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Abstract: The formation of macrophage derived foam cells is a key link to atherosclerotic lesions, Scavenger
Receptors and other relative receptors in cholesterol metabolism play an important role in this process. The
following review is on the key factors and mechanisms of foam cells formation, and discuss the potential by

modulating these factors and mechanisms, in order to develop targets—specific therapeutics for efficient treat—
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ment of atherosclerosis.
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1.1 SR-A OxLDL 455 JE il A 4l A5 54 312, A dfi 22 2

[ I 2 v 08 R 3244 (scavenger receptors
classA, SR)AR¥E LDL o i & G JE TR PR S AN ] 3= 22
534 SA-T M SA-TT, “EAile = RAE &N, 2
P S AR WA 1 LDL (41 OxLDL. AcLDL) FI4H ffa fis
T RZWFCHHINE N IAEI RGN AN S ik A
TEEAL I sk R R /R FH 20 iF9TR W, BT SR-ATT
PIRFRR SR, TE 5. 0 AcLDL!) . #£ SRA-TT
MR BRRA N, AcLDL AR BT
SRA-TT #£ YL /N R, W SRA-TT Hh (R = IR 7% 2 45
4 AcLDL B 5. Lam 2505078 L84 AL HEIL
b, CARRABEFEAL LDL S0k 5ol 0 40 o 37 3 R 5%
RFILFE R S, I BE JEA LDL e 1
SRA F1CD36 [3RIL, W& 755 T 40 M p JE ] /e i
&

1.2 ©D36

CD36 J& SR-B K iz —, & BEWRA ML
PRI N 4846 LDL (1) 2252 4K100, CD36 ZEAAR A 1)
BCREAR )2, S 5ERMRB AR . A FUIE
5%, CD36 2K fig f & AR B 40 i £ W OxLDL 1)
e LR s ik A FEFE o T iR 2 CD36 I LA
FEACAS MR IR R AT ITHLAS 2R HE 5 2
—. CD36 MALHEE 515 546 S BEAHOG, Horpd 4
WA BETE 385 52 A4y (Peroxisome Proliferator
Activated Receptor—y, PPARy) #IA M A&1H1T CD36K
IR OCBE R 7150 SR A SR I, PPARy #3h 7
HAF CD36 Kk &, (HIFEA N EIEBE Y1) 5)
kA0, BRfkAR TWilh, ATRENLHIZE PPARY ¥
30380 Tk 0 LAt 98 5 R (RS PR T T AT
I, [AI 55 HDL AH OGS A 2 5 N [E RE s i, N
TMXTHT T CD36 FRIAHE Sy R B 100, AS 2%
HZZ 5 A R, ] i 5 4 R 38 2 a0 1)
SPAT R AS IR A AR AT ST
1.3 LOX-1

LOX-1 J2& 1997 4F R LA —Fh &M 51 Bt 2 A4
PR R 524k, J8 T E 8 SR, S 4
JE | OXLDL Ff ek 5244, B A BEA 5 P R 41 il
Al S OXLDL, 59 & FhIfL e 28 Pk )N, 3k
W D RERERS , it HLAS G B nT 1y i BORG B 2 7
fE1E OxLDL FO4 i SR 4E T+ M BE, s g i A,
TR REBEBR AR E MDY o BN LOX-1 R Y
ST AT, JE R A IAE N U5 RH B e 4 i L
A Fk, HLOX-1 1y i 52 Ihieg A B 1~ (TNF-
o) RIEWEm I, FEFh K FEaifbrh, LOX-1 5

WACE IS (MAPK) %, il — S8R PR AT ok
a7 m wee o n wr KB mRNA FRIAMEGR, —LLRH
T RIRANE > T RRIERG N, 51 R 4% 1) A
Be R RAE, S EURRZ AN A KR OxLDL 1 it
KA. LOX-1 REBFZINERSH AS KELTE,
AL SE R TP B P 2D iz —

2 JEEIE S BRI R A

JOEL ] T 4 P9 A 25 DL i e UL o e S o A
TEAAEAE . 40 M P B AR ok A7 — . @k LDL
5744 (low densi ty lipprotein receptor, LDLR) &424NE
PR, BRI 4E CoA 2550 A B & . 1E%
ALBRIRAR T, A0 L I G T8 2 AR PR BN A
PR EA S, SaaE o — MR T I A TH TR 7K P 1)
SBRETT RS, W E i SCAP-SREBPs—LDLR/
HMG—CoA reductase s [12 W) R HAE H >k CRAE 40 iy
PN REL [ B O AR S Tl . — ELIXAS P g T i, B
I8 G E [T P, G 2 VL ] T 5 4 L PN S RRER
2 ity P4 JEL[E K ST T i, SCAP-SREBP B4 W14
WERIZE N T, LDLr/HMGCoA 40 J5 Jifg 6L DA 1y 4 5
b | SR =Y et b= A BN ¥ R i PR e
I BEAREHE A . I RSN, ATP
it imieia - AL JIF [P PR K AR I P T A
EHEE%.

2.1 WEIEEGA: FEERZEEESE 50 (Acy | —CoA:
cholesterol acyltransferase, ACAT)

ACAT HEMS A I [ e b5 A% Mg 077 1R A o T[]
P P, TS A PN IR T A T A OGS
ACAT AP AIEAL: ACAT1 FI ACAT2. ACAT2 H
T REFA /N g 40 v 308, 22 5 L[] g f R AC R
HEHE I IGBERC DT, i ACATL |2 20 A 1 AAK I 45
YL, A A R 3 A ] e 35 35 P 40 A v K
SPdp e, AR O A4 2 P I ] e e A
1. WIFTRW], {ETHP-1 FAZ4I L PMA 555
AR L 40 i s Ay, ACAT 1 JE PRI ik M HL T
PEX Egs o) I NI o3 A AH SGHE E ) THP-1
BRI N ACATL Feik g hn, fEdbMnfEmEpiEs,
NACATL FHIFI 5, ACAT1 RIEIE T, 40k
JIFL ST B T B, SR B ACATL 520 48 i N i
JRE, S5 TNEaE, BRI A& THP-1 18
2% PMA 5 3 I AR h B sh PKC A S RIS S 16 ke
X ABCAT JEPRIHEAT 51200t m] 2 PMA Ji i fig ik
TR B A 5 IR 7 U005 524k 8 (PPAR &), 5%
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BT ACATL FFF et /E ), UL REAEIR/K-F
feidt ACATL PgvE k22, A4 A py JE ] e AR 2R
2. 2 ATPEEEELEIEF Al (ATP Binding cassette
transporter A1, ABCA1)

ABCAL j2— P & 1, A6 IH [ Bl iz
(RCT) FH HDL A= e () a0 R vl dE 2 FH T
FRAERCT BISFIT# . B LLATP b e (e 2k 40 L iy
T HEL ) BE AN IO HE o 25 B0 B R i i A s
AT 52 ABCAL 3z 1R Jite 5 JIF ] Pt 0 gk s 45
&, H AR HDL . ABCA1 T fERE RS K 5 35 B
20 3 PR R 18 VL ORI oA YA 40 i, 40k T vz v
MAEFRE, f21EAS PR E. ABCAL MRIEZH X
SEAA / PRI X 5244 (LXR/RXR) 2542 Ft K] 11 20,
H ABCAImRNA A RERS St LXRa mRNA f3E
ik, BATIEEE ) . AR ST 27 7E B K R FE
fEfbBEHRe 1, ABCA1 FILXRa fImRNA 3548,
1M ABCAL £ 1R IA B A2 PRI 200 XA AT IR
DA 7R 7 mRNA [ 7K-P o A 1 S N 1 4 A I 3R 0A
KA, JEHGEF ABCAT B mRNA ki, fE73 875,
A HE mRNA 55 Jo A 2802 ABCA T Jik PR 3R IA ) B 22
Wi, A— R ER 2, ABCAL EEES)IK
SRR R AL B He b S BAIC, 7 RE v JIH [ E AMAR
ST BB K AR B R R 2 T
2. 3 BH[EEZAE4%zE&E H (cholesterol ester transfer
protein, CETP)

CETP g JJH [ Jigt 33 4z ok F2 h 1) OC B il 2 —
‘e HDOL ) CE iz 25 #le 5 B B BIlE R A,
f¢it HDL 55 LDL [H]f¥) CE M1 TG HAZ#k, ffif3 HDL
KT R CE s A7 A8 TR 4 b 1) 3 25 )
S, WS LDL ) CE sl ik BE b1 5 k4 i £
UM AR R Al i = A AR AR, BRI A2 3)
UK SRR A A () S8z o JIFL ] e S P 7 R AR A S A
0 CETP 3P LA 7 HDL f7KF, B VLDL AN
LDL X CMfIL s i) 451455 « Torcetrapib J&—Fupi A4 G
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re HDL R4 FHS 200, HIG IR 70 RN, & A RERE
1 FNREZE e R B RK R S FE AL S B B, R
B 1A A =TT 5K 1= B0 i S Ak S| [ A L= S ey e ]
TR A S B 2T v v % B A 3 IR ok, H
HDL ANRIZRAA A A B 5 o H A CETP 4l il 5
ST BEA AR BN K A AT () A 65 A B2 1w AN B A

2.4 PBEEESHEE/KERES (cho lester ester hydrol ase,
CEH)

0 i A sk 2 PR s L R R A R AR Y,
— i I I ] BT e R AN, BUE £R ACAT AE
FHERAIE AEAE A P o H T2 5 1 i i v oK i
WAFIE TE B K S R BE BRI IR o AR o052 44
A P Uit 20 L g S 52 B 40 A L[ e s 1)
KA, A L Py P R P A e 7K A s U 2 1)
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PR L] P P KR I, — oA A T I A P R
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OxLDL FES K sk A AE AL 2 TFAR AIBOR I 7
UR BEAT RN LDL (AL Bt 72, PR E R
PR I 3 K B2 A R AR S OxLDL, - SiE 2% BB
Wy A IR I S, B A R RDRE A Bl i
BNIKSEFE AL I R . RN TG SR A A
L IR AR AT S TE RS2 AR KAV P AL, IE ] AR
W OB U 20 SR S M IR 3%, BT o0 #E ik
frea G YTk, S EAT B OxLDL A1 LDL
AL T A D e VEHDL AL 54, K B AE 22 HL 22 45
ARG H i, WA AT, DB
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