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Background: Alzheimer's disease (AD) is a neurodegenerative disorder that is rapidly in-
creasing with the aging society, requiring a need for early diagnosis and prevention. However,
diagnosis on AD has only been possible through limited methods such as neuropsychologi-
cal examination or MRI. AD is characterized by deposition of senile plaques and neurafibril-
lary tangles in the brain. A peptide in senile plaques seems to play a central role in the neu-
ropathology of AD. Several biochemical markers for AD are available, including reduced A3
protein, a change in ratio between AS 40 and 42 and increased level of tau protein in the cere-
brospinal fluid (CSF). Methods: This study analyzes anti-A 5 antibody from serums of AD patients
using the ELISA. The levels of anti-A S antibody from patients with idiopathic Parkinson’s dis-
ease or stroke and from normal control were compared to that of AD patients. Results: Our
results showed a significantly lower anti-A 5 antibody level in AD compared to those with other
neurological diseases or control. Conclusion: These data showed that the anti-A 8 antibody
level in the serum may be used to diagnose the presence of AD.
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1. ELISA Method

0.1 M bicarbonate-carbonate solution (Sigma)ol] A8 1-42
£ 0.1 pg/well =2 ELISA plate (NUNC)ol 3155 g9t
FEANZTE PBST (PBS+tween 20, 0.05%)% 3-43] auto-
washer (Thermo Labsystems, Finland) & o]&3le] A3 &
PBSE 3|43 10% fetal bovine serum (FBS)2Z 3 A7
blocking 3FATh T 3-43] A% A3 Z human serum<
1:1002.2 3Aate] Aeollx] 2417+ vhE-A1Zi T PBSTE 53]
AT AAEI o)A E 1:2,0000.2 10% FBSZ 3]4 3}
g A|7F ALox W7l & PBSTE 53] AlHagith miA)
wtO & peroxidase substrate$l 3,355 tetramethyl benzidine
(TMB) 9} peroxide solution®! hydrogen peroxide (Pierce)Z&
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Fig. 1. Schematic figure for ELISA.

AB1-42 was coated on the plate and human serum was incu-
bated to make Ag-antibody complex. Secondary antibody and
substrate for detection were used to amplify A8 -antibody com-
plex binding signal.
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2. Patient information
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Table 1. Demographic characteristics of normal control & AD
patients

Age 30-39 40-49 5059 6069 70-79 80-89

Patients M FMFMFMFMFMF
Alzheimer's 1 21 3 5 410 1 5
Disease (n=32)

Noraml control 2 4 12 5 28 25 44 22 8 10
(n=166)

AD, Alzheimer's disease.

Table 2. Demographic characteristics of normal control & stroke
patients

Age 30-39 40-49 5059 6069 70-79 80-89

Patients M FMFMFMFMFMF
Stroke (n=16) 1 1 7 2 3 2
Normal control 1 2 4 4 6 3 2

(n=22)

Table 3. Demographic characteristics of normal control & IPD
patients

Age  30-39 4049 5059 60-69 70-79 80-89

Patients M FMFMFMFMFMF
IPD (n=11) 1 15 3 1

Normal control 1 3 14 9 1

(n=28)

*IPD, Idiopathic Parkinson’s disease.
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Fig. 2. Measurement of A5 specific antibody in serum of AD
patients. The levels of anti-A# antibody was significantly lower in
AD compared to those with control (***: p<0.0001).
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Fig. 3. Measurement of A# specific antibody in serum of acute
stroke patients. There was no significant difference of Aj specif-
ic antibody level in serum of acute stroke patient and normal con-
trol (ns: non significant).
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Fig. 4. Measurement of Aj specific antibody in serum of IPD
patients. There was no significant difference of A3 specific anti-
body level in serum of IPD patient and normal control (ns: non
significant).
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