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Abstract

With the advancement and development of percutaneous coronary intervention (PCI) techniques,
along with the widespread use of novel antiplatelet and anticoagulant agents postoperatively, the
clinical prognosis of patients with coronary heart disease (CHD) has significantly improved, and the
incidence of CHD-related complications has markedly decreased. However, the progression of non-
culprit coronary lesions (NCCLs) after PCI remains a critical challenge affecting long-term survival
and prognosis. Therefore, in-depth exploration of the mechanisms, pathophysiological processes,
and influencing factors of NCCLs progression, as well as the development of effective therapeutic
and preventive strategies based on these findings, holds significant clinical and research value for
further improving patient outcomes and reducing mortality rates.
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1. 51§

TERERER R, O I3 B (cardiovascular diseases, CVD) &4 AMTHH BRI R B 2 —, Hrpgumn
0 IF 95 (Ischemic Heart Disease) & 4 BRIET A F B IR K 2 —[1]. HA PABh Bk 3k #E1# L (Atherosclerosis
AS) A T L5 P SO R O JIR S PR g e R 0 B oA A B o I Ay A R AR AR I 2 ORI . A W AR
2017 5, SERZAE 1.265 (G NHEE RO, &KL 890 J1 NFETI[2], FE B NI E iR, & 4Bk
Yo FE AL AR 4 ChELOIME RSPkt 2023) (3] EOHER., 3R ETE R ILE A2
1139 JN, 2022 fEb O B H BE s N IRECH 612.7 75, RAEBEIESR N 931.8 1270, RIBEFR MM
HIE B . B PCIERIA B EE M) 12 B, CHD Fpal& LL 2k i R8I k2% A 1iE(Acute Coronary
Syndrome, ACS) N E K& EE, HKMAFER 7HEREGEE. L KPFIERAST R, M2
17 PCI FARM e O J %, RIMEAE R IR A 2509697 BRI HE T, 5A v] Re R A2 e IR 3N ik 75 % 45 F1 NCCLs
AR RS, AT 51 S ™ B0 ML AS ) 344 (Major adverse cardiovascular events, MACE). NCCLs &4k
JEINLELRE A4, ATReS SR AU N TG FIRIE AR T A se kR 28« a8 2k (R S ML
A DRI, ]G 25 Bl v NCCLs i A8k i /2 H Hi il R b 75 g o 1y — A B 22 i) i

2. NCCLs Bt x##
2.1. RAESBIHE

AWFFERYT, NCCLs A5 & TSk REREAL, i DAL BE 502 th RR IR SR FERE (AR B, # 2
FAERRER ML EIZIIERNERET, ZH5RERTHEET: C RNEH(CRP). HIMER-6 (IL-6). it
EAHIL) FiRIRSE T (TNF-0)55, X EEYH AT AN 1 A W4 A (1 1 P R0 DA S A 2 i X 1 (1 4
M EE— R SORE FEERE . N AR AL . RIS AE PCT T RSO IR, A R 20 P45 £

DOI: 10.12677/acm.2025.1541005 858 I A [ 2 3k


https://doi.org/10.12677/acm.2025.1541005
http://creativecommons.org/licenses/by/4.0/

SKE R, s 5%

ANHTREGL Y, TS A B A h REREAG . AOREANMI RS . MR RN T IR AR RN, B
T AS BB R

2.1.1. C REZZEH(CRP)

CRP & —FRfERFIEAE G, 48 TL-6 BT P2 AR M R IE D 7, 2 —Fh Btk SORE IR N, 16 & Fh 980E IRV
HEA T . BEEE ST CHD FZSRER T HIRFFEIR N, CRP BV 48 A O I FE4E b (T S B R 2% . CRP fig
JE S T A AT AN TR T TL-6 TL-1 TNF-a 55 2855 K F-[4]. [ Py 255 R IR SE A\ B sL8e &K 3, CHD
BEH CRP /K 5K B4 RNA H19 (IncRNA H19)[13 5k £ IEAZ%(r = 0.460, P < 0.001), F H HI19
EREIEIS Toll FEAZIR 4 (TLRA)IZHE T K F-B {5 S @ B G0 25E, INE MERAE[S]); TRESEATAR
B, CRP BEFFIRAR P P B — A B (eNOS)FE S /K, JETT 2 M — A Z(NO) IR, S BUME &7 7k 5+
W, BN IIREREL[6]). EANEFFIRIE, 1EXT 46,557 4 CHD B3 ) CRP K. /KT KA R
(AT A OGRS AT A3 . B8 n—A CRP FHR A7 2E R, CHD 1R A RIS bl 2 TH s, H 5 HAh fEk
R IK[7]s 1E 2 BN, [E42# Haverkate KRS, XF 2121 %41 CHD B#HIHAT T HEVI I 501t
SHT, ORI CRP M KT 3.6 mg/l IO ML S04 AR 39 0 1730 2 434[8]

2.1.2. RELRAEL)

L Z— P E RGN —Fh E4EM, RN G ThRE A EE AN . 75 S IRCIR 2SR ™ ) 58 A
ERF, S8 L REAKEFM. MR KRR LI R, ORE 1A N R B R B — 2 1 =
EM .. BEAAWIARIE, fEOMEFM4RAEMD RS, HEMRESMHEROERT, HKPFEHET
F£[9]. [FIFEW Balta %6 ARH, BRI ELITHES MACE R A 2 IEMAIE[10]; LK, Blum &M
PRI FE A, bk E 20 B T 0 PR AN AR CD4 kS4B v 3, 5 K TARC LB 6 B A o 2 2 K
B[] Bk, JLTFTE I CHD B itk LA A O R BUME T 1B K.

2.1.3. At H&-6(1L-6)

BEE RO ML A STk, IL-6 fE.C ML AR I ALE W b TL-6 9B SR e R 731 A
Bz A AT = A (0 S DR, LRI PR R A E N (1) SRR 12]: Ml ) TL-6 5 R AL TL-
6 ZE(IL-6R)Z &, PR IL-6/IL-6R 54, FJ5 M- SA0MME ErE S5 2EE 130 (gpl130)4ia, B
MESHTR%E. 2) RABAE[13]: 1L-6 SN IL-6 ZIRGIL-6R)ZE A, LR IL-6/sIL-6R &), )&
P opl130 456, HARTBIETER. UPUAEZEHHE . BYSHE, 1L-6 5HFMEHT
P IEAE FH 5 A% R 1B (NF-«B)I0GE, FH HARRZ FhIRER T, 8 8 SO0E [ SO RE[14] BRITHEA R
RAEHLASE, H 5 MR 7 %A B H VIR KRG AREFREYI[15][16], 7EmKEIIREEAREA T, IL-6 &=
W2 TtE, R, UEBEREARETIER, 1L-6 B2 K, XA AL REIREh e RERE 1k
H#z—. HiX, Neumann 55 NKIL IL-6 2> (e /MR S PRI 22, S I AE P R AP, 389 i e s
[17]. [ERE, 7€ Alsaffar 2 NFITFFE R R, IL-6 23 S350 K2 40 ) B B oh AR 81k (R 451 2

2.1.4. BEIRTEEF(TNF-0)

TNF-a &2 HiE LIS EAZ gl . EWEgife. T MRS~ —ME 40 H T . TNF-a fei@Ed e
P9 R A0 MG P R TR A L ~FIE LA AR(SMC) 3G 58« 38 NS84 BBV, ek /MRl ) SR B NG AL
PRIETEAR BIPRS00 Midori [18]158 N/ BRSNS AR SEES TR 15 tH . TNF-o BRI
SO Rl S AU A0 Y R A TR N S B B IR 7R Yusuf S8 AFEAIN 52 ANEZK ) CHD
BEBIRI T E1FH, TNF-a 52 AS [ — T S a2 [19]. BN 2#5 52 5 ANRIFEFEH, TNF-a H
By AT LR AS ik RE, [FII AT DL F At 4 6 DS 5= A RO S RE SR, (i gE o LA R s s o JUL
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YHAPE TR EE[20]0 AL, NO 1 iNOS 20T LLJS sl i SRR 3L B A S IHLE, P2 AR RS AL,
SR T N B 4T, 10 TNF-o BE3S N NF-xB 546, 350 iNOS 742211,

2.2. SR

SEAC BB TR AL AR RS iR A BV SRS R TR PR R DT R R G2 IR R P AT A T
MR BRI R — REVE T, TR A OGN AR AL & A B2 I, sl kol FEAE 1L
PRI . FANECIRE T, HUR S A 2 i0E P, e Bl e B2 1 03 4 TNF-a S48 1 (19
Tk, L RAE R A LA IR AS (R [22]. BRILZ AL, FUATERXFPRBECRA T, 2d@id &Fl
PR LT A B AR, L AU BLECIRES NG TES(ROS) R 2, FEATHRIRES T2 IR INIE R AET T
B, ROS H St FLEBUR 1 T 20N B T, 2K ROS PR, 215 eNOS R TEF#MR, T NO
AR, SR A R IhRE AL FIRF T ROS IMER, AEAIERE IR . T # SE A A 7 DL At s
Wy Tte, AWM e m. FH, mBE. SRR &R a2 eNOS i
&, M NO FA g A E A T, I A A E TS NO A U8R a4 I A R
AR T, INE A R IRERES; 53— J7 T E NO HIVHFE, BRI NO HIZAEMIAI I #[23] [24]. FALMIHR
BT T SRR PR AR 2S . 2 T B U S ) EE B R ER 25

2.3. MEEZE

R PCI AR I E IR, (HAHF LR PCIARJGH 1 FRIBEVIH, H 20%~35%M11 5 H I
BRMOEIRE26], XFIR I KA T2 5 RNk 5 M T e & %) K &R . Niceoli &8 NIWA T
FKW[27], RFEKMEOERIRAERES, L8 LR DS e ik DR rE R 3= Fr 2 80, HrpoiRs)
Jik 9% ZE (coronary artery spasm, CAS)& F %2 J5l (Kl 2 —, #EFRZ A ML 93 25 1 0 4 (vasospastic angina,
VSA). VSA (R R LA AP T, —RARHTEAAE VSA; —5 PCI SR B K VSA. Hi# 7]
DLIE I 78 73 VPR SR S AN L B A N TR J5 38 R SR N TR AE I A, & B T PCI I A2 4
MW R, —FWENO)EY IR 5 Wb, Taa Mgy 2, 51k bkEZE28].
VSA 5 RRER T Z M2 R A COHAER, 41 CRP. IL-6 /212W7 VSA ML HI R 2 [29] [30]. AESIHE
VSA HIZAENLHEIA 28, G lLge etk B 980k DL A R Getk 2RE S, H v Do JUL A& R 7t ik Jo] 6] 8 R %
R W 1B N RS EE AR AN RIS R, GO UL S8 | e kR [ 28 i I RhoA RIS C (phospholipase
C, PLO)HIIE, JA 3 Rho #H5%H#(Rho-associated coiled-coil containing kinase, ROCK)-HLER & 4 42 55 (my-
osin light chain, MLC){& 536, A& iy ML 1) s SRR [3 1]

3.NCCLs itRHEKEE
3.1. EERE

BEPRIFIAE )y CHD BIMSL R G ER, [N AS Bl O i H I ACRE 2 — o B L 2T 2 F (Glycosylated
Hemoglobin Alc, HbA 1c) AZLAH i I 2185 -5 ML 37 o 10881 4 Wl e i Bk S 2P P FRT 40 F1 T HbALe
R, T ASEHERAIR SOSCAT AL 2~3 H AR MR-, [ SR80 1 iR 4 i i Sl ge A b,
HHE T RNEE GRS FEELO TR 2: 23 42 (ACCF)TE (2010 ACCF/AHA Guideline for Assessment
of Cardiovascular Risk in Asymptomatic Adults: Executive Summary) 3§ H4 HbA1c /E NG TCAER BN O
I RS FE AR S BEAO[32] MR HIAMEAMU it AS A4, Mk NCCLs fyitfE. FENYH
IR H AN RORE IR 8, £ PCTARJG FEAGE IR AZ W] R BOR, HARAF AR EAR[33]. MUH R H Xt
T NCCLs WisZmiml A W~ JLANJ51i, 1) HbAle T Res Inerva fig I5pE AL SO, 3l S mi 21 I g 4=
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Jl FRARER A LEIE PRI AT A R G, (et s P IR (T RGEE T 51 &% CHD [34]. 2) =i/K T HbAlc fig
(RAELLARE RE Ty, MARIRAS 2 S BUIAE  RCA R8s, B9 A B 3R, 2> NO 54T I 5t
R, SECHBLAS [35]. BRILZAMRIMAREE & (et SRR 1A, L A a7 A B KD A 1 3 3
RN AR RZS BRI TR, DR 3 v e g 25 36] -

3.2. MiERE

I A 56 [FIFE S CHD B 22K 3R, HA iK% B2 IR 25 1 IH [ Bi¥(Low Density Lipoprotein, LDL) - i
N AS ST fERE R ZK . LDL-C p e A B AR RE, REPHAG 70 A A R BT i As,  [REtH BE 5
RFEN « FLiR, LDL-C BETENUAR P S840 Bl B 4 i 35 M 1 484 ARG 25 52 Jig 85 1 (Oxidized Low-Density
Lipoprotein, ox-LDL), ox-LDL ft-5 HAWAH ML & T8 IR 4HAL, BRI BRI 76 skt A
TERARAE R G &R R AR, SRR, SRR HENE, EROIEE. Bir, A%
P E K B LDL-C N—Fh 2 73 TG, FEH 0 N 2, b B 7028 B /I 1T 85 1 2 82 G 2 3 (sd-
LDL)# LDL-C 5 8 N5 ZU e AS 15 . iXF sd-LDL 2r T8/ A/~ REAK, S5 sd-LDL
BRyELMEN, MEMENK L, FB sd-LDL XA HTFIE 2, X i3 L e K 1o R S EH 371
HK, sd-LDL AMUATEARE /12, T HBRER N LDL-C KA RSAE R, M A= B & 1 ox-LDL B %
W05 ML N, B RE A1k I 20 AP L4 B W5 sd-LDL T R A 4R B[ 381 [39]- f¢)e» sd-LDL fE
P FH M AN, SEUNLE N R IhRe R 40].
3.3. BHSIESE

P PEE DhRe A 422 CHD M sfa i 2, HAAIHB IS Dhae A e i) s, AR R 0 Ath £ TR AR
[41]. XFTRERIEME T ThEeA 2 FEAEA R, RIE BT R DU T BN B D BB S AH 00 [42], FF AR
BERE S 5 I o [F) 2R~ DR 2R (Hoey ) /KPR IR NI & Rt T 2~3 i5[43]. Hey BRE R AMIBUR N 5
b NO JE R EFZ A, dE 0T A F i 4 e 8 AR 234 77-1 (TIMP- 1) (R 3ERR R SR 42, 360 AS (1 KUK [44]
Suwaidi 2 A%} GOUSTIIb. GOUSTIII. PURESUIT. PARSGON-A PUTHHT 7% () 25 53347 404, o 10,951
%1 ST Bda =i 41% 1835 % 11152 ldE ST Ba Mt 2% M EE G IF T B hae A 4x[45]. A5
Fath, 2P ThREAN 4 B3 5 /MR Dh e RS A B LS M A B R R R, JF BB B ThRE £ 35 (CRF)
MR & PCT AR S5 /NG P8 S S BB ST T K] F-[46] . Gorav 26 N — TR 7L R T, 181 ThEe A4
BE 4 B RIE AT, Hod TIL-6 (9THE S MACE MB THEEAN ¥ HBER, 1 HAZHE 702 W B I 45
PiReiEeE NOD #2485 1 3 (NLRP3) R HAA, {2 IL-6 /T B 980 RB[47]

3.4. M/NRIEFR

W PR %% B4 It /N AR HE bR B 35 IR (PLT) I /N AR AR 23 A 95 FE (PDW) T~ #4 ifiL /AR A4 AR
(MPV). I/MREFI(PCT)EE, & 53R 7R /MR T 5 Sh KB AR R AL A BE B T B & —5E
IR, FIRES /AR ELEEVE F 008 28 0 B B S i) R R R 5 b SOREP I 458 I R {2 3 B A B e 11
VIR ARG . 40 Heilmeier 55 A TE i IR MLAE 5 S Y S50 P A B, 80 BREZE 0 K O A B A e A 308 Py afL /DN AR
UERE R ATRTIN[47], FF AR AL I /MR SR AR B2 5 T VA PRI N AR (48] 1Bl N 28 1 W1 S L TR )
KEEA R TR, PDW X AS W& Rl RIS A IEHER, PURRES REENL “ AR Ik
PEHREITE G, I Him7K- PDW B35 1 MACE KA WA K P B3 =1 [49]. MPV J2 OM I /MR-
BRI  TEVERIR AR, HOKSP R T s MR AR RS K, TBOR B I /MR R 51 S AS B faRs R 3
[50]. i RMEE AW &I MPV ] §E4& NCCLs Ji 28 F2 5 (1) — /N Tl Fa 4%, XAl ES MPV RefE R 2
AR M o S L Rl T 5k, I 1 AR (5 1. PLT KPR CHD KBS A B E VIR R,
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Thaulow [52] 5 EMﬁ4wz&$%@ﬁﬁTnsim&w,h LK CHD FIRAER. LR K
MACE [ RERME PLT AP Mt & . 28618 KT i/ INR & T A 2 18] i <8k, %+ CHD )
BiVaHE & HE R .

4. Z5RIE

B PCI RS BORIEH#AL, CHD H& MHUSEE] 7B KER, (BX T ACS RAEKRRIIKE K
G BIRRA I o 6 K SZ SRR N AE BT T 308 4% 2 1L (R [RT I, — 2R AT A o) AL H B 2 TR, B NCCLs.
SCORAEN A AR (TR R SE » RUEIE SR XS PCT AR JG NCCLs AR e OBE EA 1 — A JE, (2 H AT
FAAETE 2 BRI . Bildn, NCCLs Mt LS BB AR . SEMA R 3R LA RE RS T AT
T ARG RIS W W, R SRS E AL, BRI, RRAIIFHE—DIRANRT AT TT, DU I R 52
BRIR AL ) (BRI SRR SE AR S

SE
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