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[ ABSTRACT]

on the occurrence and development of coronary atherosclerosis,and is caused by persistent myocardial ischemia and hypoxia

Acute myocardial infarction is one of the more common clinical cardiovascular diseases, which is based

due to thrombosis and plaque rupture, resulting in local myocardial necrosis.  Inflammatory factors are involved in the for-

mation and progression of coronary atherosclerotic plaque, and are closely related to the occurrence and development of

acute myocardial infarction.
infarction.
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This article reviews the research progress of related inflammatory factors in acute myocardial

coronary artery disease

Z  MENKRIERNZ5 T AMI 4id &, W15
FW] 13 URL AR 1T 4 ( progranulin, PGRN) | HL#%
ka1 H 1 (monocyte chemoattractant protein-1,
MCP-1) 4 g 43 24 J& 31 25 42 (cell division cycle
42,CDC42) | AT PEEESE AR S AL U R 1 2
& 1 (soluble lectin-like oxidized low density lipoprotein
receptor-1,sLOX-1) N JZ G WHE ( endothelial microp-
article , EMP ) S5 A Sy HIL 1A 8 22 1 50 K 1, S ALK
PNE S Ao TR e S ok ok B BB AL 14 & A Ok e A A
VIR R 5 AMI 1Y k42 & B UIAI G

1 PGRN
PGRN J&— il NN T 12 3 38 19 70 WA P 1l 2

2023-01-13

Ui, B TR A U RIS 7 1 DO R S AR 3 E-mail : 1677329234@ qq. com,



640

ISSN 1007-3949 Chin J Arterioscler, Vol. 31, No. 7,2023

F, 593 AN IERR A A, H1 22 Fh 40 i (6245 P B2 20
JH B AN T 20 AR S BR A0 i 22 A ) Rk
F43 . PGRN 76 AR & 455 SRR, &
ST A R S VR iR K A AR AR
g A 1 A | SRAE ok B A A B G g i B Y
T, PGRN & —FhdE ) N IR HEHT R 43T, 5
@%%?%ﬁi( tumour necrosis factor receptor, TN-
FR)WEZMER 3 A~ B 5, B TNFRT , TNFR2 Fl DR3
G5 (HR TR, SR R, TEM 2 R 5t
H1,PGRN 5 TNFR Jf- % B4 P o ) e #H H.1E
FHRGIESE 7 . A, PGRN #4303 1 TNF 45 4 i
TR ] TNF 375 S 1 b s 20 e 3 A0 A 1R 4 Y
R o PGRN HUPTRAE I L M TNFR /3
H#% K F kB ( nuclear factor kappaB, NF-kB ) 12 %4
JE 3 AL 8 H # # ( mitogen-activated protein kinase
MAPK) {55, i i3 5 TNFR 135 4 P 45 & & # 4F
FH, JE R B A DR 1) W 4 i v & LAY TNFR-
280 T TNF W02 55 A8 S S | i/ IR 4R BE
HOE B O LA B 0 T SO IV BE IS i S I 4% 55
41, PGRN 34 AT it o it 25 1O B/ N B B — 2k
& A (protein kinase B/endothelial nitric oxide syn-
thase , Akt/eNOS ) {5518 [ , 78 145 PN 5z 40 Bl P & 4%
BLR AE M, M 4 6l BE 2 8% (lipopolysaccharide,
LPS) 175 514 L5 40 B 25 B 431 1 (vascular cell adhe-
sion molecule-1,VCAM-1) .40 [R5 FfHF 1 (intra-
cellular adhesion molecule-1, ICAM-1) . MCP-1 Hi
TNF 35", B9 R PGRN 5851 %3k F 5h
JKRAERE AL BEH IR IR A0 i, 2 5 1 IR A0 i A B A
KA L AL 1 FE e, TESh WAL PGRN ikt
Z A RE S EU™ E Y B PR oR AR RE A S, JF Ak 5 AR
WAHSER DAL e Ah , PGRN [ fift oAy ok 26
F R ( granulin, GRN) ] HE2 I Sl ik ok A A Ak Y 6
E , DR A S KRR RE A k2
TRNE I LB, PCRN KV 252k 2t
AR Bl Ik 25 A AiE (acute coronary syndrome, ACS) &
AERISIAR TR . IR PGRN K P 5 ACS 1 &
A EA BT ST Bedhs RO JJURESE (ST-
segment elevation myocardial infarction, STEMI) %) 3T
Fabr, A HFE R, MLV PGRN J& ACS
RARE A B X YRS, iTRERA —E R
O A B, Zhou 55" BF 5T & B AMI B & I 7E
PGRN ¥ B B i = T % B 45, L3 PGRN J& AMI 1
ST G 7, Alyahya 2577l 5 S BF 5T £,
FER B2 O LS I P %2 1 (myocardial ischemia-
reperfusion, MI/R) WA PGRN X0 i ) fig

AL BA R E ], PGRN Al 238 AML/ A5 .0 L
PR RO TIRE, I 35 0 O W s ) A i A2
DERENKE . PGRN A0 L4 e 98 1=
AEFNLLLUK I, 7 0o LR I P35 405 5 1 0
MR R ik . FE O LB L P B 1 LT
PGRN LI T 304 RN IE 2 L V8 A HL ) s
HE— 25 AR AR .

2 CDC42

CDC42 JE AN —Fh 21 kD K/ &4 191 4
FIERRIN/IN GTP BEEE [, 2 N B A0 BT #% 5 B 2
RERYFZLH T 7, CDC42 J& Rho AR KM
J 51, Rho/Rho W R 522 51815 4 S AR |
S LR BRI R 7% | 20 1L T R A A LT B, O S
55 RSNk gl Joi ks #F B8 Ak e IR Bl kR 28 0 UL sk
I O 2R G A O il A R R 1Y K A R
JELOR L CDCA2 T N A AL | I S L B
kR RERE AL i Ji | IF B i B P T (T helper, Th) 4
JRR A4 CDC4A2 25 H W 20 I 3G, B o %
B, S AL UG %% B A 25 H (oxidized low density lipo-
protein , ox-LDL) FJ LAif i Toll #£3Z4K 4 ( Toll-like re-
ceptor 4 , TLR4) 15 AN M55 T, W% B W40 g NF-
KB, DT 3 5% 42 AE 410 M B 1~ 1 B >, 2433 R
SERBE I, TLR4 4K CDC42 il i NF-kB Al
MAPK 3428 A #EAE . LAk, LA LA 3R 4 Cinter-
leukin-4 ,TL-4 ) Fil TNF-o 45 20 Jifg PR ¥t A LA Bz
PR @A, S EURB T €3 W RIEY 1 (Ras-
related C3 botulinum toxin substrate 1,Racl) Fl CDC42
1 p38 22 4 I % A AR U ( 38 mitogen activated
protein kinase,p38 MAPK) #fz k">, CDC42 7Ef5
AR 7 T A A — R BN T, 322 1 I [ 1 Y e
B, M, FERRAI CDCA2 5 R AE I Mg
REFEE R VIR TE EL MRS L R CDC42 A i B
22 1) LA 200 i 1) BRE B Ry 0 SR A 5 TR IS B BR CDC42
AR I 5 2 LA 5 i S5 2 R 9 R A L, DA 2 el 2
I RERE AL AT I

Zhou %52V RIFSE KPR CDCA2 55600 He 5 O Al
BiPE T 2400 2 (T helper2, Th2) i B T 4L 17 (T
helperl7 , Th17 ) A2 MO 56 B 48 15, % B T 56800
9o KB R R AE | TR IR Bl Jhkopke 7 R 5 1 [ e KT
Wang % il i A= W {5 B 2440 M B RT-qPCR 53 iF,
RITECIEA AR 2 h 22 Z R/ 75 A PR R
P13 /% 1 ( serine/threonine kinasel, Aktl) (3 4 K
¥ 321K (epidermal growth factor receptor, EGFR) |
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CDC42 AT 4 4i e A=+ A 7 2 (fibroblast growth fac-
tor-2, FGF-2) #1135 4 J& & 1§ 2 ( matrix metallo-
proteinase-2, MMP-2) Y 8 E K, Florian %"5“” HF
FE#EH CDC42 mRNA LK CDC42 B K50
MAEPAESE , [Al I CDC42 mRNA 7K -t 5.0 LK
BE A R SRR OCHE k] DL, CDC42 5960
Tt WUREFE I A AR DG, W] fE — e R B L s ik
TEARBIK M A e B FERE . BRI ZAb, BT UL
Hahn CDC42 1Y mRNA ik, CDC42 5415 7 A
FIETER A LA S8 w14 CDC42 Wl REXT
Ji L DX 2t O LBE B8 1Y) & A A7 AE — 3 s ], Aok
ALER X R X 5 = SR X AMI R CDC42 7K
1 LA E i — 2P 5T

3 MCP-1

MCP-1 J2 A5 Ha1b T CC W F W %,
99 ANEABLR 5% SL 4 i, vT p 45 ol 400 i %, AN s £
YEANAL V-V LA AL N L P e A SR8 P B 40
LAk PR - 32 4 2 8] 8 R B, 384 Jn s ik ok e
WAL BEE ) A Fa & M, MCP-1 5 —> NF-«B 454
B AT LIS NF-kB 254, TS MCP-1 A %%
. MCP-1 n[if5 S Bl 5 W 40 i fa 4k, I vl 8406
B/ BRI, MCP-1 J2& R AE I W 15 S T,
T 3375 5 R 7 At 4 S A B 1 7 AR AR O K
YIS, IR JRAE S G E T MCP-1 KL
Z AR MCP-1 #1732 1K ( C-C chemokine receptor
type 2, CCR2 ) 78 Zh Bk kAL AL FILO IUBIZE v % 15
ZAEM, CC BJ¥ @b H F B AK 2 (cytokine ligand
2,CCL2)/MCP-1 i i 5 H R Z & CCR2 454>
DML E B OGP0 30 Jik s A T T 0 e 2 (1] 114 % 2 B
Mtz . MCP-1 387 g 5 Hfb#afk I+ n
CX3C #fbHFBL K 1 (C-X3-C chemokine ligand 1,
CX3CL1) TP EVE T, DA 2 PR A2 40 B 38 A I 5SS
Bz, I A2 F 6 UK 4N i AE BE B b i R B, MCP-1/
CCL2 A FRLAZ 40 L B2 4, 1845 B A% 40 i 0 9k £ 200
IZRAY 1R 7 4R U AN LA AR L, MCP-1 7E4#
FEC LBk 2505 S AE A SR 2 RRE BE J5 o 4 v
KAEEEAER, $0 W bRk CCR2 L m] DA O ILAS
PO ROILE S, BT AE0 MU &4 i
FHAN , MCP-1 {5538 B 75 Ji B 52 & 1O WL it 1P
T /DN LR R o TR) R 2T 4 Ak & R bR 2
FEHIEY

MCP-1 Xt 25 AR Bl Bk 25 5 AE , R 512 O LA
FEEA ST BTN (B, A B R VA TR YT SR

$ebr, Ding %2 HF5E KB AMI H:3% 7 MCP-1 B3
IREE R MCP-1 3k K] UBEAS AMI Fil )5 .
WA R B L3S MCP-1 7K 5.0 L
ViR e B , ATVE M ATAG AMI ™ 5 72 B2 A 6 4
Z—. AAE—TE G AT SR 7 REA TG
OV S g AR A MCP-1 58 Wk eIk ) ik =
9 XU B2 17 R 56 I MCP-1 3k B8 G 10 58 3 Rk A
SOV TREIR B0 Dk 2 0 JXURS: 3G, B0 ot 2 e B8 ARG 1y v
AE TR R A S SR Bl Ik = 1 A XU B A
UL AT L, MCP-1 5 56k 3l bk e i A 25 %% I i 2%
R, Hh AT DIAE— 8 B DTS B0 1 AR 1k
U

4 sLOX-1
sLOX-1 J2 J2 2EE 4R F AR AL BUAR % IR E

ZAK 1 (lectin-like oxidized low density lipoprotein re-
ceptor-1,LOX-1) 43—~ 7 B, sLOX-1 By 7KF-A]
DU RO e LOX-1 7EPR N I FR 0L . LOX-1
ST MRS SRR A 1, 32 BT LA A e 4
MR Ik, A A5G OF AL AL TR IR A
(oxidized low density lipoprotein, ox-LDL) , ox-LDL
5 LOX-1 B945A T804 4 B 26437 1 (vascular
cell adhesion molecule-1,VCAM-1) F1 MCP-1 B3Rk
B, X Se A 5 gr 1A B o T BN B A g
LOX-1 53 m, M S 2 ox-LDL . LOX-1 il NF-kB
ZIAH A FRIELLAEIR . LOX-1 J& TR 4+, 7T
SER AL A, A 5 PN B P A R PR 2 1]
(V-85 DT A B3 2l koot o Bl A i 2 v ) 2528
PR A FE SR AE BN S BEHAN B E P, HAE AMI
¥ Rt P rh R HE T B AR

sLOX-1 Z 5 gl kol RERE 1L 2 AMI F g B A 2
Fd R AR T ER B ko R ok B2 A B XU H B
AWAER M. Coner HH il L AT FE K W] sLOX-1
FARRYHGIN G AMI f8 35 TR 3 Ik 0 gt 151 2 52 A
TIREOG, — U % B o ) 25 R R 76 AMI
BT, A sLOX-1 7Kt 3 T, sSLOX-1/ox-
LDL FfE R ZU 7R T 0 U SE 12 W, 53 4h ik
A —TEE R B AMT Z R 11 2% sLOX-1 /K
-5 3 =T AR AMI 5213 I H STEMI 3233 1Y 1
I SLOX-1 7K 35 5 T ST Bedf = B0 LB AL
( non-ST-segment elevation myocardial infarction,
NSTEMI) 4, Hyitb Al I, sLOX-1 HFE FR /K -2 AMI
AR A= bR a5, Al e — s RE B B 3PAl e AR 3l ik
RS YRR
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5 EMP

EMP J2& N B 240 i 3 A 5 04 T s B i 1) 47 26 b
18 52 A OK IS v 28 3, T AE — i€ FE I b S e
BT EE S R AE, EMP A A BRI B, OF
T REAR HE AP0 SR Il A RE T . EMP AT LUK
1% ML S 3 WL 40 B ( vascular smooth muscle cell
VSMC) ik HE 51 45 J& 25 H il 9 ( matrix metalloprotei-
nase-9, MMP-9) , MMP-9 ] AR figt st J22 s e, A2 ik
VSMC U\@ﬁ%?ﬁﬁ@%ﬁﬁ“ﬁﬁﬁ% Hh IR ) PN T
. ILAh EMP iR MAPK 38 B% R4 s 5
V9 P B ( extracellular signal-regulated kinase,
ERK) . c-Jun % % K % ¥ B ( c-Jun N-terminal
kinase , JNK) 1 p38 , 5 21 15 JUL 4 At %) 3 58 A1 3T
&, NI & SR Sh Ik RERE AL B . EMP 2R 3K 1 4
JHLZRH RO 53— 0 4 10 A48 L 0 oIS A 285 B 381 P B e
NI A P9 R TSR I A A8 %) AT L EMP 78
B IR FE BE A P 7 i rh A HE DGR

W9 R B, E /KA L2 EMP A] DL e K 20
TS AR R BE , B R 2, B R] LUE 2 K AMI
(R AE AR S Yuan 551 B 5Y & BE AML
B EMP B ERKF- T, EMP B /KF- 5 5 4R 3h
ik R B R LIS XURS: A 06, SR 0T fF 5 e B
AMI B LG EMP 55 28 2 2 0 0 i 45 00 7 7 B 1Y)
HAEHE A, HIAE EMP 7KFI5S HAD A AEHE b 131
DU AMI F8 35 et AR 20 Jo it 48 e 78 7 3 B A 1 i
RAME.

6 N 2

2 [ ik | 3% PGRN .CDC42 MCP-1 sLOX-1,
EMP 45 AE K 7K 28 4k 2 5 BUML A P B2 RE
N E BN 2 — , 25 5w IR 2l ko A 058 Ak i JE 1
KRR 5 AMI T8 ik A B VI E R,
I, #F—EHF5E PGRN ,CDC42 MCP-1 sLOX-1 EMP
HIEAE KT S Heah A8 4k, DL Stk — 253 PGRN
CDC42 MCP-1 sLOX-1 EMP 5 AMI 5tk 3 ik 2%
FREE M R R EA B KIG IR E X R ME, 7T R ktﬁ'ﬁ
Al AMI f838 A 18 S s B A4l |, A i e 12
TR R 154)3%'%%/agiﬁkﬁl¥7k¥h
{D“ VEPEETE bR GO HL RO IR R K R 2R B

HATERE VAL . D340, ARk AR X LR 580 1R
DAY TR ITRE 15 8 o 0 L3R PR 3R AR ke
B2 S K o A B A0 A G SR 0 i 18 B 00 3
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