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Abstract

Atherosclerosis is the core pathological basis of coronary heart disease (CHD). Chronic low-grade
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inflammation is involved in the entire pathological process, including vascular endothelial injury,
lipid deposition, foam cell formation, plaque proliferation, as well as plaque rupture and secondary
thrombosis. With the continuous advancement of molecular detection, gene sequencing and genetic
epidemiological technologies, an increasing number of inflammatory markers have been proven to
be closely correlated with the severity of coronary artery stenosis and long-term adverse cardio-
vascular events. This paper summarizes the findings of recent clinical controlled trials, basic animal
experiments and Mendelian randomization studies. The research status of various inflammatory
molecules is elaborated in seven categories: acute-phase markers, interleukins, tumor necrosis fac-
tors and matrix metalloproteinases, chemokines, novel oxidative stress markers, regulation of non-
coding RNAs, and adipose-derived inflammation. The biological functions and molecular pathways
of pro-inflammatory and protective factors are discussed hierarchically. The deficiencies of existing
studies are objectively analyzed, and prospects for clinical transformation and future research di-
rections are put forward, aiming to provide new ideas for targeted anti-inflammatory diagnosis and
treatment as well as stratified disease assessment of CHD.
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1. Bl

Tk 7 E L KGR AR R AL A B P A4S . LRI, AR BR A0 L BAEIR R o A% 4 I A 2 T
SEREFRREBO I, ORI SRE AR B SR B A R R L I O A R B D) OCHR( 1], 18
PE 5 RE IR SR AR IR AL B O M AR [2] [3]. M P 2B AR AR A s . =%
Wx DR 2 R I R R S, I ARES AR 9 T I A R AR RS, KA BB TR S SOE A T
TR S REVRAT ,  FHR R 2K USSP AL BRAT 4 BEEL . B3k, BEHUR I 4% Kk AR v] i R 2k O At
RO 4]0 FEBE ELISA. je ik CACS #5460F 5 ZERINT « da s /RBENLAG RS J2, Brés 4t CRP.
IL-6 4, YKL-40. LpPLA2. LCN2 &8 br S RE SR S 5 e Ik 4= 7 94 . MACE 4 FEAH O[5 ]
[6]. [FIH} miRNA. IncRNA i85 I 354 RNA (ceRNA)IE R AEFEH ik, O EIKESZ DN SR
A A5 RAE, Bt T LI RIE R NS [ 7] (8]0 ANSLES & H HI SCHR A9 %38 2E R 1~ BRI TS BUIR
LHEURLH .

2. LS HRIEREY
2.1. C RZEH(CRP)

CRP FE WAL IL-6 5 T &R, RImKRN i 2 145 AT iErR. (It 7)) —IgA
160,309 44 TG0 IV BE A3 52 10 (1 [ PRES A M e SE, ARIEAERS . MfE . sS4 S fakF &5, CRP
FHRTFF 3 £%, CHD &% RR = 1.37, BB F O i85 R 0 5 A IRAE T RS [9]. [ PN 22 Aol R 72 404
A 119 §f] CHD 2% 5 60 il fdBExt I, 4558 58 CHD 41 CRP &35 T BN, EL7E 50 bk 5 5 (B A A\ 3
H CRP M fE [ K 2 (OR =2.261) [10]; jebfik CT A#HRHEFCIFFE AR I, CACS bR b, & Mg
CRP /KF[AE ETF, WA 8 M HZ CRP JHEnBk i [4] [5]. CRP BUwblEl: @O 456521 LDL
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TR G, At AR B A IR A, 5 B PR AR AE R 11]; @ SR A BB 45 4
I NO 733, THim N A IORL(EMPs), & BN B ET TR D RES2 40 ( 7] ) BTG AMACHE B% , (2 HE A%
HVERE G 2R PN T S I A B, DN P PR AT AR IR AR L BEHGE TR Il RAH G VERT FTIESE CRP 5 YKL-
40 2 RF LM, “H W FRBORE B RAE T, SRTZIIA RO s FH A AR 6]

CRP SR Z ks AdE, &G Q0. A5 Bl ORIE T, B I eV X 20 U R 7
PERAE; BUABTFUOOESSA SN, JoiEI CRP A& RIS 2 A REAL 4R A 74, FRaiiKFE CRP JT et
RABYT W PR 3R 25 A PR

2.2. YKL-40 JLT REE 3 HEH 1)

YKL-40 HiEACEE . PR A& ORI R e o TS B AR 54 . — 350 410 4] CHD i
PERE VT BoR, CH B YKL-40 HF 7% 100.2 ng/ml, ST HEXIELAL 51.7 ng/ml; YKL-40 > 100
ng/ml i, 3 1. 2. 3 4 MACE KAEFHHNIE 8.6%- 20.8%- 35.3%, 1J T3z 0 I R 73 2 T
[6]o YKL-40 M{H¥K 5 Gensini RS A PF 3 IEAHIR, BEZOUL S Tel i 22 e B AR . AR LA . Jdid
BUE NF-«B RAEEEE, 7T TNF-a. IL-6. IL-17 SRR T RKEFER, BRI ER B ER[6] [12]; 1
il B MR A AR T, RS R AR S B P T S B G R 4 s 5T I P LR G T
T A AR A S B AR A LT

HAT YKL-40 #5822 NSt/ MEARRETT, S KRR Z O ARIGIE: B JCHE R YKL-40 $5 Rt
PTG RIRSS, AT B ARSI E T, IR TR B A B

3. B RRKRARK/ AR T)
3.1.IL-6

IL-6 N JREMIZE Lz b shR 1, MR, B O Ig BT & (7] [10]. KRG B
7%, CHD BAUK RS IL-6 535 Eif; _Eif miR-128-3p. ¥E[AIUTER TGF-2/INK B # 7] 52 i IL-6,
GEff O RN SBR[ 7). o0 SR DT AR RRR ORI CHD B84, IL-6. CRP /K-Flkis;, fIRWIJEME IL-
6 Fe N A QT 0P B LB AT 0T [10] 25t Jikoms 22 S 80 2T SRR S, iR B2 TL-6 s, IL-6 5
CACS Fib AR 2 IEAH R (r=0.46) [4]. FURELE: 5SS CRP. A4ELESESMEMED;: Wi
W BERE . {23 EMPs B8 ARG AR, Fhim LDL: 753 MMPs ik, FEEREHEERT . FEACHE
HeRE e E[13] [14]5

IL-6 FIFE NG T S RIER T, G, R REL S TS F TL-6 57 R 74775 O i
EARRNEW, V2GS IE

3.2.1L-1p, IL-18

& NLRP3 SRE/METEAL S T D ReME =4, NLRP3 54k 2 JC I MUE 2O0E J5 I S BIA T . i
PRWFFCUESE CHD f% 4MFE I NLRP3 Rik i, H5 08 0GR IEAS[15]; Sk Oof 3 40 i
NLRP3. IL-18+ IL-18 [A2BFt s PAPIAHIR[16]s dufl/R AN M EAE 2 THIE ST TL- 148 F s n] B S 1 38
CHD B A [17]. FAIRE RS . M RESS IS NLRP J5, BYUIJCTE AT 4 s IL-18. IL-
18, i ICAM-1. VCAM-1 &t 737, (et BB MIEAARE; Hh1F] TNF-a BEARDEHIRE, ST
TR AR ZR[4] [8].

NLRP3/IL-18 @ B i 2 4 th SR T IR SR A AE, e 1 et o AH OB 2L s TL-18 FRPTAELE IR G X
R, B I ANBEEHSZ IR .
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3.3.1IL-17 5 IL-1Ra

IL-17 AR R A3, IL-1Ra @HUEAEPLR R AF . 24 CHD E:HZ & RR, IL-17A
RS R SO 4 5 MAEAKSE, 5RARE IL-17 &Aoo R E E[12]; 352 CHD
FAR R TL-1Ra B N R, B miR-128-3p AI$2TF IL-1Ra ¥R, TetEah A IL-1 324k, BB e %
f55[7]. IL-17 % IL-6. TNF-a. MMP-9 43ilh, NN N SEEHH; 1L-1Ra i@ 5 45 PL IL-1 4=
VIAAIE T, ) S G IPR A SB[ 14] 6

IL-1Ra WL MEZE FOR, LG — IR S 1H: SMNETE IL-1Ra 425 5, KUIBZIK
MAEZE, 3 DA A T R AL R

3.4. LIF

B IR BEATLAG KRR AT AL T SR S, LIF J& 56 O (R4 P 9RE R 7, ZE DK 2 1] LIF -3 T B4 CHD
R RS (OR = 0.89, 95% CI: 0.80~0.99 [17]). fERIMLE: fEHEATTPE T HM(Treg)r b FHIFEH Th17
SHAIEGE, A SRS AR SR> EWRVR A AR B, RESE SRR B

LIF AHRIGRAEAS AR/, AN i R A0 S 4%, R I 30k 5 7 ko 242 A A ) o 5 508, 8
B R Eh R R

4. TNF-a». MMP-9, LpPLA2
4.1. TNF-a

2 AT, WA B S0 A R T O B ORI AR B0 I 7R CHD 38 Lnc-UCAL S5
IS, JEI AR miR-26 #E1fT 8 TNF-a, TNF WREEBE Gensini 8645 VF o0 Fh A0 L FH8]; o0 JE iR
i34 2% B FH A TNF-o0 RZETHE[10]. HUA: EEBOR IS AR e BEME . 30 NO &8 i P BB
s ARHERIEARRNRIE; 55 MMP-9 S EG, NPT 4EFEAE

TNF-o I PR LA AR 28 AN B, A 0 BF FE s K S 2 Ui A A2 L ThRe,  AF AR
Frill
4.2. MMP-9. LpPLA2

O JE R AR I R 98 27K, CHD Bk L FE B AT 4 MMP-9. LpPLA2 &3 = TR E{BE4, PATV
5 MMP-9 (r=0.504). LpPLA2 (r=0.537)21EAH3%, Logistic [Bl VA2 — 34 ¥ A 5h fik 55 5 fe A p 37 £ 56 4]
F(OR 7151 1.642, 1.952) [10]c MMP-9 FZ[EMRIR . SPELF4E, JHRIBESLT4ENE; LpPLA2 /KAR%E L
NEEE AR R =40, FESRAR A I B . I SR AR A Ak FE 18]

MMP 7R R S B o B0, AR BRI AR, 45 05 1R B 5 LpPLA2 4l 551 K R i
IRIRISAFTEIMES R, IR RIR B AETE G

5. BUEFSHBSEUREFSY

o SR BEMLAGHIF FTUE SE CCL1 1 CCL20 Fh ik 7k 0o PR S s [ R 22 (OR 4331 1,104 1.15) [17]; CXCL4
7t CHD HF AN M3k, P fA] NK A S5 3 75 A 0 =2 0 A JR 30 48 0E[19]; LCN2. 4-HNE Bl it ik o2
BT, AIE N CHD ™ S FE B PPl bR E[20]. CCL11 #ATLIE BRL 4 IR I % 8 ; CCL20 1
GER AN, T I RENBCKRIE; CXCLA G/ IR, (R AR . PR AR T
R () A B R MUAE nl e B 4 5 98 RE KT, IR ko AR AL ERE [ 13] [18].

CCL. LCN2 il A fim iy, JE 2 ERBE e A J s &b R FAAAEDhRe A0, s —Hlil ek e 42 Pl
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T I A8 IR
6. IE4RES RNA /- FRAEBIERTEHLH)
6.1. miR-128-3p

KRR A4 P SZ BRI 52 miR-128-3p #E A1 0H] TGF-£2/INK {5 538, 1% microRNA 7] i TGF-52.
INK. p-JNK ZAKIE, P&k EMPs. IL-6. TNF-a, F+#& NO. IL-1Ra, 30N M AE, [H
W U R IR AT 7]

microRNA 5 B 1 AL BRI A, 50k 25 247360 126 a8 MR HE RS 10 R A s AT A microRNA B4 — 12 Wi
G S, B2 L IGHIE .

6.2. Lnc-UCA1/miR-26a/miR-195 JB3i%4%H

136 ] CHD. 70 5 I8 AW 78 27~x CHD &3 Lnc-UCA1 L. miR-26a 5 miR-195 &ik Fifd;
Lnc-UCA1 1E N PRI LRI B I FE miRNA, fgEBRILAHE 9 B 4], B TNF-a. 1L-18. ICAM-1,
Lnc-UCA1 5 Gensini P43 IEAHIE, B/ microRNA 52 FAHIE[8].

AP ML IncRNA & 2ERAG, Wl ESEEZE, AEEGHEAFREEIR, Ta—2FXI,

6.3. Inc-MIAT

rR O MRS CHD MR, Inc-MIAT 5% Bk IA 5 S 2 M e 2 IR PRI, 28 7l Jhk JRi 358 ¢
5E, 25 MFSIE R OR RIRHERE[21],
AR R ERIERUE 5T, SRZ TR EXT R, TEVEIX 5 Ine-MIAT 2 4 175 IR A 2 4k R 2%

7. 10U BE AR IR SERENL

O JEL B D (PAT) A2 5 408 6 Kk PRV AR 52k P 433 A AT 7, 119 461 CHID A5 35 11 PR 25048 S5 /s PATV 5 baPWV
CRP. MMP-9. LpPLA2 4B & IEA < (r=0.600. 0.469. 0.504. 0.537)[10] Co i JIE 5 55 7 s B 125 i
iR+ TNF-a IL-6, BLZZFEIMAEIMER NP, FR FRIES S0, milg. miiE. BRm &
BE— RO IR IR RN, FE T3 Ik AR A 5 et ik e 4% AU [10] o

CT M &0 J8 IRl e fm o 2 e, AdH TR ES A, JRE RIS PATV Be b O Mg 1, Bt
DK RCT EHE -

8. HAMRBREZLLERTY
8.1. BRAMREMRYE

1) UEHEZE A [ P9 2 B0l PRATE 78 s W T [ i oy, AN SR BE R R K2 A A AT [X 4y
R, 2B SYAEAEAROCYEURSE, MELAIE I BB, Tk X 3 RIE R IR I 2 SR R AL 4k %
W[17] [22].

2) HAUMTIE T miRNA. P06 755 SR 2 k8 T4 shsicds, AR, sz R
K, ZHEIA R RN IR G 7 BORE T .

3) IRAHFFEAELARIES . BEIRE . B Y SRR TSR TR, IR R A R A
HAEAE .

4) HAAREWHRAEA L LON2. BT 55 2 Ny B/ MEAIRES, B/ b Z el s ANE NSNS
ik, Eg—iWEfE.
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8.2. FUHZLFIN

Gl 1. SRR AWIGRRET B ERE X

IL-18 ¥4t LpPLA2 #Ifil7%). TNF &l Re R 2. IL-18 Syin] RO A&, HER G
P T LpPLA2 577022 1 11 W3R8 AR IE B0 M8 24 £, TNF $06 70 6 B B s AR R AL AR 80R . ik
AR RS . AR I ERAZAE RSP, SR — 3 — 2R R P AT U e B STRRAS s ANIF B o A
AL BREE B AEAEME S, G — B2 ToIE S B3RS .

Gl 2: SORERR BT TN AR AT 43 L

WAL EAE RGN R G, CRP. YKL-40 {52 & FEE 15 53— B0 0 B R B g I 5
TR RLRTE S ARV RERE. Il A B AT 5 AR 0, RAE SRS R = TR, M D73
R

il 3: AEGRfD RNA I RN FH AT AT PEARAE 43

—IRVATEHA miRNA/IncRNA A {E R ML ANS Wikr E4; 59— Wi die IR BEAR . AR A 5
ez, (EEMEA/ NG BITR bR, Tov A N 2

8.3. REMRHEMLE

1) PUAETHRAFEA . KIPATIEYEAS, ffE RN Rl O SRS 2, TR il
PRI BRIV R, RIBER RERER 5 MACE PR GHE

2) TP ENMAEUGTR IR RE:, KHE 2 AR SRR SOEW R, 7> NBFILRCEE I 259, R4
B ETVET

3) JERHAESHERE AT, SERTPPAS 2GR AR, SR mIfET,  FEA TOT SU3IMG PR R IO =

4) ZHLBRERAES R EY), ESLAFER . & IFERHELL G S .

9. BESHIME. FIEMRERE
9.1. FiINGE

FRRIED TAESE CHD NN 2R BB R 2 5% CRP. YKL-40 2 H T4 & R 0E i fif 5
TCIHE AL IL-64 IL-18. TNF-a /& 40 3 a0 MMP-9. LpPLA2 £ SBEHIEFAEIA; CCL &
R T SRR ; IL-1Ra LIF RIFNIETTR ORI JEgAS RNA. 08 AR 7 53 ) INEE R 4%
SO AR AR RIEMILR[6]-[8] [10] [17]o WRPRECA M35 % VESR R Wik CACS. CT &gk,
8 T TR HE VP e s 2 7 B AR R
92. SR IMMABRENNEMMESE

SEEUA RCT dfl/Rige . sk IR il 45 73 2RI 43 0 R BB«

1) —ZR A EAEE i1: TL-18/NLRP3 38 2 I R UE s f% 78 &2, Canakinumab S45T L IE SERRAIROE 52 R XU,
TR NI RS B R TT I ARFIEAKRL IL-18 . DARIESRME NLRP3 /N FHIH5] . IL-1Ra 2%
FEHIF, ok 4 B G R EIE

2) TR IHE S miR-128-3p. LpPLA2 miR-128-3p A [A] i PHIT £ 46 e @M, & S WF AR AR 48K
KLk RGR AL IR AR LpPLA2 I&4 MG S BEHNHE, AR LS BEPEAIHI ), R4 1E 5 e
H ke,

3) EHIPR R B A YKL-40. CCL20+ LIF {X Rt/ AL 4%, LT/ THIHIAR A shnzh
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R, BAHERE NI . HEEFEAR T A T TNF. 4 MMP $06075), i RIS E 52 25 4540 1L 42
2, I ARIR S -

9.3. ZIRHWELA NI EREME SR IEREE

H—be A

WN=FTE: O RafalFEZREER IR . ) @ 2 %AEFAR(CRP. IL-6. LpPLA2);
@ A RYETEAR(YKL-40. MMP-9. 0 JE gl CT 2. SKH LASSO [8] 37 s T i 5 4845, #
APV R TS, CLOAE ., OJEMESET 4 MACE N E B2k

oD WEEGIE

AR 7:10 55, T0%INZREE R, 30%MRAETHE AUC, RAErhZ . NRIFa%, AIBRIGH TR
fabr.

F=00: 2RO AMNEEIE

E =, EEOMEER 3 KU L, AR, o, SO =RA8, F—/aH
5 CT Ardfe, BEVG 2~3 Fic a0 M &, KIrsR s AR e .

FUD: InIRVEHY

BRUR N R BE T I R 48, BRI SE: mfaBE s + whioGema; HRaRm
REFE) + FRERIEEETE.

9.4. RAEBHTIA I % BEIEARAE

MRBE . REFrE. A B 2@ e U 4 i) e TP R A«

1) HEREFRIRED ABEWIFAAIE: AUC>0.85, REUE >90%. KRtk >80, WL @ 3
PR Z A S Rt > 90%. REUE > 85, Bl EEST; © ZiEWEIRN&E: REFLH
W, FEFRE IR < 5%, 1T oG S0 5 ek BkRs 3 20E

2) WAL FEEER AR S RA < 20 70, RAVEIRAT6E4F 7 K, RENEAZN, &
Fo Bk . X ARKE; Fi% Inc/miRNA ARFNXAE = F & B 784G o

3) FREEFREAE A HEAAE R REL CV <10%; BCEEEYy. Bl i g, MERMpE: e 5
N#EG—IIn RS % XA

4) RS CRP + IL-6 + LpPLA2 Bk i) & (TR 48 5 7™) > YKL-40 IR & > IR i
Rk .

9.5. IELH—RFABHHRR

PRAT LS AR IT RAENLE, FRAEAGIRE . AR R RIS THUT %, € CT Wl J8 g i 141,
MNIEER A YA R RS R SORE 538 il i — I A &R
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