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Current concepts of Alzheimer’s Disease & Dementia

Advancement of Biomarker

Asymptomatic stage

Early Symptomatic
Symptomatic

Preclinical; Presymptomatic

Hippocampal type
episodicmemory

NIA-AA
IWG

Pathophysiological

Amyloid Marker

CSF
amyloid

Neurodegeneration
markers

+ C-11labeled compound

+ B-amyloid imagingagent:
standard compound

+ Due to shorthalf-life time (20 min),
commercializationis difficult

* GE Healthcarehas IP

H
S
AU

18 I
F\L/\O 3\
florbetaben (Neuraceq™)

« Piramal

+ NDAatEU, USA(2014)

+ BayerHealthcare sold to Piramal
imaging 2012.05

* Flutemetamol (Vizamyl ™)

- GE Healthcare
- NDAat USA (2013.10.25)
+ Low syntheticyield and long synthefictime

H
i I’N\

S ]/§IY/ N
18
0 S\N

' Florbetapir (Amyvid ™)

Prodromal AD ackers s
IWG! Pre-clinical; AD dementia = -
Asymptomati WIS Amyloid-PET -
c at-risk state Markers (2014
for AD " . "
Typically including
mory &loriother Hippocampal atrophy
NIA-AA2 Preclinical AD MCI due to | Dementia ) ot
= W‘ T AD due to AD Topographical Medial Temp';:xll Atrophy
- Markers @010 on
Progression
ot FoepeT |
1Dubois et al. Lancet Neurol. 2010, 2014 SRR -
2McKhann et al. Alzheimers Dement. 2011
oF x T
oF X 50/ 0 X 0H(FC119S Flor bt [Nsuracen =}
~—N ¥ ol
= 4 cHs
| P »—NH 8¢
HOL;,;Q W) g
/
c-11PIB /©: \>_<\:/> A
HO S

86

ChHertlEnete] 2017H % M36Xt = o= 2]

-2o= -
o =




Case Based Learning — Dementia
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= 571X| ¥ = ¥ 2 Ol H0jA
cortical uptakeZ},
or 2 or
HahE 2 AEw

57k g4

frontal lobes

posterior cingulate and precuneus

lateral temporal lobes
parietal lobes

striatum

« 3}LEo] region O] &H0j| A PositiveS & 0|H
S AU AL positiveR JLEE 1)

GE Healthcare. Images on file.

Alzheimer’
£

P Dementia
S SEVIER —_—

Alzheimer's & Dementia Ml (2013) 1-15

Appropriate use criteria for amyloid PET: A report of the Amyloid
Imaging Task Force, the Society of Nuclear Medicine and Molecular
Imaging, and the Alzheimer’s Association
Keith A. Johnson®, Satoshi Minoshima®, Nicolaas 1. Bohnen®, Kevin J. Donohoe",
Norman L. Foster*, Peter Herscovitch', Jason H. Karla Christopher C. Rowe",
Maria C. Carrillo"*, Dean M. Hartley', Saima Hedrick!, Virginia Pappas', William H. Thies'

“Departments of Radiology and Neurolog al School. Boston, MA,

sachusetts General Hospit

“Deparmments of Radiology and Neurology, Univ
“Berh Isracl Deacon

“Deparment of Neurolog., Universiry of Utah, Salt Lake Ciry. UT, USA
IPET Departmens, NIH Clinical Center, National Insttutes of Health, Bethescla, MD, USA

“Department of Medicine, University of Pennsylvenia, Philadelphia, PA, USA

"Department of Nuclear Medicine and Centre for PET, Austin Health, Victoria, Australia
‘Division of Medical and Scientific Relations, Alzheimer's Association, Chicago, IL, USA

“Society of Nuclear Medicine and Molecular Imaging, Resion, VA, USA

Appropriate Clinical Scenarios

+ Patients with persistent or progressive unexplained MCI

» Patients satisfying core clinical criteria for possible AD because
of unclear clinical presentation, either an atypical clinical course or
an etiologically mixed presentation

+ Patients with progressive dementia and atypically early age of
onset (usually defined as 65 years or less in age)

Suggested Appropriate Use

» A cognitive complaint with objectively confirmed impairment

» AD as a possible diagnosis, but when the diagnosis is uncertain
after a comprehensive evaluation by a dementia expert

* When knowledge of the presence or absence of AB pathology is

Inappropriate Uses

» Patients with core clinical criteria for probable AD with typical
age of onset

* To determine dementia severity

* Based solely on a positive family history of dementia or
presence of APOE ¢4

* Cognitive complaint not confirmed by examination
* Instead of genotyping for suspected mutation carriers
* In asymptomatic individuals

* Nonmedical use (e.g., legal, insurance coverage, or
employment screening)

expected to increase diagnostic certainty and alter management.
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Amyloid negative, Amyloid positive,  Amyloid negative, Amyloid positive,
negative negative positive positive
(A'N';n=503) (A'N;n=213) (A'N’; n=130) (A'N'; n=139)
50-54 years 35(100%) 0 o 0
55-59years 37(100%) o 0 0
60-64years 93(85%) 13(12%) 3(3%) 1(1%)
65-69 years 80(61%) 37(28%) 10 (8%) 5(4%)
70-74years 110 (52%) 58 (27%) 28 (13%) 16 (8%)
75-79 years 91(43%) 44 (21%) 36 (17%) 40(19%)
80-84years  40(24%) 4527%) 33(20%) 50(30%)
85-89years 17(21%) 16 (20%) 20 (25%) 27 (34%)
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