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[ ABSTRACT ]

cholesterol transport is a key event in lipid metabolism.

Lipid disorder and inflammation play important roles in the development of atherosclerosis.

Reverse

Evidence from our research results and literatures indicate that

caveolae and caveolin-1 not only play a key role in cholesterol transportation, but also mediate anti- inflammation during the

inflammation response.

Therefore, caveolae and caveolin-1 may be the basic molecular platform for the interaction be-

tween reverse cholesterol transport and inflammation in atherosclerosis.
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FEREfLBES, SN A RES R R AR OIS N
MAFPNG . CEZRG I B b, ECWEAH M (b 7 2R b S 2
MR = NBERIE ) -1 LAH M (VSMC) LA B
M AR WA BT, R 0 2 S A AR % BE IR 2 11 (ox-LDL) J B
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2.1 MR NME B TR

/N (caveolae ) S fIEE I frY— b ARk 1 08 TR BR: T 674 285
M, HARZY 50 ~ 100 nm,, %45t HA# 3 Yamada T 1955
FEE TR MIMr 4, WFIE KL Caveolae F2 21 il JIH [ 5 i
Y FEBEERAL, FE T 20 B A L [ I DA B 4 24 B ) L e
M Eh AT A BRI ™, W Caveolae J2 41 {55 76
MR A L 254, TEAMIAME S 23 i U 43 L4 i
W RS E TS MRS EEREEA
Caveolae FiX LETRE 5 HAF S8 1 Caveolin FYZ5H) 5 D) RER
YIFZE . /INYIEE  ( caveolin) #&50 T 4 21 ~24 kDa i £
e fE 5 EE, HEWGM A Caveolin-1 ,Caveolin-2 Fl Cave-
olin-3 =f, HAEHS Caveolae FUMILK Jr: VA7 400 M 15
52 RN 0 P JIEL ] - 4 45 T e S DI AR G, 25
Caveolae Z5 4 FITIREMIAR A I A LR . ALK caveolin-
1 AT 12, EIEIE AR Caveolae 254 i) 35 % 43
FEERL, SRS R A MRS G H, Caveolin-l & 4R
T2 M PR S AR /N T PR S R v AR A, SR TETERR
JHO R 22 ) g A, HC T BE T G I e O T Ak AR B A
%221 Schelgel 2515 1 %} Caveolin-1 Y72 ik 2 28 48 #f
FERIL 82 ~ 101 Fl 135 ~ 150 Z IR K H S 5 H A SN 4E
£, I H 82 ~ 101 ZIHERRJTH /2 Caveolin F [1T41 I HELR
ST B 2R X 3 scaffolding domain) X— X EIEE ET
A i Caveolin-1 G4 FHEIR—A4F, 45 G I RIE— LA N
SR EZ ST, W Sre KK & R EE .G B M
fiz PKC I PKA % T S P55 515 224

Zhu ZERFFE AT Caveolae & 5 1Y I I X 70 B HY T
YA ML 5F 1 (CAM) ,f24E ICAM-1 \VCAM-1 55355 Cave-
olin-1 FL77F Caveolae Z544 1, LPS 7] [ CAM FE ik [F]
B, I N T CAM 5 Caveolin-1 B3 E N, Caveolin-1 i i
5 CAM By O SR R4 AL A I A RN B, A T RE DI
[ B s (PEEL) 7, #2758, Caveolae/Caveolin-1 7] fE /& 7E
P4 vy L T RSE L A 90 2 I 2 8] &2 A= W RIVE R 43Tl
2.2 NMR/NME A BB EREE S Hl

JUEL T s ] A i 1) B B A B 2 — S R g s, B
I P AT AR A B [ B3 53 ABCAL SR-B T | Caveolins L &
27-hydroxylase ¥ %% & HDL F1 Apo A1, HDL Ff A% IH [ B g
Fefb e iz 2 IR 20 > o /NMIBR TR S5 S 2
A, 34 it 5 R T B2 IR Y R A s ik, RZ
5 UL P BBUAN IAE A G 10 52 M RN B 1 IR R R R

(LDL) %Ak SR-B 1 | ABCAT S 7E /NI DX def iy B2 5 4, 5B
|, Caveolae BYIE R LL B Caveolins IF) 223555 40 fif P4 H [ s
M &35 YA G . Maniatis [ B 5% 3F 52127 , Caveolin-1 %)%
TR P A i S — B b 33 MBI BK X, B K
I A — D IR R B, 15 WX AR BT il —
A N AU C A U491 1] B 19 28 e G548, T2 45 1 S i 8 IR
RS 255 TR0, X T R ZBOEH 22 40k 136, 90% LA I
i Caveolin-1 2 O T 4HAEAE I Caveolae K15, M4NAEHI &
S UL [ e 5 2 L A A [ s B T i, BRIV o2 2 Y vy
IRFEAR FEAE N BT B 5 R B 1R 5 Caveolae Z [AITEIR 4R,
V- B PR %) JIEL I A B8 2 LR Caveolae X3, %38 25 4H1 MY
) EL [ 85T 28 HDL AR i 4 3z [ T e, 2 3000 5 2 1R
S+ PSR B A AE [ i 23 0 1 Caveolin-1 HSP-56 , Cy-
clophyllins 01 ¢ £5 JIH [& B 24 1 09 M B &2 & I 5% 02 = /)
[y 28290 by —TRURFE B R, A PR 9 A I R A, ) i et
Caveolin-1-VIP21 & &1 5 /R EE M 452 £ Caveolae P, I
Hb, Caveolin-1 SEIEFIZ #E 1 2 (SCP2) MEAEM, 25 T
JOEL I 52 A PR J55 X o B s o R

HIRIEUESL , 123K Caveolin-1 AE TR T 41 Ay fr HEL [
w2 AR K2 40 B Y Caveolin-1 ¢DNA {#f Caveolin-1
S FGRTT L ABCATL FYFRIR, 398 i 40 At AE 1 B 9 5 o1, i
INATF- T Caveolin-1 T T8 ABCA1 B9k, I8 /b 20
R R, S UINE /R Caveolin-1 I ABCAT 5 4f
JHEL UL e s S T K R A M SR DL B A Caveolae
b, IR AR EAE R . SRR BT 40 MG Bz, TR
fil Caveolin-1 5 ABCA1 HYAHEL AR, Wl/bIH [ B2 1] HDL )
iz WS LA Caveolin-1 5 /1N BRLUAY B s 155 005 40 it
SRR R S 2A0 B i T T A < v/ TR D
HEAIHG N, X 5 Caveolin-1 &l 2% J5 98 /b T JiF 25 A [ Bt 1 5
I, 2T R T B 5 B Tl ( ACAT) 3% PRI INAG 56, 5% Id
7N BRI JEE B W AT JHED A L 88, Caveolin-1 w555 70N BRL 19 18 I I I
AN, ABCAT AR 3K 25 8 [, BRIV SR L [ s Ak 38
TE U G20 , ABCAT 1E Caveolin-1 Rk /) BRI HE IS L W 40
AR IRATEIR XS R, 3278 Caveolin-1 AT FA ABCAL 4
S0 R R

1 S R 1 B W O B 2 R (PPARY) FILIF X 32 14
(LXR)VER L AZ A, SRR B % i R, 7218 19 g o2
R K3 T EEAEH . PPARy A9 S 7075 R P9 S T 90 i
I L VM PR AT T 13X 5 PPARyy T P 3 42 iR
I U B RH G B A, 39 5% CLA-1/SR-BI Al ABCA1 47
S LXR R AU B (A% 2 A, 5 RXR 4545 Ak
B RIS A Sl SEE M OR AR 225 40 A [ i ) 5 18
MZEZE H i 4 ABCA1 1 Caveolin-1, A I, Caveolin-1 18 %%
SEIE 3 B K% Z R PPARy Al LXR WY 8 45, 76 B W 40 i
RAW264. 7 1 Yt PPARy J& , Caveolin-1 23X 3411, [ if 3
T IE R B B 2R & A-1 P, RNA TR Caveolin-1
J& , RAW264. 7 4t JH T B2 09 37 1 8 2o 2, (LR 22 >R
PPARy AbB{LS , [ B2 5 1 3 38, W v I [ ik |
1940 FIE1Y ApoE R/ EL, 10T B 2 PPARy 5% T
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Sk I8 A P B2 0 SF-3E JUL AN B K B A i P Caveolin-1
HIERE, N> T As Bk &, $78 PPARy i 15 5
Caveolin-1 [ & 3k, 34 fin 40 i JI (51 8% 04 78 50 b 4k,
PPARy ¥R Al 3/ SR-B T 1 ABCA1 19 & 54 37t 41 ffg iR
BB . I, Caveolin-1 . ABCA1 . ABCG1 L) ApoE #
BAIFS R PPARy i SR SE R 0+
2.3 MMEMMER | EARERMNESESES

L 5% EESE Caveolae J Caveolin-1 FIPLRAVEF . iF
Z N AN G 3B R AR, i R 1 24K ET, (28U
A B2R AT S5k T 1 B2 4 ¥ 7 F /N 4k, AT 3
5 R L R 0 . Caveolin-1 T3 32640 1 2 i 2 B2 48 i A
TP AR : FIAEM A 3R (IL) 18 IL-2 \IL-4 TL-12 L4
JRLFEL Wiz 40 i 48 7 30 A 7~ (GM-CSF) i SR 1 o
(TNF-o) DLRGE AL T 40 ffL 3R 3K 5 43 WA 94 19 B AT ( RANTES)
S8 A TNF-ao 006 98 2K B8 15 F 32 1 4 56 32 1k 2
(TRAF2) J& , 5 Caveolin-1 &54, MTIHIS T RIE(F S NF-
kB 1iGfk, T NF-«B & L RE AR AT 982> VCAM-1 3R 35,
—EFREE S T SR RETEIL A EFE . Caveolin-1 F %R /I B
XU BGRB8 3, U Caveolin-1 RBR /N B
I I 240 D) 5 B A X6F LS ) 98 A0 07 287 i 5 4 i 5
I, NH RN T L AR RIS 7% S T A

3 Caveolae/Caveolin-1 T BBk HHEREHL T
RCT FAKE R & B9 4> FHLH

LA T Bl ok R A T 9% R 7 225 R AR T et 336 o) 7% 52
WAE S5 F AR AE T Caveolae A2b, U LPS/TLR 15 5 18 8% .
eNOS/NO 15538 i . COX {558 I . MKK3/p38 MARK {55
WL HE A R AR 5l S, Caveolae Y H 415 F Caveo-
lin-1 5 TLR4 .eNOS MARK ,COX FU & E 4> 7454, M
RS & A 7 A8 R RH 7 Pt 3 ) 2 i R DG R TR B 3R
3.1 Caveolae/Caveolin-1 5 LPS/TLR 55 1@ &

LPS 245 [C P R AN ) By, B RS S e s i
RIS E BN FE 22—, TLR4 i T4 £, ol i 51
LPS FIANEAGRR, B AP AE BAE N LPS MR S5 S
Zik, 2 1LPS 5 TLR4 4545, TLR4 M8 X 583K A
HEFE 20 43 AL ] F (myeloid differentiation factor, MyD88 ) %)
TH &5 W3 AR EAEH, BEJG MyD88 7E i i HAb T- 45 1 5
IL-1 SZARAH I i (TL-1R association kinase, TRAK) —-F{E
R IRAK 09 B SR Ak . BER LS 1 IRAK B Tk,
533k 5 A R YR B8 K F 32 AR A1 G R F ( TNFR-association
factor 6, TRAF6) 4545 I i L% , ¥#T% 19 TRAF6 1 fb NF-
kB 75 S (NF-kB inducing kinase, NIK) ,J5# BifR 1k 1B
P (1IxB Kinase, IKKs) , T f# kB iz R IL T FEAF, T3
NF-«kB M EURZS T 19 IkB/NF-kB = B A v B it i 1
B . WAL NF-«B H MR RS B4R 9, 55 DNA 43 F
b R SR R T FE R R R B T X NF-kB 45 G 6 a5 AH 2
A JREh 4 M T (40 IL-1, 1L-6 , IL-8  IL-12 , TNF-a , MIP,
VCAM-1 .ELAM-1 DI RS A+ Rl o+ & 5 28— Ak

RA WS, LPS Fl# = w20 f 5 , f2 3 TLR4 PhIRl H R AR 1T
SR I, B A Wb A AE R T, X B 7R Caveolin-1 41 Y
200 PR L 3 5 R S I 22 ) A SE B, Wang 45 i
—IETEE MR b & B, Caveolin-1 E 4% 5 TLR4 2454,
MAME T TLR4 15 MyD88 LA & TRIF (454, BHIE T NF-
kB U5 S A%, M T LPS S 1Y 45 N T 41 TNF-a 1
IL-6 7=t 78 43T T Caveolin-1 5 TLR 45 & B
¥, BIVTLR SR 79 (739-747) o 4% %54 7 5 WT44A
RALJ5 , Caveolin-1 5 TLR A AH B.AE HDR 9% B 5, 1T Caveo-
lin-1 % 45 B R4 410 41 VB FH B i 5%, L 4h, Caveolin-1 i
AEELIEHI55 LPS 15 311 NF-kB p65 W% #%, Garrean Lizl40]
TE Caveolin-1 FEBR/NRAYIMH LU &L, LPS %S H) NF-«B
DNA 254 1M & 51 559, — S 2 A 5 (NOS) /Y0 il 57 mT
Wi%E NF-kB {EPERIIH]
3.2 Caveolae/Caveolin-1 5 eNOS/NO 55 1# %
WFFTIA R —% AL A (nitric oxide, NO) B& T fEV#7 IM&
ik Ty FUERALRIBZ AN, 5 RAE RN AR YIAHSE . NO R
SO AI I , I LR 2R AR R R T
INUVR 3 5 2 M P B TR — Sk U i (eNOS ) 1 36 P 4
JRih NO BYF=A: VA RAE A h e 148 . I Caveolin-1 &
BRAE T eNOS G A8 4 3 T 500 9 7R L BIF 9 52,
Caveolin-1 2R 82 ~ 101 L& T eNOS W& &, Hrp
FO2 S IZ M I RN 1Y G AL PR R &5, LAb, Caveolin-1 3B
I H S Y 8 G A R eNOS RYARIR LR, 4
P Ca WRETF i, Ca> " S5 THMTEAD, Bl
Caveolin-1,eNOS 5 Caveolin-1 435 , 454 ) 1E 815 & H W0
PURTEE T 901, eNOS % A= 2 kel Bk Ak A Bl AR AL ), MK
Caveolin-1 _ i 25 3 5B 4 S0 , NO A B3 ; 25w ii 1L
{1 eNOS X 7 [A 2] Caveolae AL . 4% siRNA H AR UL
2K Caveolin-1 AYFIAWAZH eNOS EMEHEE NO & R Z 1)
5B Maniatis 227 & 1 Caveolae [P WLEEN T eNOS [
WG . P AR AE A EE ] gp60 ( Glycoprotein 60) 336 )& ,
Caveolin-1 BEM T Caveolae FIPNFF ,NO HIF= = 1E 2 min T
1, ATRFEER) 20 min, AEX AL EES, fEREE Sre FAAGAY L
o Sre BT BEME #E Caveolin-1, Akt F1 eNOS ) B fig
1k P2fd eNOS M Caveolin-1 435S, HANHI 57 v B 1E NO 1)
P, AWFSE R, Caveolin-1 &3 3 P75 P42/44 MAPK {3
S5 (4% EGFR Raf MAP-1 F1 ERK-2) 3 _I- 3438 B& (05
PEC I AT IE S T 7 R AR e A [ K A M /N R
H1, ABCAL Fil ABCG1 A B TARTEPI B eNOS AT PE .
& B, i LDL H[E EES 19 Caveolin-1 #3A bR IE— 4
HET eNOS FAm I Y NI 30 NO A4 i, H
VAR A L4 fF RS 3] Caveolin-1 5 eNOS (A HAEH], FRAR
eNOS [TEME, Wi/ NO MR, 1M ABCGL BT/ S Ay [ [ e
i I REARER Caveolin-1 5 eNOS FUARE IHIMER
FOH R0 & P Caveolin-1 33 875 eNOS Y75 M M
P9 TLR {55 ™) . 7E Caveolin-1 #R/NER A, LPS 55
B NF-kB (475 P B AR, I HLZ 8 33 70 il eNOS 1475 1 5 3
LPS 5549 9 i 431 09 72 A2 08 /0 DL S NF-kB B0 76 P I
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[FEE LPS Al%S TLR 5 MyD88 4545, i3 5 MyD88 & #iak |
WA BT 0T MyDSS BE4E (AN 1 2 AAH O Bl
4(IRAK4) Fil IRAKI, TRAK4 P38 B 3% P X TLR A S /) e
PENIE R ERTEEN, IRAKS BERR L IRAKL F5( TRAFG (1)
HEHHEERZEE Y, WA KEHEF (TAKL) B
MAPK Z & Il 51 22—, TAK1 W3k — 3 S % NF-«B 134
T80 A Caveolin-1 ZBR/INEL R, LPS H U if 3 b
Ji [ TNF-a Fl MIP [ 7K 02 35 BEAIR A9, T Caveolin-1
A BRI B eNOS THPEREIR , MM E IRAKS RS, H
55 IRAK4 FOT6 P, BE— 1 TLR MM 5% ™,
3.3 Caveolae/Caveolin-1 5 COX {5518 &

ANITER AR AT 53— AR BB R AE [ S A RS
fitf 2(COX-2) , COX-2 S A AE A BT HI M 2 Gk i) B 3 g
ARt R B ROVE R, BLAE As JRAS AR 37 ik, COX-
2 BTN T N R R I 2 Ah, G iRGE Y & B COX-2 B
FENLTF Caveolae FEEEHA 1, WG IL TR AR W e A4 3 Hhy o
PR (PMA) Al TL-1B 55/ COX2 5 Caveolin-1 2£5E 7 T
Caveolae &b, I £ WL & 41K, Caveolin-1 7E N Jii W 3@ 1 5
COX-2 &4 5, BEfE#E COX-2 HYREME, Caveolin-1 Bl BLP
COX-2 MR B LU A BUNRLE . RNA TR AR UL
2K Caveolin-1 J7,COX-2 MR IEHE N, COX-2 Mz R,
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Figure 1. The role and signaling pathway of caveolae and
caveolin-1 in the inflammatory response and reverse choles-

terol transport
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