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B[ /R ZMEER R Alzheimer’s disease( AD)
JEAPLE  carcinoembryonic antigen(CEA)
e ZE A 15314 The Cancer Genome Atlas(TCGA)
v-ZIE T  y-aminobutyric acid(GABA)
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v 4 1 CE ) 1 g
clinically mild encephalitis and/or encephalopathy with a
reversible splenial lesion(MERS)
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North American Symptomatic Carotid Endarterectomy Trial
(NASCET)

HGHMER R limbic encephalitis(LE)
T TR E  apparent diffusion coefficient(ADC)
Creutzfeldi-Jakob 5§ Creutzfeldi-Jakob disease(CJD)
GravesJi§  Graves” disease(GD)
JC I 25 /I i SR 240 6 Ao 228 58 b 2 5

JC virus granular cell neuronopathy(JCVGCN)
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scrapie isoform of prion protein(PrP™)
WILEF vimentin( Vim)
FERME] repetition time(TR)
PR M 5 % magnetic resonance angiography( MRA)
fEFAR BRI thyroid stimulating hormone(TSH)
2 HR B R R AR

thyrotropin-releasing hormone( TRH)
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corticotropin-releasing factor( CRF)
KWiJE 8Bk posterior cerebral artery(PCA)
KIGHTEIHK  anterior cerebral artery(ACA)
KMish sk middle cerebral artery( MCA)
FLAEIZAEEE  herpes simplex virus(HSV)
FA R B ENG % herpes simplex encephalitis(HSE)

WINTE

MR Z M single nucleotide polymorphism(SNP)
CpG & CpG island(CGI)
H P b i

voltage-gated potassium channel(VGKC)
B-VEM LRI R E 1 amyloid B-protein precursor( APP)
ZF W EHE  multiple plannar reformation( MPR)
Z RG4S multiple system atrophy(MSA)
IR frontotemporal dementia(FTD)
ENEZEAAE  neuroleptic malignant syndrome( NMS)
AR diaminobenzidine(DAB)
C-JZNWZE 1 C-reactive protein(CRP)
KIZH#E  rubella virus(RV)
IR S G PEN R paraneoplastic limbic encephalitis( PLE)
B P 25 A AE paraneoplastic syndrome(PNS)
MR Gomori =&  modified Gomori trichrome(MGT)

G RZAEPE  hepatolenticular degeneration( HLD)
[Wilson#§  Wilson’s disease(WD) ]
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WELRRIME R cavernous malformation(CM)
A& REE [T valosin-containing protein( VCP)
FLEWIK  Huntington’s disease(HD)
YN UIRERR  erythrocyte sedimentation rate(ESR)
BEHIFR L S succinodehydrogenase(SDH)
BB ] echo time(TE)
RGBT g %

mixed autonomic hyperactivity disorder(MAHD)
BRATVE S P BB 23 5 1E

acquired immunodeficiency syndrome( AIDS)
WLZE 45 M Z B AL AE  amyotrophic lateral sclerosis(ALS)

JULBE 2 A5 1 FUL I 3% 6 R £ 27 2
myoclonic epilepsy with ragged-red fibers(MERRF)

pan cytokeratin(PCK)



