% % Je (Dementia)

O



% % Je (Dementia)




A&

Dendrites

Axon terminals

= terminals

EXAmETEE

(‘#‘ﬂﬁﬂ#ﬁxl (:ﬁﬂﬂ&&xl (Eﬂﬁﬂxl Sl




A OE TR S PR Y A

e Ry PR S ks PO AN D NI Q1 &
o~ P

R o R IERIE S LN S

@?IEE(—J& ~ @wg'g\pg'mﬁg)

< & (mind) ~ 4 1‘;; (personality) CR A will) -
A (spirit) ~ 47 & (intellect) - % & (beauty)

EQ: +& (emotion)



v IR %

Dendrites

) ! Axon terminals

N Mucleus A
-

Cell body

POSTERIOR - ANTERIOR

Central sulcus = e Precentral

gyrus

Postoentral — g8 NS A S
gyrsu:en ra ’/’Lﬁ_, \ {\.. s Frontal lobe
Parigtal lobe ‘)—

? /
.E }i‘ j — ll Insula
A‘;‘,\;

Occipital lobe (
Temporal
/ >4 Yy Eobep{gut}
— \_r
Cerebellum Medulla

s // o oblongata
" j 4{ Spinal cord

(c) Right lateral view with temporal lobe cut away




A

r /

L 0

:‘E;orfé} FFH %

E

#

<R
j=a4
. N
/m ﬂmﬂﬁ o
NI .
e

L o S

a?
B
2) =B
N H‘
8 e
Al Al ﬁ._l._.._v.‘ B..\r
v NG =1

» 4
< \\— m\
#E\M \
'd rd ’\..
~

B ‘= Ty

L) i S



« % 3 /;_)3”41 > &3;% > %‘ = S N 5 ZI—\)%

AT gl1% R R A TR o
kAT e S ]50%}‘@%”L e
§4£z, ﬁgz"”?‘ﬁﬁb-»%d zucmggzp /}é‘ SIS

R EAp 3 B 2A KRR
(neuroflbrlllary tangles)

- f by BO¥ 2 Fev B ITH (senile
plaques)

‘%E@;
Jx
|-



£

B
T~

R AN U

\ m_”

v

LI

YR
e

PRk R

5

f

2
#et s ih

o

e -

e

[

)

P

% F
¥

)

[

15
VIR e R

ES T A

[

;EF
e

=

pa

F ¥

1]

L

E}

ERHE RIS Ak S L

33

N84 A R

ol

W o banc g Mg o A B

10.



4 A 2 R

el Rl

= 4
B ol B3
PlErae * 42 45

5 %!\t’fbﬁ;?f' > ;? P

/
£L -
2 % : N A >
;}‘/ PRZ‘Q& N % R '792 j\' NVES /lg\%
2~ s 5. e =



.
\]

R
;::\.
+3
E

e,
B
N
A=

e«
5 3

£

R

4 OO0

-\
*

{3
~a|
\4
=
4“\
-_—

=
1%?: "
=%

’

F »
[
/W\ M-

N

= =35

v

-

JE e R ]

Dementia is an “Umbrella term’, referring
to many different types of dementia

The most commen type
of dementia is
Alzheimers Disease
(Nustrated as the
handle of this umbrellz)

Each of the lesser common
types of dementia, such as
Vascular, Lewy Body,
Frontotemporal, etc, |s
illustrated as a separate
section of the umbrella
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Table 1 Hereditary dementias

Disease Gene Chromosome
Familial Alzheimer’s disease B-APP 21
PS-1 14
PS-2 ]
Sporadic Alzheimer’s disease ApoE 19
Hereditary cerebral haemorrhage with ~ B-APP 21
amyloidosis of the Dutch type
Familial Creutzfeldt Jakob disease Prion 20
Familial fatal insomnia Prion 20
Gerstmann-Straussler-Scheinker Prion 20
FTDP-17 Tau 17
Frontotemporal dementia (Jutland) ? 3
Frontotemporal dementia ? Q
Huntington’s disease Im-15 4
CADASIL Notch3 19
Familial British dementia BRI2 13
Familial Danish dementia BRI2 13
FENIB PI12 3
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PREVALENCE OF ALZHEIMER'S DISEASE
(BY DECADES IN U.S.A. FROM 1800-2050)
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This qflph portrays how many Americans over the age of 65 are currently affected by
Alzheimer's, and a projection of how many more will become affected with it as tlTe p:un
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Estrogen, vitamin E, ibuprofen
& ginko biloba

Tacrine > % & ¢+
Donepezil » 7 & %
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Therapy

Vaccination
therapy

f- and y-secretase
inhibitors

Cholesteral-
lowering
drugs (statins)

Copper/zing
chelator
(clioguinol)

MNonsteroidal
anti-inflammatory
drugs (ibuprofen,
indomethacin,
sulindac sulphide)

Mechanism

Stimulates immune
response against A
peptides'?, leading to
the peptides being
cleared from the body

Inhibit f- or y-secretases?,
leading to decreased
production of AR peptides

Increase processing of
amyloid precursor protein
by c-secretase?, leading
to decreased production
of AP peptides

Decreases the
interaction of copper and
zinc with Ap peptides's,
leading to amyloid
plagues being cleared

Selectively inhibit
the production of
the Ap42 peptide®
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Transmissible Spongiform Encephalopathy (TSE)
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— Gerstmannn-Straussler- Schelnker Syndrome (GSS), Fatal familial insomnia (FFI):
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