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Oral vaccine with AP rAAV

Clearance of AP burden
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Serum IgG antibody against Ap42 in the treated APP-Tg mouse
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Serun: IgG antibody against AB42 in the treated APP-Tg mouse
(at 13 months-old)

0OD450 ratio

control  GroupD GroupE  Group F

5 AB1-21rAAV ZHE L7z~ w X (1 37 AR) OB oH ARHiK,

Expression of A inthe epithelial cells of the gut
after 6 months of oral vaccination,

4G8 staining

6 ABL-43rAAV KL - & & 05 L7z APP-Tg ~ ¥ A D _LERH(LE Rfia, AR

DFEELDS lamina propria (23 b,

30 WHEEEFIZ ABI1-43rAAV K. % APP Tg
v ACREARE L, 6 » AL,
EEGEALE AN lamina propia 12
ABEH OB LRDI,
% D APP transgenic mouse (Tg2576) I3,
Il & L2 T v RIEENER, 6 2
Al CTIIMNICREDIEE 2RO L DHT
HOB, 107 AlpIcin e, 7InA
FILEIIFERICLD . EABOBR HRE

Hoid kol s,

APP transgenic mouse |Zxt L C, #&5EF
7% Group A(1 5 K% 5), Group
B(3 O Mm% 5.), Group C(4 5
KER YD 3 DD T N—12531F . ABL-
AIrAAV ZENEN L EIOHFEORE L
7o
ABL-43rAAV KL 12 #: A5 L 72 APP-Tg
7 T RAZRBNT, 12~13 » HE O %



fRtr+ 5 &, B & 2>
W7 IuA RILENSBA L, ZABELH
BLTWe, 7IvaA FILEZEEMIC
fRAT$ D78, MOREELE, FATEIE, B
F5 % AG8 iR TR E L, KL
FRRRER 2 BRIEE(T £ 3CCD W A T T
R L, I Ea—&—|ZEBEIYIA
AT, BYESAL (7 2 a4 Fik®) O
FEAEFRIL, S OMBRmEIC T 5
LEREE Lz, RGO ho—)LEE
TIE. 2.64+1.46%I12%F L, AP1-43rAAV
TRPERETIE Group A (0.55+0.5%, P<0.001),
Group B (0.48+0.35%, P<0.001) and Group
C (0.46+0.27%, P<0.001) & HEZZFi-
T LT,

oy ha—z

LD NEER T RIE S DL Z o TR,

K lgas DR A R LTS, B b RIEDN
DR T VW EB 2 BB RN L O
BEs, RIEFTRIIERD bhighoTs,
JRikEAR % T fifE~— 2 —(CD4), T Hijd

EMEA L4y F(CD86) T A, L7-73, =2V

10

fe— B - JBEHE bREETH T,
KD~ 7 177 —(CDlIbyv——
L Chotz, TA MR U A—T X
ITIEHEE CHENRD bz, 1RIEHED
ATEHZE, EEEEICEM b LI s e Y
7 (Iba-1 B )D& 386 7z,
—7J5. AB1-2IrAAV 22\ T%, APP
transgenic mouse (Z%f L C, &5 K%
Group D( 1 5 @M% 5). GroupE(3 0
H R 5., Group F(4 5 HERRFE 5.
D3DDITN—FIT5HT, FREN1E
DOHFEOEE LT, Abl-21rAAV ki ¥ %
O 5 L7z APP-Tg = 7 R2ZBW T,
12~13 7 A OMZ B35 & [FER
Wy ba— WL T IrA
FILERBA L0z, EBMMITCH
TIvAf FiENR =2 ba—L#ETiE
2.64+1.46%Z%} L, Group D (0.39+0.27%,
P<0.001), Group E (0.45+0.30%, P<0.001) ,
Group F (0.37+0.20%, P<0.001) & 27 722
HENRD BT,



Inhibition of A aggregation 7z vire
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Low lymphocytes proliferation against AB42 peptide
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Reduction of AP burden at 13 months of age in mice
wreated with AJ1-43 rAAV.
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Reduction of AB burden at 13 months of age in mice
treated with AB1-21 rAAV.
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