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[ Abstract)

the most common cause of dementia.

Alzheimer’s disease (AD) is a common neurodegenerative disease in the elderly, and is
Epidemiological studies have discovered that, 44% of patients with
AD are associated with sleep disorders and (or) circadian rhythm disorders. Now there are growing
evidences indicating that interstitial fluid amyloid - B protein (A B) levels exhibit circadian rhythm
fluctuation, and sleep disorders will accelerate the process of AR deposition, which may act as a risk factor
of AD, suggesting the possible reciprocal interaction between sleep disorders and AD. The mechanism is
not yet completely clear. Sleep disorders may be related with the impairments of both sleep - wake
regulating system, circadian rhythm regulating system and the change of zeitgeber in AD. Sleep disorders
would affect neuronal activity, neurotransmitter secretion, and as a stressor affecting A B processing and
metabolism, thus accelerate the pathological process of AD. This paper reviewed the progress in the studies
of reciprocal interaction between sleep disorders and Alzheimer’s disease and the possible mechanisms.
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Hp & 37 ot B % 1A 3R (1 )

HIAA 75 MU B2 BT dorsolateral prefrontal cortex(DLPFC)
HI&R M IE SMI B2 )BT ventrolateral prefrontal cortex( VLPFC)
FFAIHE  Hashimoto’s encephalopathy (HE)

T YRR IAES Maintenance of Wakefulness Test(MWT)
I F prion protein(PrP)

WEEE 19 prion disease(PrD)

WA B RIRIE  sporadic fatal insomnia(SFI)
Dk HLZEAE akinetic-rigid syndrome( ARS)

M zz E A
WA W suprachiasmatic nucleus(SCN)

M field of view(FOV)

Epworth FEHE 5 3% Epworth Sleepiness Scale( ESS)
MR- 38 FEBE A sleep-wake disturbances(SWD)
MEAREZF  sleep deprivation(SD)

I B P 18 327 45 (IR 38 K F5 30 apnea hypopnea index( AHI)
HEE IS I R 2 5 00 41 S W 2

deviation between minimal heart rate and maximal heart rate

during apnea(DHR)
A IR 0T W BT 45 25 5 AIE - sleep apnea syndrome(SAS)
R Be ik sleep fragmentations(SF)
M B VAR ] sleep latency(SL)
BEMR AL sleep efficiency(SE)

W M 5 1T s 4 2
International Classification of Sleep Disorders(ICSD)

BEFSHLPE T myelin basic protein(MBP)

WE A R 38 glycogen synthase kinase-33(GSK-38)
FAEE 1% 751 gradient echo sequence( GRE)

R FEEC body mass index(BMI)

e A B AL G

copper-zine superoxide dismutase(Cu-ZnSOD)

neurofilament protein(NF)

- I~ it -

Zfil % synaptophysin(Syn)
Tl Ay PR 2 Ml B i

miniature excitatory postsynaptic currents(mEPSCs)
JCREEIRFEAR  specific pathogen free(SPF)

T EAAMIIIX  lateral hypothalamic area( LHA)
A8 2 P AT IR 8 R ) 2%

Dominantly Inherited Alzheimer’s Network (PIAN)
RLARIG LG  mitochondrial encephalomyopathy(ME)
2L A i UL e L R LA AR A v A R A

mitochondrial encephalomyopathy with lactic acidemia and

stroke-like episodes(MELAS)
MeATPEGEM G L excitatory postsynaptic potential(EPSP)
ABI# R botulinum toxin A(BTX-A)
M4 PENFIFE  vascular congnitive impairment(VCI)
ZB) KA motor evoked potential(MEP)
B¥ZE 1 presenilin-1(PS-1)
TE A e &
BOIEE FIENERMGAE  fatal familial insomnia( FFT)
A R S 23 26 512 WA SR 3 R

Classification and Diagnostic Criteria of Mental Disorders in

China Third Edition(CCMD-3)
JEL A 2 1 5 A5 U

periodic sharp-slow wave complexes(PSWC)
Ji I PR AR 32 Sy s £

periodic limb movement disorder(PLMD)
B ETTE]  total reaction time( TRT)
SRR AT E]  total sleep time(TST)
WL 25 1: B M WP W 45 25 45 A

obstructive sleep apnea syndrome( OSAS)

cellular isoform of prion protein(PrP®)

Gerstmann-Striussler-Scheinker 27 & 1iE
Gerstmann-Striiussler-Scheinker syndrome( GSS)



