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[ ABSTRACT] Cholesterol efflux from lipid-loaded cells is a key event associating with stability and subsidence of plaque.

There are many proteins and factors participating in regulation of cholesterol efflux of lipid-loaded cells, which is very complex.

We propose, by summarizing the recent research, a novel mode of “four systems and one center with coupling transportation and
networking regulation”.  The novel mode consists of 1) intracellular trafficking system of caveolir 1 complex, 2) transmembrane
transporting system of ATP binding cassette transporter( ABC)-A1 complex, 3) transmembrane transporting system of scavenger re-

ceptor (SR-) Bl complex, 4) extracelluar trafficking system of high density lipoprotein/ apolipoprotein ( HDI/Apo)-Al and 5)

caveolae transporting center.

lae;  both ABG-A1 and SR-B1 complex systems transfer cholesterol from caveolae to HDI/Apo-Al.

lation among four systems.

REWFF R JRE B KO A 8 46 ( atherosclerosis, As) /&
—ANZHERSE LER TSNS RRETRE, HE R
B P A7 B R B A T RS 2 N R T TR ) AT RS B A R
T B I P WLAH B vascular smooth muscle cells, VSMC) %W
BT, i ) =2 S A B 85 BE IR 2R B (oxidized low density 1k
poprotein, ox-LDL) J& /2 Bt iR 40 B A 48 fe de B A4 . i
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In brief, caveolirr 1 complex system transports cholesterol from intracellular compartments to caveo-

There are networking regu-

This mode provides a simple and concise way to understand the dynamic process of atherosclerosis.

Jy i g (lipick loaded) 4 1. — M SR Ui, V63 4 Ji AH [#] B 41 1)
2 Re ) CAARAR BUEE T A 2%, T Aif S 40 I 1% 76 B 0 1y (-
W) B 1 (RS ) A e N B AR RE . A% T R
VSMC MG 25 N I I 46 7 W6t I o 5 ¥66 A% Rl 94 K 400 M 1
foi B I FE AR R As BERR S LR B e . Sk X — i
211 g PR ] 2 b 1 5 J O T — B R AR 58, PR R LB 5
e MR E A EME O RR Z, A%/ NIERQ
(caveolin) Z & 41 Caveolir | = BEER IR 1T 45 & R B R Rk
( ATP binding cassette transporter, ABC) - Z% JIg 55 [ & % w1 25
HH A1 HDL 32 4 55 1% WiE 38 K 32 44 B1( scavenger receplor
class B type 1, SR-B1) F1 CD36 %5, AH [ B & 8¢ F0 1K 6 B 25 n
LCAT.CETP.ACAT.LPL %, E R R KK, %2 A% A T
PPAR.LXR.RXR.FXR 5, #H§ 401 PKC Al PKA, DA K [ % 2
NICHESE A B A (SREBP) %%, X 26 & [ 2 [/ f9H B8 A JF
VN T (BN (NE = TE 2y N [ N TR = e
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FEANBENE, M40 B 28 85 [ actin 5 /N [Y1 55 (9 ( Caveolin) 1 [A]
BRBRAERF TR NRETES . R acin BEBHMBED
( cytochalasin D) AbBREE 4L T 37 G 098 Y6 #R 10 Caveolin FIZH Y,
23 I Caveolin %, /MU 45 H 251 o /NUTSE DL £ JE 4%
G P B 445 440 H I K R A L, UL P PR R AT R R
SER AR AN BB AE S A R A ) BB S S . B
S B /N U1 55 4 T Caveolir 1 B IA I R B S

IEERARA, MNIRMAEESHSHO, 5ESH S
B R4k e PGB R QSN X R R . /MY
X 2 Y 55 AL [ B i d R IR HE O 2 R A B TR, IR 2 5
JEERE R R RN Z AR EANKEEREA
(LDL) #Z{& SR-B1.ABC-A1 Z5E/MYI X 35 5 i & #E . Fielding
AR TE, B IR 10 R AT 4 M SR A —E R 4 5 LDL
— [FE) 8% e 2 1 A0 At AL [ 12 38 0 159% B, Caveolir 1 mRNA #l
T ARIEARFH 8, B8 /IS 0745 #3065 16 i, B8 s 6 I i
YMA 5 HDL 5[ 5 7, /N 40 1 f BR e e 00t A 30 3% 9%
FEA; N Caveoli 1 [ SR A% HF R 1915 A .40 A, 40 fla /)
1% H A Rk, JE [ RO AR R U . SCHER( 5] AR, AR
SRR IR T LA P B2 0 A 0 /0 11 25 44 s, TR R 9+ O 2
80% » BATMERBNEIE F A 5240 %% F R /N &R w3 BE 1A 77 40 i
RN SR R D TR R IR A, As R A FR A 2 1Y
O o DR, FRATTHE I /0N U0 A2 400 P R R e
2 SEEREAZAHREEER

15 % B2 RE & B (HDL) 52 44 K 45 & 25 A %5 SR-B1.HDL
%54 & 1 (HDL binding protein, HBP) Al CD36 %, H 1 SR-BI
S A N HDL 5 1 32461 | i 500 /03 R % 32 4 i,
RS AR . MR RS DR, S A X
MR — A KEIIOR A0 M Ah X 35 (403 S FE IR R 5E) | b X
A 9 AN SEB PR S, B Sk E R, X T HDI-
C HEBEMRINT 2 EE. @HAREX (X R
HEX) o @RS, SR-BI (MESIEX N i 28 R KR
FRIE, C ¥ 25 NMRIEBRE .

R I (HDL) 8L SR-B1 4 & 78 40 M i |, B4R
BralE gy IH [ B, 12 3) A7 ) Bk T HDL & 40 Bl 3% 1fl A9 [ 87
8 KR, BAAKLIA T . #E— 5 RT 7 KB SR-B1 19 L 41
BRBR T 55 T A 25 & A, 38 TT B8 T AR B K I T8 At IH R RE Y
(cholesteryl ester, CE) J# 1. SCHA[ 8] #Ri&, SR-B1 4+ F [ CE
T ) G 2 A A 4 M R b 1) /N 1T, R 80% 11 CE Hi
SR-B1 $81Us 1 %6 B F /MU, HDL 7 % SR-B1 J&, SR-B1
i s R B X TR A — B Ak, LB /K JE E, HDL Bk B
LA T % 16 5 40 i 40 2 T8 AP & R4S, CE I8 Bk
TR AR R 512 2 /Y, IF 5 Caveolin 4560 /NYITE K
44 SR-BI. Caveolin % CE fIZEH A E4 A" . ¥ CE
iz %% Mo Py L B R EE 9 S, Caveolin [z SR-B1 2 37 [1] 21 41
JARM AT T — A58 58, T 58 CE 3 5 1 S EL .
IF B, 93 5 A ] e 03 gk i ) % AR A /6 40 i A0 HIDL 22 [#]
254, SR-BI BERI /5 CE (935 8 M B A ( 32 245 40 ),
SCAT A E B AN R 3 BN A i) . i N R B
B SR-B1 344 CHO 4 fMu J5, IH [ BE AP B 2 35 . %% 4% SR-

B1 [f) COS-7 4H M1 41 i) 54 12 JIE [ 1 1) R 77t 0 2 9 - A 6
AN, I AAESh YRR 2R ) SR-BL R R R &t — b
INEHIE R A E MR As A, MR RAEEA £ 2 E
MR/ RS M SR-BLTT /N B BE, 2 4 /0 O RE B SR, 9
SR-B1 ] 3 3 {12 3 L 61 e 07 o A As AR

[FJ B, SR-B1 4 ) 4 iz FIE ] I 1) F PR 40 36 3 4k BT 5
e, BRGNS A2 #E3% HDL b (% % A5 BEAR B ( PC) , 2 B AH
B AN SRR AE R A A1 R RE S SR-B1 454, (1
HARESHEE RSB . IF B SR-BL 5 10 E B2 4138 15
FAXTBENEF 2+ 8. = & PC Y HDL B0 3% I8 (19 HDL
HORT Lt SR-B1 A1 AR R RS H, B AT 5 A PR
AR R TR E . EIRBORHR R, SR-BI X AH [ I (4
YAV AT B8 225 24 0L [ e DA O P T A G (i gt 3 )
# T B HDL 3 80h 5.

3 ZHRRESESEREHRE

SRR IR 45 A S 18 4K (ATP binding cassette transport-
er, ABC) J& T ABC # 5 1k, ABC & [K] 4 A% 4H g Py AH [F 1 37 1y
1 %1 2 A ( cholestero} efflux regulatory protein, CERP) , * 3£
EREV IR R B AR EE SRS SEkE. B
BT 2R PLH ABC 209 AVBLC D E.F NAFIE, 3t 48
b1y Horr ABG-A1 F ABCG-G1 47 B JH [&] B 1) HH J 32 31, ABG-G5
1 ABC-G8 {2 kIR AE | 57 4 i 45 36 H 8] e, ) T e . HEAS
FiEH ABC-A1 TEME AR PR INER R BB, FAH K
Tangier 73 1 5 1 P HDL {5 = 55 22 DR 57 B 090 9 7245 A AT TAA IR
F| ABG-A1 2 Mk E HDL WREH — A EEHE" .,

SRR E S S EEIBIR(ABG) Al B TEAREA,
A4 2 AN i BE AR SF I 4E B ATP 45 & & & 2 X BIATH%) A1 2
AN R G M IR, A I B 6 AN B I A R B A R, LB
T B ) S 2 M PO 7 ek R 3 e, R O M D R 2 i P I A
ABG-A1 BLATP 29 B8V, K 40 AL P A% B A4 1 JIEL [0 e 3 25 L
i) Ak e @ i@ s F e E MR & G AL RGHTN HDL,
S IO FE ] I D 9 LA 5, e PR AT R 42 A1 B 44 IR AR ] e o O
HEN WIS (RCT) 3842 1< SF 17 517 (gate keeper) '™ o ABCG-A1
BAZEY 2 MKMW F, LU S HAEEA AL IR X
B Fitsgerald 251 3E ] 4 AN A [F] 1) 98 48 6 5% 7 po 41 36
GRS, RESEIRE A AL ERRRE 7, B8R B
HBEZ . ABCG-AL B 58 G A AL AH BAE 2 ABC
Al A FHFEER BT L REM, HHFEAR RS E®. IF
SEREM ABGA1 =ML R B G T A 1E, A RERIF 45 & 3
21 a2 THI 1) B 2R R FE I HE [ B H R Sh g o 9F HL ABC-AL
HOAOMRA R E, MR B E O RIA T 51 bR 45 ( PEST) #% R 40
St S AT B R A AN YRR G R I P R A KT ) L [
P 45 [ fig, PKA FIl PKC %5 308 {2 3t H: PEST i 8% BR AL A0 Ser
1024 .Ser- 2054 4 Z 4L, B0 ABC-A1 F2 5E 1, 0 5 JIH [ #% 7
Ho ABGCAL A FHHFARE B EMNZE TR S5, 5 40 %
T A RN R [ R X /N T BT AR SR

SRR IR S A B LIS A (ABG) AL 5 5 fH [ BE I J 4k
B EEE R A TSR, —2 5 T h, 3K
PR IE R ABG-AT S BE IR B RIIR B O b, AR
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AT EW, ARG %A )M E [ B 4R X A0S IE [ 2,
52 @& F SR HDLY ; 5 — AN R BE R, Bk — s
A8 Tl I A IR [ A R 7 S AN R B 1 B AT, E ABG-ATL A
SR AR RS Y ECEI R A A L, 2 R AE  E E A e A A
M=5" &Y, ZE AWK Lz E K EmEE.
BT REIL T ABGAL 1F NBERE % # le, 7215 S0
[ Bt 3k AR R, Bl R U M O T E B A IS AR AN TR
UG T AR Ik 2 IR R3] T K B 0 S P A S O
REMIBL= . PIAD TAERR S H

TCHR[ 22] B, ABCAl T EREMBE RN RN
HDL ¥R FE T 5, 20 ik o AF A3 AL BT R o (5155 201 i OEL 1 e 1 T AR
AR, B ABC-AL LR BB R (A E Rl BT B B 46 /N o
FEBEHL . FRAT & B B 1T 9 2> THP- 1 5 40 i Y5 14 76 ok 4
Hi ABC-A1 3%, [F B R AT 40 A 4 R B e 4 i 3 5 B AR
MM 22( R)- ¥2 5L BH [E B2 AR 3 THP- 1 40/ ABCG-A1 mRNA (%1%
B B SRR . 3278 ABG-A1 W] BE 75 T A 5 41 g I AN
HDL 2 5] f JIH [ B A2 4

SRR S A A B (ABG) A1 AR 3k AE [ B ()
PR ANz, B T M P B [ B 19 R B (¥ 38 3. Neufeld 251
I G 0 9 Yo bR I ABG-AL IR B 4% 44 #% 4% Tangier
I R AT 4 SR AN S, nTE IE P4 A 1 B S 1) 54 32 Th g 5
WEHEEA AL NS IEREEER H . a0 R 5 505 4 4R
YA, SRS FZOEAR IR B IB R O A1 E, W W £ 5] ABG
Al 5EABE A A L RSB T Ak, H G BEM RS 0.
B ABC-A1 FI{2 3t A & M # B8 & B AL BUKT 4 HDL JE K 4b
FEo ABCG-A1 & T 52 1A 41 B RS 147 44 B2, T v 40 Bl B 40 )2 (ex-
tracullar leaflet) B I 1 IF [ /i (1 23 5%

4 SEEREERMEEER

JIEL ] 306 1) %% 3 ) 6 i A0 TR A 4 IR ] T M 4 L 9% 2 1)
JEEA L, SRBEANEEHA»ZBEEA. ARMWEE
A BBEAMMEMBET A, BFRBED A,
BEEABRBEEACHEEEAES. ETHEBEEA
A1 /2 HDL [ 32 S48 ok fIH [ s 25 22 (0 82 5248, &l 5 SR
B1 Fll ABC- A1 5 8% 58 R AH 5] 7 1) 5 R it 72 .

#HIEE O A1 AL E 243 MEIEMR, C Rt 209~ 219 F
220~ 241 P BB I T 4 T R P e 2 0 B R 1 o BT X
WEZ KSR = EREM ), AT H SR-BI.ABCG-AL M 3.
PiTE o BBE 45 5 SR-B1 45 & )5 BE T 2 R BT KB 8, 2 HE
HDI-CE [ i i 3™ #5ORTIH [ BE 1 H A E 30 AT DG/ PKC
{55, @it PKC ¥y, 02 3k AH [ mE 4 3s™ . S s & A
Al 5 ABGAL &5 & )5, 7T I0 )5 # F2 e 1, 58 = H D RE
7540 B35 5% ) S aer BE R K 2, IR A A AL GE S AL
AR WL AE BB FE | C(PC-PLC) , /K fR B g 7= £ —BEH i (DG) ,
HE— B BOE PKC, & ABG-A1 BEIR 1L, B h0 ABG-A1 F& & P
RIE [ B H Dh e {E 24 0K = R [ B N 4 B IR, ABGRALL
S G EAM o WIE(Gos) BEE—E, BIEEA AL S
HAUABE A, WS BRIALEE, AMP 38 £, 3 — i1k
PKA, PKA AJ {23 ABCG-A1 BEER 1L, B 1k ABG-A1 B FE ff, {2 33
e e R ] e tH )

Ei 2 6 55 1 (HDL) /SR B1 MI#% JIE & 19 A1/ABG-AT M
S T A0 L ) VR T T D A S . AR I P K I 1 TR

3 , BLFE ML HDL $kL K /N JHDL BT -4 H [ B 1 &2 DL
T SR ] P A B 4 o X 4 i b B [ B AR O 20% I,
SR-BI1 448 ¥ BE [ B2 % H & 2 52 [ > 80% I, ABG-A1 KA
W B SR %2, ABC-AT R A5 AR [ B O Y 0g 2 2 Y
Yancey 2" RIVAER ME HE A AL B E R _Lid %k W g
i B i, I T A AR S AR 3 AL B AA . S BH AN HDL A BE
I B 4093 51 R 60% 89% 1 91% , ABC-A1 £~ 5 () BH [&] B 97
H 30 63% , SR-B1 55 1Y JIH [ BE i 7T 4 90% 5 (5 40 it
RIEHIEBE 2 2 R0 e mg, 45 RIS TMHR. BEEA ALAR
X% 5 [T B (5 JE 4 32, 10475 5 i P9 R0 i 410 JEL T B 32 3
FHAGE A AL 7 L Caveolir 1 HIZRIE, BRI E &4
HDL 324454 )5 7T fi 2 it 25 R[] 1t AN 200 Ff P b 9 % 380 40
RMME 2™ AR A AL 352 90 g BE (2 s e e
FERE(LCAT) [F¥3E 77, W] 48 1 2% HDL M 4 40 2B 0 11 it
0 O A 4 o L R T Y, AT R 3 L o e v 3

5 MUER 1 REBAEEESY

/MY H ( Caveolir ) 1 /&5 T i #N 21~ 24 kDa 23
RS SEO, N/ANUEOF K EZERRR, &8 T 00
RS 5 R /NI PR TR R R S AR, I T A R S i 2 )
TR, HIhfe S5 H K R R AL AR FE A VA K. Caveolin [
KEMRFT I PR —BKIA 33 MEIER N HIK X K, %
7K DX 3 i 480 s 7 — S TR e 2, £ B b 7 A Mo e
TERL—AN N A C A vty 357 THI 17 B 5% (90 R e 45440 . {8 BB 7K
XA 2 LK Caveoline 1 ZE [ 45 & 7E M 5 |-, Schelgel 8 id )32
B i 22/ SR AR TE 9T &% B 82~ 101 ( N-MAD, N-terminal membrane
attachment domain) A1 135~ 150( GMAD) M k#ES 5EH
SR 454, 3F H N-MAD 2 Caveolin & F 541 _F & FE 57 )
B2 X 35 ( scaffolding domain) » X — X 37E 1E 5 1% & T W] fi
Caveolin B TFEIR—FF, 45 & RIE — LA M N FE 5H T
BIE Sy T, 40 Sre KGR BIEE.C B AN o WA,
PKCa.PKA 1 H-Has %5, M9 1 45 (5 5 & 8™ . 5%
X2 CAV 5IERAHE GBI, A S8 Ew 4 45
4 Caveolin _AH B ) &5 M 88, anfal 5 ie ARG .

Fu 25 4138, Caveoli 1 57 R0 5% 4% HepG2 40 H1 )5, Hi
L] 2 PSR 9 50% , At P BRI 62 1 B X SR A 22, AR
e 0. SCHR 36] WiE, RAFZ Caveolir 1 17 L1210)
YT R S S B4 M PN A5 BRI TR ] R TR S B 08 s L, {E 4T e —
B 4L Caveolir 1 [1] ¢DNA J&, #i H & 7 ¥ JIH [& B P g 51 iz
FI 41 H B A9 VE . AT 50 mg/L ox LDL 515951 VSMC g
B AR A, KA ox LDL AbFE ) 5 8, Caveolir 1 #1AH FIr
B0,  FLZE 20 A P9 R4 18] 90 A R A 208, i RS XA S 398
FLE 5 A0 BB [ (R A 4, 5 1) 2 400 Y IR AL BT, Caveolir 1 38
BB B D B Y Caveolir 1 33K FURL Y VSMCG-Pck CAV 4]
Jid, 2 A F 2 1) o LDL AR FE S, 20 L P AR 3 1 40 20 F oA 4 e
AT BB A .

/INMTEE [ Caveolimr ) 1 %% 32 I [ B Hi 112 30 3 T2 5 ol
FR: —MEEAREAY, B —RE 5B,

b
S
R

Caveolirr 1
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A I PRI L, 23 P R ) 24 L 4D T 3R DA 2R 38 P4 R
4, I B 7] Adipophilin — 2 7 7 76 Jig 7% 2 T, 55 i 5 i UL 92
WO MBS . Pol 251" & LS M 534 (1 Caveolin !
I P PR T 78 P B, 2l T R D DL L 1] P
FeIE, PV N A R AT ek 2, 51 AT P IR R 4R
A L5 FE 0 3B K 09 Caveolin X - 18 45 H [ 97 A% 14 1 #7 A0 fi
(I H A+ B, Sman'™ 2 % IE K P Caveolir 1 7] 55
Cyclophilin A Cyclophilin 40 F# A 50 & [ 56 T B AH [E B ¥ 12
BEW, 25N IR SRS s . B MR B AR
EAYPIFE T Caveolir 1 A1 Cyclophilin A 7£7£ . 4 B:

EE AWK S M2 A1 51 5 ## 5; @Caveolir 1
A Cyclophilin A 72 5 & Y71 Ji 0 41 g A AEL [ B 3 i ad 7 o
BEEER(BERE SR ERE) . LR EERR, Caveolin 4
3 M Py IEL ] e I R AT R OB R

6 F=% Z(immunophilins) ZK &

2 5 90 fa JE [ 5 5% 38 (945 Cyclophilin A F1 Cyclophilin 40
Cyclophilin A &> T 4 18 kDa HIE A R, HEHh & —
A Caveolin & XM —MERM AR T EALEX . &
A2 K il ZU R S 74 I ( peptidel prolyl cistrans isomersae, PPlase) ,
AEREIR KRN — R B, fe s 5 E O E, & O M
8 1 25 1% 1R B ( Calcineurim) i 14 (1) S5 4414 . M85 M &
TR 0 M 28 w5 BB R ) PPARY F 3R 0A RS 1, )5 % i
i IXR 4% SR-BI.ABG-A1 f1 CD36 K% 3% . I H Cyclo
philin A FJHIHFIFFRER A MIHIEREEA AL BFIHNEA
fIEL [ B 4h iz, AR5 HDL 45 & B 2 . 3327, Cyclophik
in A AMHAS 5 Caveolirr 1 I [E B2 ¥4 12 52 & W) I T B, 38 7 R
25 SR-B1 #ll ABG-A1 /i I JIE [i] Pt s R 3 3 P R 4%

7 BP#sRE A E R AL P EE A1 AR BB AR E E R

55 1R [ AR AR O G SR AR £, B R T 0 TR [ e T R
T (LCAT) F0AH[H EERS#; 12 5 A ( CETP) 4h, i@ B iR & A g
1 ( lipoprotein lipase, LPL) « Z. 5 JIH [&] B 5t 3 4% 5% [ ( ACAT) %%,
2 5 0 [E| g 41 1) 5 32 (1) 8 32 2272 LCAT 1 CETP. LCAT fi# 4k
HIEEARA R PR — DB A EM B R R E A
— AN SZ A4, i HDL FORL A A O 6 A 21 AE [ e 1 T 1k %
R IR . LCAT i85 {8 IR AN RAR (138 42 HDL(HDLs)
AL N B BRR HDL(HDL, ) , 8 /b 1fl 3% HDL jif 25 BH [ B2
FRAR FEE, A) Flc L [ T N, 200 O 5 3 i af 2K i B 3 D 9k R R
A T 40 A B [ e 4k 17 %538 . CETP {248 1 2% g 28 13 1) fF ]
BT ( CE) AUH il = B8 (TG) %128 5 32 ¥, f35% CE M HDL %%
% VLDL. ZLEE ORI (CM) R R Ki, i J5 & LDL; 11 TG M
VLDL.CM ##% % HDL. £ CETP {EH T2 LCAT f#4b 4 B i)
CE N[22 5 & TG M8 & [, i M sR R LDL, ik 2@ 1
JFF R AR B 5% 1A 43 BUIX 88 CE 58 Rl [ 8638 . BE & A g i
(LPL) 2 M 7E 5 p N IR = B8 (TG) Mt By, £ 295 iR 3L
BERRL( CM) A1 VLDL 1 (¥) TG, J+ 75 fig B (1 2 |) % %% JIH [ B2
AR Ze IR B o AR ™= W Ui 25 IR 17 R (FA) 9 2H 23R fit
e, BURERALH TG g 7 B RE T H R . U5 B VLDL
BEAR A LDL, 43 ff J5 1) CM 2R 1 g S5 L%, % pR 26 HDL. 4%

TR 52 R B T8 2 1 B BE 5 3 770 NO- 1886 B T i v JIHL [ 1 e
FRK R LPL 35 M, BRAK 2% TG 7K-F, J+ & HDLC 7K F;
I A AR B K As A4, LCAT.CETP 1 LPL 3= % iy Jif
WA R BAAET M, FHFAEES S E R F VeMC H
] B2 ) 2% L 9 38

8 BEHHBET

Z 5 R R RS A s IR 2 e TR 2, A
FMEFE X Z R (RXR) A X ZAR(LXR) i AL 7K 56 56 4
7S B4 52 AR ( peroxisome proliferator activated receptor, PPAR) % .
LXR £ — P4 4 il B V05 (A% 21k, 5 RXR &5 S T Bk &
TRAR, Fi4E S DR-4( direct repeat response element) J& 3l ¥ %
W, WHOE R 22 5 9 T E [ B Ak 1) B 2 A o< B B B (
ABGA1) (R X% . IXR 19 3 B S 7 A A AL F .
PPARY 4%; RXR £ % R B IR S - PPAR ‘H — i [A 7Y
FH14, PPARY.PPARS Hl PPARa, 3L+ PPARY 2 5%t ABCG-Al
(T, IR BT AT R % PPARS {234 41 g P9 IE [ 2 4b i %
S R N4 i A SRS o RN T SR Ak T BT B KT
2 550 L B8 A ) 238 IR R 2, T A HES  HE B 1K) 46 W
iz,

9 ¥mHSS5EEEIEEENEEERRET

9.1 Adipophilin

Adipophilin X #% B 7 43 {6 AH 55 8 B (ADRP) , H Jiang %%
F 1992 £k B, 2000 & 9 H, Shiffman %5 f] ox-LDL 5 THP- 1
S 6 % 5 T RV K 2 A B X A T FY) RNA 5 7 9808
AN NRIER S B R30G5, KIUE 268 AR A — 4B £ A
IR RIS R 2 5 UL B eAE . HoAr, BB Adipophilin —
ANEEFTEE ox LDL 18 30 min B I 2 £% LA B Rk FH i,
FEFESE 4 RN LT FE F, Adipophilin 45 28 52 35 &% w5 ) 3%
(Rl 3 40 B P9 16 I8 53 LA e i 1 7 aQA7 78, Tl i o i A 8 —
Lepg R A, H H Adipophilin J2 B 3 Z I BE & H . Adipophilin
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