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&) AL R ST A~OENE OREVEA & B AApoAll 7 I B A R—Y ADFMEICEE R EE %
B4 ESRIE ST,

A BERBEH
MyEEmBEY K& 78 (HDL) OFERT R

W5, ARFFE T, apoA-l KB (Upoal”) < U A
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—VA@EIBIE~ U A (dpoa2¢ Tg, M KFEIZ TR
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ROMAHEDE T, SRR TER SNLD >
7= (B 28), FREIN RTF R CH CRRTF
R EBMER TR T, £/, CEBINEKRE CRAT
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Table 1 ABHRICEWTEALLRERIREMICEITS AR iLEL ATS EFE

£ B Al AB ATS
&% No. ¥*  MP**  Rar zm S
F—H—
1 0.8 M 0 - fifi 2%
2 1 F 0 — FRARAE IR
3 2 F 0 - FRARE IR
4 3 M 0 — BETE
5 4 F 0 - BEfe
6 6 M 0 — TADAFRFE
7 6 M 0 —
8 7 M 0 - R E
9 8 M 0 - AFieEiET
10 10 F 2 — BETE
11 11 M 3 +
12 11 F 3 —
13 11 F 2 + FREIE
14 11 M 6 +
15 12 F 5 + REEE. BAE
16 14 M 9 + RAEE
17 14< F 8 + BEre
18 15 M 8 + =
19 16< F 9 +
20 17 F 8 + BT
21 18 F 4 + BET%
22 19 F 7 — BETre
S14>
23 17 F 3 — JfE
24 17 M 3 - ZE
25 22 M 2 — ZHEMEITER
2FE37
26 7 F 0 — LB MRIIEELE
27 16 M 1 o IR ERIE 2
28 18 M 3 - FREAZE
;>
29 16 M 2 - E2E
H—/ V)L F 4
30 17 F 1 - F=EIRE
SANYFFFYvEa
31 5 M 1 - FIFE DR F L&
22—
32 13 M 2 +




Table 2 ERARKEAELRBEN

DTSRG EES 17

2 .
707 mwE mE
PR R ks MR b
ABILE
Anti-Human Amyloid beta (1-40) S
ABA0 1 bbit IgG Affinity Purify (JP18580; IBL) P L
Anti-Human Amyloid-beta (1-42) w 1:100
ABAZ g abbit TeG (JP18582; IBL) P R R
BUBIEADODEE
=1 B A anti-human PHF tau phospholylated Ser202 M M MW+ 1:500

(ATS8; Innogenetics)

* M/P: Monoclonal/Polyclonal.
** M/R: Mouse/Rabbit.
T MW: Microwave.

1. RMMEETEER > & EHE, AB JLEMRALIZ, BHIH - BRI EE L, RATE

%L HAbND, B A—HEK; A BIER, HTAB 42 Hifkiea,

(BHE~VE) I



