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FE-—METEKEEFES (renin-angiotensin system, RAS)
25T BKMFETE(L (atherosclerosis, As) BB 4\ EBIEY,
BEEAGSRI KR EANTIR PRI, As HAPIHF
B E % LB (angiotensin-converting enzyme, ACE) RITEHE.
MEEKED (angiotensinll , Ang 1) R EREKREDT 1 8
%1% (angiotensin I type 1 receptor, AT,R) /K-8 B8 %/, H
ATREBEES s WEREMIRABRNEEXRE
P12, Ang [T 383 B0 18 Py R 40 ML . B8 422/ I g 4 IO P °F- ¥
LR SR E R BB RRHEETESS A HE
TR, A SCRE L 77 B R R i R T R R ARR

1 mEEIKE 0 XA 48 ARG R M

SIBKRRERE (G (As) T R E B M SR I3 1 1 4 B 40 R
BFThBEREL EX — B Ang TREEEM.

1.1 FEREYEBERAEF~%

HFRRY , — AR AR M SR 2 [ B A P - 45 98 35 41
BEAEFRS, MEFRTEFHARIERLEH,
Rueckschloss 2F* & B Ang 11 52 (8] F0 7 B 45 1 B4R 3 79
KA PR FREME 1 ST REABEMEEREEN
T3 gp91-phox mRNA K HZE (3 R8N, [71 84 {2 ## 48 S BH
BFER. BERBTENRS gol-phox ERXXZRBEE
MK BSRFREE 1 SUMPRTEEEATRTHX
o RN AT R B JE 0 vb 18 ] B B 4 oy 1 4R s
gp91-phox mRNA RIAFI A AR FAE M. FHAFBRIEKA
BEAMRSERER Ang T (1 ponol/L) R B G ERED
2 BR K (angotensin Il type 2 receptor, AT,R) FH B #
PD123319 R E , &3 gp91-phox mRNA 54780 3%,
Rueckschloss % X474k 51 Bk 32 B B W R RO L5 R 5
TR, RBARFIRAFE AT, R FEEHE57 — B RS, M
AR AR F gp91-phox mRNA F ik BFEK, HEHEF
EREA . B8 Ang 1 FDHET AT, R 305 P R AR I IR JEU0 4
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B 1 ELBETE gpol-phox, A NBEE T, BEHEFAE
AL, i — A B, R — S R AR YR R B, 38
NEE | R, R EMIRAY e .
1.2 #H{HEERSRT BT

AR A IS B R BS Y (tissue plasminogen activator, t-
PA) R 417 ( plasminogen activator inhibitor, PAI)Z (8] #)
FREn B HAERS. P PA WEAREE,PAI
FE i BN EAMA RHBEB A, Nishimua 2 R 3
Ang ] 3800 A B3R N L4048 PAL-1 mRNA RHEE BRI,
T -PA R ZB0, Vaughan &' K 8L Ang [ FTHIBL A 3Bk
W B AR = A B Y PAL L BB BR Ang IH
e AN B SRR A DL VS THBE S AR TE A ML 2 . XU R
SR B, 7 B AT R K U0 E P PALL 151 IE
5 ,t-PA TE PERENR, F AT, R BRI I 38 AT i B 1 PAT-
1 IEPE 8 E -PA TR, R AR MRS, MEREZH
HEE ML B R S
1.3 MR EAEFRERGH S F

Ruiz-Ortega SO CHAEBERRERERT, Ang [T
MEHN KA AT, R BE H T «B (nuclear factor-«B, NF-
«B) T AT FEUR O BT R AE B F 20 8 RS I 4 T
1 AR R Ay 1 A0 P e R RAE, (R o R A R B
W, Crafe F 'R Ang [ A EATREKALBRE E
R KRB, A AT, R BT DUP753 o] & E MR E
PR KHIERERRES , T AT, R B PD123177 & Witbde
R esh, e R Bk A R A0 A b P % SR R B R T
Bl AT, R, KL AT, R B9 mRNA %35, 2280 Ang 3853 AT.R
I EEFRREAGRE A X BRNES, Bk, Ang I
AE L (R R A B LR A R I T B R BB RE R L,

2 MERWKE R ERHRLYHIE

BFFT A, Ang 11 AT 0 B W A0 AL 38 3K 2 1 CD36 %K
B R HAEND (R E B RN AR EERERS
(oxidized low density lipoprotein, ox-LDL) J& FL ¥ 5K 4R 8, {H
CD36 K S ILREHT U Ang 1T {22 E MEAANT ox- LDL B
TRE 1% BURAIREfFEE A E AR 2™, kEF™
BIIL A A RIVRE Ang TT SEMIRRRE S LERER
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MREEFEE 24 h, U BH 1 x 10 mol/L Ang | 5HEFHLIE
BE e AR RG , Ang T 2R Ft A AR B 3
RAEWMAR HYNEERFEMARTEREAZHE
(lectinlike ox-LDL receptor-1, LOX-1) & A mRNA B3R ik,
LOX-1 FIEAR EHEMEERZ R4, 2 o IDLIX
RZK, ANBEARARRE LOX-1, YL S E g f G &
i LOX-1, RIS ox-LDL AfER™ . B, Ang 11 IR
HEBAREE o IDL RFAZAERE, 2 5E WA RER
ox-LDL B3 78 , {8 E AR AL PR NS B & B0 , T R DR A AR
M As MRER KR

3 MERWE X FRNARAOFR

HEABHAEEP LEFLEUHAME (vascular smooth
muscle cell, VSMC) 3 B UL R BB T LA B B8R R 8 7= A RO 40 L
BFMAERKEFORWEITHEEHE, AT PEENETE
% EME AR E, SECRERIIE M ERE .

3.1 RHAFBUAEATIBRIEH

RSB AR, RAMESRM AR VIMC FEREPRES
THAFE AT, R 89235, 8T Ang [ RIS , 264G 0 (8] P RE
& VSMC 4 AT\R %35 A, BIBCK B, VSMC KA IETH
B VSMC PIULEHE BB N BTN D EF ) AT, R 35
B CV-11974 BT BE B 3ME) VSMC R A 2B R, BT
BHRBEMS Ang 0 A /Y VSMC 8 ATLR #H 7
PD123319 %t VSMC L 7 A 4 7% i Fn VSMC 25 IR E 75 40 L
WX BEREW, RN AT,R fl ATR 5 VSMC KB BT
BB LN A AR BIE RSB ATR M EEF
HER, BRFFREMN Ang [ TEEEET AT R S+ FRR
 vSMC LB E B LAY sh S A 3R, BT VSMC BT
BaE N T RIERA T VSMC B MY EMN, ALR &
EYPEINEE |5 AT R BHBRAER, ERESEYRH
Ang TREFNENEMABRSWFEE 1, EE TR H
M A R Ang T, ZHEHME YA, {2 3F VSMC 354,
HABENER Ang IEA—FASWERKETUEERAS
e-mye 5 fos B mRNA 2FEF&, F VIMC 1458, TRFH
MEEEELEAXRTRRELAR Ang T 7 {22 VOMC R
W, Al AT, R BB R H03 A R s e A
3.2 WEERNERAT

Yamada 25" )38 , K B E S Bk VSMC AR A T3
Fend AN R BB RO AR EE A Ang 151
TBH S B ; R X VSMC HE R #I5 AT, R A A Ang
N E# BT %4, FW Ang [ 7T f AT R 4t & 004
VSMC P T, 1t AT.R R A ME T, Ang [[i83f AT, R P
& VSMC BT AT SRR - O RIF S R T2 S H{ESE
., Pollman %" SEMIF Ang 11 AT LAIDA R IR 3 B3 H ARHRAD
FEHR o, — SAL R E I A S 69 % E 30 BRI R 8 Rk
SMC AT, FIE 1 AT, R BRI S 0 12 PT BT Ang TI BYIX
BB T R, O R TS SR, S T
I £ bel-2 B belxL F ik, B MHET-H A bax MFKIA,

T vSMC BT, Ang 115&3d AT, R €3 VSMC FT-
AT SIS vsMC EAIRAME SR EA XY . RYE Ang
L&A F # &% vSMC W - R EMR R, B vaMC
ATR 5%, Ang I WAEBERTERS ATRME, A
Se R Ang T3] VSMC M T A2 # VSMC M, S8 E
PRI,

4 MERKEIXLEHRENKE

TRIEE,E A REPMEABEES ENERFE LT
FrETE As KB HIERUI IR  BEOY AR
BEREREHEA™ ., HERAX Ang [ As LEFEF
WEMC I REN, Hifker X HERR, AKE R 107
mol/L Ang T1 HJBCK B SMC 45 min J5, CYR61(—Fh L B3 4
BEHNERE)REME K TR, 30 mn BER
¥, I EHE AT, R BRI AT 0§ CYR6! 3k, [AI#%E Ang [I
AEARMNRB ES AR S CYR6 FRFYEM, &
EHEPRAANIIKAR S CYR6! KERD, BERIKE
M EBZ M As BRI ESBa S mE LR B E RS
BRBESLAA R4 R CYR61 B335 100, W Ang 11 7]
BRnEAMAAAER CYRA, BN —HE LB FHER
F,CYR6! (AN RME AR, 2 5 As ABIY
B BRI B % B Tamarat 52198 Ang [ EHA/NRK
H,EM Ang 105 ATLRIEH, BV DEHEEKA
FREH—~SREBEREMESTLES £, EHI,Ang
ER RS mEH EE As BT RIEEEEA.

5 MERKEDXERRFHIZE

e AsTER R, BE AR AL I R VTR B MR T, LDL
BEBN N ox-LDL, E WM . SMC 52T ox-IDL FH LN
WK, As RSB RANBEENIER.

5.1 {REAERAIE W A0 MMAE AL

Scheidegger £ R W Ang 1B AT, R BOEE mEH

BB EAERAEES | NEABRE. EBEHE T, B

SHIE R, EALEM LDL, 4 & ox-LDL. A8t Ang [T 5 014
TARIERT ox IDL 818 . Keidar £ B RIEER EBHT
NERARTES Ang T 2 S, &3 ox-LDL $RELEHE N, B FE
E W41 ox-LDL & {4k CD36 mRNA F235 %0 CD36 A KXY
#9m, F AT, R BT 4000 30 177 BRIk 2000 5 K IR K 6
(interleukin-6, IL-6)EHARIEEH ERZ/IREARSHE
BE MK E S, ox- LDL HBUE 1 CD36 mRNA ik 34
R ERIEES ESS/NEIERNIES Ang [ 418 A 5
IL-6 kg ik, Bl B 5 Ang T 48 1A, ox-LDL BEHUEL T
(D36 mRNA FEABN FEAE; B4 Ang T HEAT A IL-6 B E SR
ZAREN, FRES Ang [ & IL-6 BEGZ DRI, ox-
LDL{EEUE A CD36 mRNA RALHEE R, MES A Ang
I #9%) B4R /NER (CSTBL) # , ox-1DL $f B & #1 CD36 mRNA
FIAU BRI, M Ang [ ATREESE S AT R fERIF 4 IL-6
A5 ox-1DL {EHUR 3 I AN CD36 mRNA Kk, Hoh Ang 11
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HfE As B9 XK IR R . B v i, T L4 B R
LOX-1,# — {23 ox-LDL IR, MBI FTR™ .
5.2 BEREBLERKE LR

Li S04 5% B A EAR S Bk o B I S RV B ox-
LDLESE 1~24 h, BN B A b ACE 2 3% BE F 6 (R] 4 6t
MR, T RR LDLBE A ACE R B EF W H
ASEAR BB L I LOX-1 PiiA AL B/R B ox-IDL R
BATFHIE ACE 335 ; IR A4 B B S 08 B8 (MAP-
Kpa2/44) 17 PDO80S9 i 4t HE 5 B9 A 7R 3h Bk P B2 4 e
5 ox-LDL B /5 th AT B BRE{E ACE %35, 78 ox-LDL i1t
¥5 MAPKpa2/44 {5516 58 LR ARSI Bk A 408 1
ACE ERFE %, 8 ACE B, Ang WAL, Fi ox-
LDL AT A R B P NF-B M E A o RAEBRR LI
PiFEAR, I\ NF-«B L RERT, i MO BE 5% R B T NF-«B(p65) ,
HEZ 4R L AT, R i3k AT,R 9 mRNA R B AR XM,
HEEL Ang 1™, BT, Ang I1 71 ox-LDL A EFEA,
B, SRR B As TERR

6 RE

R, Ang 15 As XRTUL.E s BRKRIE
FRABEEER, BRAMNX FEMBPIRRRBEA,EE
KL BN MRk OAng T3 AsBWT, R RASES
EEEREA, TR+ RAS RENMAEWE; QAng [ BET
Bl R pE e, AR A e, TR M-S HT O
Ang [I7E{R As AR, BEH I H BT e LA IR B , X
AEHEES AR EEER, ACE MH A Ang 1 MK
RERAWTREEND ASER:OB MR Asg T EESE
FAEEYS AR ATLR/EA, WHT AR ALRIERAM K
B ; ®Ang [ TEARMA TT L4288 4 Ang M0 Ang IV, B4
BESE As A FHE. Bk BEATH A IS
As IR E R R REAFIE , 3 T 38— 5050 As TR IR
ABEER L, FeTa] e RN B As 25912 R KIE,
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