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[Abstract] Systemic lupus erythematosus (SLE) is an autoimmune disease characterized by a bimodal
pattern of mortality,with an early peak in lupus activity and a later peak in SLE-related cardiovascular disease
(SLE-CVD). Diseases such as atherosclerosis,ischemic stroke and myocardial infarction in SLE patients are
closely related to dyslipidemia,systemic inflammation and immune factors. ATP binding cassette transporter
protein A1 (ABCA1) is an ATP-derived integral membrane protein whose function is to promote the outflow
of cholesterol and phospholipids from cells. The outflow of cholesterol and phospholipids mediated by ABCA1
is closely related to SLE-related cardiovascular diseases,and its expression level plays an important role in ac-
celerating atherosclerosis in SLE patients, which brings a new research direction for SLE-CVD. This article
mainly reviews the lipid outflow mediated by ABCA1 and its role in the pathogenesis of SLE-CVD,
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e kAR CVD R EE/EMH, S AL EREA
BRI RR,
1 ABCA1 Z#gfnzhet

ABC ¥ia 8 A R Gt —F 2 M & .
— 4L 2 261 DERELIY 2 IREE ALK 1% 2 K BE A8 K
ABC B35 8 1 4 A0 25 Myt BG4 15 5 45 A Jk
PR TR ES & 45 . ABCAL & ABC ¥ iz 3K
Y — 5L & A7 — o Eloi i i s O 2 oA A
W5 A0 119 40 M A1 235 44 358, 3 26 25 4 88, R T R
HE A Z A AR B A R 2 B R
Y35 1k 40 i B iR U2 B iz B 31 ATP, LA ATP 1E
Sk BE R AR R L 32 A% Bl 4y T 3 2 3K 3h 40 i b OB AR Y
5% BE % 2R 11 Chigh-density lipoprotein, HDL) i i
(1) 7 A fe 36 if %% HDL-B [ 85 K 5F . BL#8 HDL 4
i AR b2 R 0 N R R RS . ABCAL 7R AR
O3 AR S AEH LUK Z 00 0 T o0 BE S kBN .
) 77N i1 N = N RN O BN P N7 N L TR
HAVERL TR MK 25345 T T 48 M. B 48 s J2 5
I 240 i 55 b

ABCA1 FZEIfe &4 5 40 i P IH R w0 g oh
WIS 5HWE IR T 40 0 2 F2E L 7 HDL B0k JE B
JIH [ 2 A0 3 0 5k A ef, ABCAT 45 4 & 40 i 22 1 1Y 2%
g4 H A-1 (apolipoprotein A-1 , ApoA-1 ), ik
HDL fif # 0kE L 25 11 A BR A8 B9 HDL 5k, 3 5 0
[E B A 5 s 2 R AT AR A s AT, g
i 2 I [ ) B ) SRR, i 8 RCT i 2 . ABCAL
115 Apo Z &M H A H L 3 HDL Uk #4985
2 241 i PN JIEL T T4 B, ABCAL A 8 %% 41 g 5t | 1
B0 T8 8 MR T I A0 I 1) DX 3k, 3 4 2 i
FE L A i BT X 3825 iR AT Rl T ApoA- 1 456 1 g
M. 4 ApoA-1 5 ABCAL 454 J5 1l B0 15 =
A Janus B 2 (Janus kinase 2,JAK2), 5[ JAK?2
B RR L, ApoA- T 5 ABCA1 1 B35 45 & 5 A F
T ApoA- 1 52 H % iR J5 5% () AH B A T Jon 32 1L 3] e
FE G S0

ABCA1 &M 2l & 1 T fe 28 48 v] 3 80P 35 /- 0%
(Tangier disease, TD) . i FR1E 2 L B HDL ™ &
Bz, SO FE A A B 44U R, SR CVDYY
ABCA1 4 A 1 278 5 80K W P AR IR 28 1A 0L AE »
FECGE B HDL B & FEAR, M TD & W R8N
HDL & #t4, ABCA1 4 5 1% AH [ s A5 15 20 i
IR HDL FUkr Az 0 BR 3 45 B
2 ABCAl THEEWIBATEZE
2.1 1554 F@% 5 ABCAL #akey A

ApoA-1 5 ABCA1 BYAHE AR FIHE £ 43 o9 3 3
JAK?Z iRk, 512 JAK2 [ 3l i 18 16, i#F — 20 3%
ApoA-1 5 ABCA1 B H B AE FH . Jin ¢ A & e fn % A
o b . WO RS TAKZ A Wy AR (D) 3 3R AB-
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CA1 5 ApoA-T & WM (ONFEEAMETES
S F %% L300 TR F 3 (activator of transcription 3,
STAT) WMk, WMLy STAT3 i & 5 40 Mu
A% o B0 5 200 e ERT - 20 ok 98 3R 58 Rl - (tumor nec-
rosis factor-as TNF-a) . [ 41 g /1 £ -6 (interleukin-6,
IL-6)F IL-1b B35, ApoA- 1 5 ABCA1 YA EAE
HES Ca¥ M. RN Ca™ KA 5. 5liE
LR B OE , BTE S5 U A 4 W5 R B (calcineurin,
CaN) . CaN 5|2 JAK2 B2 fb, 3 m ABCA1 ()1
PE. ApoA-T 5 ABCA1 454 #7% Rho X%k G H
Cdcd2, {EALEY CAC42 #1E PAK-1. R ENLh H A R
G I 3 LBl B IR AN A R R R 4
4% 32 ] ABCAl, ApoA-1 H5HEELH ABCALl-Gas
55 JE B Gas . 06 BR AT B2 3R 1L i (adenylate cycla-
se s AC) . X FPIIEE TN T ML N cAMP ¥ %, 5] i &
B A(adenylate cyclase A, PKA)Y 519 ABCA1
B Ak . i 530 ApoA- | JR1E.
2.2 ABCA1l % ANXAIl, LXRs # PPARY ¥ % #
B ZeyiA T

AW ABCAL B 75 ApoA-1 45454 %
JIE [ B 20 3 A8, 38 54 0 B B A Al Cannexin Al,
ANXAD A ANXAL BREKEAREF B —5 .
2 — P U B 2R (1, HL A Ca® RS AR 45 & 1 s .
ABCAL Al ANXATL M 4 it i 5% iz 28 40 i A £ 1F
ANXAL #F AYREANE , B A RIEW IS 5T
MR ERSY . ANXAL i8] 7 ] TR RS g A2 31 2
P B8 384 ok 420 Ak 4 G A 184 58 ) 900 A% AR (peroxisome
proliferators-activated receptors, PPARY) [ 3 ik 3k
fE#E ABCAT 2k, 195 A0 [# 2 a 40 . AB-
CA1.PPARY Fl ANXA1 2 [a] 4 .18 5 18 = 5%, &
5 0 [ Y A AR

ABCA1 B 4 9 B W 40 g 3% v 0 1 A, o 7
HDL {4 B 05 40 i 62 32 5040 5 300 40 i 58 7~ v e 4
S M. T X Z &k (liver X receptors, LXRs) 7] M\
)z T P84 ABCAL 3Rk, 5 ABCAL FKik i,
LXRs fil ABCA1 FEAE i Wi 4 i v W A1 R 45 B ek 4
J W g 5 T B DR R SRR AR BR A A T
0 i 2k b . ABCAL I8 A5 BH B 1) 5 N Mok 22 &0 5% 17
fitf ( phosphatidylserine, PtdSer) 7% ¥, i ApoA-1 5
Y % 1 PtdSer &5 &, B HDL ikr, & 2 i By
CVD W1EH . BWF5E &3, ABCAT J R B 15 /8 B Y
D AR BT 4 240 Jif 0 0 200 it v, PedSer 1 40 1) 5 v 3%
NI, AR RN ROER A X S A A A A I RE T R
X7 50% MG AT W R R B H T MM E, &
JEH S TD AL A 18 T 4 E 45 AF A2 45 13 5 14 30 ik 3
R A 0 i

Tl A2 R 4 By RAE F 23 %) ABCAT ik K77 A=
SO, BRAECRT S A0 ABCAT 7K TR e, S 20 IH [
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L0 S = N N [ (R ) R 1Tk W7 = 1) || B
VS ABCAT FEAf . 5% i 10 [ B A 5 72 . 76 3D ks
FEREAL BEH p P AR B 48 6 B A e RE RV 4%
PR 2, i 7 BT e ) ol 4 [) B B 405 S 1 ABC AT Bt
2] 210 B PN IEL I A3 T R A B R B, R HE Bl
Jok s o S AL BE B G R A LR

SLE M # Il ¥ # A7 7E 91 ApoA-T $uik, H 4t
ApoA- I itk . $1 HDL Btk (1gG) 5 B He 5 451 ¥ 14
FIBE B 1 S X6 338 hn AR 2 L ) B B 5 i o AR AR
KWL A R REE AW, FBURE L VLDL
K- TH 5 A HDL /K - B AR L s CVD 1y % 4
3 ABCAI1 # SLE #8381 CVD HHI1EH
3.1 ABCAl 5 CVD #4948 % 1

M EEA RS CVD B4 KRR ETEREK,
ABCAL1 A MMM RS MIEM .5 RCT X R
Y, ANRELE & B, N AE FIE R LA ApoE it =
INEE B ABCAL 19335, 5% R4 i, 7]
ok /> 2 ik e A Al AL BE Bk T RR Y L A ST K PR B R R
I8 1 KQT W 8% i 51 1 (potassium voltage-
gated channel KQT-like subfamily, member 1, KC-
NQD i id 5 miR-452-3p 38 4+ 245 &, M il ABCA1
2 35 FH [ B2 AR AR 0 L 40 N P B R RR 5 AR O
IS B0 Bk ok AR R AL i & R L kR

WZMATR M B £E 5%, HDL KF 5 CVD
S99 KU =22 1] F7-7E A 06 . HDL H AT 40 3 Jik o K fif
ORI N 7= W N 7011 705 LI 710 e e
FH L HAR 8 RS T A1 2 20 20 B v 22 4 0 A [ e
BT HE B 2 A R IE T R, 38 A E A4S HE R AR A i
— i BWAR A RCT™, RCT F % i) LT ik 2
T (OKIBEMEY R ; (2) ABCAL il ATP 454 &
G1(ABCGD A RH [ B AN I i 45 5 (3) 1 1E R 32 1K
Bl(scavenger receptor class B type [ ,SR-BI) )N+ &
) JIEL [ B AN i 42 . HrP ApoA- T J& RCT i #2196
B M. RE S M HDL R 3 K IF & & HDL A 45
R, ABCAL 5 ApoA-1 454 Wit 2 & W 7E 1
[i] P52 A1 3 FT 98 0 2 v ke G B VR L A S L] s R
g5 Apo 191z fiy i B2 L $0 0 25 0H [ B n) ApoA- T i
Ll JE M HDL B9 £ ERE™, ABCAL 5
ApoA- | 4G 7] 34 5 B W 20 i XT38 1= 40 Bt 09 & v
YEA, B 2B R AR 78 RCT i B f ApoA- 1
£ HDL 5 ABCAl Z kMM B fE A & =
PER™Y,

INELSL G 45 R B R, ABCAL = /N E I K
52 T AR B T TR EL 2 i R RN AR T R L X R R R AE
Bk ABCAT /I B B s 440 o op 45 21 5 80, 45 98 Bt PR
ABCAT K /N BRI 200 L 0 s 3 51 T35 AR /N R
K 45 51y dz B 0 IF UE 04 H ol = 5 e b 50 %67,
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TD ## 5 ABCAL 5 A @ Bk /N B AL, 76 58 35 1 4n
JieL AT X2 B T A A M

200 Je A L] R K SF- ke RE T AN M P A AL S A K
- S5 TR A B e AR AR AR R S AT R T
Sl bR o8 A B A B B Hb Y 20 B RN IS AR Y T 9 B A
MR AE & 7 £ 45 T 3 & (interferon, IFN) , TNF
HIIL, 3% 86 K 7 A] (i ABCAT £ 2635 mRNA Al
AL HE B ko BERE AL I . ABCAT 78 4 Wi HT
A HDL BUki i #8258 45 L x5F ABCAT B #F 5%
AR R B IA SLE 3¢ CVD % A 387 288 .
3.2 SLE ¥t % A4 CVD

EA BRI R B, 4 5 RAE 5 3h ks B A 4L 2 (8] 47
FEIEZ AR A 1 3 05 RN 28 R 1 G 1 R B T
F CVD. b 3h ko 28 i b 3 W5 . SLE fE S —Fh
R 4 BV B G T R L R R e R R R
FIARATE G 98 B 1o 49 22 9005 » T B B AR ad B 5 i
SRR GYEEGZ AW IR 282440
LU ESZ WL R OIS RG22 B b B, &
AR Z M ERE ., AN R, 518 SLE B3
FET Y 2 B R B R M B R M CVD, L 30sE
R LA A 2, L 0 I R AR T Bl S B 0 (E
BE SLE ML CVD?Y, #F 58 %, CVD J& SLE
HBAEREENITREZ — 7€ SLE J% 7239 &) ) 4% 4o
A #R vl GE & 4= CVD, 5 %38 A #F . SLE & 2
P R B CVD BOFE 2, H v il il %k &< v Fn 0 ILAE
FE M et R i A BERY 3 A5, SLE FE E
SRR, SLE BOE I H IR & CVD, ™ 5 5 B 3
A3 B DY, HOOPER 28" B9y & ML, SLE % 5
X R L8, CVD 1 A0 XU =5 2. 66 £, I FH B
22 0% 8 10 A5 G A R0 B AR R R R AR, &
B SLE #8301 R 2 Jik o6 R B 1k i) JEO R . 32 %
) £ 3 350 30 Ik e B 30 Ik o AR 1k BE e, B R SR 0 45 B
Jik s RE 6 4k 76 BN SLE B EIE & CVD h & 4534 &
BRI R & L SLE B T kA
Hr O IUVREBE L CVD S I 4 JRURS 386 =™, 55— 7
17, SLE [ % 9 52 i PR 28 15 35 PR 4] 36 38 A0 TR L 8
Ht SLE [ 1Y 4 4E ) B JF 90 # SLE & & I R X
N, 40 DNA 3G A R4 2 (118 i i 28 0 35 4% AL il
SLE H & 1A P 7 3% J3 ) A0 4E {42 56 s hi7 1) 3 [ 37 5]
AT
3.3 ABCAlA-F#y 2B BEsh ik 2425 SLE 48 % &)
CVD # 48 % 1+

RONDA %5 5% FH bt [l 7 Z AR SLE B
T RECZH ) ol 3 IR [ B U0 3E 13 A ApoB is &
F . 3R & & ApoA 5 & H AV LT . L5 ApoA R
T TAS I 3 s i HDL 7K F . 52 e 48 Jf P JIE [

B RE S, 45 B RL.SLE & b ABCAL &1
NN N T 2o s S i T S S R
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SLE # ABCG1 1 ABCAT1 3l %4 5 i1 H [ 8% 40 37 [7)
i A2 458 T R T T VR 41 Y T 1L W A0 N P R A
f) 98 RE SO AT BB 0, SLE 58 2 1M v AE [ % 3
RE 1B A SLE £ & 3l ik o B 15 £k XURS: 1) 384 in 42
BT HRALE . — W T SLE FI2E KGR & & B3
1 R AR IR R RSN HERE ) 22 R E R R, 52k
KU 6 45 48 B &, SLE & % (9 1 3% HDL #1
ApoB /K45, H SLE H & i 5 [ B2 A i R F 1%
28 KR T 9 FB A IO A2 Bl Jok o A B A 1t g B =X B i
SR SLE £ & 1 JIH [ B A1 38 mT A8 b 2 KU 06 48 R
F IR L R AR A A ST T AR S G0 LA RS R
AT 25 i A8 R | e A DG BOHE K 5 e A G
F I B 3% L AR AR

— IR0 X SLE A2 R M 56T 4 5 Bk B2 i)
IRFIE K B FE B SLE B b 8 3h 7 b & A %
REZMWILIF ) ABCAL £ik 8. H¥t ABCA1 A &
PURAFTE T SLE B4 b, It 59 sl ok BE A AL 1 &
FHLHIA K. SLE & H.5t ABCAL A H¥iiks
ABCAT %54, U /b 105 240 fif JIEL 361 152 41 37, 354 in 40 ik 9
JIH [ 5 2 B, 8% ABCAL (19 3 B8, ik SLE #H 5%
CVD Myt f, — W HF 58 20 #r ABCAL 2 [ & ik K F
TE SLE 835 3h ok ok AR B AL JE 1 b 9 52 i) L 7 1R A1 35 7
NHR AR THP-1 400,30 i PMA 31 348 40 i i
Bk ABCAL #2 00 ABCAL & {17 B fKEE.
6 0 B R X B AL I R BT ABCAL HT 44 BH % 1% 4L .
5% & M, SLE % ABCAL Hi 14 FH P 2 0 5 25 T %
WE2H . SLE 130 ik it £ 88 1k 41 ABCAL 144 BH % % 5
F SLE s kil ee i ik 4l . Bt ABCAL Hrikn]
il SLE £ 35 20 M P iy NE [ B A0 338 3ok o ik ot A0 i £
M & K E, ABCAL Fik/KFXF SLE & # Jf &
CVD B % A= ) T AR,
4 INEERE

ABCA1 f£ SLE # % Jf & CVD v & # & 2/
FH & 38 32 A5 200 it R [ s 470 G R 444 iR 7 0 O T 40
PR %ot 2 Ik ol B R AL B B 1) & A Lk SRR B R
Sy bk o A B e b, I 00 i U 9 R 40 R AR 0 B e i
J, H e 4 R T (B C R W AR R 1) 35 30 ik
ORI AR AL BE B (9 B B B4 4 OG . SLE BRE A B (3G
bk 4 BV 9 Q0 I A R R e pE B A W DU EL 4 Ay
A RE P AT L BT T — 25 AN g 4 40 Y
ABCAL KT [, J5 & A2 3l ik ok B 08 46 55 B T8 1% i
JEfilt, SLE &3 M3 T AEFE P ApoA- 1 B & Fi 4t
HDL ik, S8 3% # ApoA- T il HDL /K F T %,
LDL /K 3Tt &5 . 38 hin 3 ik 5k FE BE S T8 R R a2 14 R
B, X SR E M S L fE SLE H 3 5 ik BE A 1k BT
e g mg R A EEEMN. ABCA1 5L EHE
(14 FR AR FH AL 38 T F — 25 0 98 M, X o AB-
CA1 78 SLE F I % sf ok o8 A% 5 Ak (4 115 IR 2 7RG
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