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AVOIKQ Major neurocognitive disorder DSM-V
/ Intellectual Dysfunction
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T Acquired
‘ Autism
Irreversible
|
Reversible
Heavy Metal/Organic
poisoning Idiopathic

Hyperthyroidism
Hypothyroidism
Hypernatremia
Hyponatremia
Hydrocephalus
Tumor
Respiratory diseases
Kidney diseases
Vitamin Deficiencies
(B12, folate) etc.

Parkinson’ s (PD)

Huntington’ s (HD)

Dementia w/ Lewy Bodies (DLB)
Multiple System Atrophy (MSA)
Alzheimer’ s (AD)
Prog.Supranuclear Palsy (PSP)
Corticobasal Degeneration (CBD)
Fronto-Temporal Dementias (FTD)
Posterior Cortical Atrophy (PCA)
Amyotrophic Lateral Sclerosis (ALS)

Symptomatic

Vascular Dementia

Multiple Sclerosis

Epilepsy

CNS Lupus

Traumatic Brain Injury

Infectious (HIV, Herpes,
CJD, BSE)
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WRONG!  Brain Atrophy in AD
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Figura 1. Linking the genes 1o the pathaphysiclogy of AD. An ovarview of how APDE, LU PICALM and CRT are implicated in AD suscaptibility. Tha information basad on
currant axparimanta] or observational avidence is dapistad by sofid black arrows, with hypothesas shown by blue arrows. Eévarsl pathophysiological pathways thought 1o
cantributs to dissase A3 (in pink], naurcfibrillary tanglas (bleel, chronic inflammation {grean;, atherosclercsis WHInw:'. loss of physiological funstion at tha synapse
lpurphal and atheérs [orangel] ars indicated by interrupies arroes. Note that neumafibrilizry tangles are nod necestarily Sownstream of A3 deposition. Abbréaviation: BEH,

bicad-brain barriar.
From Sleegers et al. (2010) Trends in Genetics, 26, 84-94, p. 87



1. BAPtIstS: The accumulation of a
fragment of the amyloid precursor
protein or APP (the amyloid beta 42
residue fragment or
Ab-42) leads to the formation of
plaques that someone kill neurons.

2. TAUIsts: Abnormal phosphorylation
of tau proteins makes them “sticky,”
leading to the break up of
microtubules. The resulting
loss of axonal transport causes cell
death.

(Recently a presenilin hypothesis has been proposed by Shen & Kelleher (2007), PNAS, 104:403-408.)



H maBoyevela tng vooou Baoiletal otn ta@oAoyikn
CUYKEVTPWON ToU B-apuAo€eLdoug oTov EyKEDaAO.

To B-aUAOELOEG ELVALL LD ULKPT] TIPWTELVT TIOU TTAPAYETAL ATIO
TOL VEUPLKA KUTTOPO KOl N OTtolol GUCLOAOYLKE aTtOBAAAETAL OTTO TOV
OPYOVIOUO.

AlotopayeG oTo METABOALGO 0ONyoLV o€ o taBoAoyiLkn
OUOCWPEVOT] «TIPOLOVIWV» UE ATIOTEAECHA TN SNULoOVpYia TWV
TIAOKWV TOU B-apUA0ELOOUG, TIOU lvat uTteVBuva yLa TNV KALVIKT)
epdavion g vooou tou Alzheimer.



https://www.bioneurologics.gr/search/+%CE%B2-%CE%B1%CE%BC%CF%85%CE%BB%CE%BF%CE%B5%CE%B9%CE%B4%CE%BF%CF%8D%CF%82+
https://www.bioneurologics.gr/search/+%CE%B2-%CE%B1%CE%BC%CF%85%CE%BB%CE%BF%CE%B5%CE%B9%CE%B4%CE%BF%CF%8D%CF%82+
https://www.bioneurologics.gr/search/%CE%BD%CE%B5%CF%85%CF%81%CE%B9%CE%BA%CE%AC+%CE%BA%CF%8D%CF%84%CF%84%CE%B1%CF%81%CE%B1
https://www.bioneurologics.gr/search/+%CE%BC%CE%B5%CF%84%CE%B1%CE%B2%CE%BF%CE%BB%CE%B9%CF%83%CE%BC%CF%8C
https://www.bioneurologics.gr/search/%CF%80%CE%B1%CE%B8%CE%BF%CE%BB%CE%BF%CE%B3%CE%B9%CE%BA%CE%AE+%CF%83%CF%85%CF%83%CF%83%CF%8E%CF%81%CE%B5%CF%85%CF%83%CE%B7+
https://www.bioneurologics.gr/search/Alzheimer

Amyloid precursor protein (APP) is membrane protein that sits in the membrane and extends outward. It is though to be important for neuronal growth, survival, and repair.
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Enzymes cut the APP into fragments, the most important of which for AD is called B-amyloid (beta-amyloid) or Ap.



Beta-amyloid is “sticky” so the fragments cling together along with other material outside of the cell, forming the plaques seen in the AD brain.



APP Protein:

& 44
T T M
B a Y Y

(1) B-secretase cuts APP protein, giving:

(2) y-secretase cuts this residue, giving:

Soluble or

Unsoluble,
aggregates into
plagues



Mpog to mapdv SLBECIUEG LOVO CUUTITWHOTIKEG Oepameieg

1. AvOOTOAE(G TNG YOALVEOTEPAOTG

2. AvtaywviotegumodoyEéwv NMDA



Oepartieieg OV OTOXEVOUV OTO ALUAOELOEG OE LOPLAKO ETITIESO UE OKOTIO:
1. Tnv mpdAnYTn cucowpPEVONG APUUAOELOOUG
2. Tnv pelwon twv 1én unapxOvVTwy TTAOKWY

- MNapepPaivovtag og mopdyovieg ou pubuiouv v mapaywyr AR evidg tou Kuttdpou eival Suvatdv va pelwBolv cuvoAlkd
To emimeda A

2. AvaoToAr 1} TpOTIOTIOINOT TWV VEUPOTOELKWY OUGCLWY TIOU CUBAAOULY 0T dnutoupyia AR, OTtwg N B- kat n y-oekpetdon

3. 2tdxevon ota 1i6n vndpyxovta amoBepata AR otov eykePAAIKO LOTO E OKOTIO:
1. Tnv avaoToAr) cucowpeuong AR
2. Tnv mopepmodion Twv 101 OXNUOATIOPUEVWY TIAAKWYV

4. Xprion maBnTikwy Kot EVEPYWYV avoooBepATIELWV EVAVTL TWV A LOVOKAWVLIKWY OVTICWHATWY






KAWLIKEG SOKLUEG e PapakoBepaTteieg kal
avoooBepareieg e okomo TNV Heiwon Tou A

oTOV EYKEDAALIKO LOTO dev amEdwaoav

>Tpodr] o€ DEPATIEVTIKEG CTPATNYLKEG YL TNV
Helwon TG ouocowpevongAB pEoa amd Tnv
TPOTIOTIOMON TNG ETAPOPAG TOU UECW TOU

aLUATEYKEDAAIKOU PpayOv.

CSF System
,Cerebral
Lateral Spinal Fluid
Ventricles
' »\ Brain
| \ &l
Third -
Ventricle : — Skull

Fourth
Ventricle

Biere AL, Ostaszewski B, Stimson ER, Hyman BT, Maggio JE, Selkoe DJ. Amyloid beta-peptide is
transported on lipoproteins and albumin in human plasma. J Biol Chem. 1996;271(51):32916-22.



H apxtkn} €pumvevon otnpixOnke otnv avadrjtnon popiwv
AVTOAAGELLWY SLo LEGOU TOU QLU TOEYKEPAAIKOU HpaypOoU,
oxeTI{OpEVWY pe Tnv TtaBoyévela g AD.

AeSOMEVNG TNG AVTLYOVIKOTNTAG TOU B-aUAOELSOUG 0TO TIEPLDEPLIKD
a{pa, aAA& kal TV TIpocdeot] Tou 0TV aABoupivn TAdopaTog?,

n mMAaopadaipeon [ urtokatdotoon aABoupivng BewpriBnke

SOKLUN TpooTtTiKY Bepateiag, ouvdedepévn e TV aBoyévela

Flasma

3 Secrwime
shohan

4%
pradshoe
rhistere

NG VOOoOoU, HE OKOTIO TN HETABoAT Tou Looluyiou peta&l tng mosdtntag AR otov eyKEPAAO KAL TO TIAGC AL

Biere AL, Ostaszewski B, Stimson ER, Hyman BT, Maggio JE, Selkoe DJ. Amyloid beta-peptide is transported on lipoproteins and albumin in human plasma. J Biol Chem.

1996;271(51):32916-22.



* H mpoogyylon autr urtootnpidet:

H cuocowpeuon vymAwyv emmedwyv AP otov eyképao oxetiCetal pe yaunAd enineda Stodutov AB oto ENY o€
dtopa pe AD.
H aABoupivn eival kOplog petadopeag 0To avBpwivo cwpa
Mepi to 90% tou AP Ttou KukAodopel oTo alpa eival cuBaTd pe TNV aAfoupiv =2 VYNA cupBatéTnTa
© TTIAOTIKEG HEAETEG €0€L€av TTwG N KlvnToTtoinon tou AR amd to KN mtpog tnv niepidepela peow mMAaodadaipeons

| utokatdotaong aABoupivng Tapeiye pooTacia atd ETLOEIVWOT YVWOTIKWY AELTOUPYLWY ACOEVWV HE HETPLA
€wg oofapr) AD, o€ xpoviko SlacTna TTapakoAouBnong evog €Toug, o€ oxeon e AD controls.

- H oavdoyxeon NG avopeEVOPEVNG ETIOE(VWONG YVWOTIKWY  Attoupylwy  dlatnpribnke ywplg avaykn
ETIOVOANTITLKWV GUVESPLWV.

Boada M, Ortiz P, Anaya F, et al. Amyloid-targeted therapeutics in Alzheimer's disease: use of human albumin in plasma exchange as a novel approach for Abeta
mobilization. Drug News Perspect. 2009;22(6):325-39.



Plasma Exchange as a Novel Approach
for AR Mobilization

- Pilot study
- 7 patients
» 6 TPE in 3 weeks
- 1 year follow up

- Phase |l study
- 29 patients randomized in TPE and control group
- Same treatment schedule

- Boada M et al. Drug News & Perspective 2009; 22:325:339
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Efficacy and Safety of Plasma Exchange with 5% Albumin to Modify Cerebrospinal Fluid
and Plasma Amyloid- Concentrations and Cognition Outcomes in Alzheimer’s Disease
Patients: A Multicenter, Randomized, Controlled Clinical Trial

Merc'e Boadaa, b, *, Fernando Anayac, Pilar Ortizd, Javier Olazar’ane, Joshua R. Shua-Haimf,
Thomas O. Obisesang, Isabel Hern"andeza, Joan Mu™nozd, ¥, Mar Buendiaa, Montserrat Alegreta,
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Isidre Ferreri, Oscar L. Lopezj and Antonio P’aezh
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bNeurology Service, Hospital General Universitari Vall d’Hebron, Barcelona, Spain
cNephrology Service, Hospital General Universitario Gregorio Mara™n on, Madrid, Spain
dBanc de Sang iTeixits, Barcelona, Spain
eNeurology Service, Hospital General Universitario Gregorio Mara™n’on, Madrid, Spain
f Alzheimer’s Research Corporation, Mid Atlantic Geriatric Association, Manchester, NJ, USA
gDepartment of Internal Medicine, Howard University, Washington, DC, USA
hClinical Trials Department, Instituto Grifols S.A., Barcelona, Spain
ilnstitut de Neuropatologia, Hospital Universitario Bellvitge, Barcelona, Spain
jDepartments of Neurology and Psychiatry, University of Pittsburgh School of Medicine, Pittsburgh, USA

Journal of Alzheimer’s Disease 56 (2017) 129-143



Methods:

In a multicenter, randomized, patient- and rater-blind, controlled, parallel-group, phase Il study,
42 AD patients were assigned (1 : 1) to PE treatment or control (sham) groups.

Treated patients received a maximum of 18 PE with 5% albumin (Albutein®, Grifols) with three
different schedules: two PE/weekly (three weeks), one PE/weekly (six weeks), and one PE/bi-
weekly (12 weeks), plus a six-month follow-up period.

Plasma and CSF A1-40 and A1-42 levels, as well as cognitive, functional, and behavioral
measures were determined.



Results:

CSF A1-42 levels after the last PE compared to baseline were marginally higher in PE-treated
group versus controls (adjusted means of variation: 75.3 versus —45.5 pg/mL; 95% Cl: —19.8,
170.5 versus 135.1, 44.2; p = 0.072).

Plasma A1-42 levels were lower in the PE-treated group after each treatment period (p < 0.05)
Plasma A1-40 levels showed a saw-tooth pattern variation associated with PE.

PE-treated patients scored better in the Boston Naming Test and Semantic Verbal Fluency (p <
0.05) throughout the study. Neuropsychiatric Inventory scores were higher in controls during
the PE phase (p < 0.05).

Conclusion: PE with human albumin modified CSF and plasma A1-42 levels. Patients treated
with PE showed improvement in memory and language functions, which persisted after PE was
discontinued.



H mAaopadaipeon mepAApPave TNV aVTIKATAOTAOT [LLaG TIOGOTNTOG TTAACUATOG [E Yot avTioToLyn TTocdTNTA PIE

5% oABoupivn = Total Plasma Exchange

XopnynOnke o€ 3 mePLOOOUG HE 6 TAACHAPALPETELG ) KABE pia (CUVOALKT] SLdpKELa TTEPITIOU 155 NUEPEG):

Mepiodog evtatikng Bepateiag: 3 efOOUASES pe 2 TAACUADALPETELG v EBOOUESQ

Mepiodog cuvtripnong g Oeparmeiag: 6 efSouddeg pe 1 mMAacpadaipeon tnv efdoudda

Aevtepn tepiodog ouvtrpnonG: 12 eBOoUddEeS pe pia TAaopadaipeon avd 2 efSopddeg

H opdida eAeyxou éAafe pia un mapepPatikny Beparmeia, xwpis kapio emidpaon

Ot acBeveig mapakoAovBouvTtay yla €va ETIITIAEOV SLACTNUA TWV 6 UNVWV



To okeVaopa IOV Y pnotpoTorOnke tav to: ® Human Albumin Grifols®/Albutein 5% (Grifols,

Barcelona, Spain).
>1n &6om, ocuvutioAoytlotav 1 cwuaTikn Hada, To VYOG KAL O ALUATOKPITNG

MpaypotomoloUviayv 00hUOVWTLAN TIPAKEVTNOT, LLOANPI TTPpLY Kol HETA TNV dladikaoio, aAA&

kot ota follow ups = okomdg n kataypadr] Twv eTESWY AB1-42 kKot AB1-4o.



Mo TNV a§loAdynom TwV VONTLIKWY, CUUTIEPLPOPLKWIV KOL AELTOUPYLKWV TIUPAUETPWY X pnoLpomotr}Onkav ta €§1G:

NOHTIKEX AEITOYPI'IEX XYMIIEPI®OPA AEITOYPI'TKOTHTA

MMSE

Alzheimer’s Disease Assessment Scale, cognitive
subscale (ADAS-Cog)

Symbol Digit Modalities Test (SDMT)

Semantic Verba Fluency (SVF)

Phonemic Verbal Fluency (PVF)

Boston Naming Test (BNT)

Rey Auditory Verbal Learning Test (RAVLT)

Neuropsychiatric Inventory (NPI)

Cornell Scale for Depression in Dementia

(CSDD)
Overt Aggression Scale (OAYS)

Agitated Behavior Scale (ABS)

Alzheimer’s Disease Cooperative
Study-Activities of Daily Living (ADCS-
ADL)

Alzheimer’s Disease Cooperative Study —

Clinical Dementia Rating — Sum of boxes
(CDR-sb)

Clinical Global Impression of Change
(ADCS-CGIC)



Table 1
Demographic, anthropometric and baseling neuropsychological characteristics of patients in the plasma exchange
(PE)-treated and control {sham PE) groups (mean = 5D or number of subjects and percentage)

[able 2

Clinscal characteristics of patients in the plasma exchange-treated
amed conrel groups at siudy ealry

All patients PE-treated Control

(N =39) (N=19) (N =20)
Age (years old) GT.T 79 68.2 1+ 6.7 673191
Sex (females) 30 (76.99) 15 (78.99%) 15 (75.0%)
Height icm) 159.5 4+ 10.3 159.7+11.9 15944+ 9.1
Weight (kg) 6544151 6544 14.1 65.4 4 16.3
Dwration of symptoms {(years) 1.24+0.8 1.0 £ 0.6 1.54+09
Global cognitive measures (score)
NMMSE 215+ 28 226+ 27 209 4+ 3.1
ADAS-Cog 217+ 8.6 18.7+5.9 23.14 105
Languagesattention tests (scorel)
BNT 84438 B8 L3.7 B.143.1
5VF 9.0+3.4 9B +3.7 83431
RAVLT immediate | 21+16 2B+1.5 26+1.7
RAVLT immediate 2 384+20 43424 344 1.5
RAVLT immediate 3 45123 521273 39421
RAVLT immediate 4 50122 59421 42421
RAVLT immediate 5 51124 T 461+19
RAVLT delayed 0.8 +2.0 1.1 +23 Dot 1.8
S5DMT 10.3 9.3 11.2+94 95+93
PVF (F) 59+3.6 6.7 +38 3133
PVF (A) 5.0+34 594+33 413133
PVEF (5) 6.0+4.1 6.5+4.1 55+42
Behavioral/functional measures ( score)
NPI 9.8+92 11.5+93 8.249.1
ADCS-ADL 6l1.7+7.6 6244152 61.1 9.5
ADCS-CGIC 334+06 3.11L05 35406
CDR-sb 5324210 45+ 1.7 3.84+2.1
Cs5DD G 444472 281+ 45

All patients PE-wewied ool
(M =3 =10y (N =21
Surgical procedires 35 (B G 18 9T 1575040
Merabudisem el M (H6.TEY T{36.8%) 19 {5 0%
it (s orle ry
Hypercholesterolemin 25 (50,005 TARG RS 06 OO
Pisvehininic Sizonders M OORG, THG 1240632980 14 {050
Depussion 16 (4 1A¥5:} 7 (3685 0 {45006
Anxicty (5. 135 ) 1 {535 1 (505
Musenioakeleferl R R O AT A9 T{RAR)
CEREET I LEST e
disorders
e retrrnversenlar 15 (3EAS% 132 AES S5
digorders
Hypoericnsion B 23 1%h) [T ] AL1S500%)
Dinbeies S5C12.85%) 2400.5%) Vi 15.0%0
Heart discase 1 12.6%:) 145250 0
Castrointestinal 8205%y  44021.1%) 4 {200%0
disiruders
e rcours yyelem B (20.5%) 24 ILESE B { JOLOE:)
aixorders
Addprind steniiom sile 6 (15 4% 115,35 S5 N9
CORATEoN s
Reweel wmd arigney S5128%)  S02.39) {1
dixorele e
Fnfieciions 51 1T.8%:) FLI5.E9%) 2 { 1D
Resvrl aod wrinney 5 C12.8%) S5 T35 n
avstent disorcers
ImimiRe System 4(103%)y 4421L1%) i
[ RT3 A
CMheer dfesorrde s 1T (43 655 {47 450 B A0

{= I patientx)

Mo significant differences betweon the two study groups.



Aev vtir)pée kapia dtadopd peta&l TG

OMASAG EAEYXOU KL TWV CUPUETEXOVTWV
oTNV KAWVIKT) SoKLUY] w¢ TIpOog Ta eTiTtedal TOU
AB1-40 0t0 ENY, 1600 KOatd TNV €vapén, 6co

KOL KOTA TO TEAOG TNG KALVLIKTG SOKLUTG.

Ta emtinteda Tou AB1-42 0to ENY dowv €kavay
Ao podpaipeon, woTtdoOo 1TAV OPLOKA
OTOTLOTIKWG XOUNAOTEPA OE OYEOT E TNV

opada EAEYYOL KaTA TNV A1jén g Bepameiog

b

Af 4o (pa/mL)

Treatment

Follow up

;

Afia; (po/mL)

1

LB e B B
51 12 18

24

S ma e
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Time (Weesks)
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Aev utinp&e kapia Stadopd peTa&V TNG opddag
EAEYXOU KOL TWV CUPHUETEXOVTWY OTNV KALVLKT)
SoKLuN w¢ TTpog Ta eTtiteda Tou AB1-40 OTO
TIAQO O, TOOO KATA TNV evapén, 000 KL KATA

TO TENOG TNG KALVIKNG SOKLUI.

Q¢ 1p0og 10 AB1-42 0TO TMAGO A TTOPAT PTIONKAY
OTOTIOTIKWG ONMOVTLIKEG Sladopeg oTa eTtiTESQ
OUYKEVTPWOT|G TOV, ME TNV opdda TTou
vttoBoAAdtav o€ MAaopadaipeon va

TIPOUCLACEL ONUOVTIKE YaunAdTepa eTiTed L.

| | Follaow=up

Af 4o (pg/mL)

Afiyz (paiml)

Time {weeks)
—— PE treated -a— Control



QG TIPOG TAL CKOP TWV CUHRMETEXOVIWVY OTLG KAIHOKEG

a&LOAOYN 0N G TNG VONTIKNG AELTOUPYIOG, TNG CUUTIEPLPOPAG KOl

NG AELTOUPYLKOTNTAG, TX ATOMX TtIOU UTIOBAAAOVTOV OE
TIAAG O PAPEOT) TIAPOVCINCAV CTATIOTLIKWG OT|UOVTIKA

vPnAotepoug M.O. ota €81i6:

MMSE: 2.6, p=0.08

ADAS-Cog: -3.6, p=0.09

Boston Naming Test:1.3, p=0,04

Semantic Verbal Fluency: 2.5, p= 0.02

RAVLT1: 1.5, p=0.05

RAVLT2:1.3, p=0.99

Score chasge from haselme to the 2nd of the treatment and to the ead of the follow-up periads in cognition
tests determined in plasma exchange (PE-reated aad coatrl (sham PE) proups. See also Figs. 4. 5, and A

Test Group sconng betier® Change from baselme (p valuel
Treztment-hy-visat effect Treatment effiect
(riobal cogeition
MMSE PE-treaied NS >80, |20
ALAS-Cog P-treabed NS =105 ) |2
Languape/mitention
BNT PE-treated A5 N3
SVE PE-treatedd efl [ =<l ]X
RAVLTI PE-treated NS 005 < |2
RAVLT 2 PE-treaated NS =0 <X
RAVLT 35, dedayed None N5 N§
SOMT Muone N3 NS
FVF{EAS) MNone S N§
Befimapralfunctional
NFI Cotrod ¥ JL05°
ADCS-ADL Coatrol NS 008 ) 120
ADNCSLGIC Coantrod NS NS
CDR-sh Ceatred NS NS
CSDD Niome NS NS




Ta emimedo avemBUuNTWY cuBavtwy NTav apduoLla LETOEY TwV OpddwVv

18 CUPUETEXOVTES (94.7%0) Ot O00UG CUMMETEYAV 0NV TTAACpadaipeon Tapouciocav TOUAdYLOTOV Eva

avemiBuunTo cupBav

>€ 7 dtopa Adyw Tou €idoug NG mapeppaong

>€ 15 Aoyw NG dtadikaoiag

Ta o ouyva avemBuunta cupfdvta ritav:

NolpwéeLg

Wuylatplkeg StatapoyEg (Ayxos)

ALOTOPOYEG TOU QLUOTIOWTIKOU CUCTLOTOG
ALOTOPOYEG TOU VEUPLKOU CUOTHHOTOG (eTILANYial)

TpavpaTiopol Adyw tou eE0TIALOOU Kal AOyw AtrtoBupiwv



Meilwon twv eTunedwv AB1-42 oto MAdopa = BEATIWON O€ YEVIKEG VONTLKEG UETPTIOELG KATA TNV

dldpkela NG Bepareiag, oA Kol katd TNV Ttepiodo Twv follow ups o€ TAPAPETPOUG TNG LVHING

KoL TNG YAWo oG KUpiwe.

OL TP AUETPOL TNG AELTOUPYLKOTNTAG KOL TNG CUUTIEPLPOPAG Epdavicay BeATIWON LETA TO TEAOG
NG apEpPaong, kaBwg n dtadikaoia g MAaouadaipeong BewpriBnke PuyxLlkd Kol CWHATIKA

€EQAVTANTIKY).

I6laitepn tpoooym} otnv UTtapéN avemBUUNTWY GUPBAVIWY, TTOU WOTOCO NTAV AVOEVOUEVT

AOyw ™G dUong tng dlepyaoiag.
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MeBodoloyikdg oxedlaopdg

.

[TOAUKEVTPLKT], TUXOQLOTIOLNEVT), TUPAT] HE TIapAAANAO EAeyx0 Tov placebo kAwvikr} dokiun

TIUPAAANAWY OAOWV. 41 KEVTIPA
ALOPKELX 14 PNVEG (2 UNVEG- 1 TTAaopadaipeon/eBOopdda, 12 PNVES- 1 TAaoadaipeon/unva)
SUMMETOXT] 364 acBevwv pe Ml tpog pETpLag popdng AD.

4 YKpouTt acBevwv: 3 opdoeg ou uttofdAAovtav o MAaopadaipeon e SLaPopPETIKEG OOTELG

aABoupivng kat IVIG kat pio opada ou eAaBe placebo/ opdda eAgyyou.



Kpitripta évtaéng

7

A N N 23

AVOpEG KOl YUVAIKEG 55-85 ETWV

Me d1dyvwon AD, Bdoel twv kpLinpiwv Tou National Institute of Neurological and Communication

Disorders and Stroke and the Alzheimer’s Disease and Related Disorders Association

BaBuoAoyia MMSE: 18-26

>t0aBepr] KaTd TOUG 3 TIPONYOUUEVOG UNVEG SOOT O€ AVOOTOAEG AKETUAOXOALVESTEPAONG 1] LEUAVTIVN
Amtoucia ayyelakwyv aoBevelwv

Yrop&n otabepov Pppovtioth

KpLtrjpLa ammokAeLopoU

.

.

Avtevdei€elg yia Aaopadaipeon

A CTIKA onpelo OTIWG UTIOSELKVUOVTOL ATIO TO TIPWTOKOAAO



A&LOAOYNON VONTIKWV Kol
AELTOUPYLKWV TIUPOETP WY

ADAS-Cog scale

ADCS-ADL

MMSE

Neuropsychological battery (NPS)
neuropsychiatric inventory (NPI)

Clinical Dementia Rating Sum of Boxes (CDRSb)

Cornell Scale for Depression in Dementia (CSDD)

Alzheimer’s Disease Cooperative Study-Clinical
Global Impression of Change (ADCS-CGIC)

Columbia-Suicide Severity Rating Scale

Quality of Life-Alzheimer’s Disease (QoL-AD)

Ot epeuvnteg evdladepOnkav katd KUpLo Adyo yla
aAAayEg ota €€1]¢ emiTeda:

1. 2tnv enidoorn tou ADAS-Cog kat tou ADCS-AD
KOl OEVUTEPEVOVTWG OTLG UTIOAOLTIEG KALUOKEG

2. 2ta emineda AB1-40 Kot AB1-42 0TO TTAGO O
TIPLV KO LETA TNV TIAaCpadaipeon

3. 2ta eminmeda AB1-40 kat AB1-42 oto ENY petaév
TWV ETILUEPOUG OEPATIEVTIKWV TIEPLOOWV

4. 2ta emineda T-tau kot P-tau oto ENY kaB' 6An
TNV OLAPKELN TNG LEAETNG

5. Ektiunon dopikwv aAAaywv oto peyebog tou
IMMOKAUTIOV, NG TTPOcOLag poipag tou
TIPOCOYWYLOU

6. & AeltoupyLko emiTedO TOU EYKEPAAOU HECW
Topoypadiog ekmtoutng TolLTpoviwy



H Bepameutikn mAaopadaipeoT) XPrOLLOTIOLETOL EVPEWG TIAYKOOMIWG Kol 0€ ATopa TPiTtNnG nNAkiag

Ediktri n aélomoinor tng o€ aoBeveic ue AD

MBovn n VTtapén avemBuunTwWyV cUPPAVTWY IOV WOTOCO Eival duvaTtov va TtpoAndBouv kal va

eAeyxBouv (1.x. urtotaon)

AopBdavovtog uttdWLy Tnv evatcOnoia TG CUYKEKPLUEVNG NALKLOKTIG OpAd G EYLVE TTpooTIABELa VOl

HELWBOoUV oL TBavotnTEG KIvOUVOU
¢ ANYN QWTIKWV ONUEIWV KOL TIAPAUETPWY EPYAOTNPLOUKWY ETPT)CEWV OE TILO GUYVT) Bdon.
«  [lapopovr) 0ToV YWPO TOU KEVIPOU

« [apovcia Tou ppovTioTr} 0TNV MEPITTWON AYXWHEVWY aoOevwv



2 KOTIOG TNG MEAETNG lval ) e€€TaOM TOU €AV N TTAACPOPAIPEDOT KL 1) AVTIKATACTOON) UE

aABoupivn kat IVIG pmopel v AeLTOUPY|OEL TIPOANTITIKA 1) VO AVOCTEIAEL TN YVWOTLKT] KOl

AELTOUPYLKT EKTITWOT) o€ aoBeveig pe rymia pog peTpla AD.

[MPOSPOUO TNG ATIOTEAETE Lot AAAN KALVLKT] SoKLuT pdong II, dTtou utrjpée BeAtiwon o€ enimedo

VONTLKWYV ETILOOCEWV AAAA KOl OTNV PEIWOT) TWV eTITTEOWV APB1-42

H uéBodog autry o€ avtiBeon pe dAAeg TTou emiong otdyxevav otnv AR maBoioyia dpaivetal

eATiLo0dOpa



The-AMBAR study

Boada M, Lépez O, Nuiiez L, et al. Plasma exchange for Alzheimer's disease Management by Albumin
Replacement (AMBAR) trial: Study design and progress. Alzheimers Dement (N Y). 2019;5:61-69.
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