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IR & R
Bl /R BRI Alzheimer disease(AD)
FIJ5E %548 white matter lesion( WML)
AR AT R FIORG PRE AR
behavioral and psychological symptoms of
dementia( BPSD)

R ZEAAE metabolic syndrome(MS)
[R5 ZIALLEABME  insulin-resistant syndrome(IRS) ]

LIS IR E S a o R AN Eie
non-amnesic mild cognitive impairment-single domain

(naMCI-s)
BACDA SR 5 s T A B DA A

amnesic mild cognitive impairment-single domain

(aMCI-s)
TERSFENG M4 cerebral amyloid angiopathy(CAA)
Z KA multiple sclerosis(MS)
Z R 388 RS TR B AR

non-amnesic mild cognitive impairment-multiple domain

(naMCI-m)
SN T R A AT E

amnesic mild cognitive impairment-multiple domain

(aMCI-m)
BRI HR  frontotemporal dementia( FTD)
A g S T AR A R

non-amnesic mild cognitive impairment(naMCI)
RN 2B BE R

relapsing neuromyelitis optica( RNMO)
DL L YEEIMIE  solitary fibrous tumor(SFT)
LW Hungtington disease(HD)
RAMRA  mixed dementia( MD)
FIGVEBT /R P B0 family Alzheimer disease(FAD)
SOHERS  Creutzfeldi-Jakob disease(CJD)
B2 KA dementia with Lewy body(DLB)
MEVGPEMU  refractory epilepsy(RE)
M4 AWK Pakinson disease dementia(PDD)
B I I AR

corticobasal ganglionic degeneration(CBD)
B AN Hashimoto encephalopathy (HE)
BN E  mild cognitive impairment(MCI)

WINTE

e il A v s il A A
hemorrhagic transformation of infraction( HT)

HCRPEBTR B ERR sporadic Alzheimer disease(SAD)

MM ZEERER  neuromyelitis optica( NMO)

TCAEAR A 1t P 5% A
hemorrhagic inpallid transformation of infraction(HI)

M4 A9 hemangiopericytoma( HPC)

MAEMHR  vascular dementia( VD)

P A L 2
subacute myelo-optico-neuropathy(SMON)

RIAUIERUESS <o EIEY QAT ES
Asian optico spinal multiple sclerosis(AOSMS)

i AR B
amnesic mild cognitive impairment(aMCI)

55 B G BRI S AR R IS T 1 S 7 A i
steroid-responsive encephalopathy associated with
autoimmune thyroiditis(SREAT)

i PR A A 2 Ak
pallid hematoma transformation of infraction(PH)

Il PR i 36

AU SR ARAE: 2580 Jk P DD B3 AR 3
North American Symptomatic Carotid Endarterectomy
Trial (NASCET)

BURE Fi 25 903697 BT IR 0 1 B A 280 i R ik 2
Clinical Antipsychotic Trials of Intervention Effectiveness-
Alzheimer Disease( CATIE-AD)

Honolulu-Asia & ¥ LA 5%

Honolulu-Asia Aging Study(HAAS)

2% [ Framingham /0 JEAF 5T
Framingham Heart Study(FHS)

A 92 1 T 5
Systolic Hypertension in Europe(Syst-Eur)Study

WY IR VR 20 2 P i A e B Y
European Cooperation of Acute Stroke Study(ECASS)

e R R IS M A v A R BT AT
Perindopril Protection against Recurrent Stroke Study
(PROGRESS)

A [ 20 AH S BF 5
Genome-Wide Association Study(GWAS)



