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ApoA- I 5 ABCAL &5 &k 15 5 id ik

JF A S A TR P i 1S

BEE, EFHR

(FHEARFCMERAL ShRBEMNFEERLRE ERFFA P, ¥ H #HE 421001)

TREN: AR L R, HEAEFH, EEBEFERAAR, AEHERFE
AP CHNIA FPEREARZLANRBHERILELERATSER BERS
B FATEASAEF Pa b ARHFAREF PO REARFORE S L
ERAEZER BIFRHIRBHEELFLARN TEARRAZF AL R TELEHFZ LS
R, (PR RAELLEE)R(PHEFHFZLE)HBE, L Z(Am ] Physiol Heart
Circ Physiol) .{ Acta Pharmacol Sin) fe{ A4 F 5 A MRt E) (AR FR)LEFH
FR, L BIZ MR B AL R R R BFIE L 200 A%, P SCTKkE 43 %, %
BEXRGHY BT H5.328, #LEHEII A 600 5k, LEEZHFEBRARMAFLASL
KRB 2R TEHRLEHRFEALAHTAD I R AL aRAFLLAHIAA 1 R
Fodid B B XA FHMBEALLFYRA | R, (2B @it b R)+

EFRHIR

3, EEEBENFDIRBAEIAE B F R LRI AL A ZBBRIR T 50 & 4Ek Al £2F 5B
6 B Ar B IR AR AR AL R A R R P AR R AT T RIEANATR

KBIE: ZHABRRFESEHIE AL
HE 52 S:R363 SCERARIZED A

155 % & BE 25 1 (high density lipoproteins , HDL)
50 A £ 2 i S ARG, T HDL DI REAY — 1>
BT R S 5 I [ 50 7] 4% 32 (reverse choles-
terol transport, RCT) ", HDL 1 ) 32 5 i 43 2k g 25
H-A I (apolipoprotein A- I, ApoA- 1) BES = BEHR i
e & &%%i2 A1 (ATP-binding cassette A1, ABCAL)
454 Feaslig i, IPE U A HDL, iX /2 RCT 1Y
H—3 ) {H ApoA- I il ABCAL Znf 246y, H
R B G — AR, X7 25 45 G AL IR A AR
KA Bl 1 — 2 ) A JEL T 3 S 1 o1 ML, 0T A
Bl 2 B 6 184 0 i H HDL A58 I SR . BR T
BRIBARIEIAT, ApoA- T 55 ABCAL 45 &M 58 T-F
RAEFSE O 3 ko RF BE Ak 1) & 2 & Al 23 7
AT B, A CE B S ApoA- T 55 ABCAI —
BEEE I LSS S B b T AR (R S 5 Tl
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4,45 ApoA-1 A-T . C-1 . c-T 1 ¢-T, 7 H.
ABCAI WAEHHAS BN 18 IR PIPE o BRIE LA K
Wil e A BRI R BT 4 i A THP-1
Fi A 235 ABCAL B, BB -7 10 ~60 nm A%
it , Chambenoit 25 A N3 2 9% ABCAT HHA% F AL
& 5 B 1% 22 %4 R ( phosphatidylserine,, PS) , H. 5
ApoA- T 254, Smith 551Ny, iX F Bl 5% () PS X
ApoA- I LA SERILIEARFEST Y, A, Fl annexin
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KB ApoA- T W 4454 5 ABCAL, HEA = ER
SERAPER AN, XA B R ApoA- T 1 LLE 42
5 ABCAL 454, B M A1, A FIF B8 F 5 5 1)
T, HEIBFIE RN, ApoA- 1 VABCAL B 44541
AR (HHEET A ApoA- | S 454,
FEIE BT AE 1 HDL JB0KL, ApoA- 1 /ABCAL B 454
Xf ApoA- I 5 RAIZE G BA R RE" . X
BRIk ABCAL M9IEMEER AL T P ApoA- T n 454
IFRAL, B ABCAT A B DL RS IR 5T

JRUAE 20 P2 L 1 e ) R B AR A, AN RE 2
PR | LT N IR A T A ZE A IR [T B, ABCAT AN
AAAFHE T2 00, i FLA 2 LA g, W5 iA
ApoA- T BE % 40 L P 77 I =1 5 96 24 ) 40 i 2% 1
ABCA1 5 ApoA- 1 7E 4fl i P 4 1 28 1k AT 45 DU,
HDL 7E40ME NI A T ek, SR, B 3 ot
JOEL 0 it DA, PR A 3k 4 A 0 T 5 2 B, AN Y kAR
XFEEAS AN 3 0 TR R 0 A IR O
5% RN R IR /& ABCAT 45 ApoA- T Fsfk iy
FEHA

2 ApoA-15 ABCAl 44 5 0y A B %0

58 B, ApoA- 1 A4si % ABCA1 mRNA Y
FRE {HfE W WM ABCA1 & (A Y %3k, #ER
ApoA- I AT GE4/E 1 T ABCAL 19 B i . ApoA- 15
ABCAI1 9454 18 ABCAL 4 PEST J¥91 (& & 4
R AT 2R 22 R M IR & R 7 41, 5 8 1 T A e
f#A k) BE R AL, DI B A calpain 4 5 1Y 25 [ i
fit''"), ApoA- T EARAES W590S HIZEAE ) ABCAL
S5 HURRBIG NI EE (TR 388 5 ApoA- T 45
HXF ABCAL BREEIF AN FR o0 551k, RA T g
=5 ApoA- 1 #5455, T30 ABCAL A& B @R 1k ek 4
TS5 calpain SV ERA 455, i —Fh g e
J&, ApoA- | 5 ABCA1 W590S 2281 1y 454 75 i 5
YA AU A AR T RO A4S ABCAT MR 4L e
A5 FEHE NS calpain 454 . S22, ApoA- |
AT LLE M E] ABCAL (R R 34 N2 ie ABCAT 1Y
KA

ABCA1 Jz i ok 1 B8 # % ApoA- 1 . FK TGtk
HDL $tZ 5iE , 4nP4 750, 2 20 ApoA- T B4t
WG, IF H ABCAL Bz if iR 2 8 Rz ma Lk &
BEE I ApoA- T H/KFE"12) 0 ApoA- T 5 ABCAL
AT WHEDLEE ApoA- T AL, 24 ApoA- 1
FEfL Al pre-B, . —3 B -4 HDLs, X S8 FOk; £ 47
A ABCAL B3 — L TR AL, IF S T8 BB Y
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HDL ki, [z, W ABCAL Fik FR#E, ApoA- 1
RADBEBEAL R4, A ApoA- T B AR PLbk
AR 45,

3 ApoA-1 5 ABCAL th % & % 4
HL W 15 5 3 B

ApoA- 1 5 ABCAL Z545 REHUE 15 7 % 1 i
FEIEAT ABCAT KLU KA R A BRI X 255
AR E B A (protein kinase A, PKA) |
HH P C (protein kinase C, PKC)  JAK2 , Cdc42
I Ca’*

3.1 PKA

ApoA- | 5 ABCAL %545 7] DL N 2 At 4 34
BRH (cAMP) B 12, I B0 ABCAL B4k, 1Ml
il PKA A5 T 52 2 BH 1E ApoA- T 45 1) ABCAL
WAL, FEX AN R, ApoA- T 454 %] ABCAL
LJs 546 75 ABCAL HERAY G, , MM SR
FR IR (38005 , cAMP 7=/ | BT PKA, e &
 ABCA1 ®fRfk , 7380 ApoA- T HIERAL (K 1a) .
AR DART A 526t & B0, 1 ApoA- T 438 THP-
1 WA A, 8 0 B R R AL i B sh Rl ), F 3
ABCA1 FE IR BN, I 2, i FH AR 1 R 3 1L g
AR 0 b B B SR 98 ABCAT, IR JIEL 1 152 64 0
HU D XF ABCAT | PKA AT RE (1 B4 W R Ak 37
AT RE SR AR R, BRI [ B B 3 Y . Loretta 25 4]
i, PKA i 2R st-Hi31, 585 PKA 457 192 X
BWREE A SR K PKA B F5 2 B[], DA B e 38 in 41 i
I A 4
3.2 PKC

PKC 305 J5 2340 ApoA- T 45 A EL [ B2
W YL AR RIE S BRI $E 78 ApoA- T BTG
PKC Jf-#§R 1t ABCA1, ApoA- I BSR4 Mo 25 0 &
P BiEHE DA S5 85 BB ( sphingomyelin, SPM) Ji& , #5
JIg B IR AT 2 fih i % 1 FE AR 8 I il C ( phosphatidyl-
choline phospholipase C, PC-PLC) 3% P, 28 5 1 4k
WA TR IE NELBR %) A A, 7= A Wl R LB 5k ¢ SPML )R
JE XA R 4 77 A lEH I ((diacylglycerol
DAG) , #F— 4 3% PKCa IR 1L ABCA1™ (1]
1b) , XA e 42208/ ABCA1 8 calpain [Ff#
AR, ApoA- T AT 5 3 PKC (e 3 A (7 15 DA ¢ 3T 1k
BTG A: JIE [ P P B L W (Acyl-Coenzyme A
Cholesterol Acyltransferase , ACAT) #5437 #% [a] AB-
CA1, ffi75 ACAT RI 4 FH 1) IR [ st by o /0> 76 B



B 1 ApoA- I #1 ABCAl M4 & R IMA R K15 S1E %
(a) ApoA- I 54 5] ABCAL LR, WAL T 5 ABCAL MBIKMY G, , Wi S BUR T RRFF LA (AC) PUBIT , cAMP 724 | 1
B PKA S50 ABCAL BERRAL , IF48 M ApoA- T fITiEAL. (b) ApoA- 1 BSR4 SPM J5 , £ 843% PC-PLC, ## 4k PC /K
fift, 7 A= DAG, #E— L& PKC, JFBERR 1L ABCAL. (c) ApoA- I #54& ABCAL J&, 3§11 JAK2 Wk R 1k, I i

STAT3. (d) ApoA- I 5 ABCAL 54 )5 , & Cded2, FE5 12 PAK-1 F1 p54 N iR Ak, LA LSl B i 2 21K, (e)
ApoA- [ YEFIRHE Ca® " AHL, 8L CaM M T MG #H 2 F ITG 1k, Ca® * P TALIE IN JAK2 1B 1K

AR 1929 4ifarh , PKC 0% S5 ApoA- [ 5%
(%) B P gt Y (RS 2352 e 8l i 4 0 DA & ABCAL
ik, 9 —MEINR, PKC #IE 5, 18/ AB-
CAl AYREfRIEIE T PEST L7 1 286 11 305 1if
(I8 2R LR AL S B

A RFSE & B, PKC-¢ IBERR AL il i H
Spl &4, Ja# Xl 5 LXR AT RXR S5 %
PRRYVERTE ABCAL JA 3§, Spl 456 1 S
AEnl LSS ABCAL JA S T4 A, BRI AB-
CAl PJFRIXAKF, XWULH] PKC-L 25 ABCAL1 %
AP
3.3 JAK2

FHGEIN N JAK2 H5 5 0 400 1 570 B 40 6l
ApoA- T A B MHE B, = JAK2 (1) 58 7428 24 Jfd
REFZE I ABCAL i@ #%, ApoA- I 5 ABCAIL Z54&
Jo  FERL B LA B, SERE I JAK2 B B B R
b, I EHERR B ™ (B Le) . 55— 5 T, ApoA-
I 78 JAK2 $tZ i, tREfE 2 ABCAL & H, F b
il JAK2. i 22 P VA I 0% 1 IR ApoA- T A5 1 I [
B, IR AR ApoA- T XF ABCAT B Ml
XL, JAK2 BTG ABCAT R EPE TGS,

ABCA1 43 & Wi > STAT3 11 1% 3% 45 & 13 i,
ApoA- T /3 JAK2 P41 19 [A] Bt 30% STAT3 (&l
lc), ApoA- 15 ABCA1 454 )5 il s £ 5% 511

HAE 1 ANE 6 MMREIRSEHE T o BRI, X AT
PLiE i UER STAT3 5 ABCAL K 55i%%  [FIE, ApoA-
I /LU ABCAT 375 JAK2/STAT3 3 i, i 241
RAEFHT AR B 58 K B, IFN-y 7] D)3 i
JAK2/STAT3 @ F 8 LXRa, 28 J5 F& 1% ABCAT Ay
FR HMMFERATH Y S X ABCAL 784 AE 11
FHIE BN — 2D AR 5E
3.4 Rho GTPases

Pho K Ji%/IN GTP i}, f145 Cded2 .Rho LUK Rac,
AL 2R R AR AR, Cded2 5
EEAEBE AT DG #EN s, sk
I AER = ABCAL [P35 Z-9 N AT 4e A e, Al
SIEARE ISR MX S Cded2 MERIE FREA
Koo iFFIK Cded2 12 HE ApoA- T 5 i AH [ B 37
HB T A0 ) JFC 3 5 U) A TG IR T B2 3 1 . ApoA- T 5
ABCA1 454 )5 , B4% Cded2 , 3515 PAK-1 F1 p54™*
R, IS E A 2 R4k (B 1d) . Cded2
AE5 ABCAL fyedLyide, Uil & AT LIS &, 1
ApoA- I WIREIA BARHE 25412 4RI, 78 ABCAL
) C A il R AR EE AR Cded2-ABCAL fY
BAWE R C R LA E

WFFE & BAE 35 IR AT AE 4 i P, 45 RhoA |
RhoB .RhoG Fll Racl FYMERR $&/R Pho ZGH T AL
AIRES 5 B0 B EE 3 . ApoA-THE FH 4l i )=,
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RhoA 233G , 274 RhoA NIZ5520H ApoA-IXf ABCA1
ke EE R, NTEYE Rho 7R S #: A 1 PDZ-
RhoGEF % 35 J5 4% & 3 ABCAL 9 C K %, nJ #4375
RhoA ¥4Il ABCA1 HYEE /K- 3G R At
3.5 Ca’*

#i I  0 H, MOBE Ca® VR B AR AR AR AR 1Y
IR, T A e 3 DDA XS 58 v 224 200 O 465 30 3 T
i, MLAN Ca® * Notvfe Fo A6 5 MR atE AR PN, AR 2 i I
WAEFTIY Ca®* B, FH ApoA-IEH B W45 , &
ML Ca®* PN I, S80S 85 ( calmodulin, CaM)
BN RS o 28 2 A TG AL G SL T R B,
ABCA1 7] DL 45454 CaM, AT LI ABCAL A%
calpain P HBEE, H/NT40 RNA #1] CaM AY1E
FHJG ,ABCA WIREFEIE N, B BRANMAMY Ca* 50
AN Ca*  #2x1H] ApoA-1AY Rk, i
B2 Z VR T 528 23] ApoA-TRYERAL, i 5L, 4
HlEG 2 R G AR JAK2 ORIk, HJE,Ca™" |
CaM VIR A5t 2 R IF AU ABCAL F3RIA, A2
BB ABCAL, BABA X ABCAT 9 1E ] 58 2
7t JAK2 SRSy (B 1e) . 1B Ca* ZESh KA FERE
e BVE R SRR A%, S50l SCHR[ 27 1 4E, Ca® 7
CaM 1 S /- T JULZAR L 385 5, AT 3 3 ik ok
FEREALBEHIE LA XUSS: . R, % Ca® "/ CaM. HYAE
WA T2 R AT

()
4 a
S
oL

vesicle %
@ @

4 ABCA1 /% ApoA- 1 By Eg L.

XF ABCA1 /™5 ApoA- T [Wig{L, A JLFAE Y
BEHL . —FhIA ABCAT B 4585 o) H [3 i A g fi
Z WP B B B AN, SRS ApoA- T 422 Ui I B K
HDL™ |5 F O R A5 2 B IR SE, LB A X
LR AR T HE A | S X R 1 B R T S i —
ANEEE B A T F O A i A 0 A
SRIGHNTFTHE B Brpl B BN A M 3k A B — R B
MR L (B 2a) o 57— D EEL 58 3 ApoA-
I Z5H%E ABCAT A SR BRI 1 B s > 28
—3, ApoA- 1 454 %] ABCAL b, Bi/K Y o B2HELH
A ABCA1 FR7ERR BT XS, 55 — 20 A4 /& ApoA- 1 1Y
iafb S A= HDL BB i, 55— IR ITE i &2
FENEN O NSO e A LS I (5 B N s N 0P S C o
HAE ABCAL 28728 Trp590Ser H, B4R Al LUIE i,
ApoA- 1 /ABCA1 & & 14, {H 3 N BE TR /L. ApoA- |
(K 2b) , 5 =FERNAA ApoA- 1 5 ABCA1 119
S54RI LATE U 1 I ] e AR Bl = 1 X3, 3 4
XERZE N B R 1, A AT ApoA- T MIZ5 5 (
2¢) . A, ApoA- T W BEFE 40 M 9B A R Ak, B
FEML R A £ ABCAL 1 ApoA- T (/NI i AB-

CAl RE¥FAR A/ NEIFERIE ApoA-T (&l 2d) .

9 Nascent HDL

O FC

a PL
A Apoad

ABCAI1

vesicle

2 ABCA1 1'% ApoA- [ RIEE{LERY
(a) ABCA1 HIERZhANML A FC A PL ffi 2 WP BIEIESL , i ApoA- [ %I AL HDL. (b) ApoA- I 454 AB-
CA1 J& , ApoA- I 11 C AR IHHANG B KB, f2 086 ApoA- 1 (S 1L &84 HDL 9B L. () ApoA- I 55 ABCAL 1945
AL E U 1 FC A PL 328 AY X8R, 3 26 X 38 58 A e 1T, A AT ApoA- T MIGE 4. (d) 41N ABCAL AN
ApoA- [ JE ML P9 /Nif , ABCAT K48 B 5% A /NI T84k ApoA- |
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fRZ S8 R B, BB B HDLs K/ fit
PR/ 9 ~12 nm, 0519 PL/ FC (mol/mol) Hu 5
ATLAN 31 3 1: 159 ) %Pk Al T Bt — 2
F5E , — AR ABCAL Rk ApoA- 1 JeIE e &
WEAR R HDL J00hE , 4R )5 P38 3 25 Ak 5 S 4t e 9 7%
I JEL 1 st 0 136 ABCAT A B R IEL [ st )
AR ]2 1) T ELAS ) 014 200 J F 9 Jig 0 L ] e
T SCAHETA

5 #7H ApoA-15 ABCAl1 £ &t H %

ABCA1 TERG sk MV sk 5 #8 o 2 BN 52w, WFSR
UERA, 06l ABCA1 R fif 5 80 ABCAL 197K DL K
HDL & B8 1, B A o i 05 08 2 1 4540 mT
4 ABCAL AYEE FI/KFTAS 2 I mRNA | F 202
Mk ABCA1 M A BEM . 5 — i, 2%
DUJ3E 3G calpain AOTEPEREAR ABCAL FOKF-, 3
fllZE A BR T HEIN calpain AYIGPESN 38 0] LA AB-
CAL [a] SNSRI S , T80 ABCAT FEJE T 5 &
R A i R e v DA 5 R A
RGN ABCAL FY RS, T W SR S AL 2R = W n
O TR O TR ABCAL BI/KF T RE SRR T
ABCAL % A ISS ML S ApoA- T MIZE 4,

ApoA- T Fl ABCA1 [ A REE I — F 45 A
FEREIRAE MG BT . ABCAL 8 AF Z 52 m L A
BPA KW ANA, 3 S BT /R, ABCAL C
AU VEVNFA F57 X5 B Jot i it 11 AR o 822, ek s
AN B AS 23 5% i 1] B A B8 30, H 23 BHLIE ApoA-
[ AgE4& Y, W5908 2878, BEIH S R ApoA- T Y
Fefl, 2036 4 B9 T ABCAL 55 ApoA- T U454,
XULHT, ApoA- T 541 f1R A1 ABCAL W45 & IF AR
ApoA- T BRALIIFE /0 25 k. ApoA- 1 BRfLA ] T H:
5 ABCAL M08, ;X ATE AT ABCAL #2:57 {R 2
ApoA- T A2 HDL3 AH—2L,

X ApoA- T fZEAE %S, HIAIR ApoA- T 55 AB-
CAl WS GHEHE T B M., ApoA- T Z LR b
BRICHERE N ABCAT A5 1) JIEL [ B A A 1 300 s, i
R B AR I R 2 DU AR B O 3 o o 2 200 M o P
(G /N 30 R A B — Bl R SR 1 ApoA- T 28 748 {&
R173C——ApoA- I (Milano) , A] LARAR 3 4 4 3 ik
sEREREAL . [HJE K )R B ApoA- 1 (Milano ) F1Ef A=
R ApoA- T Xt sl 4 IR [ s 1) 542 A4 FEA
X5, 2 78 ApoA- I (Milano ) f) 1 FH 3 58 7] fiE 5
RCT Joe"™) | AR S Bk RERE AL 9 VE T AL A A
Rt —20F9%

6 N 4%

ApoA- T 454 3] ABCAL b A2 37F 2 Aty 15 [&] /i i1
RS AY L 8 ApoA- T BEALIE i HDL, ApoA- 1
5 ABCAl MZEAHAEILR T RER 7=, THE 381
ZhA, BE P W %R ApoA- T ERfk, ApoA-1 Fl AB-
CALl ATLAMH EAEH, I 48 4 A AR E M. ApoA-
[ 5 ABCA1 454 BeIE 15 5 7% 5 38 B T 00 15
ABCA1 7K X S5 5 5 3 70 36 B F S A
(protein kinase A ,PKA) & H M C (protein kinase
C,PKC) . JAK2  Cde42 Fil Ca®* . M H A A9 BT 55 3K
B IR S T 50 0 VE ) 32 2R B0 A i 28 4 i
N B RE B EE R . X4F ApoA- T 5 ABCA1 454
SEPUR R NATY T B — L R, PR
FLFGEZE AR HR AT LA ApoA- T 5 ABCAL M 454,
M2 AWK ApoA- 1 5 ABCAL Z54 FIHLHI
R 015 5 T am i A B T 2% HDL 1Y
JE W K ApoA- T iR Ab (ML, A8 A F 38 20 48 &
HDL B8 7

SE 3k
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