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Dementia Update 2019

Jae-Won Jang, MD, PhD

Department of Neurology, Kangwon National University Hospital, Kangwon National University College of Medicine, Chuncheon, Korea

As the number of elderly grows rapidly, so too will the numbers of new and existing cases of Alzheimer's dementia. New research
framework is better classification system based on biomarkers which allows multifactorial etiology of dementia as well as better un-
derstanding of the sequence of events. Using pathology reflecting biomarker and more sensitive outcome measures, the success of
clinical trial will depend on research innovations that set the most important targets for the course of the disease, developing drugs
that are effective for these targets. The current epidemiology, biomarker, and therapeutic development of dementia will be discussed

with Alzheimer's disease in this brief update.
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1. Epidemiology
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Ot 20| =PET U4
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E| A0l QIMBELR STt
ELSPET 2N
(N): MAE|S = MAY &4 (Neurodegeneration or neuronal injury)
MRI & &
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2. Biomarker

2018\ dell= AEBAAE 2178 73t HHpadof] 7[Rksio]
opbd 2 o] =’ Z(Amyloidopathy, A), ¥4 EF~(Tauopathy,
T), 217458 (Neurodegeneration Fi= Neuronal injury,

N)&] 3712 MFE Lol AHofsh= 29 ATN E7AA
(3 1)E o] &3 NIA-AA Research Framework7} A7&
A3 B2 o g AAHA” 201832] AT 7FME &
z&to|m & opd 2ol=rlF (M) WA BR(DE o]-&3}
of e o® Ao, tdapt Helehd2ol=
23 A BEEAA] WshE Bolvhd ‘gzsto] 9]
2] H3}(Alzheimer's pathologic change) ©A|o|™H W&
ER- A|32o] We7hA] S1EH ‘=3fo]wH (Alzheimer's
disease) GAIZAN Z}Z} ‘G=3lo|w <A (Alzheimer's
continuum)'e] Z7]e} F7]0|| ajFsic}, wela] BE i
A= dzstoln] AaEAREY o] o] gl ARt (Normal
AD biomarker)¥} &=3}o| 34| (Alzheimer’s continuum),
L=3lo|Ho] ohd tfE W] AZA(Non-AD pathologic
change)& 7FAI= 370 ¢] W5 = shutell &3] Hrh(32).
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S B X|X}(Normal AD biomarker)

AT-(N)}-  HY LE5H0|H M
A4T-(N)- Y=3H0|0f HE| Eg}(Alzheimer’s
pathologic change)
A+T+(N)- L =75}0|H & (Alzheimer's disease) A x5H0| O
A+T+(N)+ Y X3}10|0 & (Alzheimer's disease) SES
A+T-(N)+ LX510|H9 SutE CH2 H|Yx5t0|0  (Alzheimer's
B 2| 4 5}(Alzheimer's and concomitant continuum)

suspected non Alzheimer's pathologic

change)
2%(\"“)1 or % 510| 0{ 0] OFH CH2 &i2] # 5H(Non-AD pathologic
ATsye En9e)

Abbreviation: AD, Alzheimer's disease
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(cognitively unimpaired, CU), 7%= Aol (mild cogni-
tive impairment, MCI), X]vl(dementia)2] ] SAZ Y+
of AEFAA o5t E7et A2 FHH R 83t
BE 238 23] WYk ATHGE 3).
2018”11-:_ AF7IFEo] HREH o] F AT(IN) AEEAA 7
= 95 gl A7 A EE g, v BA e
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3 ob#] HFo] T3] HA 22 29 FAlolE(central
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1 X| =+ A (cognitive stage)

QX[ &Y

Cognitively Unimpaired

Mild Cognitive Impairment

BEIX| 0K X| K
Dementia

AT-(N)}-  EH LX5H0|H MEEX XY FEY=o0|H Y2 EXAY 2K Fy Y=oi0|H HSEXX2
Ol X|H| & A (Normal AD biomarkers, (Normal AD biomarkers with MCl) X0 (Normal AD biomarkers with
cognitively unimpaired) dementia)
A+T-(N)- YW Y=xoH0|mH 2|3t YxoH0|H Hel M3 E H0|= UXoH0|M He| Het s H0|=
) (Preclinical Alzheimer’s pathologic A QI X| =Y X| 0§ (Alzheimer's pathologic change
% change) (Alzheimer's pathologic change with MCl) with dementia)
Jﬂ A+T+(N)- Ao Y=50[0{E (Preclinical LRG0|HY ZEOIX|HO (FR5H0|HY  LX5H0|HY X|0f
K A+T+(N)+  Alzheimer's disease) M A) (Alzheimer's disease with MCI (Alzheimer's disease with dementia)
B (Prodromal AD))
(i) A+T-(N)+  YRGH0|Ht SHHE CH2 HIY RS0/ YR5H0| M SHHE CHE HIYX5H0[H Uxot0|Met FEHE OHE
m Ho| W3S 20|z QXA Ho| Hal S H0|= Z = AX 0 HI =500 He| HelE H0|=
‘? (Alzheimer's and concomitant suspected (Alzheimer's and concomitant suspected non  X|Of (Alzheimer’s and concomitant
k non Alzheimer's pathologic change, Alzheimer’s pathologic change with MCI) suspected non Alzheimer's
i cognitively unimpaired) pathologic change with dementia)
AT+(N)-  Z=5H0|HHO| OfL THE He| Y=ot0|HHO| Ot CFE H| HatE Y=5t0|HHO[ Ot CHE 2
AT-(N)+ H3E 20|z QIX[H|&4 20| Z 291X 0K (Non-Alzheimer's HS2 =0 X|o
A-T+(N)+ (Non-Alzheimer's pathologic change, pathologic change with MCI) (Non-Alzheimer’s pathologic change

cognitively unimpaired)

with dementia)

Abbreviation: AD, Alzheimer’s disease; MCI, mild cognitive impairment
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3. Drug development

A Al M55 A WA A= kAo 55
2 2003\ 1= 2)F-o]ek=r(Food and Drug Administration,
FDA)9] Fl& W N-M[E-D of2ut2 EAFY(N-meth-
yl-D-aspartate) 8- ZA&A| o] 167 Ws7} gl 44

2019 Alzheimer’s Drug Development Pipeline
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o] A3tz 2|5 A (disease modifying therapy) 7]&o]
A&E gt d=sloln] &3] ‘Alzheimer’s disease

drug development pipeline: 2019" E.31of| 2J5}H, 2019
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