CN 43-1262/ R H [E g Bk i1k 4= 2 2004 55 12 556 5 H#A 607
[XEBHS]  1007-3949( 2004) 1205060704 W HkLFIR
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PN 2 44t P 98 0 I S AE B K ok A B A I 7T R AR
TR, B
(ZBFYEFRAFRAEFHME, ZHBE AT 230038)

[*#iE] HEFEREARS, FRBHERLRBRIE, 5K, AR@iE, RXERE;, HWiER
[ FE] AL UADRBHERLRE L EERBNRE, EEIN T RAEDBR L ANKEEBEG @A T

FRFAEHRBHRLE R LA T 304 ABET B ARAEAY R ERARFLARNAEN A KB T
)RR AR FAL KR R A 5 FALH 428 T R H A 2R AT A AR BT KB A4 Fl L AR A E R
THRBF T I AR 2 R K RAEERFHD AR BERNGHF AP A h AR e K ER ST

FACHE T A% AR A 5 Bk 38 A AR AL 25 A 4E R 69 #7 3
[FESES] R363

B K S FE A AL (atherosclerosis, As) J& f&HE NREREM E
TPIR L —, W T As ORI A BF 78— B O I8 59 T
FRIF R . B AN E 4R i BRI 2 U o T 3 L4
Jfi( smooth muscle cell, SMC) 3§58 %% it - IfiL ¥ Y7 27 1 55, (H AR A
REXE As (¥ A AL i B2 42 35 B M AR e - 1999 4F Ross! ! 2
“As fe—FRAE TSN IO, 18 I As 2 B8 1 R OE &
REREAE 05 3RO 2, FL KR 06 4 PR Bl 28O0E SR, 2 0T 75 A AN
()53 5 PRI B ) A R — 4 4 38 A RO g R . R o, R
As SOAE 1L AR K94 T AL, BT 5T 25 M0 % N B 40 ML (endothelial
cell, EC) RS S SE0H, 7 BE /2 51 As V6T BT R 5, AT
NI RFTEC RAER LT As 7 25 52 it — 28T B %

1 EhEKRIERE L R — MR AEME R TR
L1 MEYRRTRERRER MR A ER

HAT, © & As B B B Bl 28 9 IR g B 9 il % AR R A4
(Chlamydia pneumoniae, Cpn) « #4742 #F 3 ( Helicobacter Pylori,
Hp) -~ 5 41 i89% £ ( Cytomegalovirus, CMV) LA Jz HIV.EB %5 2

N PCR. AL A3 H 5 20 344 25 L it 98 A J 47 1) 4 M
BRI REEETIEE As BEHLPAR T 2 AR AR H
PCR VA 1E As BT i 38 h Hp A28 7 Bt. A ELISA
Ko 76 1705 5 5 3% T Hp 10 1eG $ofA I 2 81, 596
WFFTUE BT Hp 76 5 A 018 15 08 20 8 2% G A 1 v i 5ol S Ak
Yy Ft e, H 31 MR SR FE A T a (tumor necrosis factor-a, TNF-
a) A1 A 41 i A 2= (interleukin, IL) 6 FFi, {23 As.

A0 3 (CMV) £ ZAFAE T fLE EC AT R SMC,
HZ RAMMIZ T, AL SR 25 40 fa ~5 18] 5T 2> L, 3560

(W HEA] 20031216 [f&E HEA]  2004-08-24

(BB %A RFHERBIES(4043047) ; 2B HRF
£ 4:(03043002) Fl 2 B BOE T B RBEHF0F 5T 3 £ 2002kj184) HEl) .
[TEE@N] 25, WL T AR, W50 05 [0y vh 29 95 ¥ 3 Fik ol 1 4
I LRI 0. S i, T, B3, WA 56 28 S0, TAE 25 B0 2 S0
B FAT, F B K ILAT ARG B TR B0k R AT Ak K L AT
B & T 0551-5169222, Frmail 24 lihoukai88@ yahoo. com. en.

[ CERFRIRAG] A

CMV 7E24H F i v 38 58 2 60770 J5 R, B PRI 2 ) UL
FEYEL SRS BRI RARER M. BRI, M EC
AETE CMV 324K, 7T RE AR IR G 20 B P R R MV 3% 40 SR A
TRAE B K 40 B ) T35 22 2038 o b b, e % 40 Bt ) JEL 2] I A
FAEL IR B TAR, W B rp A 20 R T 75 R 8 RE SR o

FA A 5 21 U 220 S 5 e i ik R As BEH b ) A AR
YR, F PCR V: A As BEH b 738 A V0 IR AR R A IfL 3
PR T S, P R R TT RETE As BT i 2
HORAE N —FhUG KR R, (R Bl - R AE R 3 T As 1)
VAL A
1.2 SUHBERZEEEEARKEIEBENESN

K% 8 25 A (low density lipoprotein, LDL) 7£ As K4 K
JEH i OB AE H, R AR S S B S AL B LDL (ox
LDL) » #AMRIE B, ox LDL W] B #4545 EC 2 1 J2 B 2,

AT 52 EC KB AE 718 53, A 103 A R0 2R 4% 40 2 ( monocyte,
MC) 5 THE M T EC # 'Y . oxLDL 7% S L% EC M8

M- BRI RIER I o 7 B E 7 R R E T R
HERIERBE A MK TAEY] o LDL 7 S8 P ik
BELE LR AP EERSHAMRNMEALE G5, B
THEN T EA R ENE M, IRt i e T EC B, R H$ P
TR FE I B4 U AT R 2D X P A S I A P R I RS R R
(LRl

& ox LDL 3 As 4b, LDL B4 T — & %1 £ [ 8§ 55 M [ B2 s
B BT A5 IO AR Sz S AN AR S8 1k B R, T 3 B T P e s
JR AL, BB BT 4kl E-LDL'® o B %t & B, E-LDL Al 4
ANZRIME SMC Fr L, JF@ it 17 5 i /S OB i A K 8T, 3
I 176 A1 sT0-6R 15 5 38 BSOS IX A0, 1 H R AT e ¢
FESONM I E M . B-LDL AT 45 C R H, B MK, =2
B 0 G 5 I L ) K AR B R EC SR IE RS B 2, (R IR T
MC #4k2 E 1( monocyte chemoattractant proteirr 1, MCP-1) 1L~
6 SR A IR 7, e £ 1R 1 A B AR — WA AT B = A AL,
T W05k HE 5 G A A L, e 24 T30 Ao
1.3 HEETFREEMRENR

TEMLAE 1 & Al BT /R T, AL BC B
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RIEZ PR %4> T, 10 -6.MCP-1 F1 1 /AR I8 £ K K T
( plateletderived growth factor, PDGF) Bk 14 fi £T 4 40 g 4= & (Al
“F(basic fibroblast growth factor, bFGF) - % 14 4 K K T B( trans-
forming growth factor B, TGFB) #1 TNF-a. iXYE[HF7E As KA1t
FEREEIIER . B R R M 1 R 4 M R 0 1 R E )
T 5 — EERIR . T R 40 1 3 A RO R A i S ST B
HI¥ EC 3k 4= K815 4> 7 4 PDGFTGFB Al TNF-o 7. TNF-
a fE As BEER T RIE 0, HfAE MLE SMC BR B R A KR
F 1(IGF-1) ik F [, T3E i EC # 4 5E i B3 AF, IniE As
BEGE RIS o T 9 B 0 52 0 4R INF- Y i TNF-B %5 4
JONES R e < | 0N PN R i SR 1 N = D O
B SMC H47H; INF- Y REFH T SMC I BUR JR 2F 48 7= 2F, {8 4F 4t
R 4, AR Bt P fa el INF- v IE B8 95 % T o 6 2L g
By A2 IR, J5 & Ref% 512 & R HR 5T A B an A8 4 VY A R L 7
G e AN L /NBOR AR T R A BB RORE IR R, I
WA 40 L EC B R AR AR T, f28E sMC M
21 fa AP SR A, N As ALY

BER —MERKEK —BEIERK(RAA) S5 T As
it g, 1997 FEAAEEFERRAMEZEK R ©(ar
giotensin &) Ang ©) A ERAEAE M, 512 EC 7™ 4K B 7 7 Tt
w1, 1999 4 Kranzhofer 57 % Bl Ang ORE H ¥ SMC 77
-6, BEEEFRGFMIERN, $2H T Ang G RIEEH Z
5 As KMHLEEH Ao Ang ORI R EC RIEHK 4
F BN EC X MC FRHS B4 PR B0 As 9 %R . MCP-
LFE As R RS E AR A . BF 78 R ILAS AR FE 1 Ang
A% 3 AZE MC bk THP- 1 41 f B H 19 3R0E; JF I8 THP-1 41
B T 38 MCP-1 7= 4, 2 B Ang @R 38 21 1 38 4 RE1E F

MEEKER G Ang ©) WAENFIEH 2@ T HERH
MOJE AR T 2R A T 0. Ang OZIRE ZF, AN
Ang @ Z A (AT1) X Ang @2 214 (AT2), Ang @)K £ 8 £
PEAE 2B AT Z KR SEIK . Ang ©5 AT1 K4 &
Ja, WA T KB TG RIEN . BT KB & TR
VAT 2 M SRE A S B R R A ) AR R T

C & B 85 F ( C-reactive protein, CRP) A& % fiE 1 R 14 5
Wz —,CRP T Em5 As MRERRBURTGEHEEXVIN
KA. CRP X NMLE ECH BB RIERSL . RIMA R
B CRP o] {5 240 i (8] K5 B 73+ 1(intercellular adhesion molecule
1, ICAM- 1) AL HE I 10 1%, 15 41 Bk B 9 F 1(vascular cell
adhesion molecule -1, VCAM-1) & E & # & K& W0 23 0.
B K AR S CRP AT {E EC 43 #A ) MCP-1 3840 7 £,
T A MC IR R, JI MC & Al -1 A1 -6 25 40 i
K E 3R ICAM-1 R it 4 F i ikt

C RFEH(CRP) 25 As R ATREMIBLEIEH: N T
EiWE Nt K 4R LDL B4R EL, 2 3 sk g i ! . @
G T ME: CRP B3R B 70 AR HI = A 1) 2 I B A 5 ) 4
P TN, I IR AT RE AR 2 R P S T B A, S BUK
ST SR M R R (i b A K B 7E B-LDL _E % CRP #
AU RTR LN ST T AR

FAh, MEREAAL 5 S8R 5 2 PR RO, T HoA R T

JERE As MR W B E A MAE. EAHAERTE K -6 fI
TNFa 540 fi Rl F . H B 50 K BLAE B K 9 CRP ¥ F% 3% 1=,
AR AT B CRPU . A, K U A A AT R IR AT 5| R
CRP.I-6 5 E # % % M 3K 1 &, 98U & KE R, K
KIEHNE As fATBEMELSY .

2 THEKISHERE ML AE IR N BB EEE

2.1 #ZEF B

K F KB 2 AR R N T2 — BS
5595 22 BT, R IR B AR B A T B B A S LA O I BT L R
[ ( immediate earlygene) IR IE W1 . % H F KB A& TiHRE
Y MCLEC BAJ SMC , ] LR % 5 K SF B ILTNF .
YHPRE T 73 T JIEN, AT T X As BEER 00 B 5 Kk 8 AR i 45
TER

F H A i AR LS P Al e P R B Rel/ #% R F KB K
5 AR B P65( RelA) « RelB. G-Rel. P50( #% Al T XB1) Al
P52( #%[FF XB2) o 3% AT e 4% KT KB 4 P50/ P65 ik — 5%
o FEEREIRE T, BT kB ZRAK Sk E G KB 4
A M AELE T BB AR, 7525 A A0 I 1 3 B0 5 a0 TNFa. 20 B A
Z¥E(LPS) \LDL {EH R, I (55 5 S KB 1) £ R PR IR &
32 Fil 36 vl & AEBEER AL AE F, B A% A7 KB L JBE 95 4 #%
K7 KB A% € hifE 5 2 5, Wi — RVIN T 205 R B
HIZERIR B, WifE T 40l  MC. B Mk 48 i EC JX SMC
W FERVBUN T 1B R, & R T 6B 7R B KT B0 -1,
IL-6.IFN .TNF-a. ICAM- 1 fll VCAM-1 25111
2.2 R EAEYHIERF K

TSR A 38 T W B i B 32 AR ( peroxisome proliferator acti-
vated receptors, PPAR) B S AR IR R T AR R R O, RE AR
Jig P TR DA S e ek SR A A 3 B B, A B KT A
Re AR HE A 40 B 2 Ak R A AR IR 1 P2 A, AE As TR ORIEAE
FP . L4k &P PPAR A LAIE DNA £54 7 XK T
KB 5 B S AE AR T UK AP FRESBREmIN
il R 5 o AR B ARREE T, 75 K1Y PPARa fig 4 A #1 ] EC
AIMC TE4H R F 15 5 T i VCAM-1 FIZH 2R+, FE A
{278 PPARa JE 1E % 3 /K P o T R BE B 1 R8T R HE AR
H o 41, PPARa LIS 57 38 # i) SMC 3R 1% 3R & AL B 2( oy
clooxygenase 2, COX-2) fll Il-6, MC %) i TNF-a F1 -2, PL A 3%
X [ W 4 B 4 06— 4R AL 05 B (NOS) AT SR-AL?Y . PPARa
FE BT AE RS AR AL ZE T 40 ) % B 7 ¥B (5 5 % F ik
. F5L b, PPARa 5 4% K F KB Z [A] 47 76 WA 15 Pkl
&I R B BT X 094091 % I, PPARG BLTE 7MY TR B F
KB &, T LR R AP-1 95 T, AT B ) -6 5 ik,
HRIE o 25 BB A B, PPARa S35 77138 3o AF 38
T3 e Jun A G X AL AP-1 5 DNA 48 &35 1. B
TREHE AR W EEZEEF B A AP-1 5 5
GBI, PPARa BUE I W A8 S 5 30 & 46 RE F2 05 1)
Z PR ) R .

Tob S A 1 B A I S B 524 Y( PPARY) BT 7R AT 4 4
MC %35 11-6 F 1L-8B, JF 0] )1 il B W 40 i 2 75 iNOS. 3 5 &
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JBEEEEF 9 (MMP-9) Al SR-AT?1. PPARY M3 771 3% 7] 7E EC
I FINZFE ST A a b2 E A 11
Rz, FRERBIFXA A AP1 44 X, PPARY
A AE] AP-1 5iX— DNA 45 & X 4 &0 T3 AP
1 5P B 58 3h 7 X R it el )

3 FIEhBkREERE L RERE R L HV 2R 5%

3.1 SEANEIFIR R R ET R

TE/N BB AL o G 28 BB /0N B S 4 0% TE R 1/ R
EL, As I FR S IR T 709% 1%, T I 375 AH [ B K SE R
B, Ut B P H As 19 R FE 2 8 gk 0 ] G I T AN 2
S 4 B e BRI s R . LA G0 R YT Th BE 1 4 i 3R T
TN As KB B AT 0. CD40 1 CD4OL 145 & fe il S
ORI B2 25, T EC.SMC A1 MC 76 40 i R T~ 9 i 3 F % ik
CD40 1 CD40L. 7E = g iLfE 1) /s BR R, BT CD40 15 5 18 2%
R8I 35 B B B O ORI % R, 9F Rl 184 iR B e ) e e T
(KL, BT 7T RE 9% 0] CD40 38 8% f0 254, | RE A2 T BT A6 7
As WA BERZ —-
3.2 GRERH

CLEJIE e R B2 As TE U FE R b . IR R
Fiie As R— & ¥R, X T H OB TS AT ENULE,
oxLDL fE N B8 BRI T As BIIE M. KM oxLDL #k47
TPERERNTE TR Bh M b B RS IR R As, R ER S
W T 40 M TG 72 A 1 TG Pipk 2 E MY, £ H
Cedars Sinai [ 2 5.0 FlE i Lund K22 BOWT R #H K 7 —Fb
R As T RR, &1 3 As (9007 16 6 AT 30 I8 & A B100
BIRRE T . I 45 R R IR kD 50% 9 As, H AT A B8
Tk iz W AEANERE S ERMER . -4 2%E
Avant Immunotherapeutics 2 7 5 9T & B i) CET+ 1 % 7 A2 3l ¥
AR A2 [ B B 5% 7% 8R F( CETP) BAA, 38 BE 39 0 I 2%
HDLC ¥ 35% ~ 42% "7,
3.3 #ZEF kB HIHIF
3.3.1 BRIk F AL EE P H] 7 RS S NI S
FHALBENHI7 (ACED BT As B, 23T As 1E I 2 @it
Hil i HF KB SR SEILT . 70 I F 0 22 s IR IR
TN As SR, — A ZERER, n—HAH, G R KA
2 As PO MCP-1 3R (387K B 2% T X BR 41, 5 W5 41 B 8
RN B, R E LR B AP As fEAPY.
3.3.2 wEFRKRELKRBRA AR IMLE BIREZ
P B0 00 S0 $H B 40 ) Bk B T AR S (1 S L P A A
I Re g B3 vk I BE A% K T KB K L HEEE IR P2 ) ICAM- 1
MR IE, 3 B S VD H AT B8 2 8 1k % R 7 XB 1K, AT
) L R AN P TR T (0 R IR T R AE ST As AR
3.3.3 feiT kG MITRAY) T N TR OB T
i, HAarCORIICH EE AR REThEE, B E EC RE.
PUAIETh e P SMC BB EFE BT R e . TR R
I, BT FEAR AN YT AT H ) 35 % 1) e 5 SMC F U937 B k% 41 il
HZ R KB BOE & MCP-1 3R1E, Ath 7T 28 25 W ] 78 3k KK P
A As R,

3.4 TR EBEYBER ZREEF

FH PPAR #5035 FIHE W DUREIR T ek 0o 995 £ 130 M IILJE 2B 5,
12 A 5 fig S 3 P4 ARG I 8 778 3w 8 14 41 B X1 F CRPL 16 FH £F
HeHE AR 09T Ca BE R A ME &R 1 A, K
IFN-v Al IFN-a 7K 7 B &2 B AT . PPARY 343 71 AT 78 EC
MFFIMEFSHT AR a ¥ EFRANER 1R
158 7R KW b R 4B R IA A0 -2 76 T #REL 40 i p 3=
K TE As /N BROBERS e % 31 B 3 25 Wk 2D = B kAR
TNF-a FIB i B (I 2RIAY
3.5 IREALEE 2 HIFIF

FEXT AR As BEER BRI R BL T K B B A AL 2
(COX-2) mRNA Fik, 3 H 5 MMP #1 iNOS £ & A0, 4
St COX-2 #1771 (NS-398) W] 56 4= FH 1b: fiF [#] B 75 % 1) K B
MW EE, FHBA 98 /b B i IE A B 51 &2 19 PGE2 #1 PGF2a 1)
K. AT RPN COX-2 3067 3 R 821 COX-2 £E
B REBE b B R 3A, AR B AT A8 R 51 R R 2K R R AR R D,
JERE BBl TNF-a 7= 4 b, AT BETFFil 7 B COX-2 &5
As AR SORE T AR . B, 45 P COX-2 HMIFILE As B
6 A AN A ff T — 2 .
3.6 HEREHE

FHRBCH M R ZARICHIPT E R B EA R W EIIR R
15 FLAG IR I 2 45 A, MR R0 EC AT 5, (E W
S EXTRA LS 0 20 £, 75 S R BE R 0 32 8 ik )
S T4 33.3%EC, TATIARE 0. 1% . HE 2R
ERR A S AR TR IR M AN TR K
FRLFH T 4F % R 48 & B9 EC, LAIR /> I 45 14 B 28 R
E\Z{W] R
3.7 %%

1E As IITE RO i A2 1, B AR 0 e s ] e A 0 —
HEIMGERFEZE TBRRZHATRER. JCHEE
X Cpn T K BIBUAE R IRIT N As BT RE T — 20T 1018
7o E5EE W —Tls KB 7, X 220 42 2O LR 28 8 i
6 A, $1 Cpn 1) IgCAb AR IR FEFr 2 A il 3 /S A&
FR AR NERRZ Y a4 ERBCE AT, &8 K
WA TR YT IR 2B 1gGAD Wk B35 T &P, [
Y15 F A8 A B BRI M T Cpn B9 IgGAb BH P 76 00 2
f] CRP\IL- 1.11-6 FI TNF-a 25 S5 br 4K F ) . 78 5h 452
o, B Cpn B R TEZ 7 B A LAERIEIT, BEE 3
A H HE KA IR A K S B S AR A S R R
ZE R, ML G RIGIT A TR AR AR R 4R 1 3 £

H B0 B P4 RIGIT As B — 2 R ALREG BT —
A48 WIZARD( Weekly Intervention with Zithromaxin Atheroscle-
rotic- Related Disorders) ] 2 .00 1058 308 £ 3500 44 /0 LBE BT 8
i 6 & B i CpnAb BHPE 8835 34T B &5 40 % | B = B AR
JT, MBI 2. S FEVF AN, A A B XL G BIKEW
O & B R E R, £S5 22— A 4 8 MARBLE ( Might
Azithromycin Reduce Bypass-List Events) [ #F 78 7 /™ 55 jef /0o 975 15
FAT TR B 55 B A AR B S F AR 10~ 12 A A HiA
ST ER, WEIA RIRT LGS BEAR O M FE 1
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KA T X A E KL 25% ~ 30% BB B B0 I
=1k

ZN KPS FERE AL ( As) AT ML — B2 O L B BF 9 19

PRz — RHME M2 RMAE —ERE LS T As L
BT, R RAE BRSO As BEFLHE W] 1 8B 7 1)
HEAES JE I — By 18] Ay, B SLAE 2 U R Al B 9T As 25
IR TE R X BB B RCR, N K As (BB R E 2 5
U BIGTT IR $E
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