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Abstract;  [Objective)Active and passive immunizalion can improve the pathology and clinic processes in
murine model and patients with Alzheimer’'s disease (AD). It has been confirmed that the antibodies against 8-
amyloid protein shows great significance in the prophylaxis and therapeutics of AD. To investigate the levels of
naturally occurring anti-B-amyleid protein antibodies in healthy population may be helpful to explore the AD
pathogenesis. [Methods] A total of 210 plasma samples from healthy individuals (age from 1 to 89 years old) were
collected. All cases were grouped by 10 years old. The presence and levels of antibodies against S-amyloid protein
was determined by indirect enzyme-linked immunosorbent assay (ELISA) and the specificity of the antibodies was
measured by Western blot analysis. [Results]Naturally occurring anti8-amyloid protein antibodies were found in the
plasma of healthy groups. With the increasing of age, the levels of antibodies against B-amyloid protein were
increased, which displayed the significant correlation. Regression analysis showed linear correlation and the levels of
antibodies against B-amyloid protein in the groups above 60 years old were higher than that of below the 60 years old
(P < 0.01). The specificity of the antibedies in plasma was confirmed by Western blot, which can recognize the ABy-
GST fusion protein on the PVDF membrane. [Conclusion]The age-associaled increasement in the levels of antibodies
against B-amyloid protein in the plasma of healthy groups may reflect a progressive increase in the number of cerebral
plaques made up of amyloid protein aggregates and the increased immune responses to the B-amyloid protein in older
persons.

Key words; amyloid B-protein; anti-amyloid 1gG; Alzheimer’s disease; Chinese
[J SUN Yat-sen Univ(Med Sci), 2005,26(2):125-128]

WmBH. 2004-11-15

E&UE: ERAAMEESEIHIE (30400512); TREHRBREESEHIME (20013137); | HREHRBEEES TR A
(04300218) ; N TR 1 ) 324 YE BYIR B (2004Z3-E0151) ; R E 1 5 £ W B B (2004035040); PILTHT R M E S BHXES M E
(4209606)

EEET BT (1969 - ), B, TRBA, W4, b, 5%, REAFR A, #EIRIEH. E-mial: anatomy@gzsums.edu. cn



126 K EER(E R ) 5026 %

BATJR YK 13 BRI (Alzheimer's disease, AD) ¥ &
B IRAFHAE B B R S A Y2 | EF M
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1999 % Schenk ZEMNK FHT AR HLAEA] LIS I
LB T WP A B I AL, ATt A A AB.
IR B AR BFFH M AR HUIATT LA UE
BIFEEREXT PC12 4R EE, AR Tg2576
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AR FUAKEHIRIE, FRATRM T M b XA R 4F
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1 #MHEFE

1.1 WRRIFHK

WSS M IR 210 BB ABER AR A, A
1 53189 % UL 10 & 3— R 3 94, L
PRl AP LR R S — B B PR S E B
AP R BE R ARG R4, R 5 124 B, % 86
B, SENF LERTEN,
1.2 WA *x

ML FE PRI SR8 Du &0 K A EHZELISA
. @ 96 FLEHK 28 KRR (JET 2 8], Canada),
AB., (Genemed synthesis 2Y &), USA)1 pg I T 100
pL A BFRE 37 CHAE IR ; @ PBST(0.5ml/L
Tween20-PBS)200 wL ¥ % 3 K, K 3 min, £
MERES L, @ 5 g/L MBI L 200 wL 34,37
CME 1 h, YeikFEL L @ IAfE AR BREITLIER
A, HFL 100 uL,37°CHEE 2 h, HKRREL;® i
FAYBETRICHERA 1g6 (RIS AT, 1:
2000 BB, 7L 100 pL,37°CHFE 2 h, BERFE L,
® PEYIW (A TR AT EALE0) 100 pL B

85,2 mol/L BRBRIF MK 50 wL F (- ; DEf#xr
{0 2 B FLAS A B (B8 492 nm), L P/N=2.1
R PRYESE R BUR BRI R R S R S 3
BORZRE S BB R, 20 min RINESCIRES B, MM
Xt B8 A T B UK Bam10(sigma 22 7)), B Bk
A 1:2000 A3 EALYEEFR L EH/ DR 166 (K
AR, X B4 A8 AR, ML
REA I,
1.3 Western blot ;ZMEMEH AR, MENBR
i3

¥ 2 pg AR, SAMH K S # B RS (GST) fu i
AR GST-AB, MAEMA (PIIRFAFERGH),
RGBT FER R 31x10°, IR 2 1 U
T Western blot BrEENIF 2235 , Western blot 5 i
BEIER(S], HENEREQEERIE LS
(PVDR) /5, IMAIE® ALiE 37 CWEI®K, R
JEIA T EA Y BEARIC R E T 1C (R - 1E
AT, RSN 1:1000, 885 | h 5L &%
BB (DAB) 2€8,0.01 mol/L PBS H1k,
1.4 ZitESH

B A AT B B R B AR 2 (s ) R
S £ AT I 22K, 2 EP A SR A AE G o A A
135047, Giit THM SPSS11.0 #fH43,
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210 I IE# AR SME M A I & B AR Biik,
FAOKE Bk 2R, BL10 %2y —
ANERRR BT AB PURMK T B R
wehnmE R, REETESTER 60 5 UL
B3R EREEERFEBEEP > 0.05), {5
BETF 60 FLIATHI 6 4H(P < 0.01),60 % LLRIH 6
HARIZERRHL (P> 0.05), 8 LA A
K Sk E BT oM (P < 0.05), 7E30-39
% 40~49 % 50~59 % M1 70~79 % H L M HiIRR)
KFEFHEGEERL,
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Western blot Z5RF B % ASMNE L& P FEFE
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Tablel The average titer ol anti-B-amyloid antibodies in

each group
Group(years old) N(male/female) Male Female Tolal
0-9 22(10/12)  1250+1142  808+922  1009+1027

10-19 24(12/12) 13004996 1083+1106 1191+1035
20-29 22(11/11)  1727¢1780 16001324 1664+1532
30-39 15(7/8) 15711235 2000+1814 1800+1533
40-49 32(21/11)  2800+1639 30912284 2900+1854
50-59 22(13/9)  2800+2263 29931428 2879+1927
60-69 37(29/8)  4883+2567 3500£2491 45842581
70-79 19(12/7)  5600£2771 6171+2682 5811+2678
80 LI 17(9/8) 4493+3080 377123019 4196+3039
Total 210(124/86) 32562232 2527+254 29612517
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Fig.1 Normal plasma staining of PVDF membrane after
Western blot

M: Protein marker; 1: AB,—GST fusion prolein
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Fig.2 The distribution of anti—-B-amyloid antibodies and
the regression curve estimation (cubic models)
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. RE XL RE AR 0 R B AR BT
JRRAL, HBROUKTEEXT AR, M9 B S¥ilk, #T
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