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Abstract

Coronary artery disease (CAD) is one of the leading causes of death and disability worldwide. Accord-
ing to the World Health Organization (WHO) 2024 report, approximately 9.6 million people die from
CAD globally each year. Cardiovascular and cerebrovascular diseases, including CAD, represent the
foremost threat to human health, with the Global Burden of Disease Study (GBD 2023) reporting over
19.2 million annual deaths worldwide from these conditions, whose mortality and disability rates ex-
ceed those of cancer. Thrombus formation triggered by atherosclerotic plaque rupture constitutes
the core pathophysiological mechanism of acute coronary syndrome (ACS). In this process, coagula-
tion system activation, platelet adhesion and aggregation, and fibrinolytic system dysfunction collec-
tively determine thrombus formation, extension, and outcome. Von Willebrand factor (vWF), D-di-
mer, fibrin(ogen) degradation products (FDP), and fibrin monomer (FM)—as key molecular markers
reflecting vascular endothelial function, thrombin generation, and fibrin formation and degrada-
tion—have garnered widespread attention in recent years for the assessment and prognostic evalu-
ation of CAD. vWF, primarily synthesized by vascular endothelial cells, mediates platelet adhesion at
sites of vascular injury and stabilizes coagulation factor VII], thus directly reflecting endothelial sta-
tus. Elevated D-dimer levels, as a degradation product of fibrin, indicate a hypercoagulable state and
secondary hyperfibrinolysis. Given that hypercoagulability and hypofibrinolysis occur during CAD
progression, D-dimer elevation serves as an important indicator for CAD severity assessment. This
article systematically reviews the biological characteristics of the above four biomarkers and their
correlations with the severity of coronary artery lesions and long-term prognosis, discusses the clin-
ical utility of individual markers and their combined detection, and analyzes the limitations of exist-
ing studies as well as future directions.
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TR B K G REAFE AL 1 0 IE % (Coronary Artery Disease, CAD) 2 F5 7eb R 21 fik IR 3 bk 546 #6 R8 4k 95 28 i & 2B
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RBEMARHR AT 52 T 50 WOOWAR B, Xt — PVl 1 BRIAR SR bR /KT 5 IR B Ak 2 A
FERISRIBE, [t 15 B 2 T A BBk RGN 7 Ao o 15 DA o 1 2 P A 4B

SRR AL AR TR Bt ACS HURZ R B AR . IS N B i Je, OB T IR I e i, ik A L /N 2
B Wos SR, FIRESIBLGIRR N, BT & MRS IIRE[2] (3], X —R AT,
Z R0 T hR BV AT AR AT SR AR I -5 P AR K B A T IRAS

KB RG LR LR DR MARA KRS S CAD B3 bR B ko A 7 SRR B K KT AR G
WEFTRERE, Dl R XURG 70 2 AT AL IR T ik SRR PR AR

2. ERBBERE LA RIBEIEHLF

CAD JREINLHIR Z4, W A NIOR AT RIS DR P AN st o5 2 MR 2 [4]-[6]. I
P g 8 I [ B (LDL-C)ZE Bk A Rz T 1 7 TR B K R AR RE AL BEHUE B2 46 R 3 . 24 LDL-C R
WM N RN N E G, SEAARIEAE R A S AU B2 IR 22 1 (OX-LDL). OX-LDL
VE BRI, P F I A R AR TR A 0T, [RIE R 5| A0 I SR A T B 22 N B 2 9
N ERERIE7] [8]. ELWE4HME R CD36. TLR4. LOX-1 Z5f iR 5 %214 K B F 1 OX-LDL, #
R E B R TR AV, X B KRR bR s YRR MMERR . AT RUIR T, TR R % 0
17 YL 3 A PR T3 ) B 1 /K AR B I 2 (RSP LA BRIE RE HTE 5 S BRI TR B, 1820 R e N 5 R T 2% 4L
WA AR R, A R PR VA S IE R RN EZ, A B RSME T AT 4, RO,
PR e FEDE IR [9] . MPEHZ MBIV )1 RAE R NS R R BB AT ER, 4R R, 2
PN B IR HREFERS, RIS /MRS B RS - M/ MREER . SR SR A,
I RGeS L BRI, KT 4 AR N FM HACBON AT 4R A 2 Rk, RATEBURE e, S5
FEARBNAK G ZE, 51K ACS, GHEZME ST B mth QAL StkdE ST BUf mth O ZE AT g
BUOGR o IGAREHE IR, 20 70% 00 SV C U BE 15 3% AT 8 1 3 ks 15 S8 Ak B Bl 3 B A O
T S TR B ik 345 0E 1A 3R At 1 2 e DR 20 A AR R A A b B B B2 28, 4k K IR T 1 5 B0

I PR EE BT Sy P2 . AEIX— iR, BRI - A RGBS T EREE, — EP AT, Ak
AL 1k e 5 AR T B o

3. MFgm - SRR ENSEREBFHRERNX R
3.1. MEMMAREFVWF)

3.1.1. vWF BIEME4

VWF &P b L8 N 2 40 AN A A A A B R 28 22 SRR 2 1, 6 L i I A A ol R 47 X0 A
H: —J7H, EEBYIN %M T, vWF A5 M/IMRTE 2 S BE I AR R s 55— 771, vWF 1E
LR VI I #A R Bk FVI R FK AR K, AT ZE BRI B R AR S BEAE [ 10]. B4,
VWF I8 —Fl SRR R N R ), 78RR T HAKCF T R T 1],

TESNK AR T, VW AMOR ML N R br &8, 8RN S 5 TR . AR,
VWF ] JE i S48 (AR Rk 5% R S SR A 0L/ N 280 B o sk 2 ik ol A el AL B ke () T2 A 5 g [12] [13]6

3.1.2. vWF 5@ REhBkwR L2 E RO X

2 WE SR P A R A5 77722(Gensini ¥758 . SYNTAX #¥53 IVUSYRT T vWF 5 76k fik g 248 ™ 5 F i
IR R 1)e Hr Gensini iF4)+ SYNTAX 4342 H il R H 6 e IR Bk A8 3743 777, SYNTAX
PE53 7 MR R A2 PR AR e R e o AT SE R 2 2, HR VRTINS
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Table 1. Main studies on the correlation between vWF and the severity of coronary artery disease

1. vWF SR RF R ERRERX RN EERR

1% WRMR KW s Bb
GRGEELD
A B 7S
Sonnf’l‘f]ld O SAPIACS B#H  vWFAg IVUS (L P9 8 ) VWE gﬁiﬁf %ﬁa%
N 91 BHEZABIT IR _ IVUS-PAV (I W#AE  vWF:Ag 5 PAV IEAHE, & PAV 14
Kato [15] vWF:Ag
JTHI CAD H# ' MR BEPAEFIE 4 b)) ISR R, HBREH AR TE R
vWF B8 SYNTAX ¥ JF & 1M % It
e - FERERAH < hEERAH < B
XIERE[16] STEMI &# VWF SYNTAX ¥4 RERTIEAL), 5 R B S R IE
i:BS
205 ] AMI & AMI 8% vWF:Ag fll VWF:CB /K-
Yan [17] = 123 157UE1% vWF:Ag, Gensini 177), ZRIME RESTWRA: HHS Gensini ¥
N e vWF:CB ok oy BT RIVERRIEMSE, R a
Fikope A [ A ST 5 DR 3
209 i AMI & o
o K MACEs (ZEARR  vWF:Ag & AMI BT fEG N &,
faren .
I DIES) 28 KCF 5 I MACES H%
Djuric Z[19] ‘Eﬁﬁﬁféﬁ VWF SYNTAX P4y VWF KTt &S SYNTAX 404156

Zi ERTIR, vWF KV 5K Bl ko A2 7 B R B 2 IR A R

KR AE A FRT TN (AMI

STEMI. #&5E M CAD)RIAIE PPl 777%:(Gensini ¥£4r+ SYNTAX 1F43 IVUS)HH 413 BIL0HIE . [EASERT
s&, RMEERSZ AT IRIT R E T, vWF 5B I OCHRAKARAELE . $&7R vWF B 1y TR 97 6% 5¢
VR IVIRAR RAEA N B D RERERT . MIRBERAE B2 [, vWF 1Ry N B2 D e et A ST S S ) U A
BY, HACFTHE T Re st 1 S KRR B AR PRI N, 3X A I R R el AR et T

BRI

3.1.3. vVWF 5 CAD BEFRENXE
KT vWF %t CAD B @ 75 K HmE, L0 aEs —Sgie#E€ 2).

Table 2. Main studies on the relationship between vWF and prognosis in patients with coronary artery disease (CAD)
3 2. vWF 5 CAD BETEHNEEMR

WEARAES iy e Ny i 17 B 18] EEA N FERI
Sonneveld 5 .. - ARFET. OIE m VWF:Ag 214 R0 TR I
[14] HTHE VRN 5] 6130 Rz 11.3 4 - BT KU B
. S B MACE (EZARKE 24 h Al 48 h vWF 7K“F-#E MACE
Fan £5[20] LR 4184 30 R~13 F L T ) eI
Kurosawa 2% ) ARPET. O B vWEF HARAE T AL R VESE
21] RS 140 435 51 R B
VWF #1560 1 pg/L, 124
. H MACE K& T 3.0%; fxtE
GBS MRS 143 1244 Mﬁggg R i 1625 n/L (HUB M
H 84.9%, 5 76.7%). VWF %t
MACE A 8 Tt 4 14
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v E TR, WF & CAD #% FUR A BB T 7, FUKP T8 5 4 B FET O MLAFET 5 MACE
SRR A, ELTE SR R 5 F B T . (ARE R, vWE X BUS B Tl
TR A ATERA A T SRV VW I LGS & SRR B4 I

3.2. D-—B{F(D-Dimer)

3.2.1. D-ZRMAREYFFY

D-dimer J&3CHRAF4E R 1A AP I B FE ARG 72 AR IR R P20, FL I RS T v SR WA P A7 AE T
BRI AR TE 5 4k R P 4T IR 5 [ 23] EAEFRAAAH R, D-dimer /K FARAKGE #<0.5 mg/L FEU); M4{AHN &
A AR TG T ORI R G, HoKCE BT m[24]. ESIK AR UR, D-dimer AR S K
T, FKEFERE AL BES AR E . BB vT B8R A 4 R O ORI B AR, fEFEER D-dimer 7K°F
BT R XM ARE” T BT Sk T R RR SRS, TR R T 2 Rk AR S ) AR b
25].

3.2.2. D-ZRES5ERENKFLIZE B XM

%T D-dimer 5MKp AT REIEMCR, WL RMEFU. TR R —FEE EM,
7y BERIE N R R IR 35 5CHK . Naruse Z5[26]7EF2 2 CAD B F &I, D-dimer /K5 76k ik 55 2 32
TR EAS, (HE5EIhEEEAME, FRBIEE D-dimer 7K F RIS ] B TP I 595 AR B I AH S5 1k
M. SR, Kothari Z5[271%H IVUS WAL E M CAD B FIBTHUSAE, K I D-dimer 7K°F 5RFEHZ O
PRFAFIBE B AR AR B DG, S54RI 2 M. X —RIFLR D-dimer 7K 1f K BEBE LKA
FasEFFiE. Gong Z5[281%4F STEMI & MAT /AT, KIMAELE RN D-dimer /KF 3 & T IEH MR
A, H D-dimer /K°F5 TIMI Ifi#2 G iF4> EIEAHSE, &R g3 D-dimer KV 22 7. 2 R B
ST, D-dimer A& JC & BT I R 5.

3.23.D-—BkE5 CAD BEFEHNXEA
D-dimer %} CAD H#m BB T i TR E . 1F 22 T AHUBT 78 th 75 B 50AIE (WL 22 3).

Table 3. Main studies on the relationship between D-dimer and prognosis in patients with coronary artery disease (CAD)

52 3.D-ZBx5 CAD BETRNETEMR

Tt FAEE Wt it FEA & I 15 e ) FEERI
Kikkert 25[29]  RCT W44 #7 461 34 i D-Z B4R 5 MACE F1k H i R 35 55 35 A0 56
Naruse 25[26] RUBE P BA S 1341 73 4B 1 D-ZRAR S 3 CKD S 0T R 2 35 18 hn
Simes ££[24] RCT 54 #7 7863 16 5 " D_:%Wﬂé%E,ﬁ?gbm%%tmwgi%
Yu %[30] TR 1 BB 5923 {E B HATE] D- R ART 1 S A BT R T KRS 386 in 2 2 A 2K
Chen 2[31] U L 5 3972 720 % RS BB B, M\ GRACE J& Tl &%
) : At
) X N D- BRI BE R NSTEMI 82 5 (3 B sE T gk
ey i 22 )
Li %[32] (] i 14 BA 371 662 {3 B 345 1] ST 50T R AR P T A
. S o 1 D- ARG A HBET OUETESET:. MACE K
Li 2[33] LT 28,537 55t e
D-Z5FAR >0.28 pg/mL 3 5 FERBET RO IR
Jia Z5[34] HIBETEBAZ 5139 54 FET R BN, I D-— AR AT 3 5 PARIS

St G
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IAb, Zhang %3515 Wu 25361 R A LEB FI 25 Z 50 M 84278 D-dimer 7KF 5 O ML FET % J MACE
EAREAGE EA G 25 EFTR, D-dimer & CAD &35 TE vk I E B A EY, s 5l
OUEPESET: S MACE XU 35 AH K o Rpl{E A3 0E 22, D-dimer W] 2 3 203% GRACE V¥4 1 Tl &4 g,
TR AR IE S5 00 A RE SE APt HEBR AF WS R 2R 1) T4 15 D-dimer [A) B S SR IILAD H afil U3 0, B8 7 16 IR
PR FRAE A TR IR T 58 b0 I T EAT MR . D-dimer AU BB - £HEHOE, 385 RAE.
P Gy 1 S A g B VIR OC, IR AR G U V43 (R 2kh 78, FFE iR a7 o B2 0 IfL1s 2 4 SR
(/A R R S AL FE B

3.3. AHEZAUR)FEMBE~YI(FDP)

3.3.1. FDP B4 445

FDP 2415 A T 41 ek o IR s i 2 1 7 AR I 2 MR BRI SR, B35 X B Y B D
FrB. E A BtLL K D-dimer 4. 5 D-dimer AN[&], FDP TG X 73 B AR =W KI5 T 27 4k 5 1 JF b R3S BT 4
A, FIHRRMEICT D-Z8AK[23]. 4810, FDP AR A S S iU, 78RR Leilm R 15 5T (40 DIC
PEE RGO RN RS S . £ CAD BN, FDP 7K Fh s vl e i 4F 4 85 1 5 1m) 28 4 2 1 e A ) PR
ok A S B A0S . 5 D-dimer AHEE, FDP 540458 H E /KPR A2, Al Res i B s v
FRISE 5K [37].

3.3.2. FDP 5@ R FEIEE R TRHX R

Corban 55[38]99NF e CAD B3, RILIMLTE FDP /K5 jeb ik ok AE B H £ or S R BEAZ O AR 2 1F
F2%, 1 FDP /K- HBEH A A7 2180, 2 IR [BHR R FDP 2 BES S IR T R 1, HAZ R BRAE
ACS BHHHENEZ . Simes F£[24]4E LIPID W 7L & D-dimer 5 FDP =i,  $27s P ££ 15 T
7T AT R EAT AR EL. 2RI, T FDP Rp S PR, FLAE CAD FUE VPS8 B HTZHT % D-dimer Fir
B

3.4. AHEFERREFEM)

3.4.1. FM B34

FM 2 85 I A 41 4 25 1 B A A £ 4 2 1 Sk 2 v () S v TR0 P24 . FML 2 F0] R R B T RNV 1
YRR DGR, W] S4EE O EE FM S5 G T I AR 4R B AR S S [39]. 5 D-dimer A
[Fl, FM S SULE it I 2 BB B 7 (1 T L B ——YE SR 4 B (AT 2 1T, BB AL RG0S 2 11
I, FM 4y ] 5 5L R b S At o L A v 1 RO A 4 2R TR R [40] 03X —REMHEAT FM 78 5 1A i e i 0 v ek
BV AN E . FM AOR 4R IR AR, KA SRS 58 001 i Mg, SRRy
BB R 5 M /MRZ AR (U35 K allbp3 . GPVIVHEAE ] LA S S 4798 R G0 PE[37]. X LEHLHIPEIN
A M LE Sl AR P25 mP I R S FR P43t 17 R i

3.4.2. FM 5@ R REEE RN X R

KT FM 1E wBIR BN K Hh B S, 2 DUt F 48 it 7 3 24EYE - Brugger-Andersen 55[40]7E STEMI
BEPRRI, WAIRITE FM KR EF &, AR wRs kN NGIT(PCDJE FM FHEfe s, $iR
16IT 7 AT EEIA FM ZKF . Teko Z5[4117E AMI B LS R], FM 7ER0% 24 /NN BT, 24 & 48
AN NIRE IR R, KW FM A[AEA AMI AP S WP S8 . Refaai 55 [39] 1) R 40 R EifE t, FM fEIREL
PE IS P& ML (DIC) Bk A AR FE(VTE) A o AMI H 38 A IR FAE, (H B AT S Z A fb i
Wi, XRHEERS . Guria %[3711 RGLiiRdt—PUEsSE, FM 72 AMI SRR T+ e, JE a7 i
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ML 3 DAL, BE D-Z R TR mis Witk k. 25 1, FM A8 AMI RIS 20 /2 B
RO R, ARSI T 2R bR A Kk = 308 FH AT (4732 I R 1) T g

3.5. SRR SR AYIER R A HHE

Bt - 2R bR ETE CAD B VRS AT 00 b S e s, (BB A E BRI . vWF R
B IhRE S RADIRZS, EXF AR T B A S P e K D-dimer BURE 5, A1S24ERE . B OhRES LR KT
FDP BB I (E R S EAS L s FM ] L) S e ofn Bl % 1, ELRG I v i AR AR vk . IR, 2 AR BB
BRI BONTRAN R —FRFR AR ST PPAN RURE 1) EE N

MR ER A BN, PUFhR S5 A0E T R T AN R B vWE 25 VMR FIAEREF, FM R
Wt I 2R R AT 4 2R 1 R R, D-dimer 5 FDP MIAREIAZ BEET 45 28 (A (B fR . B6A A m] S BN I
B S E R ARSI, Fie ERE R L A —Fe b o T RS

H BT A B0 R T BRI A R B - Guria 2537100 R Gi4siR 5 1, FM BES D-dimer ¥
AT HEr AMI 2 W B0 UERRIE, AT S it i BE s Ve AN LT 4R 2R 2B IR, 5 33 IE SEAC B AT 4 B (L I A,
HHAMED TR RSB SRR, € ACS BT, RN vWF 5 D-dimer A BT M A R 3545
RIS 57 A S 4 B2 255 PRAG AR B [17]. b4, H it Fide st D-dimer 55 GRACE 1F4r 8¢ PARIS ¥
DA, AT S ACS B K WITUS TN AEE[31] [34], XS RS B S AL Gl R AR
PR T AR “EWEE” .

FUEBA R SREnE UL BT 5, B alisk Z 0% vWF. D-dimer. FDP. FM U3 A B H K
FUBLIE PRI 7 . DA UEHE 2K B SR — AR VB BB A 00T, DU AR 4 [ 20 Ao ) 8 75 $ Ak a2t 1 11 93
JEE R BAEHE T R EBE AT E . A EIGIRTESE T RCR AT MIECA 77 55 R A, AR —
WARTC . FESIARHEAN 1) 2 bR S A G Aar A4 22 AAH R PRI PR R SRE BRAE,  HE BT — SR AT 5 € [ I PR
FERAIAZ TS

NRRh FIRUESEGR T, HEZDEEE I AT IR A S, T A SCERFE DA N BARIBUE R L (1) F2
EME CAD BEFIKIANK S Z: HEBKSHKN vWF 5 D-dimer, 345 F D-dimer 5 & FIA (2 TR
BT BE PRI FOAE S o S8 BB T K T AL RE B 5iR) . P 38 R TH i, T 2 R A AR I B e UL I
/IMRIGIT(DAPT)I Ko (2) BBl ACS IRZ RS W AR FM 5 D-dimer. FM £ 2 %0 LR
FERAR R SA N ) BP S T, 1 D-dimer FHSAEAA S o @2 B0CK FM FHE S D-dimer BIYEAE AR
PRI P B, S R IR AN S g (<2 /) 451X D-dimer BHPETT FM B, o RIUGE
IRIZ NSRS (24~48 /). (3) PCT RJGHURTRYT S S K MM R 8 HEFESDAS IS vWF 5 D-dimer
(WIARJG 30 K& 6 M) PEHFESLETSH U LIRS RN MR fom BP0 T R B B /e, w25
FE¥ DAPT M 12 MH KR 24 D H B G RFIERIRID I, SRR 0] 45 IE7E3E1T (1) PRIDE-ACS B
HUGHIEREG Beit, AR P& T RGO HAT Rt . (4) POFfbR S & (B EANE I : B UOT AT
WEVERAFIRE 78, R LASSO [al AL AR AR 1% S AR S A, FF LB R A R TA% 90 ARV 55
(W1 GRACE. PARIS)f#i 570 5 PR EU(NRI) S 2R 55 i 28 70 A (DCA) Yl PR 4 3R 2

L EPTR, AR AN R SR A T ARG R P SRR AR (BB IR B A 5T, AR SE T R B AE SR Bk
TS BRI BERES,  DAPR AL = S R AE AR -

4. HERERKRE

2 AR, vWF. D-dimer. FDP & FM {ENEEIL - 2F8 RGMZOA 5y, WA FIGERE BT iR 3)
ik SR A A A AR TR I R e (R OGS B EA T . vWF EE B N B2 T REREAG 5 2R, HoKF S5 BEH i
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fiuf S BAAS R A UIAH DG D-dimer 1E A R4 58 1 I e PERR AR =4, 5 A i fer BB 5 42 %
KO T2 R EARBIEARDS; FDP AR, (HIEVAN 2 B W4 E S 7 i A A — e MME: FM
) A1 G S FLLE gk I 2% 0% AW S B, E AMIT L3I I 5 XU 20 J2 o s H kR e 3

AR, HRTIENE DT ZATIN. B, RIE 2 bR SRS R bR dEL S 5 X 0] 5 5)
ASWMA R, DL IR —FahRRe AN R i . R, NP AL, 2t RIS, REKIE
BA R SRS TE CAD WU 73 |2 5 AT R IS EAME . BARTT S, MR SEERER LT AT AE RS ]
A (1) vWE/FM EUAE 2 75 58 LU 5 — 8 5 o 1t 000 Al FH At T SR 2590 I S8 BBl R AR AR 2 (2) — T
s P i BT RS BE 75 30 IESE T304 D-dimer /KPR LI IE YT (DAPT) I FE(B 1, D-dimer $F
4 > 0.5 mg/L &¥ DAPT fEKE>12 AN H, 1 D-dimer IE% E 4 E 6 D A)A R 242 (3) B
A K vVWE | D-dimer. FDP. FM U J£K F LASSO [l VAF 2 PR Y, 5875 EL AT () GRACE 5% PARIS
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