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M. JERAIM. ARG, TPk gl R SR AN, VIR AR SN IS —E P 2. X&) 25
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(L N YEE B AH OR 20 FBE I —J2K 7 1, A4S Toll #3526 A1 NOD #3214,
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A MRS T, PR B TA R 431 i 5 4
fitd &k Bt 43 ¥+ -1 (vascular cell adhesion molecule 1,
VCAM-1)HI P- IE 3, A AL A ) 54 40 i 26
PR A R g e AR, A g R AL
E S| l(monocyte chemotactic protein 1, MCP-1),
A G B AR AN R T, R AR AN o
lzif)\lj\]&?};’ R, /NEEER MCP-1 )5, BE]
IR A A 0 SR T A AsTL PR AE T RS i
R rpe, [R] ISR KR BT 4 8 B B -9 (matrix
metallopeptidase-9, MMP-9), [ A Bz L IR 1)
VA5, ATk AL P BT SR
TR TR, SRz A B R 40 i 4R 7% )
e ¥ (macrophage colony- stimulating factor,
M-CSP)FERTR, 28 e i) B gl e, M-CSF
[F) B 3 3E I 40 MO 3R OK 3 1E K 2 1A (scavenger
receptor, SR), Ul CD36. CD68. CXC 1t K+
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Table 1 The roles of innate immune cells in atherosclerosis
#*1 EEREREHMME As FRIERA
[l A7 e 5 41 FETK B WA A L T T 75 As "PEH]
EXYIEL MMP-9 B R DR R ML R IV R B, R4 M N LA P T
CD36. CD68. CXCL16. LOX1. SR-A F1 SR-B -3 51 41 ifu iy Joc 75 e o FEL M 5%, AT 45 ek 41
M-CSF 3 TLRs fURIE, HEH R JNE RV
TNF-ov IL-18 0T SRR A0 R ) SR AR BT BRI e
MMP-1. MMP-8, MMP-9 Fil MMP-13 FERIR AR, PR R
YILE G S FI41ZUE (I K T4 AT A, BEERL Y
JIE K 40 i IFN-y. IL-6 REM A2 A B MMPs 351, (R ik BEE R JE R 24
MMP-1 Fl MMP-9 SER IR, TR
8 BETE 111 23 pro-MMP-2 il -9 A8 RT3 AL i Bk 3% 1 5%
W MR E T, Wi e Bk s b L 5E 5 S
TEHG, 75 A MuyH T
FGF PR BEH P 105 A
TNF-a TEBELR Py 4 i 1
H iR (I THA6 LDL 1% ApoB, {E~F5 JIL£F 4E A0 B ik 4h ffa % X LDL,
FE RN ;1L ApoE FH2KJpE 4 (1 B 4% HDL, 1748
JOEL ] T S R i) 38
2 i 53 Bk P R 48 AN IS WLAT 4R 2 2R 3R, (e ke
H AR5 4l IFN-y, TNF-o, GM-CSF Z 5P IITE
FILFE AATBELR P T K Y 4t
rpE R4 NGAL 0 MMP-9 235, e 1E DR 2
i A P TRHE Py R A MR T, ALZAR TRk 0, TR A0 M 8 LA R BE
I STAPN
Mac-1 AR v R A0 5 o R B
HIAK BB e (AT 2 1
IFN-y, 41481 CXCL1 % 0 ok 40 P 0 SR 4
B TEAR 4 Mt IFN-o R I ST LA R 25, AT 0 T A T B 1 AR

fic & 16(CXC chemokine ligand 16, CXCL16). #t
ER AR SES B2 5 113244 1(lectin-type oxidized
low-density lipoprotein receptor 1, LOX1). SR-A Fl
SR-B Z&010, SR A7 [ Wk 41 i S 5 A g ) BEL I
A AR AN, 54N, M-CSF b fig B B2 HEAR X
WU SZAK TLRs [k, AN FLET K JOE S 2L
FC G 4 = 23 5 A i 2 ) 40 B TR R ik A S
N, BE i RE R 6 Il ¥ -ou (tumor necrosis factor-ocs
TNF-o) F1 141 % 18( Interleukin-18, IL-1B), X P
Tl M X7 2 T 5 S B2 1 VCAM-1. &AL
T4 MCP-1. AP 7 21 M-CSF A e 2 1 1l 4
MMPs {31k, M e S A% 40 i P SR A AN BB
KRB, IR E A A- 1 (apoA- T )& mn % IR (1
M EE Ry, TR BL apoA- T A i E ik

AN BRI IE R F TNF-o F1IL-1B8, I EAHT A
DhRe. AU RN, apoA- T IPT %
Ihee, — 7 RER apo A- | 5 ABCAL 455 )5,
3 T TNF-o F1 IL-18 mRNA FAARMS, 55— J7 (i
Alfit 5 CDA40 & K15 = 18 i il 47 o,

GG 30 B ke ) I T B T LT 4 2D
DA T 2R R T 284 e D oy = 1) 28 ¢ g 7 i 7 B B (1) %
T, WG B ™= A 1) 2 DKL - 7 T R~ T JUL
RYErAEIRIR, Sy 7 IR 24 PR, A
SEEEAR, A ENRAE. R, EE
NMLAE T RS 40 BT = 2E %) CD4OL AT IL-1 945
N, R TRCE i R bR g, 4 MMP-1. MMP-8.
MMP-9 Fl MMP-13 %5, ‘U IR fE, 2B
MR FE. G4, B R A A
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filf S M ZUR ARG K, 25 DR i 20 IR
206,
1.2 BEXYHBE S Bh KRR 1L

TENFEEIK FEREA R AL, E R4 I # H 5
SLIE PR B 7 M B L. 7 T K 48 i e 2% 1)
ANERBERL R R I, BESR A AN BT TR W A g
DYy VA0 M AT T i i H R B, EIR RS
HETLEME G N, AEX G N BEh ik s et 5
HAr W )T 2 y(interferon gamma, IFN-y)F1 IL-6
A ORI, e Ah, IS SIS R 4547 2R AT AL IE K 4
L, IR As, JFEEREBESRA L. O R T
M FE PR N A SCSE 2 1) AR S5 4R AR K
4 Mo B8 e 7 €5 H R — 4 (disodium chromoglycate),
WIIRT 3 2 b3 p IE R A0 B M RBORE BT 3 B0 SR
PR, X LR IS RN AT BE S 5 As BEERIK
WA RT3

NERANMIZ 5 As BIFLE S I 53ub i) 2 0 4i i
T K. Brarih IFN-y F IL-6 LLAN, AEK40
A= 4 — 52 1) MMPs, 45 MMP-1 FI MMP-9;
IR, R0 A4 ) 2B 2 1 Wl (tryptase) M1 JBE
£ [ ¥ (chymase) fE J0iE N MMPs. 7 2 8 Jik P i
DI A AR A, MMP-1. MMP-3 1 E0AE () AE
RN L [ 2 TR 7 R R 1) J 020, 2R B8 £ 1 g
REAEIE pro-MMP-2 Fll -9 A8 il Hym A L i, X sk
iR 38R, NER4 L rT LLE R MMPs {23 As BEHR
TR, DR AN 53-8 PR S JBE £ 1 Tl 1) T fe SR AL L
BRI, A R IR R T H o U ok
=0, MY oy i i 4 SR B, TSR K 4
Ji0 AT 33k 28 BE R 1 Y T I &G R B (focal
adhesion kinase, FAK)K3%, LK TNF-a /51
TERERESR A5, SSIEE R g RE I 1T LT 3
LIRSV 0 S 7S B £ 4 L 1 U8 I M~ 7
FIfigIE T4k LDL 1) ApoB, nJ F8UT- I ILEF4E
MEWEA U LDL, etk 4 o e . JIE
K 40 oAb, R 3 ok 28R 2 1 Y 4K ApoE A1 HDL,
S ) 200 Y O ] 05 e e s ), K i T
Wh B AT 4 A Y A K Rl F- (fibroblast growth factor,
FGF), FGF & — P I A= i i 4 i 5=, ] Bl
i As FURJETHGIN, S LRG0 oA B Py afi 47
RAERFEEZ/END. AL, IER RN FE 1
R T L5 3 80 K A B 240 R L~V JULET 2 2 27
Bk, (EdEpEik, SRR EIER
s,

1.3 BARGES shEKEREX

H 4R A4 (nature killer, NK)ZH L 26144 SR
PN I R R AR A, JCHGRAE YU B S T
M. 5 AR BERIA T Wk 40 R B bk & 40 g
AN, NK 40 MR & AN T BT 52 A P
i, WAKIE T A2 AR R, NK 40 0%
RS2 ARGy PR, S 3 T 52 AR S AL PR 2 1
AR, ANEIE S ARG Ly49A Ry S 45 O R i i
1) MHC T 2831, MImBH 1 NK 40 fuios . Afe
FIE MHC T 275 14 M, G #5584 16 40 1,
W) 552 51 NK_ 41 o B,

WL R, R E A S b Em
CD56'NK 4ilfit. PR N A7 A K 1) 2E 7,
U TFN-o/B~ TL-12, IL-15 Al IL-18, JX%&[K-F#ifE
Wos NK 4, 54 NK 40 s i >k SCRT L3k
K 140 M A7 A A KR, 45 IFN-y. TNF-as
GM-CSF, FULHEN NK 41 i rT 25 T BEd e
. NK 4 np ik 77 L3 R4 H B AR 1E
AR BE L T3 B I G 10 4l B0 By 49 S B Ik 5k
LDLR /)N B 4% Ly49A, BH 1E NK 40 J 0% )5
/N BRI BE BRI R 25 B S /B0, IR ESR IS, As
BEPN IAfAE 7 NK 4000, 1T HLAEBESR IR 8 e mf
Gy S (IEER
1.4 HERHRES ShECRFERE(L

BT Pt A2 TR RS K SR A R A, LA 1 LR
W, X ANIBIK VIR ARFEA 73 L W], A H A
e PR A E N BE B R AR, BUARTE Bl ik
SRR AL 9T L R R PR P B H B, (E B
00053974 07 T el i v [ R T A e 7/ T
PEEE R RS I A A, TR I, BE
ARG ] P ARG IR, R AT A 4 R T, 4
AR RIEH I LA S BERAT R i Al g
T3 LDL A A G Bk 4k, R T B W 4 i e ik
IXESAE A LDL M0RL, AT AZ BGfL A 40 . 53
Ah v PR 48 B ke e AH OC IR iz s A
(neutrophil gelatinase-associated lipocalin, NGAL)5
MMP-9 JERIE 2844, 0 MMP-9 ki, Atk
A2 gE MMP-9 [ 2 IR S 1, AT LR i 2 1 R
D3,

FERBEL P HH I 2 PR 40 3 N B e ) 3
WA, RIE I R R A R A B NN B R R R
HHEABE SR —. MR A 4 XA ek
PR 5, n A, RBURBIUIN ), XA
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TEANES A A A AR R kA
M AT > TR 72 7 Mac-1 K&, 29 B
DLR S A IR T A A AP PR 40 1 R T Mac-1
RIKEWN, 5N ARKIER P- R RL5,
NI F PR A0 5 10 % R0 B B4 26 B 1w
M T > W AR T, BB AR E
[F] Ff 4 73 6 TFN-y. 41217 Fil CXCL1 %51k A
IR 2 DSk AN TR - SN TN A & e i
fEFAES,
1.5 #HSIRBAES BBk AEREIL

FE As BEHL P 5 AT I S8R 40 i (dendritic
cells, DCs), JCHJE 5 B BLHLNJE B X 40, 41
1k LDL(oxLDL) 5 P 5z 4 i 7= A8 k7 41 - [ W4
Ji 4 ¥ | # K F (granulocyte-macrophage colony-
stimulating factor, GM-CSF), GM-CSF 1] 3% i1 DCs
FEM SR, i P BEE A DCs 1% H BT,
DCs fEA I AR AL, AN FI R Hi R &
A 7%, IXLe 2 R R H D RE 5 DT 42301
G TNRE . AR SR (pDCs) ATy 57
PSR A0 T A R, O BE K 20 W TFN-au.
TESNNK S FEREALBE L Py, pDCs i jd 439 IFN- 7]
LA LR LRI B, DTN B A SRR
TR WFFC AL, e JIE A e AE W] BEL1E DCs A
HIZHZUE Y, AT AE LA o] FE LR P9 R0 S e J
MR, anises O v CDA'T gl fid, X5 E
WAl AR, X0 DCs ££ sl ik sk A4 A0 BE B A )
TREFDUE I R TR, DA DCs 7] fig A2 ) Jik ot
R4 DR Bl A IR [ S BN SRATIE S PE PR A

2 ERXIRH 2RSS BKHFEREL

] 7 2 25 1) = AR s P A S e A0 B A v
ML SRR 2 “HEC” 3R AL )
B0, SRR 55 Sl Rk N 431 A
PRGN, IR AT A S B A0 I N
S99 DA A ) S T A %) e S AT R R o )
G5 RS2 ARFR A 58 20U 52 44 (pattern recognition
receptors, PRRs). PRRs WG )5, JA 204 e N 15
5, FEUR R FRGEA R, BRI S AE
SN E W FL YA PR M PRRs: — K2
Toll #f %2 & (Toll-like receptors, TLRs); Y&
A& E R4 & % % 5 (ncleotide-binding
oligomerisation domain, NOD) [¥] NOD #f 52 {&
(NOD-like receptors, NLRs)!'41,

2.1 TLRs ES&E5axBkMHEN

H i A BN 2K TLRs KR i &0 104,
TLR1. 2. 4. 51 6 fA4E T AR b, AR LR
FAAET M b, TLRs 42 %2 7 T MR AN X & &
o3 B 2 )75 (leucine-rich repeat, LRR)[1 45415
LA R TIR g5 M4 B, LRR FEZDjHE 2 S5
EIFE A, TIR S5 8N2 J5 3 MifE 515
(FOCHE. TLRs FEFE PN EZW NS 5l %
#% X ¥ kB (nuclear factor kB, NF-xB) 1T 4% i
17 X F(interferon response factor, IRF)if 4.

BT TLR3 LA4MY) TLRs 15 5 ¥ S I 12 450A #7
B ABERE > LI 1 88(myeloid different factor 88,
MyD88){)Z 55, HliG{k NF-«B . Kt MyDS8
7t TLRs f& As R EZAEN, Wit &I,
BHL I MyD88 T it i, L3k As BEBR A FEARL
60%, BEHLN EMEAN & N PR 75%,  [AIfE
B 99 DA 1 7KSF (1) B, MyD88 At 1 A7 5 i
ML AE TIL-1 52 AR AH S P4 (IL-1 receptor-associated
kinase, IRAK), IRAK BG5S AL 132
& #4 5¢ Al 7+ 6 (tumour necrosis factor receptor
associated factor 6, TRAF6)%i &, &1L TRAF6
WAL 1B WIE(KK), #1756 NF-«B, JH3) &
E PR T 5k (K] 1), MyD88 AR A1 £ 5 1 12 1)

N NF_KBﬂ4|
N
; ‘\b‘l./

RAET €=

Fig. 1 MyD88-dependent TLRs signal
transduction pathway
E 1 MyD88 kil TLRs 542k
—: {55 > BEE: TLRs: Toll #3Z21k; MyD88: i
LA 88 IRAK: IL-1 ZAKAHICUIEE: TRAF6: iR dR 4t A
FRZARAHKF 6; IKK: 1B W; NF-«B: #%HF «B.
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i IFN-B i % % # & 1 (TIR-domain-containing
adaptor protein inducing IFN-B, TRIF)A1 TRIF fH <
#2 3k 43 ¥ (TRIF-related adaptor molecule, TRAM),
[Fi] N JE NF-kB FlIRF, 175 5 AH ORI PR 75 e+
(B 2). FRATHSERUESE, #0iH] NF-«B W05, #]
W38N ABCAT I, M id/b B 4 1 i ot
R, HAEHPUE S TLRA ik R R ews#, i
W TLR4 15 51 iE2 5 As IidkfE.

Fig. 2 MyD88-independent TLRs signal
transduction pathway
E 2 MyD88 FEK#E TLRs (5S4 SiRE
—: {5 Sl e FER S TLRs: Toll FES24K; IRAK: IL-1
ZARA UMM TRAF6: iR A28 K 732 AR AHOC K 7 65 IRF: +
PEEH T NF-xB: #%F T «B.

76 As 1, AN[AI4H B TLRs 2R IA M FE JE AN A,
FAZANM . EVEANN . VRN, SR,
T LA HOFT B bk B 410 i 3 n] 1A TLR2 A1 TLR4S
AFUNEL As HF ) TLR1. TLR2 fil TLR4 £33k
TE RN PR B2 40 B, e N ERBEER T, R4
Ji1 L2235 TLR4. ApoE~-/ B I & 1 1) B 4% 41
AIRTIE] TLR2 A1 TLR4 RI&, WSk & &1k
AR ML AR O R A i AT 3 T AR ) 4
B TLR4 7t As "I AE H o5 & 75 C3H/Hel /)
BRI, %N RS A TLR4 P oy IS
KA, P Z N BRAS 2 77 As®L AN IR, A
ApoE~/NRURE S E LR R TLR4 BEALE AL As BEHR[f
TR 24%, EWR40 Mg B 2~ B, (kR
CDI14(TLR4 4N 1), FFARERE W ApoE~~/)M il

As [FHEFES. RATMBF I, @ik TLRS )5,
18 1t IO As IR E A I gk, [A) IR TNF-o
FUIL-1B MIZRIE R ™. LDLR™ ) g% TLR2 fig
G /NBEBR AL 1/3 2] 2/3, [ i B W B o 1
WL MR, RN AR G TLR2 A1 TLR4 30 As
()T J s B4, I R 52 R B, H A% Al AR
TLR2 1 TLR4 5 /00 &8 A2tk O JLRE 6 AT OG0,
LDLR-/ A H TLR27-TLR4-H 65, E W4
JHTIF0 As BEELIRZE B 2 R B, U BH TLR2 i
TLR4 7/ As Hpke ] 4 e

SR, TLR BAEAE As (01 FHLHIIE A 5¢ 4
W]. TLR2. TLR4 Al TLRO Fic {4 a] {i i3k 0 4 g i
SRR, 31T T R 40 M TS, SIS RIS R B
I 40 I ) AR B %R S TLR4 HPE 1. {H TLR
5575 As HIIVE AN I TR BRI 1, 7E %
i DRI T ORI 41 B4R o e At b A B R
N 350 5y ik ) B A 3R H I FE AR & B, TLR2 A
MyD88 fE NF-«B ¥&ft., DL % A i CCL2.
IL-6. IL-8 1 MMP-1. 2. 3 F19 [y A4 v i 3
fEH, {H TLR4 R IL R #8511 TRAM HIAN 2
TG GERE A I AR B E R Z5 9. LPS A T AL
W AR, 0% TLR4, L MMP-3, {H
MMP-1. 2. 7. 10 Fl 14 AZ58 M, 57 A[H K
&, NJE 4123 b ) B g g e 5z LPS YE A
MMP-2. 3. 8. 9 Fl 14 VLK Jt 54 & 8 (A B il
[X]-¥ 1(tissue inhibitor of metalloproteinase 1, TIMP-1)
Yy Bagerel XSRS, AN [F 40 g TLRs 1)
YEFIARD, AT GRE 7 = A WL E A fp il —
A9Y. T TLRs 5 As BEEE R, 0 40 i i
L& BN 50 A BORE A A VIO &R,
TLRs AIRERCAIRTT As AT R AT

R TLR2 Fl TLR4 % As i AE#E4/E, (H
TLR3 H AT As fR ¥ 1E FHH©®. TLR3 A7 T M i,
ApoE-/NE K TLR3 J5 INig As (115 3l R 5515 ik
SRR, ] TLR3 #0150, ] FRARH 2k i
EALHT NI R, X Se g e, 1% TLRs
REIN I As 1A A, T 40 L PN 1¥) TLR3 0 o] B iy
JIEL ] 2 i S 0 £ 15 5 1 B RS R B A .
TLR3 354k J5 7T %5 5 IFN-B 72248, M $i 48 k44
WA, BRACIL-1 TR, HAE LT IL-101, 4R
Il TLR3 J& 752l i IFN-B & % Hoifn & (- 445 1,
TR WL SCHRIRIE . IS, TLR3 (9 P9 U PE i 70047
RAKIL. BT TLR3 HA As RYER, BrLAR YT
BERCNVRTT As BT s, BILHT As LA F5
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2.2 NLRs [ESRZ 53K HEREN

NOD #¥:5Z & (NLRs) /& 41 Jitl A J% 32 T2k el 4k
WA S R 2 4k, S0 | TLRs 5%
PREIVER 7720848, NLRs BEJE 40 N K I 8 A
TG, Rl “ RV, 445 NLRs. caspasel A1
JATAH I BE SR 82 1 (apoptosis-associated speck-like
protein containing a caspase recruitment domain,
ASC). ASC ##: NLR Al caspase, caspase il 7 /&
caspasel M 11. 2 P44 )45 H A& B e — A i 4k
caspasel fRISZ4%, [RIt caspasel J2 48 PEAARH ) S
BNy F. 354E caspasel Ji, caspasel A% [ /KfEE A
i AR, A it o, mE R R
pro-IL-1B@ Al pro-1L-18 4 Al #E 4k Jg i 24 1 IL-1B Al
IL-1815%, [L-1@ [/~ T E W AME 5 @ . TLR
5 0 B G, fEHE NF-kB A ¥5 407, li#3 pro-IL-
18 A% : NLR 15 5@ BG4k, RYEAETE K,
caspasel {21 pro-IL-18 #7454 IL-1BE" (| 3).

Fig. 3 Both TLRs and NLRs participate
in the production of IL-18
B3 TLRs# NLRs #£E%5 IL-1g B97~%
TLRs: Toll #£ % 1k; NF-«B: #% K T «B; IL-1B: H N % 1B;
pro-IL-18: [/ % 1B Fi{K; NLRs: NOD FE321k; ASC: T
KPESFEEA.

VP2 JORE D 2R B RE S R PR ARG, B
R IUESE R W] RAIEARAE As TR E A
NLRP3 % PEARIE HATHT 5153 8 2 (10— Bl R R
WEFEACHL, R B 45 5 T 305 NLRP3 R LAk, 3t
117 50 IL-18 #5570, 10 H., LDLR™-/]N
PR NLRP3 (K186, ] A e 2 v L o e oK

RN As BE W W AESE, 2 PR AR MO IL-18 A1
IL-18 K7W & F &, LDLR- -/ il #aF5 A ASC
B0 IL-1a/B S Z B G, AEW] W FRAK As A1 2P
7%k, I H, ASC B RERES I 47 5
WA W BERIE %, HHLE S IL-18 AT IL-18 [ AL
A ORI, X G T A JIE [ R 4 A2 YRR IR As
fak i E, I HZS ka0 ) R 2, A 2
LIESE

R T R AR As R RIHFFUIR A, HE
PEARSOE 5 7 —IL-18 A1 IL-18, 415 As ¥
RERZEY]. LB /NRAF RN, Hik=z
IL-1@ 5 IL-18, B2 PR As (1R B0, BT
R, FAE 1 AR (- Tra)r bR 1R/ L
A7 v i v ML R, LAl % B i £ 1 (HDL) R
[ B2 %) 2 B ] I 3 A%, I LS A 4 1 B B
TR A, ez, IL-1ra 3 5E K/ B A HDL
JOE ] e B D N BT 40% 7. T HLAE N As (1)
KNS, WA IL-1ra B RAEKER. B
I, IL-lra fEAA N IR BRI R EZAEH . 5
IL-18 KL, IL-18 [MFEHE AR As HI1EH, ApoE™
ANERBR R TL-18 BR IL-18 5244, g B Sy B e 1)
FEA, 2, L3RI TL-18 [ ApoE-~/NiL, BEHR
WIS N, JFAERE R T ARE i, X stk
RUtl, RYAEZ5 T RIEN TR, 5 As i
RARERZRZFEY). SRR AEARLEL0 AN RBEEEHL
T LA B 25 8 47 18 1t 2 ) PR PN 7 B 2R 340 oA 58 4 il B
HLAE As P AME A A 13— R AT

AR 2 BB PRIE RN As (R IFHLEIAN T, (HF
Tl R0 B 2 AT AR 2 AL AL, B dn s IR IR
VFZ995 NAEREAR U 28 B 1E 2 [ I S R R . T
FURIL, NLRP3 4 VA B 5 25 HRPUR L 5 5
FIERCRE L, BFUVBSMAEm BRG], 2
{ENNE W42 NLRP3 Ri& F %, fEBE IL-18 4
WeR DS NLRP3/)N B BB FRAC T Bk 75 2 1) 2 VA
TR JAE R 720 e, S SErIFgE Ui, £E 2 Bk
PRI G5 AR ) 0 BEAF AL =8 IS 1) NLRP3, M fi i
M N IL-18 ZKFT ki, i IL-18 Wit — A n &
As FAEHE ML JF ARE.  H1F NLRs n] 3L [m£E 48 T
HEJRE S BEPRI I AR As 25 M b s, A
WA WA B SRS PR S5 AR P50 R
[#) NLRs PJEPEFD / s /MJE 2 Fi i, LA NLRs (1)
PERIRUHRL, X0 BRATTR NI TR EE 5 1 L [ 05
BLHIER AL T B AR A .
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3 RE5E5RE

I A7 4 88 8 R SOTE 6 As 1R A R s o
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Abstract Innate immune response plays important roles in the lesion initiation and progression of atherosclerosis
(As). Innate immune cells, including monocyte/macrophages, mast cells, natural killer cells, neutrophilic
granulocytes and dendritic cells, represent the first line of defense against pathogens and foreign agents. These cells
have extensive effects involved in foam cell formation, extracellular matrix degradation, cell apoptosis,
angiogenesis and As plaque rupture. Pattern recognition receptors, including Toll-like and NOD-like receptors,
could mediate innate immune response by recognize pathogen-associated molecular patterns or some endogenous
components. TLRs are differentially expressed by the various cell types in atherosclerosis, and have different roles.
TLR2 and TLR4 accelerate the progress of atherosclerosis, but the TLR3 induces protection of the atherosclerosis
development. NLRP3 inflammasome is related to early arterial wall damages. Further researchs on the roles of the
innate immune cells and pattern recognition receptors in atherogenesis help to understanding the formation of
atherosclerosis, and also provide novel potential therapeutic and diagnostic targets in the future treatment of

cardiovascular disease.
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