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SR EAEH, &k IS5 5 S IE LA i A DR (B 5 il
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2.1 #%RAT B IESiEE

1% KT KB (nuclear factorKB) {5 5 18 B 2 {2 %5 40 ff K] 1
(BLFE TNF-a.Il-1 F 1018 45) BG4 e ) = BEE 5@k 2
o IXZKIE M TS S AT LA T G 5 4 2% 2 I IR TR B )
FBMHHE T VAEKE T LT A EE 2 (cyclooxygease 2,
COX-2) M5 H —H A & M
thase, INOS) FH:FKIE . ZF T KB /& —Fi i Rel KIRE
EI(B4E pS0 AT p65) #4 J 1y [7] 5 B e VR R — FEAR I SR IR 7
R T KB TEIH BE LI 2 5 47 78 T 40 5T Hh ) kB 1
F (inhibitor of KBo/B, 1¥Ba/B) 454 1. 12K 4NH K T8 A
[F] &A% 1 S B0 1B 58 (KB kinase, IKK) & & 1. IKK
ALHE WA BE KK 1/ IKKa. IKK2/ IKKB A1 — b 0y f 4% [] 7 KB
05 F (NF-KB essential modifier, NEMO) P85 8 [ (B
B4l IKKY) o IKK &40 5 7T LA R AY IKBo/ B 28 25 o (1) 7 57
M GG, 05 SRR AL I kB T2 =4k, 3 5 S ok
26s & FBEHT 4 it . # R KB 161X 2 J5 T L A% K F kB
TKB A v i 5 H SR, I A4 L5 B8 18 2 40 A, 54
A KB ¥R T oo fh 45 A R 3 i B R e . %A KB (1)
FEIE R A ¥R g b IXBa (¥ 5 R, T IKBa (1) 26 2 J ] DL 67 s A3t
WA AT kB s .

WA I, &I AZ R KB 77 7E T 2 Jik 948 % 8 4499 A
frE VLR B EC &2 M. 45T LDLR
AN RS, W T AR TR0 AT 7E 3 Bl R S R Y
R M N AZ R 7 KB (R A, T2 3B 7R B2 R SR 1 W R ol
RIERCABIBKRRE BB . R I % MBI 5t 2R 40 A% R
T KB A ¥5 Ak o] LA 30 ko R B Ak 1) R 4, {H Kanters 58 A
FE LDLR™ '™ /) B e o S i o A e 4 R o £ TR, 410 )
IR T KB (&40, B0 4 R B0 E T /N B30 ik ok A A Ak
FEEE . Kanters 5B 75 ok R IUAE /., Al AT & IR i Bk e 400
JA% KT KB & I 3% 1% B0 40 Y IKK2 5 2% 14 /)N B B
TR BEH R R, T2 T BE MR . XM G X R
TR SZE T KB 5 5@ S5 2 P i B 7 (64 Bor 2%,
A4 S0 kS A B A 2 R BT R0 30 ik S R REE A TR T D AR
Ao 5 IKK2 $RAR R, R TEZ R+ KB 2R 1 B W40 A
P T A% R T a FIZRIR B 0. B 3w 32 2 (V0 55 sh Fik ks A i AL IR
T MCP-1 (33K T 1A, R 32 22 (B sh ik o A A IR 7
I-10 . MCP-1 f T iR I 10 f_E 8 3 7T DABR ) BT B
WY . Si4h, FEARSNSE5 T FE 2 B ( lipopolysaccharide,

( inducible nitric oxide sy

LPS) JZ K 7 kB SR EREAN A, AR 1 A 28518 K
2R (scavenger receptor class A, SR-A) FKi& B & k2, A 1My
T E AL BUIR % B IE B A (oxidizedlow density lipoprotein, ox
LDL) ¥/, 3 th 7T it A2 L 30 30 ik o B AL L sl 2 —1 ™
H A, 2% PR 7 KB v 4 52 2040 1 5 2 I B3 ik R AR
AT A0 B TS A B A P 28R T e 5 H B2 4 1 A B A %
2.2 cJun [REIHHE ELT 1 ESEEE

EWLTE A 1 (activator proteirr 1, AP-1) 1 Fos ( ¢ Foss
FosB+Fra1 Al Fra2) \Jun ( ¢ Jun.JunB. JunD) B3 3% 5% Kl 7
2 (activating transcription factor, ATF) SV B {57 #4) i [1] 7] I 5% 57
W RAEHEFET . AP 1MW ¢ Jun HAF B o Jun 250
B (cJun NH2-terminal kinases, JNK) BEfR AL, MIM{E AP-1
TRARR R FIE M B R . INK JB TN O AL B B
FE, BT H mRNA 874507 sU AN 5], 7] BA= 42 10 Fh 744
fA, Hodr = B 5 6] = ) ——INK 1, JNK2. JNK3 7T DLk R 9A.
JNK1 F1 INK2 BA )72 W H 255 A, T INK3 3 3L T
ZICAH O LA R 22 L P . BRI A 4 g Y JNKT BR JNK?2
FA) 2 R £ S B30 R P 4 I B 1 e L JFAE T RS 4B IR g 3
DA B RN o INK i Bk PR /S B2 L H X8 490 448 4t i oA
IR, BB INK 2 5 3 70 R 5K 18 00 T 1) 40 AR 57 14 2E
oo W2 R & 2k DAL 36 4 9 TNF-a. 1-2, -6, ik &K .
ICAM-1.VCAM-1.MCP-1 FIl COX-2 %5 [ 3 X R 75 24 52 3] INK
BRI . INK B 26iG L AP- 1, AP-1 il 5 e g &
A e BRI A I K e R T A4 b B A SR PR T 9 RH LA P iR
[ 5 s s .

IR LR, 58MEEA B MR, INK2 #t
KREBIREAE ' AR HEELTIE SRS, S
ARG INK2 7T B8 A2 48 AU 14 1, T A 2 i A 48 R
PER, BB B IE B 1 B INK2T ™ /) UK B RS A B 3 g
BAHE T R, %N BRSO RERE L B — e
PR, B BRIE R A B DR IE SR 2 80 & e
E77ONK2TT /N B A, B O R R A4 1 R S R
feEAE ' AREEHEZEN,
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Janus P4 ( Janus kinases, JAK) 55 JAK1.JAK2.JAK3 F
Tyk2o V546 A JAK BT DS BR A0 40 i PR 7 52 4 1) L2 P L, A
MAEH A SR SH2 4535 5 | A R4S A, JAK 1B
ARBRARY A E S H 2L TS T (signal trans
duction activator and transducers, STAT) ZFKEK 1. 7E32 KK
% 5D R B A IR R B2 IL 5, STAT B MRS, T Ji5 iX L8 43 T #% fir
ANEIHTFBERERE. X—F5B%HIT RN
IFN 5 A6 1945 5 38 2 b R BB, RS ok R B DR = ) 48 At A
T AR A I RE OIS JAK A/ B STAT 8 H . 1176 7]
PLEE & -6 2RI o BE AN gpl30, T 5 #4035 JAK1 A1 STAT3.
IFN-a 30 JAKT AT JAK?2 J5 38 % 0% STAT & H . 1210 7]
DAIE 3k AN [F) 1) 52 4% 1L 10R1 A1 1L- 10R2 43 5l 0G5 B AT
1 JAKT A Tyk2!"™

sk S5 5 T 3, STAT4 I STAT6 7E Th 41 ffa 1) 43 44
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Th2 B 734k . =12 3% 4k STAT4, FF 4% 48 Th 240 ffd [/ Thl 4 43
o FESIKRRERE LT FE R, 25 405 IR B9 Th 40 i & 22
A& Thl, HAE SR P24 F 5 S LA R 7 TFN-a. 53
— 51, Th2 T & [ #¢ H A 503 kool 42 8 Ak 1E A . IR Uk,
STAT4 1 STAT6 57 j& A ¥ I7 2 fik 586 B AL iy 50 0121 o BF
FER IR, A TT 28 25 %t 0 i B 5 0 A B AR A F LLAT Bk
i, ReEBE T STAT (1935 40 AR A 1] IEN-o0 35 5 11 11 B - 22
MMM E A8 (major histocompatibilty complex IT) H) 3
i, AT Thl SRR . e 25 S & AR &
FHR L BE BH W7 STAT4 (K35 46 . TR B 52 % 0, Ll T ]
o, — R R FTR I B B A AT A (methylkanthine deriv-
ative of lisofylline) X% fig & 4 E- '~ /I &0 30 ik 586 B 8 14 2
B HEAER, X5 H D Th 40 87 Thl B340 H
5‘,%[2- 14] .
2.4 Sma 1 Mad ElE41E S 1B RS

1£18 TGFa {55 M4 FJ& T Sma Fl Mad [F]JE4( Sma and
Mad homologue, Smad) K& H. Smad #& TGF-ol 240 1T BY5Z
PR BT, 1K Tl B2 44 1l S P9 B34 LA 24/ 95 R IR W I O
Mo T RS2 4R 5 I 5% BR 1k Smad2 A1 Smad3, J& % # 1] LL &5
% Smadd NI — N H GRS EHFH T HHEEMLE S
DNA. Smad3 AJ & B A FEHUARE I AFE A, Ko ol # i) AP-1
B35 1, AT 7E TGE- o 4 4 1 % 48 4 B 40 i 4E F v A
AR M. 40 M L A7 CE D ) 1% Smads (inhibitory Smads, F
Smads) 41 Smad6 1 Smad7, ‘EA1 5 F MK TCFa Z K45 5
AT LAT-#1 Smad2 1 Smad3 BI45 & . INF-a 7] LU 5 Smad7 H)
35 T A7 B 1 TGF of Smad 5 5B B . 15k A X350
Tk AE AL B 4R R TGF-a 15 538 1% 76 By 1L BT He )y 31 &
B JE R SR Y 2 I 2 2 DA R 35 S 1 T e s P B A
Mo S HLRAL S A RI-PCR % A 28506 BE B B (I BF 58 % 1A
Smad2.Smad3 1 Smad4 7£ £ 4 fig 53 453095 P 1) I 4 i A0~ i
Mgt RE. AEMARH, EEEEAE ' MR
19 =5 B fik 3% Hp 4 D00 20 8% B2 Ak 1) Smad2, 3X i3 B TGF-a 7£ 3 fik
WERERE AL R R OE T o Bt T B ks A A AL
R R 1 5 PO IR 1 A B AL, T 800 R & 32 S A AT R
& B 2R A BBk R AL B SR A
2.5 Toll ZK/BEME S LETF 88 55 EEK

/0 10 B Toll #5324k (Tolklike receptors, TLR) ——
TLR1I-10, AJ LLR A 7] 28 L5 J5ifA b 1R Jit 4 A 5K 43
7\ ( pathogerr associated molecular patterns, PAMP) . TLR4 7] A
TR 2 22 BB R 10 16 22 B, TLR2 W] LAAR 5l &5 22 B BH 1
BIRETERE, TLR3 0T LA iR 3 76 975 25 8k o b 5 AP 7= 26 1 00k
RNA. TLR HAG W/ NMRRE R S5 14, — A2 B 150 A2 2L IR
20 8P B P 25 R 3, U TIR(Tol) I~ 1R/R) 5 73— AN 45135
REARAABRNERERNE & RRBNESE T (NH2 terr
minal leucine-rich repeats, LRR) - TIR &543k7E/£ 5 TLR /55
WM B EEMEH. B TLRs 5STRE AN ELEA
( adaptor protein) &4 734k K T~ 88 (myeloid differentiation marker
88, MyD88) 44, J-fii Higfb . MyD88 ififb J& B il LAR4ELE
SRR A B, 550 — Fh &/ 05 S BRI —IL- 1 % KA

KW BE 4 (117 1R-associated kinase-4, TRAK-4) %54 . IRAK-4
454 MyD88 Jo R4 H Giimtl, RENZHRESK LEE
Tk, 3£ 5 TNF 244848 2% 5T~ 6 (TNF receptor associated factor
6, TRAF-6) KAAHHAE . TRAF6 — HAE WIS, & Mk ot
—BIE AR K T B RS A (transforming growth fac
tor-B activated kinase, TAK) o {55 2iA TAK J5 KR T Wi
AR ESLREN: — & &L FENFB IEN, 5H—%0
TE Ak 22 B TE AL BR IR ( mitogerr activaten protein kinases,
MAPK) . 4 TLR/MyD88 it % ¥ % )& 7T 4 2 72 48 48 Ja K 1)
Sk

UERTERAEE A E ' /N R 3030 Bk & 4R 30 ik i
FEREAL B He b A B TLR4 SR IK 384, (5] i 72 N\ 28 350 50 Jik o6 ¢
BT H R R BT TLR1 F1 TLR2 MR IE. NBRATIHRE R
K} BH TLR4 17 299 i R & &R KRB RN HEM (Asp299Cly)
J5 R AR5 4 0 R 745 S A 0, I A sh AR S A R AL A ik
SRR BN K A KU o R /N BRSO R AR R v, Ty g 1
TLR4 (36 % 5 22 30 ik A I 18 A 2 — 3Ry, o B 2 0 b
TLR4 354k 3858 T 20 ik ol B B8 AL BT ey 2 > 1™

3 RE

Bl 5 N ATTRE 2 Jk oS A 158 A, 993 3 A 38 3o 2 10 D R 3
7, AR 7 M S 5 e 5 R GUAE B AR R AL b i) A AN
Wrid o 40 B R -1 B A F 5T 27 B 2 kO A B BT ik Y it
T, e AIHE SIS 5 SR S0 T - B B B 5 T B 18 T8 G B
PR E e EE RS AEFERER. BT 48
AT B HAR Sl g 2 (B AR AR 28 LR, & R4 i I8 71
AR AR WD T R R S BT AL A T A Sk B 40 L IR, JF A B
R0 Al DR T PR BR A, BT AFRATI A B 15 B bR B 4 A1 S B8 ) 4
SN EFEAR Y — T 40 i X 2 B3 Tk R FE R AL AT 2 1 8)
Pk AR REAL o B I ST AN TR N, R R 8 22 B 400 i DT
RMZ5 T SR AEEAL B A A R R, TR 40 e D51 K
5 5 I % ) 4 7 120 B R AR LA o B AR B DA TR A 2 Bk
AR 4 ) PR o R i R RS 2P B B, (H
BA R

AN IEFE 38 3 %o L 3% A U5 B 440 i B 1 ke 00 SR 0 3
ik PR AN IR R A 7 B AR B DA R I PR I 8 A 1) R AR, B
T 116 PR B 90 0 512 W L3R 9T LA &K R W TS (A
W, FEE AN R AR 2R TR ( cholesterol and re-
current events, CARE) 3£Z8 R 0] TNF-a 5 O WAL (myocardi
al infarction, MI) & & & X MI JFEOMERT- RN TIIEE
Ko FHNTNFa 5 BRE 18 800 0%, 1% 48 80r0 H 5k 0l 4 4
BNKB R T EAR R . — TR A TR B 18 JKSFHT B
A 8 768 WK B K 5% 97 ( coronary artery disease, CAD) [ Tl [A]
T HIREYE ) EPIC-Norfolk AR FEAIE S 2 BE A A 1L 11- 8
KPR v T PABG i aX 88 A SR CAD I XU, 1K Bk O¢ RS T
FE 45 (1100 I 5 B R -, ST T C RN BT ( Greactive
protein, CRP) o

HErAT A EATESO T T4l 7 R EAAHERE S
T BEIT TR L. B e T UM AR - 110



164

ISSN 1007-3949 Chin J Arterioscler, Vol 16, No 2, 2008

18 I TNF-a [R3EFUH, S48 - lras ATV -1 324K 10718 &5
4 & A (11 18 binding protein, II- 18BP) F11] ¥ {4 TNF-a 521k
TIF 5T 2% BH, 78 Sh AR 7Y ok e 4l il IR T 0 65 BRI B Bush ik
WFEREALAE R . 94k, ST B T — R R JAKS BB
—CP-690550. X2 £ VEHI ] JAKS V&, H A58
JkEFEREALIE R, BEAR S 7= A 1 F /™ H 1 2 . (40 s =
B /NI B Z RE S R RIE . HAiZ 2 B &Sk iR
R R KSR AL — R B R, R KA
BT S AU JERE SRLLE N R 25 W0 RIAE R I XU, H B )
St DR T B A G AS 538 % 1 AT VR T 7 vE TR O B AT R
i H a5 T 0 30 ik o R R Ak M B 0 B VR T T SR A R
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