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[Abstract]Alzheimer’s disease(AD) is one of the main causes of dementia,and subjective cognitive decline(SCD) is considered as
the pre—clinical stage of AD. Early diagnosis of SCD is of great significance to the prevention and treatment of AD. Among various
diagnostic methods of SCD,biochemical diagnosis is one relatively simple,low cost and less invasive. The combination of biochemical

diagnosis and neuropsychological assessment has a good prospect in the diagnosis of SCD. Therefore , this paper has reviewed the

research on cerebrospinal fluid, plasma,urine and other biochemical detection methods of SCD.
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1.1 CSF-AB #= CSF-tau

H AT, K% Wi (cerebrospinal fluid, CSF) A= ¥1k5:69 B ¥E
EER (B amyloid, AB) . &L tau(total tau, T—tau ) FIBEER{k—
tau (phosphorylated tau,p—tau) &) 3Z B I F AD K MCI )12
WS A5 6 H S T SCD 2 W B B2 2 T B k%
FETFJR T AHSERSY . Wolfsgruber S 251044 A 449 Z NI #
2535 4 $5 209 4 fd BTN 240 44 SCD B3, iz 18
[ # Z8 B AT 0 (German Center for Neurodegenerative
Diseases , DZNE ) X tA HURIB S A A 01T 5T (longitudinal study
on cognition and dementia, DELCODE ) it 21 &4 ¢ , X SCDZH
FEICIS BT RO AR T T A AL . AT
ZZF) SCD 2 AB.o/ABu I ABu/p—tauys, FLIE -5 20 FE
TP ZE R A I . Ak, Wolfsgruber SFFMARFSE T
SCD A B H 3 W iC 12 % 3R 1 2 (subjective memory decline
scale , SMDS) 1435 AR, AP Z B E R A5 R IR, ARy, 7K
P SMDS W4 S A DG, AAT195 Hh SMDS 4R im 14~
PREZE ARy WA XU RGN 57%, 554 SMDS 15 K F4,
AR A KU 38 I 1A% DL BB 48 IR P A,
tau  p—tauyg K15 SCD A i 280 P B S PPk 5 100 45 VT AH
K ARMIAEYS 1 TWFSE Y Miebach L 281200454 EWAEI T
W B i1+ 3 (subjective cognitive decline plus , SCD—plus )R
M NFRI T TH9E, SCD-plus BB 4G SCD AT E2k g
A 4 A (apolipoprotein E(APOE )epsilond , APOEe4 ) 3 [
RUFIHA AD (A= Wb e S , 5 W4 A A AE i
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ABy, Tl AR /tau LA H 528,02 B A ¢ B T-tau
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AR AE, AF5EE LI, 78 AD JBE Y CSF it Ny Firh
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22 # tau EH
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