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AT By 5 76 B K A A B A B BT 8T 1 e
ey oo, IS, NeEE' ¥ K
(BHEMAXFMRALTEAER LS AF 2. ShBHERZLFTLE; LFTTF 100029)
[E4EIE] #HEY, ATBRGEHRBERL;, %8, BTH;, FRBELRL
[ E] IRBHERALZ—HLZEEGRERER, FELFALEE BAXANE IS XA T LAWY, B mxt

TG G HRZABHEA, KENEBBEARREANRTIN(XLEFAE) BEA ALK LA KEN L @mED
B IR S A FAER, AG G BHRNALZ L AR NRKEFRE T @A T B8R %

[PEES]

BH bk #2458 4L ( atherosclerosis, As) FIRIRAIE £ 5 ¥H
SEA B, BRI X As (B V6 B Z A 20K R . I 20 4E 3K,
Bt 5 o 4 Ak Y AIG 25 75 IR B A (oxidized low- density lipoprotein,
oxLDL) & 5 As JU AN & R 0 318 22 i A iR 1 ik, = A 4k
FHOEKPAATIH T I As FIBF 0. Hd, 5T B A5
KEIPT As FIE B 76 4R 3l Bk A A\ ( percutaneous coronary inter
vention, PCI) AR J5 84 B9 1EH, HALHI A AL T H A TLE
A, BE B A0 B A YA I L o N B 4 T e 0 ) A
JEEHE A M I A B M AE 2 0 AR . AR SO N T B I S5 A
R 2GR Y RALHIAE — R, 3 T As BOPEHT .

1 ATENELFESERRTR

W By HACE 2N 4, 4 (- FEETE 2 58) W) ] XL 2,
6 X1, 1- 3k 2.9 SR, A By Pk 5 4 O B B 7 5
W PE T HAm 3B T IV S, By 22 il 5 Stk
Mt ], 55 T 45 5 5 0 R € B A2, SR UL
TR NS H 3 I BE JR T R K AL RE . HE R
YeRE FL RV I, 78 i 5 UKL th 2 70 A 7E B A K L [ A
JT R R B A B D R PR AR T, 0 Sk B 4 i R e A L o i
Fey 77 A i e A KV PR AR M RN P BT, B, 9T B
JE VAR A 1 2 T 2 ik A Bz A M 3 3K B % M o B B 2 T
KIEFEMAE

2 ATERIEREER

AT F0, 1 3% 2[5 B2 (total cholesterol, TC) FII % &
g2 A JE[E B (low density lipoproteirr cholesterol, LDLC) T} & #&
As B ZEERIH R, T BA R F E(C TC M LDLC, &
AE AR 2k IH (] BT A% 0, (VAL R 40 1 oY 19 16 5 AN A

(YRR B 2003-12-02 [1EE BH#] 20040614
[TEEEAY]  FRBeE:, BI04, W 9007 W 9 3l ik il 5 A A0 g B4R
2 LA, BIWETT B, BB AT AR T, AN T B0 bk ok A 6 A 07 2R
A TS, B A T o S I 5 9 4T S P B0 ik 5 A AT AL T O
EAE, ALBWAEE, E-mail N wangluya@ sina. com. X E, F LR
VT, N gt o A0 U HBUZE BT 5 506 T, DA 1 A A B R
I SR B O W RHRI AT

[ XRAFRIRED] A

2.1 RERmzE2EERRBEEREEOBRERE

4T B B TC # LDLC [¥94F F 78 % Fh 3 47 52 3o 45 2 Al
PR S258 vh 445 31 7 HIE 52, Sawayama LY 7E — THRE AL X BE I PR
RIS —8 X As Il R 56 W 7T ( Fukuoka Atherosclerosis Trial,
FiT) FACE, 3T B LDLC T B 29% , 5 25 FE AR Bh 1k P9 JBE
rf1 8 JB B (intimar media thickness, IMT) , [B] I &2 38 &A% 56 R 3
FRRR R AR EE WA AR RO T WA
B TC A1 LDLC /K-, BF#{IK ox- LDL ANTH — %, JF E & 3% Tt
e S A A A B, [ I B R D e 0 9 40 B0 R AR IRBR
R R, Bk, 5T B 6e R A B B KCF, 58 5E e
TE AL D P, A v JIE ] T 6 2 0 TR 3 Pk A ) A A
2.2 RAPEEREHEE

LA R K B B IR B, W% B & H (high density
lipoprotein, HDL) U470 As 1 F 5 B 52 A /v 5 10 IR [ I 3 ) %
B AR, FFAMLZNAH R 2 A 0 N A B N BT AR IR BT BHDL
v, 7E OB AR JH [ B It 2 %% &% 18 (lecithin cholesterol acyltrans-
ferase, LCAT) [ {44, '~ #&K {X J¥ B AT BHDL2. BT BHDL3 Fl B #4
¥] HDL, HDL #%-C» 7 (14 JIEL [ B A 45 22 Fof WL o1 94 % 3 5 T i
B S, PH A BF BS ¥ 18 & A ( cholesterol esters transfer protein,
CETP) m] Kt JH[E BF )\ HDL #i2 2 & HHMEEH BIFE S
WMEERRIRE A, XL HBE TSR ES B/ HIEEA E
AR B LDL 32 /K0 5 8 H R AT LIk, = CETP [ i
PEARME BT, & K4y F 265 B8 E 19 HDL JURL v] B BT 1 R T
¥) LDL A1 LDL 52 {A 4 2¢ 8 H Pris Br . &, HDL i & 19 1
[ B ] 25 75 % P iR A 1 A2 4R (the class B type I scavenger recep-
tor, SR-BI) , 3% £t B FF B IR 58 L A0 0 S 2 g 171,
AT B AL E I 3 0 CETP\LCAT\SR-BLL# IR 5 (1 E K23t fiH
[i] B0 3 3 AN TT ST Ao 400 O IHL [ T 00 9 38 2 4 45 40 Y L
BB 2546 ¥ L ZE AU, 79T B Ik W 4 40 B IE ] e O
&, I As.
2.2.1 R#MEHEHHFEHARE  Franceschini F %%
I v JIE ] o oA 1 SRR IR T T S CETP 3% 12k W) 2 48 i,
H 5T By R R IEAR R, R4S T My Al e B
FEH CETP & R . 53 4MiLATT & B CETP 1) iE ¥ S
f51 % £ IR AR A JH [3] B ( high density lipoprotein cholesterol,
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HDLC) FBEEIEMIE, X— ML Al RN T By k& HpLe 531
H4 0 CETP 3 hnfE [E i ) 5512 05 . SCHR[ 71 R, &0 T
WG yT 0 & CEIP ¥% 4 & 3% 3% 55, HDL B & A8 [4 B fg
( cholesterol esters, CE) BH & 98 />, A T B3 ¥6 J7 412 BX 1) HDL
A RE A A CE Pt W R % . Oshima 2% % 21 8 J&
W& WHHL FARMEIR RN T B 5 B, As SIS SO 1 B B
TN, As BEHRL DY 1 I 40 i 5 Xt HRCZEL W S /b, I dK CETP
T P o L, 7 7 4 R A K E R R . X
— 45 RPLOR, N T By ReW% 325 CETP 35 1, iX —/EH i+
HBERRTEA
2,22 REZBEAKEGLAREAE  Rinninger 7 HH
THMEFR CSTBL/ 6 /N, AT T T 28 1T P A0 3 ik 2% ¥ HDL
L5 SR-BI 4543850, AT HDL 1) CE 35 43 W dse A B335 B3 2l
WU ERR, (5 G R RN 2 A5 LA b fE R —sE
I, Al SO R g R A R UR S AT R, T T By 4
SR-BI 45 [ Fl mRNA 7K -F#B & 25 F+ 51, H 41 HDL H¥ CE
WAL S 2 38 0, X — SEEG R W TR T Ak @ o 4 hn SR-BI 1) %%
g ey CNTIR G AT SR =S e hi 18
2.2.3 R#BKEAERE  Yamamoto Z' HIH T M}
AT S RN A, AT TAT B e R 3 U8/ 15 4N P 45 X LDL 5
EEARER (A E 2 WA 2, W T 50 400l P9 R R D2, 3
I AR N B AL AR D o SCHRL 11 3R0E, T T By AT 4R k3
JEE 1 E mRNA Rk, 8B EA E KT @ 2~ 4 65, AT
Pk A 32 f R RS B L AT HDL AR & A £ 2
PRI N FFHEAT 43 A A AT B
2.2.4 AR tm e B BE ¥ 4 iR 2 e R[] e 0 18 2 4
TR 230 o e ] 2 25 5 1 46 1) 2 AL, 3X — AL R A, SR K
G R As KA R B EERFEIERMZ —28, [y
S 41 LR THT 1) — e e S M P9 B 45 440, 515 40 i o I ] 2 1 1
W, SEREIE [ R ST, N AR A1 A S I 40 A I T
32 AU HE RS P T I R T i UL 4 M R I T 4 G B R KL
ox- LDL il ML P 7 ULAH i/ U 2R 1 1 3R 9E, AT AR & H T 3L
211t R T A B 5 ST o LR M VA Ak A B A R )
HEAFHHIZ —. MRS R, 5 KSR LDL A L, o
LDL RE 525 M &/NUI R A 1 BRI, 18 40 i 3 B R EE 37
BERAD; SMESENDNUEA 1 FRIEF S E R ocLDL
115 J5 1) 4 P L ] 2 9 s, 0 o) 4 A T e R AR, N A
Ty AT 3 X H0 ox- LDL % 1fiL 4 S 3 UL 48 2 ( vascular smooth
muscle cell, VSMC) /N 25 F 1 #0861 4E A, 5748 i A iR
I B o 2 1
2.3 ATEHMREKER

TEO M ZR G0, 45 Fh A0 10 AT A o] s it 28 4 g = A=
TEMEAR, S5 R A LDL Ak {230 40 i 4 & Rl B B R B
P Y, %t S5 TR 355 A T Q880 4% i A O 228 DR 1 3 0k, 3 T sk
As [T ORI JE o Bl bk 4 S 1) 0 84 420 R T e LA R 1
PiAs FERITST . T By 2 — R 3N 5 Re 8 & A T LDL 9%
5 FHE NSk I HL AL R, AR T As BiiE. N
TEYBEINH] 50% Cu™ 5] 19 i R AN LDL 3 44k 15 F ( 1C50)
BB A B BL 2 8 s S0 5 (TBARS) , e 3t EAL A A 40 59 2 4

AR EEE AP ERIK R AEE R 5~ 6 £5.16 £5.95.
5 FERI 104 £ FE B R R I K S 56 h 3 BT R B A
TERIT A M3 ox- LDL 7K-F AT B 1K) 7K SF Ll F 24 11 5%
XA LA W1 F B, SOD/ 73 % FA LU A 19 5 3 51 TBARS
AN LDL i ALY . 35 I, 9T B ity 41 LDL B8 W 3 K
Cu™ LA TS o T 4F SR B 7T R WA, HDL 7% 5 T R AE b
BRI % ox HDL, ox-HDL %% 12 fIH [&] BE 1¥) B8 7798 55, A ¥
WRZAIR ™A R 1, T H B Ak, JFiEE R 2
PRI, 3T By S B Cu™ /T B HDL R4S Ak, FF 66
2 IR ox HDL X A B2 21 B & B — AL & & B ( nitric oxide
synthase, NOS) 311l { FHL™L
2.4 MENEINGEE

M A R A IRAE RN N -2 B, EENLIRI B RS
KA AR M- B L 020 JHORG B, R A R R R AT I
A F-( endothelium derived relaxing factor, EDRF) B — 44t & ( ni-
tric oxide, NO) « N FZ 2 « TT 71 Jlt 2% 55 1 17 10 %8 &7 4 T Re 1) °F
A VRV R ML/ AT T, N B ) SRR SR, R A
M50 S B T RE AL 2 As BRI E4 . T By Ar
i T b IR AL B G AR T A KL
2.4.1 IS F R, D tm e A 69 G SLEBUR
BE 2T B0, SR ) YRR B R As ORI o
LDL. iy 3R 3B A F a (tumor necrosis factora, TNF-a) « [ 41 Jig
3R 1 (interleukirr 1, T~ 1) 25 3 ] {2 #F o & 40 MRS B 2> 7 1
(vascular cell adhesion molecule, VCAM-1) 41 g [A] &% B 7 7 1
(intercellular adhesion molecule, ICAM-1) \ P i% ¥ 2 ( P-selectin)
SR 7R A . Zapolska 121 3 )N # k  R 4n E
(human umbilical vein endothelial cell, hUVEC) F1 TNF-a % II- 1
FLHFHE I, VCAM-1 AT ICAM-1 2 A Al mRNA W] 2 34 %, 1 it
AW T B G VCAM-1 K35 K [E 48% , {EXF ICAM-1 R WL E R,
FEH AU T B -1 A3 1050 A B 40 5 hUVEC K
Bff & % 40% o Fruebis %2 R BLA T ) vl B 2 98 /> WHHL
KA P VCAM-1, BER P ) VCAM-1 8 A W8 2 5%/, B
XEEAE AL TR/ o SCHR( 23, 24] A #H RZAGE . Li
S VT8, ox LDL 5290 BE  Iof [ 402061 14 384 Jom 5442 440 L 1A
2 R0 R0 B, PTG B R ORI Pk RN
RIE, 54T BT B8R ox- LDL X 8 %1 iR 5 2 R0 I 5 48 1 1
B R T B 0 81 4
2.4.2 BH—ANERME S, BE A BARK M A o FAER
NO 2 — Ml E 7y 7, AL BEET TR ML, BRI IE, JF 68
] VSMC 14 58 A0 I /N AROKS By, T L& BB SE A PR, A
TITRRT As F1 PCI AR J5 F AR % . SCHR[ 26, 27] al, 79T By de
3 F#IK o LDL 5] 19 4 E Bl ik VSMC NO # R 35 T F A1
VSMC 3858 . Keaney L2815 B v R [ I R 1K K G B 3 B
Jik 3 2T HEL B A 5 B AL B AR T T i B R L BE 50% e
A, TN HET B EX — REETIER.
2.4.3 &b fERAaaPYa FHEEAR ORTR
il R BB T, B AT 2 K (R R R 0 TR B, T AT
KRG RNADS (kM W IR TE R 3 E R G, 4EE
¥ i 52 20 23 28 A 3 I DR 00 D tissuer type plasminogen acti-
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vator, tPA) FlI £ ¥ B J5 0TS 9 410 1) 77 ( plasminogen activator in-
hibitor, PAT) #4738 . PAF1 Rl tPA [8]F- %5 2% i £ 51 2
o I B A TR BP9 B AR . Moori &5 % B, #E WHHL 5
G2 AN AE, HA4 R KRR &L R 7 a0 (R4 H
JRAKSP AL IEH R bl B3 m, AN T 8yiR 7 5, I it abkl
ok A R KR R R, As BRI, XEEA 5 IR L
B ARSEE . 5B — TR Y KB, o LDL B {5 56 K 3h ik A
S B 4 PAF 1 36 27 tPA 43 WA D, BOIR FEAK E . TR
Ty RETE AN PAF1 0950 W, A8 tPA 2 ih38 2, HZUH
F(tissue factor, TF) /& 4N 11 % M ¥ 72 55 B8 7, Tchikawa 25132
HEF0R BT T By 1T 5 4 FH W7 g 08 40 R AL = 312 1Y
TF WI5R1L .
2.4.4 WHEAK mie AT 4B P8 T i F2 R bel-2 (R
T \bax B ML 5 B B LAk T ps3 3. Aoki 25PN K
MZ AR OLR, NSk A R 40 B £ B o2, a0 B T B3
I, bel-2 B F I Jbax 85 MR R B 4R 4k b pS3 1
hn, HAZ R+ kB iE YIS 58, AT B 5 40 B 15240, bel-2
B 1 i bax 25 M B SR 5% 7% B 28 kL AA 982D | p53 I
b, BT KB IEYE T M, XU T 5% T KB S
I, AT oy A 3 VR 1 25 i IR o P R AN e R T
2.5 I n B P BR 1 A A0 I B E 2B, FARH AR P S IK B Bk AR
EAREREE

TR B A 2 s PCL i T UM EERR. A
T By BUA A FIML A MR e 0 2, PUE AR L A B E B
Lo (E2 R iR AR 44 R E ALt/ 8k 1 1E
X $E R T3 T By 08 8 A7 72 B | Ak LA I 55 E AL
Miyanchid 251 BIF 7t & B PG T Fy T Ao 5K 2 453 475 1Y) S 29 50 ik At
B P M T AR A A% 92D 20% , A LR VSMIC 8 E B 3 E 4
B Az B0 & ( proliferating cell nuclear antigen, PCNA) BH 14 41 ff &
ZPk D, HBAR M ANR AR KR 7 RIRE, RPN T By AR b8
A KR T B I8 K VSMC 5. 3 £ W 58 K B, VSMC
W5 R E cmye Z UM 3, emyc 2 K R iE 3 n, H
08 H 5 DNA 256, nl Rk 55 2 Al 386 8 A D¢ I 22 R 7, A
T 7 A2 20 B 38 B R, 7R emye 28 K] R 8095 T 8 2 VSMC
BEEE BRSNSV B e IR Bl Sk BR B 45 40 A,
WS P T By 40 ) e DR B Ak BR ZR A0 477 J5 P R A, PR AR 5
s KEEN cmye RIEWRIE, RW T HAIE—EREE LM
il cmye FIERIK, IXATRE 2 H B vE PCL R 5 B84 BIMLE] 2
—o FTEE A K, 9T B R E BRFE Y Sk 45455 5 19 i
A s TED AR A 3, YRR D B A P B T AR, 3 AT AR B B Bk Rk
TEAR G L8 IR 5K DI RE, ORI A B2 4l & R 5 B0 R R 1
EPOR DR 7, PR AR I /87 X P 90 ST 40 0 Jo ) AT i e B 1k, AT
Vi BT T 1) AT 3 Ik 4 e 9 PR o O, A A e I A R
48, T BT 1B 3 ik BT A J5 B R 4 8, B BB R R AR
FE— 35 %2 vhoCy (1 BE HL G B I PR 3607 b, S T R S A
HIBE S TN T EYRIT RINN T By 4l 5 ) I AR LL A, R
FERD PCIARFEE A . Cote 2518 78 — 151 it L Xt B8 WF 9%
HROR IR TR T By R A AT S R A /I B TR, 982D A B
BB, B> THREY K ERAER.

2.6 Hit

E4ii R 1(T-1) Af N R =& R E W LR, f
PR B E R, P R R, RS A% R F KB VSMC 1
P, A 5 VOMC & IR R 1. @ 2, M EIEHE As TR
MPCIAREFHRAESREI T EEIMEM. CH[ 39, 40] HiE,
P T T AE B A S 56 b g 2 VSMC 23 T-1 FE ) VeMC 1
B, 15 Bh 4 S S B AY AR T T T 2 D BREE R R JE Py
B A P o R LG, B RO T 1D R R 4 E A A T
B, 7T B3k B 238 As BE R 9 K 4, Braesen 14 H
WHHL 5% R i S2 56, BB He gl 2306 I 3 3 43, RN T B
VA IT 2H PR HLTE AR R R RN A A0 A A B R B2, BE B AR R
DA G 5T AZ L 14 5 25 Rk 2 T DA ST T L4 i Dy = A T A B
Pl FRE, HAMOATE B B s 8 A B I, X
Ut BF P57 T3 AN S B 490 1) B SR 1) T2 3 T 3 i e R B R 1 R
AP Aso

3 RE

KEWFREH, A TE®ELEHENI As WEH. BT
AT (¥ B HIDL R A R, {3 CAE I R S 52 SRR il R
SCHR[ 42-44] i 78, HDL HH AN [5] 1) Y0 289 20 B, 60, 46 K A0RE 1
HDL2 F1/NEURE 1) HDL3, b HDL2 & fH [ B g 2, 4 f
K, iz MHE B 68 A7t 22, 10 HDL3 & JH [ B g 2, R 4%
/N, B3 E I B PR 66 70 5k, TR T By AT BRI R R 2b Y, 2
fE/NRE G 3 WA, R T HDL X AH 8 B 1 88 68 fr. T
VAT T By B AR FER T HDL & &, A1 43 HDL 1 /N 50k W 3
30, HDL (1380 %% 32 JIH [ B4 B8 ) i sk . Bl A AT 4
TRAE As R It F5 R BT RS B9 1 T LB TR T 1 A FH AL 161 ) A
WK, AT 8BS mERPFHRZHER. LK
T (71 R SR8 38 7 Ath VT 28 25 ) B i Y 325 sk 2 et 00 9 BB
FIFET LG AR FE 26, #0%F PCT A J5 75 5k 7= 5w EL Ak, i A7
I PR3 R BTN T By A LA 7= 4 AGF 1067 ) B8 2 2 /b
PCI ARG EBAE . N TIELHA T B AKH As FIAR G 1
BWAEER, BN X IFETE T B bt As FIAR J5 758k 78 2
NG PR3 — B0 0, A BT AR R VR G HE 210 T By
il As B9 A B BBl VA PCT R B B IESR BBl B2,
BATI %A 3 T By Pt As B A PCL AR & B A4 AE F 3 &
M
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