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Abstract

Coronary heart disease (coronary atherosclerotic heart disease) refers to the narrowing or blockage
of coronary arteries due to atherosclerotic lesions, leading to myocardial ischemia, hypoxia, or
necrosis, resulting in heart disease. One of the main pathophysiological foundations of coronary
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heart disease is atherosclerosis, and inflammatory reactions are involved in the occurrence and
development of atherosclerosis. Therefore, inflammatory responses play an important role in the
pathogenesis of coronary heart disease. This article provides a review of the correlation between
certain inflammatory factors and coronary heart disease, aiming to provide valuable references
for the diagnosis, treatment, and prognosis assessment of coronary heart disease.
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1. 518

bR E P G R E, ANRAEEACERAEIE R, BIE 00 R 7R 2 EE LT .
P, 2013 e ERRE>15 & N F7ahCo 1) A A B 1140 5N, L6 2008 45 1 7 1 4 4F 8 B ek O
SO NBOEIN T 4108 . MR (b E P A{EREG R4S 2020) , 2019 AR A R ROE O AR TIE
121.59/10 /3, ARAH 130.14/10 J5. 2019 4EFb o AE T 2 4k 42 2012 FFE LSRG B, A X F T+
i, #2016 F OB TTKE[L]. HAT, FREEmETEA 20 R R R R R AT O E R ),
ek o ) A AT R SR I #0535 0 e oo R B RN RO 9T o o A2 1o PR RSB 5 LB 22—
HATVF2 M CEsE, mifE. @i, R ARAEEITA. a0 E STk R DR 4
W FM L EATT BRI ER Y S50 R AR R [2], BFEWRE. dES R RIZLss). HEEE.
TR FIATE S 0 B2 R e OV IR AE 3] 9 4h, A KR FUAIE SE Bl Bk ks AR Ak 1R ANl & —
TP 98 RE SN o 1T S B SE S () B AR AR U 2 RIER 7, 2R RN T 2 Mg RN, RIEHA
NHESE TR R A, 5 ORIIRAE . REFVIMIC[4]. P, 25 B4 ek O 1)
FLHIS I KT ) B AT ) SRES, A BT RORE R T 5O B R R o A SO 4 98 RE R [
ORISR R LR

2. BHEETF SR LmEHEX Y
2.1. HMGB1

TR A A B1 (High mobility group box 1, HMGB1)&2 —#) 2 FEKZEA, EES 5
. DNA EHMEE %/ MEH $E[5]. HMGBL SR IA N2 — P Az N e sk K+, 5 R AKIE n]
DATE PR AN R R, 225 SORE IOV AN Ty R R A R I 4 477 25 A 3R 3 I R 5]
WEAESR, TR HMGBL 780 I 95007 Hh ke 35 B EE Y, Ju A8 sk o B R ML o R R .
HSBOE O IIHLEI AT REAE[6] [7] 8] [9]: © HMGBL i i i 46 KE 5 S ATt L4578 LN e . i
T o WA I 4 JR R TS5 7 NS Sl RS B A= R BE B . WF98R, HMGBL ] LA T I P
VAR SRR, (RBEBEERTE A, [RS8 n] DLARHE P e 4 M 8 A AR T, I S B TR Jl A e AR 20 ik
7. @ HMGBL <5 NEMIAET:, O UIABAE T2 e O R AR — AN BN L. BRI, 72O
LB M B IS4, HMGBL 7] LB i T AR sE R4, Sl OUgesET:. Bikskii, HMGB1
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] DA HEF Db R R — K A& UK B 11 i (Caspase) IS, AT SR LA T2 thAh, HMGBL i1 BLE
W% (DNase), 20 DNA HREfF, 2L sl OUIiRst. Xy FECOULIRAET:, AN E
TS . @ HMGBL 3 1 ¥ L /IME R I ) 32 4K (B0 Toll #3244 2 APE S F VIb3), feik i/ Mk
FIREEANEER, SBULE A BN A 05 A0 AR T R, TN e Lo (K931 . @ HMGBL 38 1L 8211
P B ST AR TS B 5 8 1 TR i I~ JULZAR R 2 <5 R A2 R i I A i Ak, i
— BRSO E R MR AN AN T RE, S ECCHE R S B A IR R AN A . SIAh, ARTFUR R, HMGBL
RRHEMB RS e 1 MREZE AL, T AR TR U 242 5 75% [10].

2.2. MCP-1

FiZA Rtk B 1 (Monocyte Chemoattractant Protein 1, MCP-1)/2& — itk K7, A I8 iy 5z 44
F. TR LAIRGL . RET4EAIA S 2 M RIL 5 W, HRTIA MCP-1 FBUS R IONLEILL]: © i
RRESR I MCP-1 AT LA 5 B A% 200 M R e 40 i [ 3 78 30 e B 20y, [ Bt T DA SR e 2 i 7= 2 8 A
JT o IXELGEREA 5T 22 5] AED I AR DX I A 1) SRE SBE, R I BE SR I TR AN dE g . @) itk LA P 1 400 A e e
3. U PR A MR AE 44 LS AR BT e s OSBRI P B A PR it T e 25 1) 40
EFIBUIEE PR, ORFR IV 1) s e MR RO AR e 1 o LA P R 4B T AR BB 27, W5 5] 5 T4 i )
iR, 25 JOE MRS A SOEN R AR . Ak, 7E MG A Ead R, i i R g el Ll
I AN SE FE T SR (0 P R AL, Rk I P RS A R AE . MCP-1 ] DAL A5 P B 4t R s
B2, AT AR 07 PN B A PR R B A 0 B 285 B — A o R85 B E F AT 8- 5 B0 P Rz 4 B T R P 1 A
M RERIREIR, AT IEBESR T BRI . W [12] FERRSE[13VR I, . HJE bR bkIw AR 24 &
H I MCP-1 [k i T3 B b AR B ko A2 4, 1 2 P88 et bR 20 o A2 4 R85 (1) MCP-1 [ 7K i 1 Hp B i
RENEASH, H MCP-1 BI7K-F 576 0095 He 3 Gensini 1433 S IEAH . 3% MCP-1 Jy e 0o 53 TR
B kI AR AR N L 1 A G PR 2 o MCP-1 7K P15 ek O £ el IR B o AR 2 2 B ARG o YR SR [14) R I,
G I B s L R, IS MCP-1 2 ki, HBEE SNYTAX VR4 I i A s A48 7™ o6 1 38 v,
Logistic 7347 Kz b 15 28 Hth iR & I 5k oo 1R e IS AR L3 MCP-1 8y, PR U0 VA BE B2 B0 T 1) XU
Wk . HE7% MCP-1 I T i 2 e I Hs i A2 et oo RS e DX 2, R T DAk o 1) 77 B R S T o DA
I FCESE R MCP-1 B TR Tt o7 1) —Fh 28 b e ) L mT e

2.3. TNF-a

Jit RIS FE T o (Tumor Necrosis Factor-alpha, TNF-a)/2& —M B = A E AR, 25T 4
i S N R G BE N o WF LRI, TETE ORI R ARV e, TNF-a KIFEHEEM . TNF-a 257070
KA R IEIIEFNEILE T © W R 40 MrE bR Bk AL R4 1 ), 25 1003 7k 70 A i T 5 T e
H TNF-o 2 S EUME P MO 45, A8 N B A0 R Ia s M3 0, A (e kB R 7R BEDUAR , S B0k A A
WBERIITE[15]. @ TNF-a J2& Fe 2 40 B s B B R RE A i —, RS R A i e v 348 o i 83 55
Mo JORE IR S REE S EMARTE B I WSe 4 A0 I~ LIS AR S5 S, T 3 BRE PR 30 s 728 A0 LR
f[16]. @ TNF-a 2HHiIfGE ABGHET:, SEARRMARZIH, SHmERIER[17]. 5—7m, HRK
L TNF-o £E 0 S 383 K R R P i RSB A 8, Nunes JPS S5[18]HF 7T 1 40 AL g SEHE O
UL B VAR AR IR SRR J5 R, TNF-a 23155 S A 56 S L s in B 2 b AR B i, S50
O UL BB IR AR A LR A ATP = AR08/« I 17 R Sl A A Ik LA B o -tk s A A e R A FE S 1Y D o r
P A7 O VAN BRARTR 1) 40%, JF774E 95%[KI4AE ATP, FHSRZERRCIF IR AR I\ & A B . TNF-o il (2 3E 41
ARG AE L8 DL R 453 55 B B e AR A3 A%, b VLT ) 2 b A it B B 07, X B3 4% 2 T 0 UL 4
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f, FECOMAEAER. W, B OHUEE L KO E BN, &SR EE O RE D T %
DS S o A B I R, BB RS L O ISR SO I SR R AR G . Ak, TNF-o 38
5 B . BN TR A . ZEEERASE[19] 4 BUBC & K U I35 7 1L-6. TNF-a f1 MCP-1 AJ 2
e ek o (R BHEE A HH 28, 300 e o S () RIS I B B . R A SE[20]F 5T R TNF-o 1EZ4F
sk o SR TP RIA PR R, IR RIS, TS K T B EERIGIRE L. 25 F, TNF-a fE AT
L JRURSE 1) 9 DR 0L T R 5 BRI

2.4. BDNF

ik 5 A ek 22 75 37 K] 1~ (Brain-Derived Neurotrophic Factor, BDNF)& — &g 32 K1, 7] DMEERRZ
TR FAERIDIRELERE, JER2m BN KM i pp &L [21] [22] [23]. EAERIGHT 5T K, BDNF 2
575 55t O RO AR R B LA E Y E IS R, WORG B A I AR SRR RR AR SR DL B
Jik R RERE AL TSR 1T 1 [24] [25] [26]. ldn, — Tk 7iR W, BDNF Rl 5 - 50 %005 %15 A A L 5 i
I RAE[24]. 55— TwEFER W], BDNF (174 m] Refdkig B4 [26]. teAh, % BDNF A ReA BT 11l
Sk RERRAL[25].

R AL T o B I RIAT F , WS RAFE S, BN, Sustar A ZE[27]i1d %} 208 44 e L
SRFE I 156 44 fi FRET HEE R ML BDNF IR FEEEAT G, 45 o ie 0 S K BDNF iR FERUIC, KB
1% BDNF 3 5 B AT B et O R WL A 55 . Xia F Z5[30]3@ it Xt 207 4156 0o 2 35 A0 40 5
SXof R RB 2 (IR AN B K1 g 9 S AR o REIR A 12, el IR IKGE SE 2 W A T O . ) A% 40 9 fid e
Xof BE AR (40 44 A U8 R 31 T TR P e 52 2 X A D (g S5 B ) 4D I 955 s A AR I i -, B0 3 o 5 A 1)
BDNF 1&-T-55 o) B H A i e ot FR g, I B BDNF 556005 FR (0 H i = gL I 7 1 R 35 2 i
HEMHE R 275G, BDNF 5 Gensini W4 £ 7AHK, R BDNF 557600 B8 8 1R B2 UM G
H AT et o8 £ 1M 2% BDNF 3 BE A% 1) Ji IR v 6 A2 - BDNF @it e ik AR AR, Hush ko pEfsik,,
I 9 RE SN T Cod TR HE O LS R E I [25] [26]. X seA= )22 AR (IR AR Bk AL AR AL AT
JORE IS AE 6 o0 FR PO ER, X Wk BDNF AR FE(E A 32 24, R FRIARD[28] [29]. Kt
jeb Lo R 2K BDNF IWRBERAK. 1 LR P IURE S 5095 1 AR 418 o AR AR A5 [3 1] 368 it Al 7 0o
¢ 164 IFIEETRE Cop 4 82 1 B3 (W MG AR A G R, SRR oL, st O 2 R 3 1 BDNF K7
BET . HS5ASRAEE e, XEORZEE. 3 WA EH I BDNF KFEETE, SR
AR A LA, 3 SR A B I BDNF /KPR35 7t 5« [FRI 22 R Z AE %4 Logistic [FIVH 7347 278, BDNF
S O AR BRI E . [FIRE, — T TR 132 Bl O R VE SR IR L, [ 145 Bl fid e 5 1
NATIRERLL, XF LA RS AR A G AR S2E64H BDNF /K T iE4H, H BDNF /K P 554 I #
EIER[15].

BEAh, BRI (LR 2 W] BDNF 50 LA A T R0 (LT 2 A A7 78 I o Bl 18— THURIT 78 A L
JEJHE AN 22 OB ) 10 45 6 2 5 B0 5 ThRE i LA O E R TR 2R 44k, g S R0 L H BDNF ZKF BRI,
LWL TT RE R BT 200 B2 I 733 4 #E-C0IE BDNF & B0 FRRAL O UL KR E, S 8CE AL S
I IXFhG HFRE F] Reid i B BDNF 7K 51 AT B EE IE 5 i S B2 [32] . 3 Ah—Taft FE i B, %t
R B 975 A Bt ) st e PR A4 LT T RO 2o ok L i ot 7 R () L3725 A BDNF B B s fE A, R
WG FL O I 52 A 1) B e 20 LA SO I T AT AE A AR B SEAIR/K P [33]. 25 E, DA B JLIAT 78 T LLR
7k BDNF R §8 B2 Wt o 1) B ZEHR AR, AFN T HAE 0o SR 3 AR AE G isRIA 1 J5E R LA & BDNF X
o JULEH B 3 TR LA AR AR I BLREAE FH B R 584 T . (E AR EAR R BB T 4Rt

DOI: 10.12677/acm.2023.1371642 11724 I IR 2= =23t e


https://doi.org/10.12677/acm.2023.1371642

BRI, g

2.5. ADAMTS-4

o I MR A& R A E TR E O SR EAl-4 (A disintegrin-like and metalloproteinase with
thrombospondin type-1 motifs-4, ADAMTS-4) & —F &5 Al§, &8 T ADAMTS K, X2 —H5HEH &8
EHEMAHCEG . ADAMTS & FBg2E — AN RS I E BB KR, o) 2 M A& e for i, fEARA
YU R I FELE NS v R B A I (34 IR, B AT R R 1R Ttk 1 22 9095 ) R L | ANk g A 0
ADAMTS-4 22 EWEGRM i, H— RIVADRL, BRI N ST B, EWAET O
M RGP [35]. HAERT ADAMTS-4 (RIA TS MANTE TH A, (HE RS B A 3 o )
BN Z A KT 2 2Pzl JUMIS SR, i A 4if /& 1. BB IRBER - B AR K R T B,
FIAf & 17, Y A PURRAM M HEREE C e . MR, CH a-2-EERE ARS8 E Alga
UMIFI-3 &L AT PEIHIFI[36] [37]. WFFCIESE, ADAMTS-4 5%, B REfA . . Ok
REZMERIIRA . RIEHEEVIMELR[38].

B A R e o B TR AR N R I 4 S8 B i 5 4% RBLAE AE B K R R R A P K e v A B A
. ADAMTS-4 J& T4 @ E ARG, 3 B RS e O R i R = e . 2Tt iR
B, ADAMTS-4 SR Bk R FIHLEI T ReA LA L. H—, {350 &8 i R (MMP) 7S
fb: ADAMTS-4 BESEIEHE MMP (1351, MMP & —250, BT DL AR ) ik b 0 i R A (A st 2 1 55
S5 M. 25 ADAMTS-4 S PERE NN, MMP RGPS G 00, AT 3 5030 JkCRE P 45 460 8 1 4 B A
{E15 Bk EEAR S FA S A G ES[39]. o, F&f# Versican: Versican #& 40 oML £ ThREE (A B BE ) —F,
FE AN . Versican 75 IS BE (1 7 ORI 4k RF e B SCHEE A o5 oA 6 5 28 11 ok (i S
R AR e R R V)M AR D, 8 I 5 R i LR S My AR e 1 . Versican [ Rk B 5 A AT B
B B () ME T I I, 5 HE B A R I R SR [40] o TERCERSR AR, i S 3 i R
BUYIN I3, 24 A R A ARG B o, RS B R A R B R AN B AN AL SRS B
I 98 A5 (30 0 B G 4 M 385 S RR) A R T 3 T e 4 M 2 A D Y AR A ., YL A TR 4 R 2R i [ BT ok
Bk BE . S A0 B TE AR 2 2% A T IE A% FH I8 i A MR 3% FE i A R . BRI F R 40 41 Jik
R . SZARFIE T IR WLGE e B 223 Versican, ‘E 1% ADAMTS-4 [&fi#, #F— ek M 2545 .
Ba, 1@ RIES S RGN, SRS GHALFER, Nniitb e [41] [42]. ks, BHFFEBL, Versican
FEBEHL A2 7 M AR B /E FH, ADAMTS-4 Xf Versican FIFEARIE— IR T Sk RERE AL B He 1 Fa 52
PE, RO MAR TR, 5 BRI i) 23 TS [38] -

Z TR, ADAMTS-4 FIILIEZRIE K P ] F 112 W A T jet O (1)) ™ SRR B, DAL IX 43 7k /O
B AR B, UM N 76%, FEEVEN 69%. IhAL, SXHERALNIEL, BhBKGH AL BB B 1
11 ADAMTS-4 7K~ 535 5wy, T et o IO BRI R 76.2%,  RF 51t 67.7% [43] [44]. Hp A% I &
K AN AR () R B T R IR KT, R B S Lo 1 AR B A 5 1ML ADAMTS-4 7K AH 6
[43]. 75 HAh BA A F RO 1) B b, WSS T ADAMTS-4 R IILTE A 7K1 55 ek oo AR XU 1)
FHOGE . Karakose M S5 [451d i xf b 56 44 J5 M HAR 55 IR D Re Uk & A 61 44 i e G IR & s R I
ADAMTS-4 [IZRIE IR J R FR 55 B Th R TURERE KB 28 (A v o I IRU: 52 AEAH G o 3 b — TUE 9 A
K IN ADAMTS-4 (1315 /K- 5 R AR M IR T BRI T A8 R v O T XU 52 IR AR [46]. Ak, W%
FIHE R B () ADAMTS-4 7KV 2 v T AR R e o R, 1X R W] ADAMTS-4 9 A] fig 5588 i AH
K Bh KRR LA 55[44]

3. ZIRERE
A SCHERR T UL E3 LR JORE DR 7 S O ARG PE DR RO TER T, S0 IR 26 5l Lo ) 2
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