikotnta (EVEPYELEC
nou Bewpouvtal ArmeANTLKEC yia Tou¢ AAAOUC)

e KataBAupn, ayxoc, amabsla

* Apon avaoTOAWV (KOWVWVLKA 0VAPUOOTEC OUUTTEPLDOPEC)

e Kwntikeg datapayeg (meputhavnon Kot « PpaxoUAepa»)

e AM\ayEC 0pe€nc Kkal UTTVOU



2UVETIELEC VEU PO UYLATPLKWY OUUITTWLLATWV

Mo Tov acBevni

MNeplocotepeC VOONAELEC

Auvénpevn mBavotnta evtaénc oe Movada Opovtidac HALKLwUEVWY
Tayvtepn e€€ALEN TNC vOoOU

YUYKEKPLUEVA N TTopoU LA TTOPAANPNHATIKWY LOEWV N
PevdaoBnoswv onpatodotel ocuvnOwCe xelpotepn eEEALEN
CUUTEPAALBOVOUEVWY TAXUTEPNC VONTLKAG EKMTTWONC, TOXUTEPNC
AELTOUPYLKAC EKMTTWONC, avENUEVNC TitBavotntac WpupaTomoinong

Kol AuENUEVNC BvnolpuotnTog



2UVETIELEC VEU PO UYLATPLKWY OUUITTWLLATWV

 Mewpevn nototnta {wng
e Kakn vyeia (katamovnon, Evtovo ayxog, katabAupn)
Lo TNV OLKOYEVELQ , ,
* AnwAelag eLcodnpatoc.
* [io dSuokoAa: n meputAavnon, Ta PUXWOLKA CGUTTTWHLOTO KO N

apvnon ¢povtidag



AVTLUETWTILON VEUPOWYUXLATPLKWY OUUMTWUATWY

* Mn dappakeuTikn (cupmepldopLKeS, MEPLBAANOVILKEC KOl UTIOOTNPLKTLKEC TOPEUPACELS OTOUC
bPOVTLOTEC)

* (DapuaKEUTLKNA
Mn doppakeUTIK < QAPHLOKEUTIKA

Mol

* EMewppa ekmaidbevong

e Anouvoia cadwv KateuBuvtRpLwyv odNyLwv yLa tTnv epappoyn Un PopUoKEUTIKWY

e Xpovog

e AvtiAnyn otL oL pun dappaKeUTIKEG LEBOSOL Elval avVATIOTEAEGUATLKES, TIOPOAO TTOU TA UPLOTAMEVA
dedopeva deiyvouv OTL elval TOUAAXLOTOV £ELOOU ATTOTEAECUATLKEC KOl A0PAAECTEPEC ATIO TAL
SlaBgoipa pappaka



[TpooeyyLon kol ActoAoynon NevpouyLlatpLlkwv
2 UUMTWHATWY oTnV Avola

AIAXEIPIZH NEYPOWYXIATPIKQN EKAHAQZEQN 2THN ANOIA

D Detect - AvixveUaoTe, MeplypdwTe
| Investigate - AigpeuvnoTe
C Create - AnpioupynoTe
Management of Neuropsychiatric Symptoms of Dementia in
i l(il::::,[ﬂlj:;t:;ngs Recommendations from a Multidisciplinary
E Evaluate - A€iohoyroTe M. i

J Am Geriatr Soc JAGS 2014



Mn $oPUAKEVUTIKEC 11 PUYXOKOLVWVLKEC TIAPEUPACELC YLAL TNV
QVTLUETWTILON TNG AvOoLac

DpPOoVTIOTEC ATOUWV LIE

Atopa pe avola Atopa pe HNA Nontika uytLn atopa VoL
e Alatripnon tng e ErmuBpaduvon e MpoAnyn vontikAg e BeAtiwon tng
KaOnuepLVNg VONTLKAG EKTTTWONG EKTITWONG KaOnuepwvng (wng
}\ﬂTOUPVlKéT’nTGC KOl e BeAtiwon tng e BeAtiwon tng e BeAtiwon tng
NG autovoulag rnototntocg {wng nototntocg {wng dpovtidag
* BeAtiwon g e Kolwvwvikomoinon e Kolwvwvikomoinon e Alaxeiplon tng
moLotNTag (WG VOOOU

e Kolvwvikomoinon

® AVTILETWTILON
VEUPO UXLATPLKWV
CUUTMTWHATWY



To Epyo TwV PpoOVTLOTWYV

* BonBela otnv ektéAeon olLVBeTWV SPACTNPLOTATWY (OLKOVOLLLKEG UTIOXPEWOELG,
VOULKA B€pata), emormteia KaBnuepvwy umtoxpewoewv (umevOuuLon paviefou,

An dappakwv)

ApxLKo otadlo

e BonBewa otnv ektéAeon kaBnuepvwyv dpaotnplotntwy (vtuotpo, MAUGCLUO,
KaBnuepvr mepuroinon KtA.)
WLl GINN o 24wpn emtiBAedn Twv acBevwy (yla Tov KAAUTEPO EAeyXO TwV dLaTapaywyv TG
TIPOXWPNUEVO oupumePLPOPAC KaL TNV AcPAAELA TOU ATOUOU HE Avola)
otadlo




Doptio ppoviloTwV

Doptio ppovrioTwy ,
WuyxoAoyiko
O 0po¢ «PopTio PpOVILOTWV» EXEL

eTIKpatnoel OSLeBvwc kal adopa ota Papn

(ocwpaTIKA, cuvaloONnuaTKA /Kol

OLKOVOLLLKQ) Ttou enwpilovtal ol pPOVILOTEC

£VOC TIOLOYOVTA OTTO XPOVLO VOO UOL TTOU
, , 2 WUOTIKO OLKOVOULKO
NPOKAAEL avamnpia




H kataBAwpn otnv Tpitn nAKLa

Signs and Symptoms of
Depression In Older Adults

» Weight loss/geriatric anorexia

e Memory impairment

* Insomnia

* Slowed reaction
times/psychomotor
retardation

» Difficulty paying attention and ¢ ’
focusing L

» Somatic symptom disorder

» Change in functioning /

e Refusal of care




[Tapayovtec KlvOUVOU
Risk Factors for Late Life Depression

* female sex, being single or divorced

Recent bereavement
Fear of death

* Role transition

* Frustration with memory loss
» stressful life events



Weuvdoavola

1S IT DEPRESSTON

* Eudavion: ZuvnBweg awdvidia (oe avtiBeon pe tn otadlakn
Egé?uﬁn Tn¢ Avolag) OR DEMENTTA?

* lMpwtoyevr cupuntwpata: EAdttwon pvnung, duokoAia Dt.Prt.ssinn
OUYKEVTPWONC, LELWUEVN TIpocoXN, eMPpaduvaen okédng S\-jmrhrls

* Juvobda otoixela: KataBAuttikn dtabeon, anwAela \
Evalad}&povtoq, qualcen HU'TLKr] ET[LT[E wcn’ avxoq MLn*a' 'IJ.!.E.]iIH.- is rtlﬂ*i\'llj | HLH}' JI'E,C,|I1'I'E, LGFFEI‘JS £|U'ﬂ|.j

* Avutoavadopad: OL acBeveic Tovilovv Ta eAAelppaTA TOUC rapid
«dev pmopw va BuunBw timota», «To LUAAO pou dev |
%DU?\EL'JEU)); avtiBeta pe TNV avola, 01U CUXVA UTIAP)XEL Koo ”‘z °°|1”“* fime. date. Bbcnnfusaf T% é;sor.rr.nh&-.
QVUOL{I EA?\ELHM&TU}U (anosognOSIE) and Where jou are | gtome 1esT Inm tamiliar

Inta+ions
I r

npoomnabouv, evw acBevelc pe avola SuckoAevovtal va Difficulty concentrating Diffieulty with short-ferm
CUVEPYOOTOUV nemery

* Juppetoxn oe aflohoynon: Ot acBevelc pe Yevdoavola

L ﬂDpEiO‘.: METd ané KO‘.'EC'IM\F]}\I‘] BEPC[T{E[U. an UT[OKEi.'J.EVﬂg Lanjuajt anc‘ mu{'ur sLi”s are Nri*in{ SF;aLinj. a'nll mu*nr
kataBAubng, Ta YVWOTIKA CUUTWHOTO UTIOXWPOUV CE slow, but normal skills are inpaired
pneyaio Pabuo
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