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Alzheimerovachoroba
(ACH)

Alx op?sa v roku 1907
Ai reverzibiln®, neurod
Anaj | astejgia progil6don)a
Ageneti cky heterog®nne
ochorenie

Apresenilng forma (do 65)
Af ami |l i 8rna a sporadicks 8
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Prevalencia ACH Ri zi kov® f akto
A 4% voveku 651 74 A vek

. 1 2 .
A 20% vo veku 79 84 ipoz_'t vna rodin
A 45% vo veku nad 85 genetck ® f aktory

A pohlavie

A vzdelanie

Afaktory ¢givotos
met abol i ck®

AZ ment8lna a fy



Pat ogen®z a

Alzheimer's Brain Cells
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AAPP p®kalizovanl na 2 13)
Apacienti s DS: neuropato

AExprimuje sa Vv rlznych t
endoglee astrocytoch a neur -
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AAPP je transmembr8novl pro
| yzoz - moch, ER a GA
Azlogenl z dlhej hydrofilnej aminot
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Mest ikely a disintegnn and metalioprotease,
ADAM-10 (cr -G or -17)

BACE (Asp2, memapsin2),
an aspartyl protease

Protein complex of: presenilin,
nicastrin, Aph-1 & Pen-2
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Funkcia APP: 7?7
AGprote2novli receptor T
Abunkovg8 adh®zia, prolifer8&c
Az %bRijesa na homeost8ze Cu
Asign8lna transdukci a

Aneurotrofn8, neuroprotekt?2v
AD (4042 )

Aprodukovanl kongtitut2vne p
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monom®r <cirkuluj Y%ci v cereb

AAbdegraduj Y»: enzlim degraduj ¥

konvertuj “aci endotel 2n
Amut 8ci e v APP sel ekb 2 vinaes t zZ8w
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AAbP42 sa poklad§8 za najviac n
tendenci u sa zhl ukovas, t vo
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Av i skyt mal ®ho mnYog&t $anbobke &
katabolizuje

Tri mechanizmy:

Aproteoz-m
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Funkcia:

Aodsekret8zovs§ aktsekratiBabalf
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Anor m8l na neur -nogen®za a tvo



Cell adhesion Other interactors
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Afunkcia:asembl Scia mi krotubu!
orit ents8ci u mi krotubul ov
udr govanie integrity neu

ATau je fosfoprote2n, de/
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TAU MUTATIONS IN FTDP-17

Mutation Nucleotide Change Disease/Syndrome Location Domain in Tau Protein
G272V GGC £GTC E9 R1
N279K AAT + AAG PPND E10 IR1-2
D2E0K AAG deletion E10 IR1-2
L284L CTT £ CTG E10 Irl-2
P301L CCG = CTG E10 R2
S305N AGT + AAT E10 IR2-3
W337M GTG = ATG Settle A ElZ IR3-4
R406W CGG + TGG El13 C-term
E10+43 g+a MSTD I10 5" splice site
E10+13 cEt [10 5" splice site
E10+14 cxt DDPAC 110 o' splice site
E10+16 cEt I10 5" splice site
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Fosforylovany protein tau

Parové spiralové
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