SRR 2006 5 24 6 1

321

é*—
B

TG BE BB FERELERARRER

M5 5 R E (NI S A ME IR 2555 ¥ 5% 317000)

WE HITEGEHBEAEBERASG SR O aTRPER, QIR ER AT AL R LER N R
f B BEE BT ASBRALEATHERE, KX TES S XA ML SR B — 5.

KW TR HRREHRA O F ik
hE4SHEERIT2C.6 XERARINED : A

i I B R R NS R AR, TE1T
ZROREFHNTRTCERNZE , EARPERH
KRR T RMEE FF . Sk FEAE 1L (ather-
osclerosis, AS) 2O W ME B HR A0 EE M, H
KAERBREMENEZA L, LUURRAHELRR
BOAH. 3 - 528k -3 ~ B B4 A A(3 - hy-
droxy — 3 — methyl — glutarvl coenzyme A, HMG -
CoA) i JE B & 57 (b 7T 3&, statins ) e HIAE J 4 if
HE 25 by, FCRRARR i 3% A (5] B R 4G 2% 1 s & 1 /R A
C B EIRR b AR AR AT AR IR SE . AR, B
ME R EAE IR E M2 EW, O0F 2 U IT A
R KESCE AR IRBT ST UESE T i T2 ML AS 1
R A SRS HATF e R AR — 23R

1 MERRINGE

TEH IR R D REAL IR RS B EF 45R A4S B 1k i
INBRG IR (L4229 T I S ¥ VL4 BB ( smooth
muscle cell,SMC) ({4 S35 | 7 1F 48 M4 BT AR
AMAEEYEFEA SRERRENREMEAS
B, XECDNHEAY IR BE R N R R A Y 28 R A g
Y A04E NO HiSIBRE A ~ 1 (endothelins - 1,
ET - 1) | SR 35 2F 175 Bl T 0006 40 F 40 B TR F -
TC A LDL - C 7K FF /55 7] 20 4 B2 ThE , .95 I Bz
HRHY M EFK . Wassmann 25 FIRTHE A0 TOR4R) &
APERMAERER — H B E S BkBE T 4 B BT 46 4%
A T T B A 9075 5 1) 32 B Bk &F 5K S B 1S 98 T
ERELNE Bk EIA SR B 45, 25 H KR
Weaa I B EREAC, W RMBIC TR E TR T £
EHBK ML B KR - A32 4k mRNA (193635, 37> NAD
(P)H E LR CHENE T 807 p22 phox mRNA f951k,
T 1 S At B S ARG 7 0 R P B B NO A il
(endotheliale nitric oxide synthase, eNOS) fi%) 1% 4 FI
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mRNA P98 8 F FiR, FEE A T 20 s
N RO AE FE T B Bk K - IR Z &
Feik > NAD(P)H S LB 547 p22 phox mR-
NA W25 AT MEE T i TM A FIAR L
OO 17 o AL T B AL RE AR R P R Th RS 2R, 3t
R 2, EREAR T 110 ek Bk il B &7 K 2l S (R 3l Rk 4k AT
TSI UESE T TS P ThRE R /R . (B
PLEIAIRE R, ATHER] NO MR#i A3 #24 X Dobruc-
ki 2RI R LA N F AR 22 2 AR AT I HRATT L
et T B BTFE Hefth 3T £b TR , 8% NOS {26 NO
BRI B3I, i B Ak = AR > . NO LS54
B H KA AS WIZIBE, R FH eNOS i 75k /b NO
TR AT (et AS YR B . NO W/ A 514 ET -1 =
A SN TG HE R  E NAR R R TEAR AN R 5 B
S AT T ]I T i R S B B IR AR I eNOS R
iR, fEIEfITIAIT IR R NO Br=H gl
ZHREHIN A eNOS Fak B0 A AL 6l A 7T 2
PR B A A 56, R ILAR AT {# eNOS mRNA
AFRE , A TT 0] 3 il B 32 S0 R B9 A 9 & UM T
FE{S eNOS mRNA {238 80, 410 il B B IR 198 hl
AT e B R0 B E A RHA I R R
T ERSERIL JE R E RS IR A e o LA ek L
BEHI AR VTRV E FARAI 25k Rl g B
IGHLE, ¥ R Be RS BEALEE - 3 WA/ Fs Al Ak
(PI3K/Akt) i %%, BL#EIFRIEIH 1L eNOS, [RIAT, s
TTRERPTE ALV AT L B i X NO [ 7 A T
HEFFHIE M . L TT X R F AT RE T8 5 Hoam
KK IR AW & A L, IR0 fhiTk
HI NO 172438 5% S R NOS fy a4 %1,
ftai 726 F 9 eNOS fY/K -2 Ho 4k 5 N fe i #
ERINBER EEHLH . T NO AR M i i 4
K R 0 0 A AR DR T 2 AT 4R 3 0 UL e
M XA TG IE L. AR FTHE B i T2 m @ T
FHir NO K132 45 i sl o IXC ol 948 488 B, 538 5ok 400 o) o
PR A V8 AU 52 L A B R I P T .
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Ab,NO JK i 4 5 id 22 ¥ B fth 7T 285 1L B 48 1)
HEeEH, ammd P - B E M A HME M F
HIZRAE, (e I A B AR P9 KL A v AT
FAE T Z L N B THRE . Morikawa S 7F 55
FE 0 B # K P9 B 4 I RO A BRTHE £ T 5 £
T, BB TR F /5 A 4 M IL - 8 HLAZ 4 ik
FBRAEO - KT BEBEBEY -1 £ mRNA
Feik KB R T R, 1 I 44 9815 R 19 mRNA 7K -6
BA®E. ITEERE ET -1 mRNA 915, b
5 eNOS mRNA fy&ik. B2, KEMIEH LN M
TN ) LT 285 2 D Ee, R H it
M SR , HALEHES R AR .

2 mEHIEA

B WS4 B A RN R SR IB Y LDL /2 AS %
TRBH AT, iTEA—EHNIELIER,
A[4MH LDL A9 E L. Rikitake 2555 S A2 MVT LA
K TP & (2mg/ k) MRARISL 3604 @ B IMLAE K 2,
KRBT REAIK LDL X415 5 S0 B9 Sz, #0071
EREMY T E B REBRAE R . MiTH
R A — & BTEIEA . BIFEAR M TR
ER =Y bt B R T HATA . fliT288 0]
IR GIER R A R SN Y E k= Wi
LDL FJ4R ARG K MR IE . B IFSER B i T
Fa[PH| Racl FrF &AL E AT, (.0 LA SMC
R ‘. HAh, Racl 3F IR 114 40 NAD(P)H &
L BE &3S FI2EBCA 6, T NAD(P)H &1L Y%
1 [ JULFI I R o KBRS iE M B P AR K
Delbosc 25322 T A [RIFI & A~ ] 4b 3 8] B4 2F fR Atk
TT%F THP — 1 (—Ffr 54 40 K0 VR 70 400 L %) 400 P h
NADPH ELE KB B AR E F=EmEm, &
BT (50mmol/L) 4k 38 30min J5 o] {i 12 -
+IUBERE - 13 - ZBR BB BRI T 0 S AL 4 P R
BB T 17 I8/ 32% , B SO L % 4 7 Ab 78
3hfm. A 10 ~50mmol/L {7 XAt VT 4638 3h Al 3k
B ARBKBENMEI RN . SATRRE TR
[Efth T2 % NADPH & LA /E AISR S5, R BRI
HERAMTT < ZERMIT < BAMTT < FARMIT <F
Rt -

3 {RitmE AR

{12 1 B it 2 7 9 A I B R R LR IR YT
A, IR AR E R E e R —
A-ah 7 B3 R, 2 TR AN S0 Y DY R 4R I AN T T AR
FER AL R . AL, AR IRE T #itk mE aT A
HBE TR B 15 2 N A2 11 48 M2 ( circulating endothelial

progenitor cells, EPCs ) i AR 17K , J5 & A 45 B TE# 4k
I AR X,

BRI HE Y EPCs St T R &4
F Akt HE A RS R Dimmerer % &
FYUE K ML T 25 0] 3 i PI3K/ Akt & 42 34 00 43 1k 1Y
EPCs . &4 %48 £ B . 7T 2858 13 {2 3 EPCs Ay
WOEBHEE A ZMENEEMEH. BT
AR Akt (85T B2 RAA AT ) EPCs B9 4 906
P, 17T 2 7T HUEE b EPCs v Ake™ . BNZER
B A ML) 5 5 15 1 1k A8 o fth 7T 28 AT R 3 76 4k Ak,
B IR Ake R4 eNOS BIBERR L, LA Akt 4R
FRIE AT AR BB A, Vasa FHGE 115
122 1l 3 3 AR SL ) Fa e BRSPS R, &
ftbiTHIEIT IG THER EPCs /K- BH S 58 Jin B 75 4 1
9. (Rt 7T S B O AL TR T A E TR
— SR AT .

4 mRIEA

RAF LN AN Sp A%/ BRI AN T 40 MI7E AS #Y
kKRB IR EEEEN, C RMEB(C - re-
active protein, CRP) ) /K 7E — E B b al e e 1F
# NBE CAD g9 55 XS, T i O 0 B 600 800 O
AAESER &G CRP K P LB ER FIEH AR, &
% 1NA CRP Al 45 & BER N % i) LDL, — E. CRP
SRS MG L E S YTR i AS Hith ik
fE.

fiT KA —EMIRIER, BEMH AR S
PR B A LA HR LA L 2> AS BE B b ARE 48 L8
g PRI AR IR A T R R L E AL
Z—o IR IV R T A (i e AR A I AE /) BRI
W TC %A BT, Bl 0T B B P %) HMG - CoA £ )R
i 775 0, Dol AL 1 S i+ S £ 4 e ] 1 Y
FEAES L IR ARATT AT A TL - 6 | S 2 M fL R
F -1 TR AR N AR . S A U
B4 A R PR T T 26 BT SR MO BT R 1, 5 H R
if 7 EE NO RORBERCE %7 o i TS 0] B ol B Bt
SFUNR R A B 4 F - 1 R FRIK, TR 1R
PR A% A ML) It B P B RO BB . Weitz — Schmidt %
PR AP AT AT B, AR AW R
—1( Leukocyte function antigen - 1,LFA —1) 54
[EEEHE A T - 1 BAHEAERT " o LFA - 1 {URIATF
A, SRR R M F - 1,2 M3 MEAE
FATAR 2 I % R B A T iz 0 MM BT . fiT
K /OB T P - B ENR A LA TNHA
AT PN R A 2 ) A A . T 26T A R
1525 B8 I 28 3 9 1M ¥ CRP K R 2 A R
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B3 TNF — o M1 IL -6 FIMRE . FriiFs 9.
FEARMIT 0T B R 0 T RE A A AR A0 3K
CRP TNF —a FI IL -6 7K', 7€ CARE ( Choles-
terol And Recurrent Events) — 2R TR W57+, Ridker
FHENEBE T 472 REEES SMR, EHR A
B9 5 6 B K I L R R B S AR S AV I 3R CRP K
O R R E R CRP R
AT B M3 CRP K 454 R, S
H92 , AFCAPS/TexCAPS B 5T & BH - [of FH 5 2 S i
EREIRITAIAIAIT 1 AR 3E CRP {H, &% 1%
fisiT (20 ~40mg/d) J4I7 5 CRP /K FHI @ FRe" .
3k Fi PRINCE AR FE 0 R TTAAIRE M M3 CRP
BITER' Y fE R T REBRIT B, 2
KM iTIRYT 24 ), & MK CRP n] FF&44 13%
MR TR B AR fk . bab, R iR
I3 TC FFE 19% ,LDL - C T % 25% , 5% E g
HEERIEEF R 6% . IFARYES T R4 CRP
B IR 25 b R LR AR 7 HEUR 70 JF . (BR R BUFEAR
CRP FIREAR Ifi B 2 18) 77 76 B B B9 AH G M. 3T
B —IRG R P A, Ansell 5688 T —Fp oy HIMIT
KPR EL YRR (XL nE
PR ) CRP AU g KT, iR, B
BRI HBTHEAE AR TT (A) 10mg, B F R AhIT (S)
20mg, s EALABIT (P)40mg. JRYT 12 JHJR B3 3K
CRP 7K ¥ B T (A:30% ,S.:42% ,P.30% ) , i &
W E M A A A R 12 8 S, B U B9
CRP {§#1 LDL - C A2 (8 B BAH XM . HA CRP
TEWRIT 1 FURBDIF AR TR iR Y7 4 AN 12 5 —
L. RNy 7Ef#T R LDL - C /K-F 08 I f&
A4 F 2570 it , CRP B 0T B S 4% 16K 1T 5 25 S 26
FIRE R TCRR A8 1k, CRP S RAEIR EYIE AS &
FESERR T A VE FH B AT T 24 B& (X CRP B HLHIE 75 it
— 5T

5 HHIZRARIGIEANIAE AS BESR

SMC BYSEFE R0 1LTE AS 1Y & R 72 b Rl e i
HEAEM . T2 0] A 8 A MR 89T
AR /MR IR AE K R 5 S A9 SMC s DNA 194
I, AT Rho #5 K %1 40 A0 8 A 04 98 35, by T 240 41
Rho Al e HyUHE T EFMIMLE 2 — . fyT2e o]
I Ras 85 15 58 M fh 52 A 5 75 W 240 i A
SMC T, XL sy R B - 7T 28 nl 38 1 38 7 40 e
AR HESE TR I AS AR, B
MXTTF AS Rtk A R EEREE, IRk
B« 7T 2 AT BH Lk g 440 MR 35 £ 17 39 7 L 43 0k MMIP
-1 MMP -3 MMP -9. b4, iliT289 85 76 H

T (e REBR S /| VB AR A 90 A T A (LA PR TR ) T
PEHFATE . RE R B B H A 7T RRE B A AR A AT
REJE T FENE B LG BB AL I AR 28 A VE BT L I
MMP -2 B77 4 384 4R 3 3 R 4 )8 o (3 T )
HT -1 R & BSE LM R,

6 I MmARR A

/N T RE T BR 2 2 S ik eR B 1 R A R R
NGRS R F . fth 7T 25 ] 40 s i /]S #R 6% 65 B A 3R
5. Laufs S5F F ML N 1E 5 /] BRUA0 2 85 1 Ao g If 7
T R O RS RO BIF A A B, BRTHE A4t 7T AT 2 7] R A
P IR B KM & F eNOS K H mRNA (% ik, 7] %
{2 b i /MR F 4 F0B - Il /MR R F K
WA R TR GG 2EH . 7T 288200 /MR S g
A HENEIMH M 4 & A, ( thromboxane A,,TXA,) 5=
4, I AT S35 K (prostacyelin, PGL, ) B9 & 5L, 9875
/MR IR R T AE EEE S B U LAY 5 /MRS S
TR VR A B, EAAMIT ST A ER
ML ML COX -2 By RBHF AL # PCL, W&
B o R AT TR D e N AR R 2T 440 B
TR FEL [ B 5 T A I AR T . SR g e SE
A7 T 2SR AP i/)N A 7 1 40 Ak B AR 120 i
BRI A AT T AT FRR LS IFN - o FI1 1L -
Lo JlEEHY SMC AN FZ 4 A T BY 2 15 B IR B0T5 47
T R - 0 KT, 32 i 20 SRR B TR 70 K
PRL AT T {5 R AT A4 B S A A R b,
BRI R I AT T 28 T 40 i 0 A L R ik 2H A
SR A BT A

TR MK LT AL B R IS R G rT B —
SERCIE , BFFE A I : BPTHE AR AL T FOUE AR AT 7T B 2
e M IR AT HE TR P R o B, TS FR M T i 2 2F 4
HEFWE TR ., S8FE ARG ]
KR M I £F 4 2R (1 RV . (A A AR A BT 95 45
R, Goudevenos 55 Z I, AR ITIAIFAY = IH R
BEIAE B, FLm 3K AF 4 & (R A Lp(a) B &5
BB F R R EEZR . XEERT
BER: hy TR 7 ik AN W B A IR 22, 44 25 1) 2 A
[IAN[R], BUE AP AERS FIRAY 2R . R KRR
Il ARG I AT T XV R ROPE

7 GEETER

ZHEOMANA AS BEHRZERES SHENER
AEFIINE . BFFE R I : fhiT KA 40 #) IFN - v i
T/ MHC - T B9 35, W] MHC - D459 T
WKL TG 1k, 1% W 4L 7E 25 P 40 i oh 2 AT W 22
B, AR AN RN AR AR I
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R & TS0 MHC - T g3k, 3 T E
IAMHC - 1 94 B MHC - | B RIAH T E
W' T MHC - [R5 RakE W T e
MRS AL, (7T A R — R A SRR .
BE AR, AS R RAE 23 ARF F B3 Y
RAER N . T HX PR B AR E SMERI A BT
R H 2RO M R YE R A B B34
7R -

B TT A TENG RIGIT T AR5 AY 25 4b it o 48 e HH
RRVEAD . BFSRIE S M I T2 BA 20 7 T8 g LA S
ZRPVER G N R TR BN B R E W
M RAE A MR A, B S BT TR 25
Fir LA 1) L R 3V R s PR 25 A B & B0t — B
58, JUH R — S KRB RE ML AL B I R A 52
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