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[ABSTRACT] Atherosclerosis (As) is a complex process where both of cholesterol accumulation and inflammation in
vessel wall play crucial roles in its development. ~ ATP-binding cassette transporter A1 (ABCA1) is an integral cell mem—
brane protein that exports cholesterol from cells and suppresses vascular inflammation via binding of the apolipoprotein A [

(apoA ). ABCAI mutations in human can reduce plasma HDL levels and increase the risk for cardiovascular disease.
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Genetic knockout of ABCA1 in animal not only affect plasma HDL levels but also impair pancreatic 8 cell function, in-

flammation and promoting the progress of atherosclerosis.

Inflammatory cytokines and metabolites inhibit ABCAI protein

and decrease cholesterol export from macrophages, raising the possibility that an impaired ABCA1 pathway contributes to

the enhanced atherogenesis associated with common inflammatory and metabolic disorders.

The ABCA1 has therefore be—

come a promising new therapeutic target for treating atherosclerosis.

Nk R FERE A (atherosclerosis, As) [ & 42 & —
M2 HNESEE A5, HA i BE fE [ g &
B RUR JORE IR B A2 e R AR R IR PR A R B BA 1T 5 T
PSR EAZ Y . — i, BRI B E A,
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i 160 552 &40 e R JHF &40 P 25 3 9% RE 40 g ; ABCAL 3= 22
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EEBREMBPAM OB AL T ZRE B
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23 Bl (o R R UEL [ R S A I M TS 2 B AR A A B
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WEH L STAT3 13 5 & 4%, TivE {4 STAT3 7E E W 41 g
AEBERBANRT o A B4 % B, apoAl/
ABCA1 454 J5 7] Ei$T % &K [ wistetraprolin (TTP)
freis ™, Hs) STAT3 0% FIBE T TTP J5 7 9 & F
8 apoA-1 Xof 540 D 46 E B 2 3K 1 #0066 Y 5 4R
% ABCAT 75 ELME 41 8 48 F = 7 5 L 0 B IR
Eegrr Ly,
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Bt — BRI .
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B[R A AEAE 50 2P RAR, X R AR S BN 5 W
PEgii & TD A FHA, 1% 28959 = B HH A HDL 7K ~F-F
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KA, 1145 ~ 1289 H HE M 2 M {716 5 Fh R AT,
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H—¥F1 ABCAL Z[H 45 LKA 5 FHA F X, X1k
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H5ZFH. ABCAI 5 X 38 (1) RAE T3 ABCAl1 85
FI 1M 2% B, FBH 1 ABCAT MNP J5 I R g /R 28k A i 7%
i, S B AT ABCAL 3 (A R ok i 7 .

K FH R 7AWl R 2R 284 43 AT %) 7 2% W AT VR A
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R RURG: R FE ML A o 7EELHE 13 R [H] ABCAL ZRAR[)
11 AN &R, W5 E KIBAF4E TD 1 FHA B ¥,
xR A (Jyix 8 55 B2 A O (1 oAt Bl ) B
ABCA1 2447 53 () HDL 7K °F [£{5, CAD K £ %
WINT 3 52, 1M 53X e g 3 Ak py JE [ B (9 30 HE
B A% 22 . XF ABCAL E[H 4 AN 4% X 5458 B
C1477R.M1091T.P2150L 1 T929L (¥ #f 57 1, 2 &
TN 35 1ML P R R e nt R 4 B R 1 R, T HL
) fik B 348 a3t B I P, GO LA 0 ) XU B 2
g M . ABCAL RASAALS R IS 5 » 10 EL AT A 3
I R I ThRE RS As 1) 5 e, — &k
A (NO) 2 4EFF M2 P 7 B 1 —Fh H ZE S5
T BEE A ROMH] As RAEMEIARA . AR KN,
ABCAl AR &1 NO MR 1) A 52 D e 32 4 » 42
7~ ABCAT j@ i 8 775 IfiL 5 B D R R 45 HL bt As I3
@[25] .

KEFFEIHAE 758 A#E ABCAL B i
TR £ & (single nucleotide polymorphisms, SNPs)
5 As M. WFFUKIL, Z4~ ABCAL SNPs 7] g
J& As {9 BB AL A, Hid R219K. V771M AT 1883M
AR DU IE S22 T As [ SNPs, K219 1 M883 0 {
#f HDL 7K 34 i A H- 3 = Be 7K S FE A M771 3
HDL £ apoA [ 7K*F, 1fj E1172D il R1587K 5 HDL
K i AR R O i B 5 0 XL 38 0 9. V825I.
1883M F1 E1172D 51l R B F As 2B A
X, MM CA7G A8 3@ i A e HDL /K1) 77 Ui i
As E‘]}ﬂzﬁﬁ [26,27] 3

4  ABCAI B [Hid Rk 53 fKoEAERE 1L

FAXS T BF A B #5 ABCAL JE [ (ABCAL-Tg) /)
B FRY AL 3% T 2 7P B AN L 4 N P I A
W As TR AE T B BRI . 1E I % faDR IR
F M C57B1/6 /N, ABCA1-Tg 34 i i %% HDL 0
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apoA | WJ/KF, TI7EEL As AR IR 1) C57B1/6 /I
§1. ABCA1-Tg 3% /i HDL A1 apoA T F ¥ Kz T Jg 0]
2 7 Singaraja 2% 1 % 1) ABCA1-Tg /N &,

WIF 72 38tk B0 388 e R A S0 As fa)ke) 25 AT it /) R I
% HDL JKFF = 78 LR sh ¥ B8 4, ABCAL-Tg
RS JFF Rk A0 W &40 A AL ] B ot B R 3 . Vais—
man 2 B ALZE /N BRUFFIE H o %634 ABCAL, Bl B &
s 2k HDL /K~F, $&7R iFAE ABCA1 X HDL f¥ 4=
JRATHE S AR . BRIAT HDL /K F 4h, Joyce 2550

RIR As T EIERFE ) ABCA1-Tg /)N BRI apoB [
7K B 38 B AR, iX 33— 2P ESE T Tangier Ji§ A\ apoB
RE 2 H A Iz

£ C5TB1/6 /N, Joyce 2P £ 26 4ER] 7 AB-
CAl IRERAHT As fEH . i 3R FFAEAI B 41
Ml ABCAL J5, Bl Z 40 =30k As BEEst . 2
7E apoE FHFRTY FAU/N R, ABCALl i Rix S8 —
L6 JG 1 45 o Singaraja 55 40 B A & 4 14
(BAC) 3g =41t ABCAT % 5 [Kl /N B AT ik /b apoE
RN KA Aso T Joyce £5 K it K 1A apoE R
FR/NR ABCAL &, JR%H W B FRK As BEHR AT Ak
i3y HDL 7K o B4R I 2% 2 fH [ B A1 non—
HDL /K FE Fhmiass, [Hiskis i %A i 5 A
fbo XL B HEIR, apoE T AEFE ABCAL A 5140
i P L [ B9 A HDL B % vp 42 55 R 7] 2080 1)
ﬁzﬁﬁ [32] .

FIFA LDL #if /I B Miranda %557 W52 T 5 1
a3k ABCAL %4 HDL KT As S0, 55
9% BB 40 ik 32 75 ABCAL B S0k /b /N B As Bk
W R, (EXF HDL (17K “F 3% B B &2, $27n B
e ABCAL W] B8 =5 2 3ok 18 77 1M 4 B B 40 i 1Y)
DiRERAEHPL As fEH -

5 ABCAL EDRFR 5 Bk FE AL

e T B/ B ABCAL 35 [H, Hufi % HDL.
apoA T HRAE5% B Jig % (1 (VLDL) HIIC 25 B Jig & [
(LDL) f7KF 45 B 8 F [, b J 4 4347 76 Y8 1K 20
BERLEEAR BB As® o T H, ¥ ABCAL %
A /NERL 5 apoE X LDL Rl N R AL A5, L As A8
RESHBHREIRERAEZRY . fi T AB-
CAL £ KRB JG FEAIK T apoB #H5% fi§ & [ VLDL A0
LDL f97KF, AT LL#EN VLDL/LDL 7K ¥ ff) F% 7T g
B 44T T 200 A LR e 9 e b % As T AR B
. Sk, Eck 255 41 ABCAT fk& /N BRI 36
FALF] apoE B/ B AP, 45 ORI As 5 28 [0 FH

LIRS b

SERER ABCAT /)N R I 3% i 22 3 % A0 B i 2
i JEL 0 Pt e A S 2 AR A (B As B JE T IR T
(IR . ORTT 16 R 1 b R B EL MR 41 i ABCAL
AR 2 WG N apoE #fR A1 LDLR @B /N B As H it
Je& » 75 WL R v 15 4 4 i JIE ] 3T LS 1) S AR A 32
& ABCG1 15 1E K % #& BI (SR-BI) #2#4& & Z ) H)
Iﬁ”/lz)ﬂ [37.38] .

234 ABCAI RBRAT ABCAT &P /N R )
BT, FATAT LA B ABCAL X As (052 mi B 52 2% 3
R RIS T e TR/ BRI 2k 8] R ok sh P 4 Y 1
FoAth ke T B S Ae 4z 1 )38 ABCAL 7 As KK R
FRIEZEM . RE ABCAL i3 18 & B it 7]
BEAIK As 19 & ZE, {H ABCAL i As I fE AT fE 4 AB-
CAl /- RIEL As IfiL i 5 A % 3846 (40 VLDL/
LDL Ft &) AT . [5G, B4 % #5425 AB-
CA1 ATRERLL ABCAL JY4E siBiif As [ — T iR

/4
o

B =

o

6 /Ni5R%E

ABCA1 1 92 i o N [ B 0 HH 1) OC S e s
BAWBERDT As fEH . X ABCAL ot Rk BL R /)
SRAITEFE R B, 3G 0 ABCAL R 1A 7] $2 5 1L 7% HDL
7K 38 00 [ 4 e I o T 97 S R ARG e R TR /DN B,
As Ik A F5h, XF ABCA1-Tg /MR BB L4 4 T
HARKIIESE , Bl ABCAL PT 5 As B5F apoB JIg
|AM MK FE ALK HDL 8 ZRYE, X I
JE ABCAL 3 35 AR bR 1 /N BRI 78 7 » T E AB-
CAL 7T M S FKE EE W R TR .
ARl S5 = ABCAL JE R IA R EBRXT As 5200 (1A [F]
53R, ABCAL M Dife+r B4 RAEE A
[E B 1Y (1) 13k — 2B 0T 95, FRATT A AT RE 58 4 18 B
ABCAL 7€ As RAERBEHPIMER . I R 5 K 3,
ABCA1 2 725 RCT 4h, i EH NS4 % 4
T Ji JiL 20 Pt Ty f R0 8 200 L 38 4 ) 38 T B 5 X AL
il PR T 5 5 900 LA 0 B PR T 55 LA 18 v
R AT P B B L T (R 7 V6 SR o ZR A R Ak
T 45 5, ABCAL A] AE 9 B ¥5 ik HDL fiH [& B2 i
S A ML A8 2 7 3 B T

(&% k]

(] M7k 5. Bl Ik o A B A A 0ol A8 99 2 B 5 1 K (55 2
f0 IM]. Hbwe: Rba i, 2009.
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