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The role of phospholipid transfer protein in blood-brain barrier

LU oI

et chr ey I VB, VRS U7 HIZES
TMHZFEINTVDE D, URY V7 GRHR
WIEE Y I VEWRIEEE SR 5. EFE, RO
C3H/HeNSle ¥ 7 A% M) 7)) &) FIfiAE B & 0K
high density lipoprotein (HDL) I L A 7 O — JVIMILE % 7R
FTIEERRERL, ) VRS 737 H (phospholipid
transfer protein, PLTP) D58 3L 23 g B 58 iE D FEE 12
MEL T exMiE LAY, PLTP XY RF v ¥
JEMOY Y IV EMRICEE T L, ek
PLTP R~ T AD Y RY Vv DY Y I VES
fiEFITLCESY I v ERTHRE LY. ARTIE,
VRE X7 BRI BIT A PLTP Of) X 12D\ THA
T 5L, 2014 FEUFRFICHO L oo TE 72K
D I MK B I (blood-brain barrier, BBB) (281} % PLTP
DEHENZOWT, Manavalan b ¥ O3 FOIZHEA
5.

) U IEEEE L > /N E (PLTP) OKRMER
BT B1RE

PLTP &, cholesterol ester transfer protein (CETP) & [f] I
BPI/LBP 7 7 3 ') — [bactericidal/permeability-increasing
protein (BPI) , lipopolysaccharide-binding protein (LBP) ]
WCELTHBY, [REEXs /2 B0 1>THAb. PLTP
O BRI L, liver X receptor (LXR), farnesoid X
receptor, peroxisome proliferator-activated receptor o 72 &
OENZEART 7 1) =12 Lo THI ST b, PLTP
I3 ubiquitous IZFEEL L TV 5725, & N TIXIRE, Jlx,

G, M BV TRIZIRWIBLZ 20, MoK & S
ERET 5 &R PRI b EE 4 PLTP O 58I
LT b Y. FFRTIHBIT % PLTP &, MlEAIZB W
T very low density lipoprotein (VLDL) @ A& i 12 B 5-
THILEDHLNTVEHY, FIHWY X7 HE
LCAICHFEL, VRS V87 B Ry vy
B2 B M OB 5 T O IRIF R AR Z 4 ¢

M PLTP X, MY Z U ETA Ry FRYRy N
JETHAHH AT I 710X VLDL Ok FFE DS,
U URE, EMO L ATU— ), a- b I 7 20— )b
(oT), V7Y VZ7)ta— )iz &% HDL Nz 5%
WErEFESY(X1). F7:, HDL AL TFA-LoR& % i
HEL, K&7% HDL K T2 2R3 % & MEIC, M)
BALVATU—VERONBELISZITNS EEZ N
BH/NE 7 prep-HDL 2 TEH 5 Z & T, PLTP XTI L A
T 0 — V%R BWTCEELZ HDL O ) €57 ¥
T o TnWh. FD7zh, PLTP R~ T A TIE,
HDL I L A7 0 — VigfENZE L CIRTFL, VKRS o8
sERBEELAELLT. ZOXHIZ, PLTP I, K
IEBRIZ BT A IR EERES 7 7 0 — A B IRAELAE
EOMBETHEDINTE DY, Mo, 7
TS, BBB TOLIRELTHY, MK MERER T
MEENE, TIVyNA<—IREEOMNMERTIX
PLTP Z8H L ~ U328k $ % 2 & %, PLTP KD~
ATIE 7T I0A FBFEEORERES NG 2 2 &
MWL EINTWE I 05 Y, PLTP O T4 LAY
HH\VITRHE 2 EEMEATRE SN DAY, IZBIT 5
PLTP O ENIH 5 22Tl 2w,

[ EANOYE={QL TpvS

iidZ DR EEOR 50%BBETHY, ) UIRE
RAIVATA— VR FOEELRBESTH A, 2L,
EHOIFLAFNVEITL 270 =V EDR) 25% DR
T A, LaL, KEIERL S O T BBB %
TER T % BB M P9 K2 MiAE (brain capillary endothelial
cel, BCEC) D¥ A b x o7 a s, VEY VIS
BIZX DM~ OIRE L L IR L Twb. BRI,
BCEC IZBF 2 ZEiE, FIVAR—=F =R TV R
A b= R Lo TRANDEED W HETH L V. &
ZAHAN, TILVATU—)VIIIEIEEEIZEL D, BBB %
FELCTIKICHRRE S NDL S 3w, 20720, KT
VELZRIVATO—)VIE, FIZZ7) THIIZX > TH
A ST HDL BRI & o TR I AEE S
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PL:'J>REE . FChol:siEBEOL R TH—)L, oT:0-FO7x0—)L
e :PLTPIZ & BPL, EChol, o T #5315
= PLTPIZEBYRZVIROB D ET) Y

1 PLTP D) K% v X7 BB BT B 1%E

TBY, MToal Aro— W REHIbolES & e 4
(2B LT b, BCEC 13V R ¥ /37 B O~k
ZHIRLTW2IZ5EHLHT, HDL DY — ¥4 — /3 —
RRFICBNCTEELRTR) KRS VR B x5
LTw5%. PIATIZ, Manavalan 5137 % O#EEKTE
1% P9 B2 # B3 (porcine brain capillary endothelial cell,
pBCEC) |Z3E3 L T\» % ATP-binding cassette transporter
Al (ABCA1) %, apoA-1 DI L A5 10— )L &F X2
X %1% HDL Kk F (prep-HDL) DA 1253 5 &
MELTWwAHR WY ZoZkid, BBBEEKT S
BCEC 7%, MIN I L A5 1 — VG409 HDL #4112
BEELEHEZRCTMRETHLILERL TN,

PLTP DMXICH 1T 5 1%E]

Manavalan & 1&, DR & #i% 2B 1T % PLTP O 1%
HAEWS 2T A 729, BBB 2 T 5 WILE D
PLTP 1R FFB L~V &g L7z, NI @ PLTP %
WL ~viE, IS T L8, BNedicb_Te6.8
% <, PLTP 7°BBB ® BCEC TEZEH L Twas I &
PO THS PR oz, FIT, 70 HHEEL
72pBCEC % N Y AW c VTHET A2 L XY, T8
Ui M (CRAEAEERA) & B i) o A As 4 % #E
FrL72BBB @ invitro € 7 VA TERZIT-72. 2D
FIZBWT, pBCEC THK SN PLTP ¥ ¥ /37 E 78

RIETEBRI & ) AL i SN T 5 2 L35
Mol (M2). S5, MICBITATEELILATH—
VRBEDTHSH24S)OH-T L A5 1T — )L (D
LXR OFREMED 72 F) % A BEAGEE (10 pM) TR
3% &, pBCEC @ PLTP #fn 5B L NV id 1.8 5
12 ES L, IEI~D PLTP % > /8 7 B 053 1.5 15,
PLTP ®) ¥ AR B4 G 1.7 f5I28In L 72, kI,
PLTP 2°%3l L T\ % pBCEC %* & h HDL; & K539
% &, HDL; iZ larger & smaller (pref-HDL (ZAH24) @ 2
OORFHA X)) ETY 7L, VETY VI HhRD
HDL 7%, pBCEC 25Nl ~D I L 2570 —)LD5] &
WEEHmse/z. £/, LXR7T=A M, pBCEC
\2B1F % PLTP O%EHiE - iH1EOR#E % /i LT, HDLs
A 5 preB-HDL O jE A& % B & & 72 (K 2) . BCEC
TlE, L A70—)ViiklZBb % ABCAL & apoA-
IAEBELTHEY, WMEACHFEET S, 24(S)OH-a L
A0 —)VIZ X 5 BBB TOLXR DifiE1bix, BCEC
TOPLTP B & - {FM%* LA S5 2 LT, MNHElT
ABCAI X apoA-1 12X %A HDL OF4E, VETY V7
AMEL, MirSoaL ATa— Vo5 EikE 2
msEgzeE2zo6Ns (KM2).
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Manavalan 5 ¥ |2 X - T, PLTP #*BBB IZ B I} %
HDL O¥id: &) £ 7)) v FICEE 2 &E % /2L CT»
HZENHLMER 572 B HDL (&, MM
ERLBMAIVATO-VERET LI LICL
D, MRREEH AT, $7/2, HDLIZ7 I 01 FB
CEBREA LT, MEEHIAZR BCEC 205 Ol FE 72 7
04 FRBOBREICLHEEGLTwrEEZLNL Y. 2
NS OHES S, BBBIZBIT A HDL AAHIZEE L
sl % H7-4 PLTP 1&, HDL A2 X 2 Mlfa 507
A RBOIIT IV ARMATHIET, 730
A RBHRATAY T ZADOHFICHEG LT H50 L
e\,
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