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ABSTRACT: Biochemical markers proposed for Alzheimer disease (AD) are based on pathophysiologic processes such as amyloid plaque
formation, inflammation, oxidative stress, lipid metabolism, and vascular disease. Most proteins examined in plasma or serum are biological cor-
relations of AD. which may be helpful for diagnosis or therapy of AD. This paper reviews the progress on biomarker expression of AD and its value

in clinical application.
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1.1 EME RER (A RKEANE(APP)

WM ETERHREOE B R B e AR
ADHEEHRE ERRRNEERFRENEPEL, MG
HRN KBRS E A —RE R BT ERT R,

—RIMIERE R, R pELH, ARRZA 28 43
AREMNTENH B EOERANERELE AD ZRABRPH—
AEEMNSEC], MHEK AD BB KA BT SR, APP 2
B 5455 57 % K (presenilins) A9 2 H B 4E R 7T 8 h0 AB A9 4 AR
{Rt AD #9538 & 1E (early — onset of Alzheimer disease) 5|2 K
RRT e 34 M1 B 9% ( cerebral amyloid angiopathy)*), AR Bkik R
—MHEBEREY R, SAPHEERD, -FHCREITH 0
PTEER(ARO), —F I E 2 MEERR(AM2). ZEXT AS BIBF
RP EFEE-ERRMMALR: — AR LR AD BER
SHRAR ABHBAKC BOEHRAREBRUEEHWE
) RTHHE A TR AD (005, 3 Rt g 2, REH
R MER R K, (B4 B3R T 48 o B 3k R AR ST
R~ EIR. BFFERB MK AR RKFEAEN KRR
HADW—MERE T, BLBE ADMNBESENH#RY
AD MR EH MK A2 KFHABE FERNA", AR ZEMERDF
ROHBAEL W APP ABROBDRIT RN MFEY, B
# BT0E ABKFSHRAFEREMHBXERE, B,
WITHXMREH R —E Rk EWEAZE, AAEN, AR
MEEEEREOARTRREERPERSHRFEH—
MOMRARREL, B2, ABENGEREAR . i ADHRBURER
LY RAERN TR — SR

APP N ABIIRTHE, RSN AWERER. BER
Mg ETAERKAER. FRAR, AD &F /MR P
APP R LA R A A8k, Mn /MRS, 150kDa ) APP 7] ASE 4L
77 120~ 130kDa 5 110kDa FOFREFE NIRRT, XEXBPH
FTERSBES TR APP SME KK, £ ADBRER
BMARENBED, X~ LEAR; MAMEHEREER



NREDESHE Progress in Modern Biomedicine

2006 Vol.6 No.9 ° 103 -

WAFFTEX 46, 30X AD £ 9 SURBAE RO Ry R T % 80%
-95%%, TTRRM APP R RN T RS AD H™ER
B R RAAMAIED . H3t AD WL, RRRIGITRRN
W RA —E R AMME.
1.2 EMEERESNKE
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2 BEEIEEREH R D EREXPIREY

2.1 BBEN
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HiTZ54) SR E R APP B AR Z IR R B — BB,
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RIEWER, #H— SR ADHEESRRE, BE, HRX
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IEEER, AN N, A R AT 8RR AD M RHBHLE
Z—. AD BERARBEYTIRA5IE— RFI A &R IE R,
A B e EREARET R AMAE R RS
RN, FERAARETHRERAEPRNIFAE
HMEEERBRYUE, BIFSREEAAREREMENL
MmN, BT RM,AD AAERFEE C- RMES.IL-
1.INF-a.IL-6.IL- 6 ZHRESY HIBREILE L. HiL
AKAETFEASBLARRIRBREER. ADHES L
-6 ARBEA. IL-6 BB 5 K5 RFEN A K 4 A 7
MAMET. RBNEHEE L-6a FRHERES 130 IL
-6 RUREAYN T, AFRER AD MK K IL- 638 m=,
(EHARIH KRB R IL- 675 AD BERNERH®], BF
R, LR ZGRE I AR RUMAY /DR R MBS . WMATHFA
BERA, XV ABESLHRAN KA ERZ AD AR K
B AD R BHRES, XPIAERENMFHEEHER
AR RREREA %, BRT, M 4ELE AD RERB LB HE
FEVLE], RATAABUE RN, X 1R F 76 AD BE KN
REERATRLBER.

4 HE5RE

STMEEWRESYHIFRERERRA BN E 5
BH K HBREREYREYRAEN AD LH ERER K
REAITER T . APP (Ui S 5E B B BAUIA L AL L
RARE MK TUIT A AD BERX AL T K, B
RABARGHR AN . BERBLHOHAR, HRH
ik —RARREEELRAKA RN, —RR -4 AR
KB EPREYHRASRN, EARANIEM AD B4,
FERBTS F U R ERA LR EWHTR TR X EE
YRS BB R B, WA B TRINTAT R L
AD, FIEHE A A% 5] AD 5 HERBHER.
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