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[(HE] B# HITFURKG KK (Alzheimer's disease, AD) B & F R EF A MET B &M H
HE1(P amyloid protein, AR KEAFEFEEMAD BRFHEANBERGRENL, HE FABHES
B MR 63 B AD 8% (AD 4) 0 206 FlEEEFEAN (BEMBA)NE S AR AT, RS
ADKIXAR, 8 ADAMEEMEAFREINABME AB KFERFHERKITEE X (PH>005);
SEFEXT AR [ F i B4 18] AR KEE R EHITEE X (PY>005);RE AD Al % AR42 K F %
R E AD AAEREN A AHBEAD, ERUARITEEL(PY<001), PERLUE AD 4
ARA2 MIE K FHEMRH MBI T 5%, SEEEWE A HBES LET2E X (P>0.05);AD & 41 AR40
MEFHKFSEEDSRAHUBEERERITFEL(P>005), it AD BEMED AR KL, LHE
ABA2 K FH AL e A BB E M2 ENE AD O BEYEHREY.
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Alzheimer’s disease and healthy elderly people serum B-amyloid protein variable and its clinical sig-
nificance
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[Abstract] Objective To study the healthy elderly people and Alzheimer’s disease (AD) patients
serum B —amyloid protein levels during normal aging and the natural coupe of AD,and their clinical values for
AD diagnosis. Methods Enzyme linked immunosorbent assay was employed to measure serum AP levels of 63
AD cases(AD group) and 206 healthy elderly people (healthy control group ). The relation of AD and serum AB
levels were analysed. Results  All AB variables in age were unchanged in AD group and healthy control group
(Pall> 0.05), and also in sex were unchanged in healthy control group (Pall> 0.05). Levels of AB42 in the mild
AD group were higher than in moderate or above AD group and healthy control A group, and the differences all
had statistical significance (Pall< 0.01). Level of AB42 was similar between moderate or above AD group and
healthy control A group(P> 0.05). AD patients had elevated serum AB40, but there was no statistically signifi-
cant difference as compared with healthy control A group(P> 0.05). Conclusion AD serum AR levels, espe-
cially AB42, may be a useful biomarkers for AD diagnosis.
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FHAME, EXRERTAIP, AR HHEHE
HEBBI NS, X AD R B R SR, 76 AR
DAl G R FE A B R B B A S e AR
Wg, HLGWmE+a AR K FTHTFRE AD
MIHBI2W, BuliE T AB & E MW EMZMIZRE
BEBEMWERME ., A< SO0 5 R F S B e 5 W
% (enzyme linked immunosorbent assay, ELISA)3t 63
Bl AD B3 1 206 Fl R £ AME AR & &4
il B S R HEIT

1 #RSHEZE

1.1 ERF R

111 AD# 3%H 2010 4 10 H-2011 4 12 A #
LTREHZLABA AD £ 63 fI(AD 4),F
FHy (73.2£169) % Hr B30 6, FHFE
(72.5+14.2) % Lt 33 fl , F ¥ 4F # (73.5£16.2)
¥ A EENFAENMERY BT DRERGHN
d KUBFSE BT 9 AD A5 R (2B 5 4T T 2 i
brUES & 58 11 RS & F (mini-mental state ex-
amination, MMSE) AT B FEARE . BE
(MMSE> 20 %), /& (10 4+ < MMSE< 20 &),
FELLE (MMSE< 10 4%). AR#E MMSE 43451 K
63 il AD &SN (1)RE AD 4 28 %, 55 13 4,
715 B, Y ER (72.9452) F  ,MMSE 20~26 43 ;
() ERLE AD A 35S B, H 17 6, % 18 B, F
PR A (75.3+5.6) % , MMSE 5~18 43,

1.1.2 @ EBA ik B RBB AR AT R S
206 Bl EE N, FHER(74.3218.9) % ; .0
A B , O e B I TR R, IR | I AR B i E #R
EEREEN, THERERELRHEHITE NN
AYUAPERS . MRIELE CT 3% MRI, HERR S &5 3 M
AR TR e FRAF RS B0 43 AL, B o 50~60 5
4 52 $1].61~70 41 52 fi] [ 71~80 % H 52 %1 .80 &
Lh £ 50 6 Btk Al 4 AP e B 102 # 7
B (72.3216.8) % s otk 104 41, T4 (75.3+
17.1)%

113 fEREdEAE ®“BFEERMEBEAT 634
AD MBI REBMILRAEBE, GV EHRE
FHRG T EE L (PH>0.05),

1.2 Fik
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AR RS (JENA)FlashScan BFR UK AR K
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122 WARE REALIENES RMEREZ
R BKI 3 ml, LAE 0¥ 13.5 cm, 2500 r/min
B30 10 min, BUM /35T EP & ,-60 °C vKAH M {&
R,

123 &Jrs  MiE A AB40 A AB42 KFE I
R ELISA %, B1E™BERN &R B#HIT,
F A 450 nm £ 51 EEEL AB40 F1 AR42 BRI
(A 18), 32 Soft MaxPro ¥4 #1145 e & - ¥
E bR 2 B AR 7 AB40 AB42 Y
W AR S EE W E R, BRCEE,
1.3 SEit=4h s SR A SPSS 13.0 G4 3t S i
BATH A TR I BRI DL xes 7R 2 4 B 94
PR B By 22 04, PR R S 80 LE R AT
K3 R P< 005 AERAGRITEE I,

2 #R

2.1 RREFERAMEEESA ARIO F1 AB42 I E K
GREE BREZFASESHHADE T AR,
ABA2 KW ESE R L& 1, AB40 K FAE 50~80
HZEREEE LA REE EF 80 FLEFIRA
FRT B, AR42 K FHEFRERERMTREAY,
& AEEYER 2 8] ARAD FI ABA2 KA E A, £ R
BRGE N2 E L (P> 0.05),

*1 206 BIEEREEAME AR F1 ABA2 KT Lh ik (xxs)

4151 1 AB40(pg/mL)  AB42(pg/mL)
50-60 2 52 124.0+6.8 93.045.1
61~70 % 52 1233174 92.6+6.1
71-80 2 52 125.9+6.9 91.4x4.4
>80 % 50 123.1+8.3 90.8+5.4

T AR4O K& Al LB, F= 1.527,P> 0.05;AB42 K F & 4L[E 1
#®,F=2.029,P>0.05
22 REEFMEREE ANZEMERR AR KFH
B HF 2 AT A APt AB40.AB4Z K
FHETFREE, BERHXEITEEL (P>
0.05),
23 AD R SHERNTE A HiMES AR KWL
B OABAO KT AD FREARERMY FHH B,
AD Bl SfEEx B AALE, ZRERITFEREX
(P>0.05), RE AD HiiE+ A2 KFHETH
ERUEAD AFEFREGR AL, ZRYFARITF
BN (PH<0.01);FEERFBERIIME , AD B F fiE P
AR4A2 KM B TR, W L UL+ AD 45 (2 HExS I
ABRE, ZRTHEITEEX(P>0.05). &3,
24 FREMEFIA AD AEEFEZEMES AR A FL
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3 it
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ARk KEEHBIRE AD BIRSHERR, N T
RETE B EIMERI ST AD, [RIBT LA R R 18 97 3k 8
HIWTHE IR, T A —Fon] SRR 200 LB bR il
W7, B LHE 90 FER LKA KBHBI E P AN
VEMIHERMAZE E  (amyloid precusor protein, APP) &
HRB&=WARRHS AD WX RPF5E L ®, APP
FETE B4 W B AN v—/ W B A VE FE T AR 7=k 1~40
BO1~42 N REBE AB Bk (BI AB40 FI AR42),
AB42 N5 AD KRB LB HE UMM, K3
R FH 2 5 | 2 K b 40 U0 RS T8 1 /O 3 0 AR LR YD
B0 AD %A R ZS WSO | T AB42 t 2 AD
BRI FERS, AR © IE AD BHMH
APP W B B TRt RE A A A R R B R B &,
BREEFHBWEK RE 2B Mm,

RYXMRERER, EAB SEEBRTE
1R S — SRR A SR M B A L AR40 K FTE
50~80 ¥ Z A FH K EISK LAY,
80 Z LIE HFIRA T F 5 AB42 K FEREEFE /K
ERMTRES, FHFERB 2 H AB40 F1 AB42 /K
FHELRE, ERBEETFEX (P¥>005),
Selkoe % BT R W, B A MK N AR /K ¥ Bl 4F %

PR WA &, X 5 A XM RERANZ 2 —8, Bk
R AR Rt — 2R,

ARXWREBR, # AD FREAGES, BE
AD BHEME ABR MERBHENBAHAREHS
(P<0.01), 5HHEHE "7 AD F 51 B o] 400 2 1
B AB42 A SIS, BE AD A s AB42 E
WA EATRERRE I AD BEMME NERHERES
A TR ERM R R ER R
I H AB42 & AD B il i B 3E # RE AR A E B
FEMIT AD BERMMEERHEREN =4 FE
FH I B LA A = A R B AR42 ML TE BB, R
I 7E AD 2307 Bl o] &6 3 i i R AB42 M Ftm, H
KL,TE AD & AE R AR S48 MR 2 A R Y
I BE FILAR B AT 7= A2 B9 AB42 3 — E R i, AD
S I i R B 1) i R A, RIS A L AR
BEN B AB42 T F 3% I fgi BF BE 1 HE A IMLAE 3R, fH15
MEFH ) AR42 SR, Bk, AD BEIME AB42
REASFEREA T EFENMAE~EKREW
AB42 B3k,

A, EAXARFERFERUL AD B
M+ AB42 MR EHAE FRMNERTTRR, M5
I 18 B HE— 25 INE , AB42 7 BE TR PN B F= AR 1 A
MBI I, AR HENBESREZER
RIS ER R AN T AL, AR AB42 FEWR I A I 4H
ZURIIM & 9 7= A 3N (B R A TLIE R AR42
AR WAER S, & W R NS AD B i d

£2 206 E LBEZEANME ARIO H AB4A2 KT 4 (xts)

2 5 ke FR(S) AB40(pg/mL) AB42(pg/mL)
BHd 102 72.3£16.8 118.929.1 90.123.4
gedidiil 104 75.3¢17.1 122.128.4 92.1+5.3
T ABLO KT BHA St B s, 0= 1436,P> 0.05;AB42 KT B M E 5 LA th8 1= 1.752,P> 0.05
£3 AD A MEREAEE A B IE T AR ABA2 KT LEEL (xs)

H 3 k1 FE# () AB40(pg/mL) AB42(pg/mL)
R AD 28 76.4£12.6 127.6+5.6 147.247.8
HERLEADH 35 779134 129.3:6.9 86.4£6.4
TERHERT B A 4 63 72.7+19.4 125.8+6.5 92.35.3

. 4818 AB40 K F & F=2.876,P> 0.05; =418 AR42 /K F Hh4:  F=882.1,P<0.05;AB42 K FARPMMW LR, BIF ADHSHER L I
AD 4 L ,q=50.107,P<0.01 , 52 FF AD H 5 R MR A L8 ,9=54.815,P< 001, FF K - AD H 568 A A H 4, 9=5.658,P>0.05
®4 63BE & AD BEMBFF ARI0 A1 AR42 /K L& (axs)

x| Lk FR () AB40(pg/mL) AR42(pg/ml.)
B 30 72.5¢4.2 128.9:8.7 107.46.9
T 33 73.5+6.2 130.1+9.4 103.1%5.3

F AR K EHE S LA S ,1=0.582,P>005;AB42 K FEBEMHE 5L EHLE 1= 1.269,P> 005
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LET, X F AD BEMBIT REEEE B BHR
18,5 B & B B P i B A 2B B A SRIRIT T
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FB, EAD BERBA TSRS AD B F
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AR 206 BIEREFEANP, THEH
AB4O ABR2 K H @ TEME BERYLEHZEE
X (P¥>0.05), B CHR > EAE ST LZ M, AD BE W
BN T L= 1115315, L2 7N L HBRE
PP B, SR MM E AR IRT X LR
WPk F R LA, SOTHED AD MR A
5MBENRZAE —EXR, ERIMNEE T
F A2 40 MBS 35 USRI 18R 4H e o R 4
IR ST Zo, 3 15 B ME SRR X 4 A 4 4 L 1Y
EESUREA —EMETIEM, ot AD BFEK
Ml _BEKFHBRTERA, FHEHKRAME
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AL RS B, B AB S BHEMATHE
ML AD BE ABERIIE IR — . SR A SCHF
RERN,EAD BEHAD , BLBEZER AR KT
LA, ZRTHITFE L, WU AB MR E ZF N
EH5RANKEARX EEH LR,

AR SR 5 32 X AN [R) A7 i B A0 1) Ak R 8 4
AHLAD BEHATHERR , X T A FAE R 5
A f BRE ST BR2H 2 (8], oM v AB40 AB42 K P £ 5+
HEGITFE L (P> 0.05), 88 e R o]
D EFRIWEESEME, W TRE AD 2%,
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