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FROM THE ACCLAIMED DIRECTOR OF “CACHE” AND “THE WHITE RIBBON”

PALME D’'OR

FESTIVAL DE CANNES

2012

JEAN-LOUIS TRINTIGNANT EMMANUELLE RIVA

TORONTO
TELLURIDE
NEW YORK

FILM FESTIVALS
2012

AMOUR

Ask (Fransizca 6zgiin
adiyla Amour), 2012 yili yapimi
drama filmi.

Yonetmenligini Michael
Haneke'nin uistlendigi filmin
basrollerinde Jean-Louis
Trintignant, Emmanuelle
Riva ve Isabelle

Huppert bulunuyor. Film 85.
Akademi Odiilleri ve 70. Altin
Kiire Odiilleri'nde "En lyi
Yabanci Film" édiiltini
kazandi.




FROM THE ACCLAIMED DIRECTOR OF “CACHE” AND “THE WHITE RIBBON”

TORONTO
F TELLURIDE

PALME D'OR A NEW VORE

FESTIVAL DE CANNES

2012 b 2012

FILM FESTIVALS

JEAN-LOUIS TRINTIGNANT EMMANUELLE RIVA' IS

AMOUR

80'li yaslarda emekli ve egitimli iki
miizik 6gretmeni olan Georges ve
Anne'in kendileri gibi miizisyen
olan fakat uzakta yasayan bir
kizlari vardir.

Bir giin Anne bir kriz gegirir ve felg
olur. Cift kadinin felg gecirmesinin
ardindan bu durumla basa
¢tkmaya ¢alismaktadir. Simdi onca
yila yayilmis olan evlilikleri
yeniden baglilik testinden
gecmektedir.

Usta yonetmen Michael
Haneke'nin son filmi olan yapim
2012 Cannes Film Festivali'nde
Altin Palmiye 6dillinii kazanmistir.
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DEMANS

Risk faktorleri :
ilerlemis yas
Hipertansiyon
Diyabet

Yiksek toplam kolesterol
seviyeleri

Daha diistik fiziksel aktivite

Disiik veya yiksek vicut kitle
indeksi

Sigara icmek
Koroner arter hastaligl

Atriyal fibrilasyon

Lackland
DT ve
ark,
2014,
Satizabal
CL, 2016
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athologic basis of vascular cognitive impairmeaent

Parenchymal lesions of vascular etiology ™

1. Large wessel or athercthromboembolic disease
a. Multiple infarcts
b. single strategically placed infarct

Ssmall vessel disesase
a. Multiple lacunar infarcts in white matter and deep gray matter nuclei
b. Ischemic white matter change
c. Dilataticon of perivascular spaces
d. Cortical microinfarcts and micrchemorrhages

Hemorrihage
a. Intracerebral hemorrhage
b. Multiple cortical and subcortical microbleseds
c. Subarachnoid hemaorrhage

Hypoperfusicn
a. Hippocampal sclerosis
b. Laminar cortical sclerosis

Types of vascular lesions

1. aAatherosclerosis

2. Cardiac, atherosclerctic, and systemic embaoli

5. Artericlosclercosis

<. Lipohwyalinosis

S. Aamyloid angiopathy

&. Wasculitis — infectious and noninfectious

7. wenous collagenosis

S. Arteriowvencocus fistulas — dural or parenchymal

9. Hereditary angicpathies — CADASIL, CARASIL, etc
10. Giant cell arteritis
11. Berry ansurysims
12. Miscellanecocus vasculopathies — fibromuscular dysplasia, Moya-Moya
13. Systemic microangiopathies without vascular inflammatory cell infiltrates
1<4. Cerebral wenous thrombosis

CADASTIL: cerebral autosomal dominant artericopathy with subcortical infarcts and
leukoencephalopathy; CARASIL: cerebral autosomal recessive arteriopathy with subcortical infarcts
and leukocencephalopathy.

*= Microinfarcts may be localized in cortical and subcortical structures because of different etiologies.

oy Sachdew P, Kalaria R, OBren 1. et al.
Alzbaeimer Dis Assoc Dsordg 2031<F; ZE8:-20s8. OnOF: 10, 1 097 1W0Aa0, Q000 0O Tt (o
Wit perrrissiorn froim Wolters KEfower Health. Unauthorized reprogduwction of this material |






















oérolojik belirtile:




ey aspects of AHA/ASA, VAS-COG, and DSM-5 criteria for vascular cognitive impairment

AHA/ASA

Cognitive criteria

= Discriminates between vascular mild
cognitive impairment and vascular
dementia.

VAS-COG Society

Discriminates between mild and major
vascular cognitive disorder (dementia).

Criteria for probable vascular cognitive impairment

= There is imaging evidence of
cerebrovascular disease and either:
= There is a clear temporal relationship

between a vascular event (eg. clinical
stroke) and onset of cognitive deficits.
oRr
There is a clear relationship in the
severity and pattern of cognitive
impairment and the presence of diffuse,
subcortical cerebrovascular disease
pathology.

There should be no history of gradually

progressive cognitive deficits before or

after stroke that suggest the presence of a

nonvascular cognitive disorder (eg.

Alzheimer disease).

Either:
= The onset of cognitive deficits follows one
or more strokes or there are physical signs
consistent with stroke.
oOoRr
If history of stroke or transient ischemic
attack is absent. then there is evidence of
cognitive decline in speed of information
processing., complex attention, or frontal
executive functions, accompanied by one
or more of: gait disturbances, urinary
symptoms, or personality and mood
changes.
There should be neurcimaging evidence of
either large vessel infarct, strategically placed
single infarct(s) or intracerebral
hemorrhage(s). multiple (more than two)
lacunar infarcts ocoutside the brainstem, or
extensive and confluent white matter lesions.
There should not be evidence of other
nonvascular cognitive, medical, psychiatric, or
neurclogic disorders sufficient to explain the
cognitive impairment {(including Alzheimer
disease).

Criteria for possible vascular cognitive impairment

= Meets criteria except that there is no clear
relationship between the vascular disease
and the cognitive impairment, there is
insufficient information (eg. neurocimaging
studies are not available), severe aphasia
precludes accurate cognitive assessment,
or there is evidence of other
neurcdegenerative conditions (eg.
Alzheimer disease) in addition to
cerebrovascular disease.

Meets criteria except that neurcimaging is not
available.

Classification when other potential causes are present (ie, mixed disease)

Possible vascular mild cognitive impairment
or dementia should be diagnosed when
there is evidence of other
neurcdegenerative conditions.

vascular mild/major cognitive disorder with
concomitant Alzheimer disease may be
diagnosed when the patient additionally
meets criteria for probable or possible
Alzheimer disease.

DSM-5

Discriminates between mild and major
vascular neurocognitive disorder.

The criteria are met for mild or major
neurocognitive disorder.

The clinical features are consistent with a
wvascular etiology, as suggested by either of
the following:

= Onset of the cognitive deficits is
temporally related to one or more
cerebrovascular events.
oRr
Evidence for decline is prominent in
complex attention (including processing
speed) and frontal executive function.

There is evidence of the presence of
cerebrovascular disease from history, physical
examination, and/or neurcimaging considered
sufficient to account for the neurocognitive
deficits.

The symptoms are not better explained by
another brain disease or systemic disorder.
Probable vascular neurocognitive disorder is
diagnosed if one of the following is present;
otherwise possible vascular neurocognitive
disorder should be diagnosed:

e Clinical criteria are supported by
neurocimaging evidence of significant
parenchymal injury attributed to
cerebrovascular disease (neurcimaging
supported).
oRr
The neurocognitive syndrome is
temporally related to one or more
documented cerebrovascular events.
oRr
Both clinical and genetic (eg, cerebral
autosomal dominant artericpathy with
subcortical infarcts and
leukocencephalopathy) evidence of
cerebrovascular disease is present.

Clinical criteria are met but neuroimaging is
not available and the temporal relationship of
the neurocognitive syndrome with one or
more cerebrovascular events is not
established.

= MNot specifically addressed.

AHA/ASA: American Heart Association/American Stroke Association; VAS-COG: International Society of vascular Behavioural and Cognitive
Disorders; DSM-5: Diagnostic and Statistical Manual of Mental Disorders, Fifth Edition.
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BEYIN
TUMORLERI VE
PARA-
NEOPLASTIK
SENDROM

vindicate







IS

Antibody

~Amphiphysin Limbic encephalitis, SCLC, breast
stiff-person syndrome
“CV2/CRM, Limbic, striatal encephalitis Thymoma, SCLC
. (chorea), cerebellar ataxia,
peripheral neuropathy,
uvitis
Limbic encephalitis, SCLC, other
- encephalomyelitis :
~Ma Proteins Limbic, hypothalamic, and Lung, testis, other
brainstem encephalitis :
~NMDA-R Limbic encephalitis, Ovarian and
. anti-NMDAR subtype testicular
teratomas, :
seminoma, SCLC:
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tim demanslarin %50-65’i

DEJENERATIF




JUDIDENCH JIVBROADBENT
woKATEWINSLET

IRIS

Gosterime girig tarihi: 14 Aralik
2001 (ABD)

Yonetmeni: Richard Eyre

Uyarlandigi eser: Elegy for Iris
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Uzgiintim. Cok isim var.






~ BELIRGIN
NOROPATOLOJIK
OZELLIKLER

Noritik plaklar,

hiicre disi amiloid beta
birikintileri

norofibriler yumaklar




PATOGENEZ

AH'nin patogenezi belirsiz

Amiloid beta peptidleri
olarak bilinen bir protein
ailesinin asir liretimi
ve/veya azalmis klirensi
ortak nokta

Patogenezinde ayrica
mikrotiibil birlesimine
yardimci olan mikrotiibiille
iliskili bir protein olan tau
da 6nemli

()




Kesin tanisi histopatolojik
incelemeyi gerektirir.

Beyindeki biyokimyasal
degisikliklerin baslangici

ile AH'nin klinik
semptomlarinin gelisimi
arasinda uzun bir
presemptomatik donem
vardir




Synaptic/neuronal

o
function and density

— AP deposition
(neuritic plaques)

- Microglia and
astrocyte activation

(NFT)

COR =0

Preclinical AD

Onset of cognitive
(~15-20 years) impelment

No disease CDR = 0.5




- Glutamate V. s @

-

i
N0

N-methyl-D-aspartate receptor .

hyperactivation it
Qaiy P Neasinflammation Extracell}llar deposition
of amyloid-f3

Glutamate excitotoxicity

Formation of intraneuronal
Acetylcholine deficiency  The hallmarks of Alzheimer’s disease neurofibrllary tangles




Epidemiyoloji ve risk faktorleri:
Sikhigr ilerleyen yasla birlikte
artar. Demansin kuresel
prevalansinin 2050 yilina kadar
100 milyonun lzerine ¢ikacagi
tahmin edilmektedir.

ileri yas: Demansin yasa gore
standartlastiriimis prevalansi
diinyanin ¢cogu bolgesinde
yuzde 5 ila 7 arasinda
degismektedir.

Genetik faktorler: Yasin yani
sira, AH icin en acik sekilde
belirlenmis risk faktorleri ailede
demans oykusu, beyindeki
amiloidi etkileyen genlerdeki
nadir, baskin olarak kalitsal
mutasyonlar ve

apolipoprotein E (APOE )

epsilon 4 (e4) alelidir @




Vaskiiler risk faktorleri:
Serebrovaskiler hastalik,
hipertansiyon, obezite ve
diyabet gibi vaskiler
hastaliklara yonelik risk
faktorleri demans riskini artirir

Yasam tarzi risk faktorleri:
Veriler, sosyal, bilissel ve fiziksel
aktivitelerin AH ve diger
demans turleri riskiyle ters
iliskili oldugunu gostermektedir
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Demansin yani sira ayirt edici klinik o6zellikler arasinda gorsel
hallUsinasyonlar, parkinsonizm, bilissel dalgalanmalar, disotonomi, uyku
bozukluklari ve noroleptik duyarhlik

Demanslar arasinda sikligi ise %1,7-30,5 arasinda



MUHTEMEL VE MUMKUN
LCD KLINIK TANISIHICIN
GGZCEN GECIRILMIS YENI
UZLASI

KRITERLERI (MCKEITH VE
ARK., 2017)

LCD tanisiigin demans (normal
sosyal ya da mesleki islevselligi
etkileyecek agirlikta ilerleyici
kognitif bozulma) olmasi
zorunludur. Erken evrelerde
bellek bozuklugu baskin ve
kalici diizeyde olmayabilir,
fakat ilerlemeyle birlikte asikar
hale gelir.

Dikkat, frontal-subkortikal

€ X ' javdsl o .
- yetenekler ve vizuo-spasyal

hiz islevleri 6lcen testlerdeki
( bozulmalar 6n planda olabilir

ve erken ortaya cikabilir.
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MUHTEMEL VE MUMKUN
LCD KLINIK TANISIHICIN
GGZLEN GECIRILMIS YENI
UZLASI

KRITERLERI (MCKEITH VE
ARK., 2017)




MUHTEMEL VE MUMKURN
LCD KLINIK TANISI ICIN
GGZEEN GECIRILMIS YENI
UZLASI

KRITERLERI (MCKEITH VE
ARK., 2017)
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Untlesme, lisa




Frontotemporal
demans (FTD),
erken baslangich
demansin yaygin
bir nedenidir.

Hastaligin
baslangici
genellikle altinc
on yilda ortaya
cikar.

Ancak ikinci on
yildan dokuzuncu
on yila kadar
baslayabilir

] OYTA 7 TN



"FTD" cesitli
klinik sunumlar
icin kullanilan bir
semsiye terimdir:

Davranissal
degisken FTD
(bvFTD)

ve

iki tir PPA
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‘Noro
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Paraneoplastic
Oor non

paraneoplastic
antibody
associated
1. VGEKC
(LG1.
CASPR2)
2. NMDAR
3. GAD 65
4. AMPAR
5. GABA |
6. ANNA-1
7. ANNA-2

8. ANNA-3

9. AGNA

10. PCA-2

11. Amphiphysin
12. Anti Ma
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D1: Width of the fromal homs of
the lateral ventricles.
DZ: Maximum biparnetal diameter.
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DEPRESYON DSM-IV

PSIKIYATRIK
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PAMN. & microwave,

Another rerun on oh.
the Food Channel
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