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[ ABSTRACT] Atherosclerosis is a lipid-driven chronic inflammatory disease characterized by the accumulation of apoli-
poprotein B-rich lipoproteins, immune cells, and extracellular matrix under the arterial endothelium to form atherosclerotic
plaques.  The modified lipoproteins acquire damage-related molecular patterning characteristics, first triggering an innate
immune response dominated by monocytes-macrophages, followed by an adaptive immune response.  These inflammatory
responses are often chronic and irreversible, and can lead to arterial damage and thrombus-induced organ infarction. ~ This

article mainly reviews the role of the immune system in the occurrence and development of atherosclerosis and the current
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main immune prevention strategies for atherosclerosis.

Bkl HETE AL (atherosclerosis, As) & —Fh g it
IS NS T R PP , T TR R b B B JOE U
Bt SR A ot P o AR AT R XU SRR
B8 ZR G0 A B VK o A B A & A= R g ok R b i
BT RGEZ —, (S Kok A R4, AR5 IR
M (low density lipoprotein, LDL) 4 B4 7 Ifil 45 P B,
TEAALTE G e T | 25 1K Sk i DL S PR SR A
T, 2B 2 B AE B AH G 23 B30 ( danger-as-
sociated molecular patterns, DAMP ) | 1T $f 56 12 Ji
PP BAGREE MR LDL B0 U4 P B 40,
A G B 240 LR I A8 R, HG v 3 S A A i
FT 4RfE BEB B AR e A7 B kR
SME = LR BT A 20 B 4TS BRI
Hh,HA A B 59 A B PR, R 5 E 1 (heat
shock protein, HSP) . B2- 126 111 T il % 1L 5 46 5
JREA KR F T AR AT B AT R R A S
ZRIRPAZ-ELE AN T 4 FN B 40 A AE ) Bkoks A A
& A e i 3k A v B A DA B RO I 9 0 1Y
FEAPERTIR KM

1 Biz-BERARS PR IEREL

Biz-ERA M SRIR
B ko A A Ak B B v L W5 4 i S ER A0 26 I
T R B AR AR A A TR R LY T Y B A
] 43R =25 4 CD147 CD16™ M A i Al 20 il
CD14"CD16"" B 40 g ) K i) & CD14 ™ CD16" H
RN /IS BRI A i Y PP B A A AL 45 LyecC
(hi) Fl Ly6C (low ) PAFf 2P A, KIILIK, HF5E
A A B DK o A B B Bl v B AR i R IR T
B8, BT A AT T 2 B AL S X B v 4R e A A
FAY oy — B TR LINEAS AU A Ok R T
%) FRLAZ A BT, T L 30 2 1% R 1) A% 40 A i 3
JIT . e IR [ B LAE ApoE ™ /IN ERUVLIE RS A S 3 32 B
TR PR HY Ly6C (hi) B A M S5 4R B B b, 3%
IR 5 AR PR A SR A0 AR BL A R AE R Y S B
Herb M1 B WL Y 2RI

L% S LA it ( vascular smooth muscle cells,
VSMC) B AT 4346 B WA RE 4 00 IR [ e
Tt/ B 32 3k VSMC 19 o F- 3 WL 3) 2
F ( a-smooth muscle actin, a-SMA ) F A7 />, VSMC
1 G T B A 7 s AN R 4R R O R A . i
BN DKok RE RE AL 728 TP s I8 50% 1 I TR 41 i R I

1.1

T VSMC, 7] W S A B 2% B2 5 2R 1 (oxidized low
density lipoprotein ,ox-LDL) , {HHAFRERE S8 T 1E %
FOWEANM ", Feil 45— R0 T X — B, 42
H PP RSP TE ALAR AR r) DA 1k Ay T W 4 Y AR 400 i 3
LA N FIRZE B VSMC Fr i), J2 e 10 3 ik ok
FERE AL IS b W 40 A Y 32 2358 07 iz 0E 98 P i
JULZH A ) 5 200 i 2 A SR AL T 5 A T A TR AR 52
B uEE

R 0 LR R T 6% B A A0 i o3 Ak Sy B W 4
Jf1, VSMC #5304k EL w4 il o, i 48 Py 5 B2 B w20
U TG A 210 R, T 2 A8 Ay 0 e P I 4 L, I 4
14 ST 6 5 55 I 0T St K R BB AR A O
1.2 BZAEREE

T WY i JIEL [ 52 1T 96 2 fioh 242 /) Bl B A 40 i
Wz i /)N B e JIEL ] I I E BB RHL 1k 5% 40 At 5
B (B 20 s/ B O AR S A% A i 5
BEXT T BEH (1 2 R A0 R S B FE Bk
FEREAL R 1 )22 3t 52 3 140, 18 P B 40 A2
B[R] A i 7 5D 3 TR, VR B B AR i
HEPRFR AL AN S2EE . 6 PR EAAZ A0 ) il 2K TR 3
WH— Z 5 1ML P B Al 5 i AL Y 7=, dn ce
L F Bi AR 5 (CC chemokine ligand 5, CCLS) |
CXC b F AR 1 (CXC chemokine ligand 1,
CXCL1) Je P-REE 3R AT, FAAZ A M A I B2 i A 51 5
K SRR A A TR T S5 D e 20 T | I W 0 i L) T
WL RS ik R ¥ 2 5 b i 2R 3 4
AL T 2 R-#a k] 52 CCR2-CCL2, CX3CRI-
CX3CRL1 1 CCR5-CCLS""* , BRAHMHIX 3 X #afk
PR 2] LB 1k i i M /) Bl BR A A0 B 4 22, Ol
ApoE ™" /1N B Bl ik s B AE b B e i B s > 2
90% "7, BRULZ AL, MM 40 M B B 4> F 1 (vascular
cell adhesion molecule-1,VCAM-1) 21 fifd [5] &k 543+
1 (intercellular adhesion molecule-1,ICAM-1) #& &%
VLA4 1tk L 4 fd ) 6 AH ¢ HT )7 1 ( lymphocyte
function associated antigen 1,LFA1) 784 By F 5240
JHLZRH B 2 P R A0 3R v
1.3 EmgmEEiRs 24

AR 200 B R TR Y T W 00 L A W e R R AR
BEIE A 7 400955 BREE1F , V 3H SR 524K (scavenger
receptor, SR ) & L I 21 Jif ¢ 3k ) — Fh s 2 1R 1) 37 14
(‘pattern recognition receptor, PRR) , RETR & 5 1Y)
LDL, {RZNSZEG B, 35 18 R Z 1K A (scavenger re-
ceptor-A,SR-A) Fl CD36 K T 75% ~90% [P . I
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M REAR £ BEAL R fL 1B 1 LDL 9PE T, ik 25z
PRS- L A0 A W s 1, TE VR AR B B, i 2R
1 ) UL T P2 5 A K A A 9l g L T I R 0 A TR, T 5
O ] P ol e a2 A S XA R T IR T R T A - IEL ] T
b3 % #% i (acyl coenzyme A-cholesterol acyltrans-
ferase , ACAT) 5 JH 7] F52 5 3 5 A A 17T T2 s A0 7K &4
S RYIURRIUR7

BB A A (i 75 EL W 40 M 335 PRRLBR T SR
1 CD36 4k, A NOD £ 3Z & ( NOD-like receptor,
NLR) LA Toll #f3Z 44 ( Toll-like receptor, TLR) , &
AT (RS R S, BIFFE e B A /)N BRI 5
200 e A W L T s i, o TS R RS AR B, T
i NOD FES2 (R REE F 25 F S 5C ZE 1H 3 (NOD-like
receptor thermal protein domain associated protein 3,
NLRP3) , e 2 S8 4 il /v & 1B (interleukin-18,
IL-18) BERCERIA ™ iR F V2 A CD36 RE D
IL-18 BTk, miR /ML CD36 BRI I 7 1L-1B /K F
DA A0 1) B e v L 22 TR R /N R
TLR2 TLR4 5 Toll #£52 (A1 & 4G 1 A =
1 %ﬁﬂ‘ﬁ?é?)’?ﬁﬁ4(interleukin—1 receptor associated ki-
nase 4, IRAK4 ) I Jif Jg3 I 36 I 32 4R AH G I 5 6
(tumor necrosis factor receptor associated factor, TRAF6)
ST S BHRERE AL B (R R
1.4 Bkt

B ok B Ak 28 3k R e I I 240 RS BT DA A
W5 (angm e N B i i IR 3 E) Th B E S X
SefE5 o Ho AL 802 BV AR TLR 1380
SEC A M1 B34, X 8 5 W 40 i 20 18 2 3
K RERE AL IR -, A9 1L-6 A TL-12, DA KT 1 S AN
TR B, 33 SR 2 i ) S3E ke D 480 A T 35S
AR Joikcoks 1 B8 A0 BE e 20 22 7 B 7, M1 LW
A S B AT AR B ROy, T M2 5 5 24 i ) =
3 AT TEIE 2 R B A% O 1 B e DX Il [T M2 5 2
i PR sk S 0 Tl 34 5 0 T A2 A4y (peroxisome
proliferator activated receptor vy, PPARy) 3% fifi H: 2
FHRIAWERE I, RSN RSEE BoR ML B
W% 200 L 2 R R AR AE T M2 1 W 40 o £ 0 ke 4%
SETHIR . ARTIIAR N B RN i R B o S A%, o B
Wk 200 J0 T Xof B O 22 R B R I R 05 . R T TR AR Y
M1 ({25 fEsh kR eI ) M2 (158 e dEA 5 |
Brh bkoki Rl AL ) — 40 hbh B LA B 1 2, B0
JkRAERE AL BE b 5 A S A0 Y, S SR ARG A
> B EETEALBER 0 B AN DL LT R AT A
B F 2 A& F 2 (nuclear factor erythroid 2-
related factor 2, NRF2) #6197 245 1 W A [6] F

M1 Fl M2 E BEZA MO Mox 268 2495 LDLR ™ /M,
I3 A8 AN A L Y 30% , B H Bk 1k T ATE R AR
PR AR M R ER ) AT T CXCLA il i
FE WA CD163 ik [l 5| 5 5 48 &
F1 1 7 ( matrix metalloproteinase-7, MMP-7) Fl145 45 &
I S100A8 [, X Fl L W 40 Mg R AU Py M4 E
WA e AR IR B kBB R 0 M4
Yip, B 5 BEH AN FRE A DG, R Bt AT AR R
— I RAREFE R

2 TSR EREN

T 4 7E Sh koA RERE Ak e A 8 el R vk 25
SR ME R . CDA*T 40 R 0B 5 48 2 40
(antigen-presenting cells, APC) MHC Il Z85rF# 5 19
Prls, M CD8™T 4 A 1551 ir A5 A A% 4 i MHC T 28
S FEREMPUR T AR S B0 Kok A 1 Ak Bk
TR T2 10% X H 25 70% Sy CD4™ T 4
T4 4 KB 434 CD8* T 40 . CD4* T 4l il 3.
DL Thl 400 32, Rat b4 22 B Thl 2404 42 2 2
WK REREAL B9 1E FH . CD4" Treg 40 it ELA 41 3h ik o
FERE AN, (A A 47K Treg 20 0 W] fig 5 3%
ks AR RE AL, X T Al Th 46 MO SERE, 40 Th2 |
Th9 . Th17 . Th22  JE L4 BhPE T 4B (T follicular
helper cells, TFH) LCD28™"T 40 fift LA S FoAl Y T 48
MR, A5 CD8* T 41 i 1 vST 21 L, H i i 5%
2.1 CD4'T {BRa 5 shEkRFmELL

ks ERE Ak A& A2 IR 5 A LDL UURRAE il 48
W, i S A T B4R Ak IR 2 B BE 2R 11 (oxi-
dized LDL,ox-LDL) , APC $£H ox-LDL ¥ 2k 2
25,314 ox-LDL 1 128 i & 1 B100 ( apolipoprotein
B100, ApoB100 ) ik Bz i iF MHC 1T 273 7 &2 # 24
CDA'T 40ffs, CDA*T it T 424K (T cell recep-
tor, TCR) R4 MHC Il 5 ApoB JIkBt& &9, 351534
N T AR AT PE T AR, BS 0582 Rk
ET AR Ik AR BE L, CD4™ T 40 e 252
P AN B S A PR, 3 A G 8 N A Ak R
[W]f%) Th 40 Bl ( Th1 . Th2 . Th9 . Th17 . Th22 . Tfh DL J%
CD28™"T Zifif) Fll Treg 41 AL, FLAE o0 Jik it B A Ak
PRI 2 07 T . N 30 bk o) A B 1k B B L K A
) I B 200 R0 A BT S R B 2 B
CD4*T 4 fits &y Thl F1 Th2 4HfE="

2.1.1 Thl @tk 3h bk A A2 AL eI SN
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HH Th1 402 2 3h ik ok ke R AL - HLE B vy 3
(4 Th R AR T JGAE IR B0 ok o B A 2 2
VA P XS i R BEB b S 20 Thl 40
MY Thl 40 9 45 b v T4t & (interferon-vy, IFN-
v) , BFFE R TFN-y Gl S0 VSMC 3 5 52 il . Wik
200 B b Ak DA A1 ) B B R Y L BR T TNy,
Th1 4HAEABE 53 W 1L-2  IL-3 )98 35 38 X (tumor
necrosis factor, TNF) DL J itk I 5 & ( lymphotoxin,
LT) , 3X S 20 A PR 7 #0695 0% 5 s 200 J T 2400 if LA %
HCABBEER P A4 A, M T 4 i S g
2.1.2 Th2 4mfe 55 3 B # 4 2 4L /INERL B ik oAy
FERE AL BE e b Th2 20 ffd AT Bk 1L-4 1L-51L-10 LA
K IL-13 ZEA0 R 7150 0 Th2 4% T Sl ik ks AL f
FERIPER BT e, PR R IL-4 T Dide
Thl 40, F82> ApoE ™ /IN R Bl ik s Ff A 1k 5t
BT s L4 B BE T A A M & LD-
LR /N B AT 820 i e ok 5 | 174 3 Jok s A 1 4k
BEHIE T L 5 TL-4 ASTA], K B 4 25 B H A
Th2 AH2C A 40 L R 7, an 1L-51L-10 DA K¢ 1L-13, X
FEh kAR L2 R 1
2.1.3 Treg taf 5 shpksBAfARAL  —MORIL, /D
B Treg 4 AR 3 ik ok BE A AL ELAT (R Brss ii ifs
PRECHE 3 B Treg 4H M55 20 Bk ok A6 0 Ak 22 (] 47 7F
e 5 1 B AF 56, 5 R R0 89 BTG el U A
FE , O IUREBE R 35 R Treg 40 05 AT TL-10 7K -8
K7, Treg 40 M 7™ 2E &5 K F 19 1L-10 Al TGF-B,
IL-10 ZHT R 40 MK+, Hok = 2 33 s PRk i 4k
TR, BT ApoE ™ /INELUT 4l TGF-B 17 5 &4
PR T2 RS BRI RERE Ak & A2 S (H Treg 41 L A9 £
PN AL (), A6 5T 7R 1 /DN BBl bk of A fi
FRBE A, Treg 20 045 96 /0 T CD4™T 4 Jf DL S g
JIE Treg 240 JE 184 i, DA T 38 Jin 20y Jik o83 A5 S8 £ 55 e 1
R INERBh KoK R A B 3 Treg 40 AL IR] Af 2 3K
Foxp3 Fl T-bet, i 2 2 1 JL 98 5 Fr 40 il ) Jik i 4k
fIBE ST, 2 A TE SRR RERE AL 0 R i A5 b Treg 40 i
Pl e R
2.2 CD8'T #HAa 5 EhBkSRIFREIL

SR L, 008 A I CD8TT 4
PRSP B T N L BN BRI S ke A i Ak B
Berb & R0 CDST T 4 ™ i FH i A #E 38
CD8*T Zi L fig i b/ B 3l ik o3 A B A A T B, $7R
CDS™T M REAE 1k Sh ik REREfL E AR MAXF T
IR AL /N R, X SE EOR PERY CDS'T 41 A=
A Z 0 IFN-y FIURLEG B, 1 o5 — TR 3R

CD8'T 4B Al /5 ApoB AH KB P210 By 3 bk ks
FEREAL ARG VE A S PRI, CD8 T 41 i Xt 3l ik 3k B
WEAL ) PR AP VE DA AR R VR 3 A i, — 5T,
CDS*T 4IiE A T VSMC FIURE L ) — 28 5 5E K 1
6 S Jok o A 1 BRE e A8 A5 S e DA R AR RE i g
;93— J71H,CD8 T ML ] APC A i 400 ] S 3%
X} Bl ks A AL HA PR E A

3 B S EhAKRERE(L

REFZ H Bt H K T B 405
WA BB SR B AT A Sl kR R AE Ak
VEREIAEA
3.1 Bl #fa5zhAkHIEEREL

B1 4 AT & UL AR Y R AR B A T fiE . /N
SUA B1 400825 CD11b* CD43* CD23 B220""CD19* 4
Jf AR 43 A N T AR 75 0T LAZH 4324 Bla il Blb
PIFERL, Bl ZHM 706 R AR 1M Biik, IeM I 45 &
LDL 19 480 1 3E ¢ 5 P4 B 28 057 70008 T2 4t i | 9 5%
P ST ox-LDL . T K 3R A8 41 MR 5 E
Bl Mk DL R 2k 4 3 koot 5 A Ak 98 0 JR I v g A
I, RER TgM BuiAR o Fnax S i 4 2 4o ffi L2 A7 8 %2
(st ks RERE AL LR B /E Y BRsE R WK B 40
L S5¥e B 1) S A B 5 /S %) LDLR ™™ /N S I
Sk RERR AL Bt S BB AT i — AR S, B =
Bla 4 LA K Bl 5 2 A TgM FRARES HE B 4015
7R 1 EE RN T S LIRSS Bla 4R
TR TgM 33 30 SR FEAZ O (AT LR LA B Al
FFFERIA, TgM 400 46l 05 40 i %) ox-LDL [ HE 1R,
PN il 2R 40 2 RE o R BLb 20 i 3006 114
TgM X 4R A4 S 1 R A 1 S I %o 80 ok o e i b . A
By ER
3.2 B2 R 5 EhBKRIFREL

TEMR NG Az & Pl TFH F5 80T, B 4 it i 2
ok O ] ol T/ P i N YN T W s
J1 1M [5] 5 35 F T TG PUiR (6 A8 8 A,
leG 14 1gG1 1gG2 1gG3 & 1gG4 5 T 7E/NL, IeG &
5 1261 1gG2a/c  1gG2b B 1gG3'°Y , R[A] 1gG iy 7
5 Fey ZAK(Fey receptor, FeyR) i 35 Fl i A —#F |
L E A R R DIEE ™ T1eG ik fefe ik 5 K 1k
oI5 200 L 200 T 200 L RS 2 AR 200 L L R 2 i 1)
WEAE M s e 2 O Re, I S A I 1 BUw
EEFIBEAY = A, A IgM —FF | TeG [F)RE RE 7 48 4
(N7t B W T (B L Y OITR EPO K BN
FIASRP ox-LDL B, ApoB 1 1eG HLIR IR 5 sl ik
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S RERE AL I & A 2 ARG ] B2 40 LA
SR RE AT AL AR B /R TS AR R S b
BT RE T b 2 N B S AR R S kS
MBI R RERE AL TG PUARTE 3 ik ok e A Ak o
BIVEFAEA 1. 5T ApoB Y 1gG Ho ik n] jin & mi {4
Pl kAR RE AL

S B A ILTE B bk ok A B AR B b i £ AT
SRAFAE— 2653 Bk B AT A5 R, Bl 4ii il B
A BNk RERE AL DR T, B2 4 D)1 32 3 Jok s
WAk, B 44 i Sl Dk ok R BB AL HILTRI FN4T 3l Dk oA 1
BEAEALHI BT LDL b e e R AL b A SR 2y, X 2
PUAAT A6 T 3h 0 RN B 48 B 1l 380 R BE B rpr 757
EETETXS LDL 1A 3l bk o5 B B8 A AR DG T I iy 3=
e T R B T B R AR sh Y SR
7 B KR AR AL LR AP VR

4 BNBKRERE R R R R

BRI LDL 7K P 236 7 3 Ik ks A6 B 1 Y
AN FHT A S IR 2590 9 HMG-CoA 18 i
BN, B Al YT 22547 AT LA a4 ) P
UL Pt 5 o R I S AP %% 32 0 £ 0 AR 1 B2 (low
density lipoprotein cholesterol, LDLC ) 7K ~F, M 1 i
B Jelde L 2 i sh ks RERE AL L i AR 1 AL G
Ak R T 2K 1§ 9 ( proprotein convertase subtilisin/
kexin 9, PCSK9 ) #.7 FEHLIA T3 PCSK9 15 /iT 4 ffd
R4 i 25 H 32 1A (low density lipoprotein receptor,
LDLR) &5 &, Wi/ LDLR B figt , 5 Jin S 40 g xF i 3%
LDLC B8, AT E Syt 35 IR i %% LDLC 7K
ST BRI BRIV A A VT 2525 9 0 PCSK9 4
R, 0 o £ ATS A7 A AH 2 KA I A 5 0 A
50 BRILZ AN, B 109% i 1 A A e
RELAG 2B KU PR R R 10T 1 B0 I s

e R G 2 T WP G 2 7 Bl DK oK R A AL Y
B R R R PR A A e I T T LA K
M TN ¥~ s A TR 1 B 5E 3 Bk ok R A Ak Y it
JRUSS IR, B BRoR AR B AL i G BT AT E
R H TSl DKo RERE AL 16 T IS B A
4.1 BIBKREEREL S

SR FEREfL P BE & X LDL FH A BT R Y B
B G2 K2 N, 33X B8 470 IR T B S R O Y
R BRI FES AL 1 LDL 8¢ ApoB £
JORAF5 S O 4 1 e 28 T T )7 0 Ok ok R s A 3l ik ok
RERE AL i DTS B I 2 60 Z4ERT, PR F B K

Yoz T ST LDL BE/D 3 kol AR AR AL AR 1 Bt
JE FIBFFEIERA | AST] LDL i 77 562 A [ i 5h 4 50
BRI REREAL, Y LA R ER Y HRT R H 7
il ApoB 4 MHC TI B il 4 Ik B (1 7% LDL A9 S e 4
PP ) FE TR Bl ks R AL A SRR R Y, B
P3 .P6 . P101 .P102 . P103 P18 & P21 W5tk
W ApoB % 1438 i BTG Tregs'™ ™ iR 3F CD4' T 41
P2 TL-10 /N B N 72 2R TG BuiA, DT o 20
ShBKIERERE ALY & A 15 SRR A SE 0 B
ApoB FETHT 1 o Jok 6 FE 5 Ak AR 7 4 I IF A AR # T
IgG HUiA, 17 J2& 38 &8 1L-10 , ApoB 5 1% Treg 41 fif
THEL

I I 6 A 97 2 A R 5 PT REAE ) B IR
T 1 TR 0B Y v s S RT T A R T B A
ApoB B RN . N ApoB KB 4 58 4 3
PRAAE ) (— T8 i 3% 4 BT TR A9 7 ik L 300 ) %
A58 AR (B Z 58 4 o IR ) Hh 09 43 BOFT T AR
7). BT BN T S 50 4 o QA SR R 58 4
I AT B RS R AR R e RAE™ ) B A TE IR
PR 10 FH AR 70 £ T Js T BE % s iR — SR B, 7T LA
JHYE ApoB Z KA AN, R A TE 5 928 1 1%
T} 8 ST 19 2 Jok o8 A Bl Ak 2 75 %8, R A 446 RS
S5 AR A T A I 1A 288 3 1 T B BT A B0 K ok A
hfk
4.2 BHEKMEREL I
4.2.1 ox-LDL #/k  ox-LDL @i SR 1 TLR i
TG B A I I 200, AR 0 T R A T B TR
& ox-LDL $HTABE 1 2 P A1/ B 2h ok ot A i 1k 1) &
AP OBR, — AT XN ApoB 22 K 1K) B T B 19G
U B R 11 AR 58 A BE S 7 H 95059 9 3 ik ot
TEAL AR PR IS R AT X ApoB100 A
TR R A A A N TR AR PR BI-204 (LB AR R
MLDLI1278A) Xf 120 il %2 & #4500 95 4 A T3R
J7,12 JAJ5 38 *F-FDG-PET S5l 2 gl ik i 45 4
FEAFDGT S PR Z () 22 5% R Be iR Ia 7 ot
ANHERAR BB = C W B 1 (high sensitivity C-re-
active protein , hs-CRP) 7K, GLACIER 5% 2 M Y
JE R AT BE S F 9T R S F-FDG-PET 8 A0 0 1ML
YN IEEIAAL 85 K, HLWF5E A\ B /b s b ah, 4h
NIRRT 1 B3 BE Al R 7K T B I 2 e — A
4.2.2 1L-1B &tk WFREW IL-1 S 55
JkaEAERE AL, N TL-1B 76 VSMC 4 78 1 48 i i 3% v
PR E N BRAA N B 58 R B, B PR NLRP3/IL-18
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HRARS T 2 /D Bl K oS A 1 1 X B T AR AR AE
i8] Canakinumab 4 A JRAL B ST REBUAA | fiE
PRI IL-18 AR, DT ] 98 AE 52 17 LA K% e
A RO I SRR & A %, CANTOS WF5E 9 A8
L 40 NE K 10 061 470 JJLREZE RS 52 H. hs-CRP
>2 mg/ L (ARG T 2l Ik A A Ak 28 25, BEIL 23 T i
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Figure 1. Mechanism of CVI mAb reversing atherosclerotic plaques
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