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[ ABSTRACT |

(NLRs) are two major pattern-recognition receptors ( PRRs) in the early host defence against pathogen invasion, TLRs are

Pattern-recognition Receptors;  Atherosclerosis;

Toll-like receptors ( TLRs) and nucleotide-binding oligomerization domain ( NOD )-like receptors

expressed on plasma membranes, whereas NLRs are in the cytosol.  They through the cause of sterile inflammation and

synergy participate in the occurrence and development of atherosclerosis, bridge the innate immunity and arteriosclerosis.

sk ok B 4L (atherosclerosis, As ) & — Fl 1 P4
RIS I Fe , WFFE 3 B — 28 S P D At A )
SRR AL AR i 2 P 5 £ 6 DR 3 3 fih ¢ LA 179
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55 20 I 3Z F& ( pattern-recognition receptors,
PRRs) 38 13 B9 Ji A SCER 1Y) 43 F 155X (pathogen-
associated molecular patterns, PAMPs ) {5 A AR (19
JEAA . Toll #£32K ( Toll-like receptors, TLRs ) FIAZ 1
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JokSRAERE AL R TE 5 2 i v ke E AR L, 2 AN
AN RAEFIFLR T 5 TLR4 456 5 K5 557 S 2
N, TLR4 (AN X 5 HERE 531 I ¥ 88 (myeloid dif-
ferentiation factor 88 , MyD88) 454, [AlH MyD88 5 1
AR 1 Z PRAH B (interleukin-1 receptor-as-
sociated kinase, IRAK) 254, 06 IRAK H & /)i R
1k, FRA5 0 55 1 TRAK]  IRAK2 F1 IRAK4 2K i 34 7%
IR R A R 732 A A0 5 [F 7 6 [ tumor necrosis factor
(TNF) receptor-associated factor-6, TRAF-6 ], TRAF-
6 33— 2L NF-«B 40 49 ) 808G (IKKs ) 524
Yrfii 1kB WEfR AL, BERR 1LY IkB &7z KA FEA#,
A FE NF-«B 1Y% 16, NF-«B J& 5 21 R AE
TR BEAE IS B 40 i N S AE P 5 R SR SE A a
(tumor necrosis factor-a, TNF-a) . 404 Z 1 (in-
terleukin-1,1L-1) | TL-6  1L-12 45 A9 2k BEBE ik, B
55 B KA RERE AT 1) R S

Michelsen 55 #ELRGE T TLR4 53K RERE (L
TR B2 &R, WF5E & B TLR4/ ApoE &2 MyD88/
ApoE POEH GG R S5 EIBEN E (‘apolipoprotein E,
ApoE ) BRI BUAH L 3l DK B A0 A% A BH 2 8 4%, 4
TLR4 {5 53082 5 T Zhlksk FERE AL ATE 1 ; IR fry
WFFE IR & B TLR4/ ApoE F1 MyD88/ Apok. Xk [A] fik
K BRIk R AR AL SRR 24 1) e At R SR 4R S i o
DUBUAEL ApoE S RV, HE— 4R TLR4 W HES
5T KA BESE e EL

Methe %54 % B2t 00 LA BE AN AS B AL 0 28
A R S fRR BT R A L A1 A 1 SR 21 i TLR4 11
mRNA [ &K A UL TE e, 9F B 2tk il
TR £8  BEH A 2L AL Jay iR ) TLR4 7K P-4 51 i i 53
AT &, $275 TLR4 5 3 ok ok e A 19 i A
DESR D) AR OC AR

N EAAZ EL W2 32 3 S A B % B R A T (ox-
idized low density lipoprotein, ox-LDL) Il # & 43 i
TNF-a, /& B 5¢ 3l Ik ok FF B8 Ak 1Y — A H S AR Y
Sanchez 45" BT TLR4 fii ox-LDL ¥ 519 TNF-a 4>
W 60% | [R] I 2 BLZ5 T ox-LDL il RE % | 4
TLR4 (1) 3% 3k S H7F 240 Jf 3% T 1Y P53 4 Grenier
S5V TLR4 149457 570 BE A G Z2 B (lipopolysaccha-
ride , LPS ) JIBUIA S5 5 09 N L W 240 e, e 0 6 o 46
J& 25 1 9 ( matrix metalloproteinase-9 , MMP-9 ) % %t
i JEE B 9 B A ( prosoma MMP-9 | pro-MMP-9)
(53 W5 S8 2 10 T MMP-9 1TF 22 5 3l ksl R A Ak
BEYU ) E 2R R, O TLR4 2 5 3l bk ok i 1k
(R SEHEAE T T R AR

Toll FE3Z4K 4 7E2: 5 5l JjkAi A o Bt 7 1) A ]

YRRz ek, I H BN LA Bl bk A Ak &
ARy Z R AT BE A th X TLR4 2 5
SRR AL T B AL R AT T IR ARRSY, & B2
PRI Ik 25 A AiE 2 I BA% 41 i TLR4 3% 35 3
£ TLR4 J& NF-kB 7 K B30 3 Jik P i 463 495 45 75
T B PR 8 A ) SF- UL AN b 3R kY
TLR4/NF-kB 1553876 I V& P9 Hz 41 A1k 70 AF
FENRE HZ K 1 (lectin-like oxidized low density lipo-
protein receptor-1, LOX-1) ik, LOX-1 £} 26 B 5
F55 T %0 K A1 A, #28% TLR4/NF-kB {5
S5 T KR, iR 1 T TLR4/
NF-«B {55 & sh ik 1k & A= i —A~ FEEEHLH]

1.2 Toll #%=& 2 SEABHENLMXR

Toll #£Z 4K 2 5 TLR4 W15 514 i B FE A
{5 TLR2 fi£f% 5 TLR1 . TLR6 JE W 5 — B4k, %f
AN E A= A s, BRI EL A AR R 45 T 1Y) T A
S A 20 TR R VR 1 SR A RN A R TR Y Y
PSR TCAAR - Eb AN 22 PG FH 1 TR e PR 4 v s B
FERE ZBERIR RS R AR R X TLR2 7
B KR BB AL T B A FH 320 7 52 3 G

Edfeldt 25" FH 602 411k 7 i W5 0F 5 2 ok e
TLR2 & 14 AR R I HLAE S IKEE (IR 2 WA 3235,
T TLR2 75 ) ik B £k i) B Bk 358 407 ) 252 7 28 3 3 3k
JE IR TE 58 20 B 32 30 3 AL A OE R RS T R R
TLR2 P B2 23Tk i 20 I 2 i e S R
Tt 5% S 7 B8 7 1 I 4 BE TLR2 1y R kK- AE &
I, i 76 3 ok o A AL BE B Ab TLR2 9 3838 Jim 3
%, FHE A9 TLR2 3032 3k 8 11 MyD88 (5542, M i
PG 2L NF-kB/p65 i 12, 51 & 41 il X+ #a ik
A USR5 T 1 KB, 2 5 sh ik ke
TAk 9 i S R 9 & A=, O HLX Fh i 5 TLR4 76 3
FKBE AL 1 2Tk — 3K,

Mullick 256 TLR2 JE R BLBE B (T2 7~ B
5HEAT As 010 1405 %5 B AR B 11 A2 Mk B B ( Ld-
e~ B #EAT 258, R Ldle ™~ T2 = XKL A Bk
FaB, SRR3R 10 ~ 14 )5, KW Ldlr ™/~
TI2 ™~ XU PR Bk 53 B 1 30 o B e v 5 L [ e 7 S
A Ldle ™ BRI, A0 BE S5 LR B A 3= 3 bk i B 27 2
AR R LAl T2 ™~ R PR B BRI 3 bk A Ak
R EE DA K Sl ok e c 46 40 T BRI R /b 5 Ldle '~ BR
AH EE 3 Sl R R RE AL AR B R 2008070 T 50% |, 9 28 T
BN T 30% 247,

Chie Hayashi %“5] T 4 ApoE B B O IR 7F
HRANIKER (P, gingivalis ) A8 #E5 I AR A 5 16 20 ik ks
REIE AL AR AE S AR TR | 235 TR O B SR AR A 3 149 30 ik
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SKRERE AL AR AT SN A R TLR2 192 5, 5
BRI TLR2 5 T P. gingivalis B 5 30 ik ok FE i
TR 1 1 A2 9% R 0, B 6 I 4 B 1 2R 4 DL
CD40 . 748 2 v (interferon-y,IFN- v) . IL-1B .IL-6 Fl
TNF-a %5 55 K1 (0 BE 75 ; TLR2 366 (K] Bl [ mT LA
P. gingivalis 175 & 1) gh k5 405 [ 0 0%, TLR2/ ApoE
KR B FE BRAE P, gingivalis JEYL 5 80%) B8 21 2 ik
AL PR A B S 025 [) 1T 3 v 610 28 i PR - 7K
A B K, Sanchez &[] A B 5 L B s, BH
TLR2 fig i ox-LDL 1755 it 5% 20 e L I3 240 i -
TNF-a FE{I% 70% 247 . 45 BHEIX TLR2 AYIA L
R amEA , (HBA A UEE A8 HF TLR2 2 53
Jik sk BERE AL (0 TR B AR
1.3 Toll #Z Mk 6 SafkRHFBUIXLR

HHEIX TLR6 =53l fIE s &R >, 2010
4 Stewart 25 HZ3H TLR6 AL S TLR4 JE M 5
1,25 ox-LDL 5 T B RAE S, i 4 0 bk ok B A
(4 I HIX—200; 32 B03E T R 32 1k CD36 1.,
TLR6 M EUARVEHIBLHIAA R RIS

2 BREBRESERSHEEZEENIKS
REREL P RY1E A

WL TR 45 5 SR G5 M Sl R A2 AR T 2 — Fh Ty
REAN 4544 5 TLRs AHARLA 40 i 3% 3 82 X 00 32
P B HOA B B A . A28 NLRs Z 5 KA
A 23 AL EREAT 3 ANRAIEVESS A, 232 C R
Uit PR B o A R R 1Y B 42 45 #4) B8 (leucine-rich repeat
domain , LRR) , {3 F "0 A NACHT 25 4435 ( central
nucleotide
NACHT) , fl N A3 (1) CARD 5 PYD 4543k, H
LRR 17 57 J8% 32 U3 200 1 1A 799 D 1A A DG 7 A =X
B ABECR T CARD 5% PYD 45443500 f2 3% 12 T iz
(e B BN 471 KR NACHT 751
IfE ,NLR I3 N 2 WS8R NLRP B TR 4G
B H R I, ( nucleotide-binding oligomerization do-
main,NOD) . C I TA [ IPAF #1 NAIP, NLRs i i i1
S I A 5 ik 44 S 3 TR A A 40 L 1A %) 0 U5 o
PR3 LA e P IR 0 (B35 PE T 40 Al o
O3 T ORPBEE Y AN 2 R BUR W AE) L IR sh A
JHL PR A A1 B R B N S I, AR B D 32 AR 4%
AT ™A B TCAA , (E i X 3 6 52 A% 11 Aff 1) T A4
A AR A HLRA AR Z 48, HATE T
NLRs 7E 3l bk ito e 8 A Bl b 7 AT 5 1 1 R 44
i, Herf NOD1 \NOD2 5 NLRP3 J& H I W5 500 I

oligomerisation  domain,

binding and

AW NLR ZRER 52
2.1 BEBREAERSNE | RETRESERS
i 2 5EBREELNX R

KA R ZE A S B 4508k 1 NOD2 [ Hij i oA & X
H MR, NODT U3 H G~ 5 40 I BE 140 Kl
BK BRI RK S ( peptidoglycan , PGN ) [ fift =4 — 24 Bk B
TR ( diaminopimelic acid, DAP) , T NOD2 iR 5l 3%
H G HH G & PGN B r= ¥y i BE Bt — K ( mu-
ramyl dipeptid, MDP) , 7€ Rip2 WJ/EH T, #7% NF-
kB, AR R A, P4 4R IL-1 A IL-18 AU R4,
H R AIFZEHEN NOD1 NOD2 A] RE 2% 5 3 ik o) KE A
b, 1802 2 BB 1E R A 2 R 1R A W A
NOD1 NOD2 7 5l Jik o8 # i £k B e vp & A 3555
[F] B i F R 55 1 I AR——4H B 1 PN 1 %35
AT LH FE AL % F NOD1 1Y B 322 Hd 4 DAP \NOD2
F ELHERCR MDP #E47 813, % NOD1 \NOD2 7 IfiL 4%
R BAE AT TR ESE, 45 2R W NODI |
NOD2 43 (Y5 R A (55 1% 338 6 1 00 B 3
0455 8 LA L 8 356 P 24 o, 375 5 LA AR AR i
Y7, B8 NODL NOD2 I BE 2 5 5 Jik ok
Tery Kt R
2.2 HEBREAEREWMIEHEZE P Sk
BHXR

A RS B SE R G A I FE SZ K P3 2B 51k
KVFEH)—Fp NLR, 5 NOD1 . NOD2 A [f], NLRP3 ¢
TC AT 22 110 2 PV 19, 0 440 B TR B8 A 43 4 i 41
FEFUN S R B B TR | IE A DR R R
45 AR X BLHR AT LIS NLRP3 28 4E /MA , 78 JF Jk
YU 51 & RN LR M 9 5 SN, 3T B 5T
JOFL [ P 4t i B R BRI %% B B AR T L RE S NL-
RP3 A /MA . Y N 20 s sl R i i) PR - 5 3L
LRR &5 M3k 454 5 NLRP3 Bk, FHAR R i 15 26 1
LR FT I, PYD 55 , f3 4 PYD-PYD AHE {EH]
5 HESLE A ASC 454, i ASC 1) CARD 45443847
= Pro-caspase-1 ,%EE%E/J\MK,}JFXHL caspase-1 AT
H B 05 , 1S E 1) caspase-1 X Pro-1L-1 45 ik 9 it
FTO)E] AR IL-18 F1 IL-18 (B2 S A sl

H T NLRP3 S /IMATE 3l ik ok A 5 1 v 1) 7
FHRINIE AL 5 1, Duewell 25 %5 7E NATURE 2%
R LRI A 3 1) — e SCRE R L[] e 45 & 7T LA 38
T B W2 PN Y NLRP3 S8 E /IMAS | 7 B [ FE AR
TS BT B AR S I % B koS A R AL R HEAE
T /|~ SN B P A 5 L [T s it 75 & 2 ROE IR
X — W AE NLRP3 45 /IMA B 43 e g 1) /s BRUAAR Y
B 555 24 LDL 52 1A Gk B 9 /) BRAS A A NLRP3 |
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ASC B35 TL-1 PR R B /)N B B B 5 PR LA s PR
R, Hoah lkhs fb 5 B K 5 RE S o A B s e, F
FEUESE NLRP3 S /M TE B ik 585 4 R 1k 1) 55 e v
Fok RN L URIEIS AL R R A i i SRS R H
NLRP3 S&AE/MA BT 52 21 W 20 i N ox-LDL 1)
W, RS SRR NLRP3 RAE/MAR e 5 T
SRR R AL AR AE SN 1) KA

3 Tl BRESRERESERENEE
SR ENEEERRBEXR

5% 3% B AILAA L 25 5 5 1) B 100 80 4 L, B o
T4 S - Kz 20 e R A ) B2 44 T 1R ) 1 9 i
PRI A KA s B A 5 1% i g AR ] LA e
Iz AR B AR A YE . HATA TLR 5 NLR Z
(] 56 R AT M A AE S 1L

Tsai 252 AN 40 L 9 NLR A4 384005 2 4k i |-
TLR 035 5 518 NF-«B 1% 16 (9 F i 52 I, Al %
NOD2 5 TLR4 & R IEAT THF5E, &I LPS H¥% -
T 40N NOD2 Y mRNA /K3 ; 457 MDP fgfgi
5% LPS 15 519 NF-kB 16 1L 5 T il 90 T4k 1k, 0
B 25T MDP JIEIN A 7540 B8] NOD2 1341k
T2l A2 1K TLR4 192 5 51fi NOD2 7F % A Bk
Z 515 00T X TLR4 280§ /EH B, UTER NOD2
FiKJG, 45T LPS Jlli 51 NF-kB 16 1k 5 T i RAE
PRl - R 18 0 5 AR Y 2 Tsai TACH NOD2 7E TLR4
TS I SO AT S g Hh B XU 315 4, XoF B A
YA T LPS FiAbH 24 h & il TLR4 (I1/E I &5
PR G T LPS R, SAE PR 5 1R R AR Ak B2 B
S FEAR , (H LR 25T MDP 038, W01 i T %8 R 1
2%k, UL 7E TLR4 7EH 9% & 51 NOoD2 = 5L
PR BHE , % TLR4 & W RIAE . FRATHT I By 6 52
R TLR4 \TLR2 21K 5 NOD2 3Z K4 sl % /- &
-t LA B 2 DR -4 B PR Rl R

Babelova 25 2 3 — B 03 5 TLR2 . TLR4
# NLRP3 F1 pro-IL-1B ) mRNA ik, Bauernfeind
SR gY R TLR4 TLR2 \TLR3 \TLR7 3% fiE 5 3h
B AN N NLRP3 S E/IMATEAL , 0% caspase-1 , 1]
TLRs ¢ R ) B 05 20 M 25 7 = 8 B2 I 1 (adenosine
triphosphate , ATP) JIIE NI ANBESF caspase-1 [T 4L,
$ER T NLRP3 RAE/IMAITE AR T TLRs P30 5
[t % B LPS REfE 38 <1 i % NF-«B 1218 NLRP3 3%
ik, M4 T NF-xB #4651 /5 NLRP3 33k T [, 487
NF-«B A] 25 T NLRP3 A/ IMA T

McNeela ™ BUBIF 5T IA R fili 28 BR P S e 5 2 NL-

RP3 S K 54 1RO T TLR4 9 /E H
Tomac 25" 1738 2 BLIN A 76 B40% NLRP3 S 4E /]MA
B RN F TLR4 (VR A, (A2 g RN A 3
) NLRP3 SAiE /MAE 6 T TLR4 3244, IF H W
HITE NF-«B 1%k

AR — e fF 5T 378 T NF-«B RE#% I JH NL-
RP3 Wy5ER 3 ik, #F— 20 {2 3 NLRP3 %% /NMATE
1k, A8 78 TLRs 5 NLRP3 [8] ()56 R $24E T 8 £k
%, NLRP3 RIE /MA B 3000 75 22920 —J& il 1t
NF-kB ###i 1) Pro-1L-1 , Pro-1L-18 A4 B ; —J& A%
IR B 38505 I 24 # Pro-IL-1  Pro-1L-18 , j=/f IL-1,
L1817 ikt A BF 5 R W1, 76 5 Mg 40 il - NLRP3
PG BT | &, T 2K R i TLRs \NOD2 3¢ TNF-a
BT 8 BT 7 A B NF-xB B3I IR e, o o
PRRs 541 i [FT301% NF-kB %} NLRP3 485 /IMA Y
LR B CEEM

P T AL 200 i A A A TR 1 A2 A4 5 AT Y Y
U 2 (A AR LA 19 51 2K B 480 s iz v B A %% 1)
KFR WA LTl A E YA M E R AR,
HHETXF TLR 5 NLR [ AH BAFE A OC R I A T
FETERE NI AR T B — 2D SR

4 B =2

S RERE Ak 1 T8 B — A B A e BT R
X Z R AR AT 55 S T B AR SR
B RE N5 ol kA AL =2 (1] 56 28 B TR, R 52 20
PUBH Ik o3 AF B Ak & A K 8 0 ML 45 438 1 o B
SR R AR TR 32 (A 7 3 ok o8 4 158 16 B rh
YEFI AR 2 vk L — ff1 , sh A A R0 N h ik ok
T AR T b aod A B R 31 A2 44k 118 3 38 AR T 31 IS
WART o 240 5S40 R P ) A A 2 A 2
A s K MR A A 7 3k 86 n] JBEAR AT A T 3 2 IR
AMIFSE

SEE AR 2 A0 & TLR & NLR 7E 3l fik
SRR Ak 4 i SN P AR A B G R X
PRI SZARTE A T 00 K A g R 505 sh ikl B i
PR G IR A B B AR 3, b 7 36 3 bkt
FERE AL HE LB (1A 7 HE A
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