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— WE R R 45 & &L ¥ 12 /& Al (ATP-binding
cassette transporter Al, ABCAIE N/ T4l AN A
JR 2R A M T AT ) RS R R
Xt B Jok 6 FE T4k, (atherosclerosis, AS)HIP A H A &
R GEH, EHERT G A moRE SR AR
O [ BT 2 5 3R i R I 9 1 A (Cell,
2017, 169: 1228-1239)K HI 7% ¥k HL 7 & BT B AR
i EHAN2K ABCAL HEH] & BT R
BN BEMBACEE R AT PR, HUOGRS T
H N ABCAL fE R4S & ATP IRE FIL s 1 %5
MR, FFaIF e T ABCAL @i
“lateral access” 7 3 4% 12 40 g P E 5] B2 1) 2 10 2.
R sIG g S ST T OHT R ABCAL g5 AL, X+ T
ABCAL1 fERMLEI Bt — D050, DL HESD AS
SN B R R BT i B B 2 X

1 #B7R7T ABCA1 BYFh&EH

ABCAI1 #& Luciani S¥PfE 1994 428 5 [ T 13
B #) — 2K BL = % % JIX 1 (adenosine triphosphate,
ATP) NREIE IS iz R A, R =R 455
¥ 12 18 K %% (ATP-binding cassette transporters,
ABCs) B R 1. ABCAT £E 75 41 ffa Py i [ i
T RAESNE ., ARG TR TR A TR AR R
PEAE EEAE R . 20 P R0 B i DA A i s E [ e AE
ABCAL fEH F i th 2 = g 19 85 & B A-1
(apolipoprotein A-T , apoA-T )B4 & % & i &
1 (nascent high-density lipoprotein, nHDL), nHDL

R 3 B[] B f () 05, i) AS IR AR EY. H
WFREH], AN ABCAL A8 2 /N5 I 45 # 15
(transmembrane domain, TMD). 2 MXH RS A 45
¥ 35 (nucleotide-binding domain, NBD)F! 1 /™ 5
ghikii, FHorb NBD FIE T 451 58 7E ABCA #% LAY
b AR S T ABCAT X 5T ABCs HiAth i 5
[ —ANEZERRE R B A 2 MR KA &
¥4 (extracellular domains, ECD), ##&/~x ABCA1 1]
At ECD 5 apoA-T &5 A1 5 HHE A By HH e,

X} ABCAT1 &5 #6) fik Z K 1 R SR ATF 90 A H
ML A B RBEAS . 2013 4F Tsybovsky 2574k 18 it 4+
RN ABCA4 45k, HILHRRMCH 18 A, A
JE DA HAE M AT S B 0 B . 0T 88y 9L 41 BA
DR AR N R R A s NE = | N R B
ABCAl MIEE AL, HEAS RN 41 A, Hp
LT OB AR BRI ECD X3k R ik 3.9 A, #F
FHE KM, ABCAL HF47 T 4151 NBD1. NBD2
AR A A5G, (R IR Ao 7 2 1
TMDI1 Al TMD2 (%4> TMD 55 6 B8 JIE Fr B )
MATHTS, BRESE A B TMS. TMI1 HA#ER:, H
R FTE T HR A1 /Z 9. TMD1 A& TMD2
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THH, %: ABCAIL FH9x1BEESR H 9200 *807

B ST 3 B A 45 ABCGS il ABCGS 7 1 1T A
ABC #iz e AW E AR . RE ABCAL M
ABCGS5/G8 ] TMD A1 NBD [X 8 F A AL () 37 &
Zify, HERS S ATP T & F, ABCAL [
TMD X 5 % 3L 8 #F ¥ %, 11 ABCG5/G8 #i
ABCB10 5 I AN . B 508 B Ik k0,
TMD ¥ 5 ECD2 #i%#2, 1fi ECD2 X 5 ECDI #H
BT B —A G IE TE R B T, ZEiK
PEIEE T O T RE LR 30 A 4b, $RRH [E B AT A
s B ECD X 48 A 5 /K 1 38 T I H 240 B Ak
5 apoA-1 HHEGE.

2 & ABCA1 1ER#IFIR

TSI, ABCAL A5 [E B 7 L AL
BB 3 MEA, HEERIE. BRI
T - e i . B s A R A Y, %
BRI ABCAL 4 G 2078 W] J1 B IR 5] B % 3z d
18, 7E ATP KM T, B S IHE B ESL,
F£ 5 apoA-1 454 nHDL B % ik 58 i A 7Y, B
apoA-1 5 ABCAL 456 Jo 3 20 ot o 555 % A 1
[ra) A ) B A, A () A s 4 i R 5 X d3 22
G Iin) B AL T S T O A R L ] e DB g L0+ J2 11
WL AN, TR R TR, B IR R
L RE 45 & apoA-1 01, JEA nHDL. Hufr - i
m s ANy, fE D HUE LT ABCAL 5
apoA-1 i M E HEE N i fig,  E A nHDL
Ja, P& RAE s B4R AE. fEXT ABCAL
i AT VR o A B 2 Al b, B IR
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iR ABCA1 5 (4 i N RH [ By e, ] A
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Hr&R¥l, miR-19b B¢ 5 ABCAL [ 3'UTR % &4 &,
N ABCAL B3Rk, 1 #i 2 8 Jo nl #10 H
miR-19b &1k, {EHE ABCAL A 5 JH [F B 7 H
I AS AR FE RN, g — D H g S FRATT I K I,
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