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Physiological substances and functions of ABC proteins
involved in lipid transport

HEE 05t (UEDA KAZUMITSU)
REKRZFE - WE - MEKES AT LIA (iCeMS) - iR

W SR OREEE

ABC B B IE., —HED ATP (RAFTAA DR TH D . HIER EDIFIZT T X CTOEWITRFE ST

5, b FMRAR EICIT48~49 FED ABCERE N — F a3, TNOLDORENS T I E 405K L

B LCV o, ABIECIE. 505 L OBRAHE STV DI bbb T, ffiers & 1 AD]

73 ABC B HVE Ok IEE D RIE ., AR O, whs s & Sl Ol 2 o 7,

L s S G - =
BHFE O5F - fHE - B b - 4w b
X — U — FEWA bR, kY N

1. WFERRLG 4 WD 5
ABC EHEIL., 2~1T DEEBa~Y v 7

YD LITX o T, BREE L, BERE, K
JEPEE . REiEE, ZEAEORHREL SO

A LT X BEEIIN L ARTF S T2 ATP FES
WAL DO RN TV AR—Z—T 7 I Y —T

» Y . ATP Binding Cassette Z W& L CLAATIT
b=, KIGE OB E bE T, #ER LTI
TRTOAEY TEHELREREZ R LTS,
b RYufa ik 21T 48~49 FREMEHD ABC BB HE
BIETFIEET D, ZNE TS, Fix OISR
ZEDMRDLL DT N—TDIZEN S, £
< @ ABC & FE DSNTEMENEE O R Pl o5 12 B
H L., ZNHOMHEN S F LR & B

R LTV Z e mhoTET, LA,

NEVEMEDE % FE L 9 DS RO B O K&
BERET DI LIRS TR, WETH
DS PR AR, I AEREAE SR S 4T
W2 ABC B HE NS S FIET D, FRIZ,
a L AT —)Ve PREE#REIZE D 5 ABC &
HE O ST, BIRGE L, BEIRIA ., R kR
FEthbEE, BAMEO KR, JEE R SBLE AN
D30 %% < OFEIFIZEGRT 5, ABCEHE
DOVEFISERE, HIEHRE . AP EI 2B 5 )
(242 Z ElE, BUEADRDL DD 2 E OFE
RO TG EE 25 ETEHETH D,

2. WO EB

P & OBMRHE STV DT H 0
OO PTHERRA N = X LBFEBA STV
VY ABC & B OWEFE ORI E ., Wikt &
A4 % & L b, AFRREI 2T 5,
S5, FHELERT G ChIlE )71k % B

PIR DT IR ERT 2 2 L2 &7,

3. MO FHE

b b~ AOEFCEE R ABCERE
FREERICRBA I E VT, FnE
LD ABC BB HE DIEH A 1 = X LT 25 &
EBHiT, B A D = X LEMHT S, FhT
LD ABC & VB ORI i b 2170,
FERUE AE 2 O EERE R 2 v, BR
ER)  IEHALBIOA T V—= T RITH, &
DI, FREPUREZERR L, FBERROfEHT
2179, FEa kSt &El & ABC & HE D
3 R ITCAEE AT 21T\, I ISV 1B
AN =R A B = X LEAEIT S, &
5T, AFOKREIOMIAZ D ST,

4. TNETORE
(1) ABCAL D 72 TR 14 hil N F A oD 38 B
KRB O LT a L 2T 0 — U L& B
U REBE HDL) & U Tk & AFlg~ &
Bk S5, ABCAL I HDL B O#AZIR S
TUAR=HZ—THY, aL AT a—/LEH
REZTE ML SN D EENEREIR - LXR 12 &L - T
HEEMERE S Hu, @RIz L 2T o — LR
S~ EN D, LrL, 2L AT o—/Lik
MiEIC L > CTHRETHY . WBREPEH M
LoTHETHD, £ I T, ABCAL DIEMEIT
U UMb S & & F e iR Iz K o THil
HEnTna,



AAFZETIL, ABCAl DEEEHIE 21T 5 W
i35 K - LXRBAS ABCAL & EHAAHEAER T % =
L& R U7, LXRBIZAMARNE Fo> ABCAL @ C
RIATITICEBERE A L. ABCAL O ATP #5A %
HET D, ZORE, ABCA1 O R¥A b
— VA LGNS S du, MR > ABCA
12383 %, LaxL., ABCAL/LXRBE AR
ANEMETHL Z2FEAETE 2V, L AT E—
JVINERET D & LXRBIL ABCAL 7> 5 ilighfi L,
ABCAl OIEMENEHICHEIE L, RFlaL 2T
o—URPEHH &N A Z & AR THIH TH
52 L7 (Hozoji 2008, 2011), = o4
R, ~7 077 —UNEMzER LT
Bp P oA a L A7 a — LR R
EIRFIC R ST A7 OICEHE L 2 bbb,
WZEERE LTHIBILD LXRBAS, BZAMZ B
T, L2bHLPERERIET IRERE TH
7% ABCAL LHEA L. Z DiEME & 43R 2 H -4
HEVWIFEIT, BAZBAROBMSEET
DTHY,
EWNZ ARG BB A2 5.2 5,

(2) 1 78152 & A LEaOfieT DR A2

HDL J& Rl B oD i B
mm1ﬁ5@i5ﬁ%ﬁfL%:vx%u
—/V% apoA-T 23S L, DL & EAET 50
T%T%otoﬁﬁnfi\iﬁ%ﬁ%ﬁ%
FHUNTZ ABCAL @ 1 43 1 BlE 5EBRIZ K - T HDL
TER ORI A BT 5 Z L ITI LT,
ABCAL 1%, &% = L 25 1 — L% ABCAL D
JAgh KA A 8D WX EICHED . HiaEE -
TEIE LT, apoA-T ITEE =TT &
AL R g ) R [E1 B WPl Nl o R GG 1) =
AT —LEEDDLLE NI EEL X %
T5HZENEL MR o T, AALFEHIRNT
(Hozoji 2009, Nagao 2009) Lft& 4% = &
2 &> T, MM T ABCAL 7% HDL A TR
DA ALNHENI2D D05 5,

5. A& OFH

ZIETIT, ABC EAE &R RAICHAALE
AT b EaWEBERAHT Z LIk LT
W5, S, o ObEE - ABC &
HE O EPREEI ORI NSRS 5 & HFF
TE 5, 72, B 5 SR & ORFHE ) R
STV D ABCAL3 12t PR A 1ERRT 5
Z LT Ko T, ABCAL3 23R D ek 7 R
AA U THEELTVWDLI EEbNDS2OH
5, BT, ABC EAE D EREIED 3 kT
%Lﬁﬁﬁ%LﬁOO%éa IS O A
BICHEAERDLZ LIk T, SEEERE
ﬁ WZEAFRT 5 ABC BREDIEH A I =X A,
I A B = X A Eiﬂiﬁiﬂﬂ%tﬁ}:/)o\}:/)b’ﬁ
FRIHHL TN Z a2 ET,

N T v AR—Z =7 TR <,

6. ZIVETOREKRLEF (ZHEFE
Ji 3 i

(1) Hozoji-Inada, M., Munehira, Y., Nagao,
K., Kioka, N., and Ueda, K., LXRp directly
interacts with ABCA1 to promote HDL
formation during acute cholesterol
accumulation. / Bio/ Chem. (2011) in press
(2) Hozoji, M., Kimura, Y., Kioka, N., and
Ueda Formation of two
intramolecular disulfide bonds is necessary
for apoA-I-dependent cholesterol efflux
mediated by ABCA1. J. Biol. Chem. 284,
11293 - 11300 (2009)

(3) Nagao, K. Zhao, Y., Takahashi, K,
Kimura, Y., and Ueda, K. Sodium
taurocholate-dependent lipid efflux by
ABCA1-Effects of W590S mutation on lipid
translocation and apoA-I dissociation. /.
Lipid Res. 50, 1165-1172 (2009)

(4) Azuma, Y., Takada, M., Shin, H-W,,
Kioka, N., Nakayama, K., Ueda, K. The
retroendocytosis pathway of ABCA1/apoA-1
contributes to HDL formation. Genes Cells
14, 191-204 (2009)

(5) Azuma, Y., Takada M., Maeda, M.,
Kioka, N., and Ueda, K., The COP9
signalosome controls ubiquitinylation of
ABCA1. Biochem. Biophys. Res. Commun.
382(1), 145-148 (2009)

(6) Hozoji, M., Munehira, Y., Ikeda, Y,
Makishima, M., Matsuo, M., Kioka, N.,
Ueda, K. Direct interaction of nuclear
receptor LXRB with ABCA1 modulates
cholesterol efflux. . Biol Chem. 283,
30057-30063 (2008)

MR &

(1) Nagao, K., Tomioka, M., and Ueda, K.,
Function and regulation of ABCAIl-
Membrane meso-domain organization and
re-organization, FEBS .J. in press

(2)Ueda, K. ABC proteins protect human
body and maintain optimal health, Brosci
Biotechnol Biochem, 75, 401-409 (2011)

(3) Nagao, K., Kimura, Y., Matsuo, M., and
Ueda, K. Lipid outward translocation by
ABC proteins, FEBS Lett. 584, 2717-2723
(2010)

(4) WHADE = VAT o— U EEEORE
T & BIRRR RS £ A DFLF, 60, 5T0-578

(2009)

XEL

R 2 2 4R B AR FREZHE

\I[HH]Z-

A== U
http://www.biochemistry.kais.kyoto-u.ac.jp/



