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Attention must be paid to cognitive dysfunction in Parkinson’s disease

ZHANG Jian-yun, CHAN Piu, XU Er-he

Department of Neurology, Xuanwu Hospital, Capital Medical University, Beijing 100053, China

Corresponding author: XU Er-he (Email: xuerhe@163.com)
[ Abstract)

Cognitive dysfunction is one of the common non-motor symptoms (NMS) in Parkinson’s

disease (PD), which affects patients” life quality and increases the burden of caregivers. Cognitive

dysfunction in PD can be divided into two parts, which are mild cognitive impairment (MCI) and dementia.

This article aims to provide an overview on pathogenesis, clinical manifestations, diagnostic criteria and

pharmacotherapy of PD both at home and abroad.
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P A R AR rapid eye movement(REM)
PR IR 5y e G 400 JUL 1 2K stk 2%

rapid eye movement sleep without atonia(RSWA)

P 3 MR 2y B B H 1 Ay [ i

rapid eye movement sleep behavior disorder(RBD)

PEEE R diffusional kurtosis imaging( DKI)

WL .

PHEONAUN S diffusion-weighted imaging(DWI)
Pk o % diffusion tensor imaging(DTI)

HZEMK  Trail Making Test(TMT)

Newcastle-Ottawa # %%  Newcastle-Ottawa Scale(NOS)

I R ARPEM B Clinical Dementia Rating Scale(CDR)
AN 45  traumatic brain injury(TBI)

B2 A dementia with Lewy bodies(DLB)

B KR %2> Lewy Body Dementia Association(LBDA)
B S /ME  Lewy body(LB)

REIEME:  Tower of London Test(TOL)
FRHE ML E A pulse oxygen saturation(SpO.)

P AP I B P 22 R i M 205

chronic inflammatory demyelinating polyradiculoneuropathy

(cIbp)
Tl B 2 W o 3 6

enzyme-linked immunsorbent assay( ELISA)

2 [ [ 37 pf 22 2 5 A T E T BT - EAT AR b R o 2
National Institute of Neurological Disorders and Stroke-
Society for Progressive Supranuclear Palsy(NINDS-SPSP)

5 [EDRT M R 0012 W7 5 e T E T AR 4 0
Diagnostic and Statistical Manual of Mental Disorders
Fourth Edition(DSM-1V )

o] MR RS 25 27 4%

American Academy of Sleep Medicine(AASM)
SR AR PRAN 1 R

Montreal Cognitive Assessment(MoCA)
GPE B E LK immunofixation electrophoresis(IFE)
fiii BRIA 2% default mode network(DMN)
fii RIS AN FEAR  deep brain stimulation(DBS)
M il & cerebral blood flow(CBF)
I £ 2 B TR ift 28 72

neurodegeneration with brain iron accumulation(NBIA)
LI 2T BB 5 o 1

vesicular acetylcholine transporter( VAChT)
BN T 2 AR 10K 2%

European Parkinson’s Disease Association(EPDA)
M4 7% Pakinson’s disease(PD)
W4 BRI R Parkinson’s disease dementia(PDD)



