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Fig. 1 Plasma membrane location of ABCA1
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LLLWKN #7455 N M CGN 1241 2 TGN, /R
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FUR R TR ABCAT 1) F- 3 R0 A e PE R AE 2
B Al o 7. WFFCR I, 7E HEK293 4i
Jfl, ABCAL ST i s A bk, gy 4
4~5h. apoA- | 5 ABCAI 454 )5 BEH 3 ABCAL
AesE e, AEZz AR, JLHLH =22 Rho A {5
SRS, TSR, ABCAL B EE NG 4 A
RIERIRILE L PDZ S 85 G 07, P 5 S
MR 22 # A ¥ (Rho guanine nucleotide exchange
factors, PDZ-Rho GEF)&' ¢, G Rho A {5518
%, MIIE ABCAL ¥R f#2. 1, Rho GEF
EGEAWTENA, RoA EAB TN T GHE
H, GEF A LAgk eis ) Rho A B GDP, 5
GTP 4itr, HANIEHIRES, 2B T I K I1E
Fl. 354k Rho A BL GTP &5 & B & Filifs 5
Wik, MmN ABCAL FEARS 2. BT YRR, b
JEPESE N Rho GEF 13815, RIS Rho A, MM
B ABCA1 B H 5K, e 28 JIF ] e g H 29,
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4 B it A AR — S8R I 2R K 52 8% (membrane
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BAR 4% MR e — SRAKTE i 5 B4t KL
20 nm. ALPS B 20~ 40 N HE R4k, 25
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o YR A A5 G ) AR ) B R 7 S, Gl R R
ABCA1 -1 JIE RV 5] P A5 5 pA) /I8 i3 S 52 4
JINTE S8 TS HEE A /N P Bl I R i e ) 5 o, Y
JOUE I T O B A ) S O ABCA i ik K fi
ATP ¥A4 ADP, A 5t i faf JIE 0 JIH 8] B2 53— 45 )
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AU I BT 43 A2, ABCAL /T I 3 ] 5]
RN O T2 R RS M, AEREAR B2 2 e /E
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[ 2 5 A A(HCBS), Kt ABCAL AR
I B 2 R g R SRS T A1 S Aty 20,
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IL-18. IL-12 i@ i IL-18R/NF-kB {5 Sl %, [&AK
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Fig. 3 Model of channel transport
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BEA T A1 /N e (1 T Jg Tk A8 R0 O [ 32 A o) A 57 31
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(Kl '5). Hk, apoA- T 5L ) ABCAL 454,
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Abstract ATP-binding cassette transporter 1 (ABCA1) mediated lipid efflux and evolved to maintain cholesterol

homeostasis. Newborn ABCA1 should through intracellular transport and chemical modification, ultimately being

a mature functional transporter with its function of lipid transport. The intracellular transport and correct

localization of ABCALI plays an important role in its function. ABCA1 researches focused on the lipid transport,

and proposed the model of the various cholesterol efflux mechanisms, such as channel transport model,

mushroom-like protuberances model and retroendocytosis model. Recent studies have shown, ABCA1 can regulate

the plasma membrane lipid rafts, and involve in immune and inflammatory regulation. This review focuses on the

current views on intracellular transport and various functions of ABCALI, in order to provide the new therapeutic

targets for atherosclerosis-related diseases.
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