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1fiL % 5% & (blood-brain barrier, BBB) J& 43 & K
MG 2H 2355 40 R SR i T R SR, B ILAST P R 4 3
1 B % 3 11 (Z0-1, occludin , claudin-5 % ) %k
¥ 45 2 1R T S T ) I B AR AE S S 4 L
BT IO £ B 7 G20 PN 2 200 B P o, 22 i
PR A0 R 7B A M ) 5T A e A
LS5 B AR 28 K, 4R o Bl 28 R TN PR R R
JE AP AU A I BIEEY . BFSEIESE , BBB 5 R
IR X BRIA (Alzheimer’ s disease, AD) 1Y & 45 & Ji&
S E , R BTG AD (Y R RIE Y, AD &
BRI TN ACAZ B AThRE b, e
TEANERYRE R 11 (Amyloid-B, AB) TLEL # £20 A
tau 25 [ = BRI A e 2T i i 2 T B2k
& AD 1Y F B PR, I BAIL ] & A% - )
FE B [ AR RS 5l i K Ca 55
W RANZ T T R 258 fih 22K s R 5 AR
W5 R M A TCN tau B [ = BB R AL , S0 5 fE
AL ARG, B Z ool g, 2 T 8UR
FINA GO ERE BRI A R I P N
i B JE A 43475 2 BBB i 24 | i 45 A R i
TR I S RGN B S A ) e A
PN /DN T 20 M, 3% A ) 7N S I 4 T A S RS 2 A1
ST A4S 2 (interleukin, IL)-1B IL-6 ., Jif
JRPRFE I 1 (tumor necrosis factor, TNF)-a %5, B
V& A2 T [l BBB 2 S RE U AR
SRR, AN R ABEHTHE AN, SR Y AR
L BT, AR, NI, YK S BBB 4514
SEEE BEAIK I AE T A  , BE A BT I, O ik fa A
55, JBIRYT AD BT,

1 BBBREZIZMA A APER

WEFE K B, i 9 AR R ARl At 5 BBB I 28I
5 M E (apolipoprotein E, APOE ) 254 1M 4% 54 iz 3| ik
I AE PR 00 B3R 1 3 T 5 B B P S2 AR R R -1
(lipoprotein receptor-related protein-1, LRP-1)%5 4,

IF1E ATP 2545 £:20F412 2 1 P-g glycoprotein(P-gP)

HIPR T AT ABIUSMEITE IR L 4 AR5 BBB #% iz
HRGU [T A i AE P R A 3R ) I BT SR b
274 (receptor for advanced gyration end products,
RAGE) 1 55 & Ji iffe 25 AR 45 G 4 5B 42 HOA g
U, 24 BBB It LRP-1 % i F# Ik, RAGE 77 i 14
15 42 B ARSI BRSZ BH., FHT ARG 22, ]
Hofii N E AR, Anushruti %07 % IR B e 1L
% W 4 K A ¥ (heparin-binding EGF-like growth
factor, HB-EGF) g #iH {4152 71 a(hypoxia-
inducible factor-1alpha, HIF-1 o ) i i 5k 5 4 J 25 1
fit} 9 (matrix metalloproteinase-9, MMP-9) i) 34 ,
T A2 M L2657 PN B £ L, 350N B AT 2% 1) LRP-1
AL, RAGE &b 5, AR RIS 5, S0 )i
FR3ZBH , Je 21 R g oo , 80 BROA R Sl
TCIHE N R

Abhay 55"V % AD 3 3L FATEL/N B APP™ 1Y
/R AT A A 4 R T 3Z2 44 B (platelet-derived growth
factor B, pdgfrf ) % P &2 il Jil 41 il i 2 AD 48, 45
SRR IR ABao AR /K T-HE AL APP™ /)N
S [R] s A I 3 R R 7 38 22, ¥ 5 B B Jot
TEMREBES ARG . DR R I, Al
BRIAT AR AT, ARV R & Az B ; [ s ) 4
JH0 35t 3 tan 2 1 BE R AL , R AL 5 1
BTy, RE LTI RRRE S . I N B 40
B JE 4 B 2 BBB A 40 LA AR, P A A sk
#ibHs T2 BBB 4R, FECABSNHIEERSZFH , A
RN ERL, AR, RAGE K3 S K 2 ABEE
AR, I ARG E TR

2 BBBHHIFAMWETIET

fiiZH 233 3 BBB W w2 it 5 21 & 43 2 9, — HL
BBB45# 2, DEBE T REZ 45, U T BN bk
ARG, FETE Z T i . BFgE R B,
25 LS A IS PR 2R, AR e I PR B 45
=S RS S R AN (= P D7 1 R 7 2 ET
EK, BBB B NG =, SR 25 I B I | 2 2
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BB VARG ST, A 2600 s BLAh, 10 B gk A S T
P S BN I I 35 T B2 5 % PN 7K M, 1T R 38 4 242
B FEIG TR A 51 AT . SR A ek
S HUILSH 2 1 -a(smooth muscle a-actin, a-SMA ) , i85 i IfiL
TR, WFFTIE S, ) 40 e R e 5 I 3
HAESBh 2 oTRe RS AR Y AN B X BR 75 & A
ZITHYFET

3 ABSE BBBH AR AIENH

X APP/PS1 WU B[R] AD BE7U /N B M SAMPS HRUH 5% AD
B /N R I 359 2 B, /0N BUAG PR 1 48 P 2 40 i 453477 , BBB il
5 T T S 5 O B A PN R A0 S AR DI AR
Ko Yoonjin ZEPIH FRIEMAE AR 3D B {445 3% ReN Cells(—Fli
REfL 215 APP/PSENT JE[R] , 17T 10 A BRI IS PN B 40 L ) &
P AB/K -1, SHUMAE PR 0TS PERR A, A0 - S i
8 M claudin-1 & claudin-5 & [ 7K FFEAL, 2F — 25 4 il & 20
MMP-2 K3 1 A K -1 5, MMIP-2 e f% I A 5 3 P R R 11, 0%
PRGBS & N AN S Ak B 4%, 5 3 BBB 3l i 1 3 5 5 il 2>
ABA R , BBB B LR . Elvis S B fRRE 37/ RUMAS 4 2
411 Jitl rBMVEC 4 il BBB B, WL8E ABZEIY) R ABasss 4 BBB
(A5 ), 25 SR B, 240 0 P 3% M S KO 8 o 0 PR R AT
BBB @& . AT L, 5 AD AR i AR P, ABREASVE K N4
PR A 0, 53 BBB 2L

Matthew 4 27 %J # 47 2% ig # 1 E4 (apolipoprotein E-4,
APOE4) 1) AD JE 38 A 2 B, K538 Mo A ) At e 5t B S AN 45
7 APOE4 i) AD S0 /0 s XF APOE4 B4 5K /N RAIFSE & 3, /1
BRI P LRP-1 7K SRR AR, S350 LRP-1 B A4 48 455 1 B S B0
2 A(cyclophilin A, CypA )/MMP-9 ¥ 43 , #1775 % J& 41 At 35
fio BEAL, Nina ZE59%F AD f 2 R 2 B0, 535 M P9 J) 4 A 4t
W5 AR KB VIR G s BT IESE L 4R AR b HRLFE 41 L)
I PN 2 e 2 R K 4% S 7 1 T caspase3/7 1 PRI | JE 41 i
JAT-HEIN . 1E AD KB, ABREVS & I PN R 20 L JE A 5 47
FE(BBB %, [W T AD 5 E0% 5L [N APOE4 JR figid i LRP-1/
CypA/MMP-9 1551 %175 & JR A543

4 IME XK. FHMEFEE, €S BBB &K INEE
A ¥ ZE AD IR FEAR

Zhang ZEPN 145 P9 R AL A0 BEAE A APP/PS1 54 3L R AD £
/NGRS P, 45 5 R T X BN BRI £ SR
[1 ZO-1 .occludin .claudin-5 #1534 = , BBB il 5 M 1K ; []Hsf 3
B EEBEH R D AR S B IR T [ F Bax . caspase-3 if 1 &
I, HLOA TR bel-2 Faab B, w2 Ji b s /N LS |] 2 )
FCACRE S5 3)  EoAs o 4R 75 3G s Fof L A8 M) B2 4 8 5 ]
VIARUAYT AD,

[F)F (R 7 R0 7 8 A1 I A A IR T AD AR 81 T 50F .
Masaya %5 "¢ C3H/10T 1/2 /I BR8] 785 T 40 B 75 5 434k A JE 4
M- 55 A APP/PST /N FRAT 2 W A, 85 )] 4t Ma % AD iR 97
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P ABao AR KT BH B REAIR , T S DX 3 3 A BB 5ot b (2 35
A, P E AL 2 S A B o U SR T 7 LRP-1 380 7% AB A4k
B, R TR R A BRI AR AR, U8/ i N ABULAR . 3X
PR | IR0 A P B 200 5 ] 2 S A2 e 6% A 80k 52 BBB 4 i
Ko 53F- 2548 5 P52 BBB it [ 5 5 1z DI RE G M B iz i
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5 EE5RE

BBB Sz fi 5 5t 5 AN A I R B4 B, A P 1 A0 T 40
J&BBB BN AL, — B & KA B, ¥ 52 BBB Hifig
BREAT , DE TS & Z Rl 208, W AD. [RlE, AD thBE S Eum 4%
PR B2 0B T A B %, 5230 BBB LIRS IG5, N2 AD f9 FH i
A5, P &5 BBB 4544 , k&2 D) B LA A28 AD i e 1E
FH o AR far i 2k P9 Bz 20 i L JE 410 e 4% 2 #8145 BBB, Ak AD Xt
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