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Abstract

Acute coronary syndrome is a serious cardiovascular disease that can be complicated by malig-
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nant arrhythmia, acute heart failure, and heart rupture. It can often be life-threatening. It is a crit-
ical type of coronary heart disease. Early diagnosis is critical to the treatment effect and subse-
quent recovery of the disease. This article reviews the early diagnosis of acute coronary syndrome
by new molecular markers of thrombosis and hemostasis.
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1. Bl

S R Bk 4 A 1iE (acute coronary syndrome, ACS)F2& PAREIR B K ok AL AL PELR B 24 B BE 12, 4k R 5 4k
ANTE 4 P ZE A AR T A3 BRI 1) — IS R Z% A AIE, A0 45 AN AR € 8.0 & (unstable anginapectoris, UA).
ST BiFa @ By U JUFESE(ST-elevation myocardial infarction, STEMI) &% E ST Et#A = 24O U S (non-ST-elevation
myocardial infarction, NSTEMI). WFFCUESE, WM. 2 - B RGOS 2 75 K S e %
B ACS KABEELAT(1]. HET, OUWREWAERK N Z, ) R T 0 VLG5 475 5 4 fefs
W2]e HHILLHURE SRR, OGO E KA TA T ESGE B RBE, AT O U B8 8 A0
TAAREEE, 25 TR IR R AR ) Ui (R I AN, Tovidb T RS W MG R TR 29 R o W RAE
FUHAR AP Bt BR IR B 3R 45 T BT 10, XD O AR e BRAEIBEZETI AR TR kAR ZE . KR
T B EEImIKE L.

I RWFFRR], BESAL R AR TR e S IR SRS AR 25 N, SO UBESE ) 0 5 3l ik
WA TE R RV FEDESRBRE R, A R A0 2% 25 e AR T2 s PR B B A Y e 4 i 286 B 811
B FER IS, kA IAEBE IR NAFAZR . 25 ROAE SN B 1T FH 05 ML FR b 4 L6 )5 1 18] (prothrombin
time, PT). Ak 70 4k 1Ly BN 7] (activated partial thromboplatin time, APTT). #E IS [7] (thrombin time,
TT). D-—54&(D-Dimer, DD). 4[4 2 [ )7 B %= ¥ (fibrin/fibrinogen degradation products, FDPs)%%, Xk
MR )N UK, B DR O H R L. AT RO R, I P B 4 i 2 TR B
HRVFEZE, A AR E E(TM) BELEE - PiRt s S S YI(TAT) HEME-o, AR R &
PIPIC). LA VANEIEWITY) - LA SIS M- 1 5 A Y (-PAT-C) R IR Y piiod R e = 2 ) i A
BPRESIr TAREY), IXEEML . bR EW IR B T M A PR 263 1) 532 it A T3 o

AW SO AR AR B BIBE T AR DL IR, B e e Ik &R & 0 1 F 2 W i o7 S A i) J8
%

2. B M5 1L MRS
2.1. [M#23E352&E A (Thrombomodulin, TM)

TM R UL R AR BT IR TR (1, TRk R T LS T i 3
P31, SRS R I FORILBGT (), EREBOT IR B C (POMSMBI T . {13 P11 BB,
{570, TN S B R FR LA, B ef T Ve SR A, BT U A R . T B

il
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T TRETEHER: © TM ZE MR ZA, H5E LSS R EE - &iE-PC 2
A im0 e B ) PR A, DR £F I A0 Y (thrombin-activatable fibrinolysis inhibitor: TAFT) IS, {2
BEA G S AR I B AR, RIERAVEVER s JEE SRR T™M 2 SELr 48 Ad i) B, K
WREEH) T™M XL 4E R AR R TR ER4]: @ it 5EMmBER R &), (%R G et
PRAEMEES; © MAHET RO S5 EELS AR kg MBS L E A C (PC), WHILINEN C (APO)TEE
B S (PSHIEH T, AILMEAENLE T Va IR T VIIa 3%, FE45GFT Xa, $0H] Xa 540 5E G 5 m &
FEPLEHER: @ EARRGEZAPAR)E TM il 554 BEIEG EAAL A, Rl MR & i . [5] [6]
WU DL, /MRS D e Uik & LA N B A AR A 7E ACS A it EBEAE F (7], BEIHZL[8]5F K I,
BE 15 TM IR S s s, x5 AR E Y AMRIE O, BLEH TM K EEAE 5 560000 K AR
AR, T HAS e o R R R I RCRE R AR ARG, X ATRERN TM IR FE e S et IR B Ak i 5 L, P R
ARG R . BPERIR TM /KPR S et O S5 38 9 R 45003 B R A b, R VAN Seb tR 20 Rk fi £
EFEREBIFERFR[10], FLIR BRI S BR ACS (19955748 7™ B 2 P Rt ko A8 Y [, %F ACS BB I TS A — € 1)

TR
2.2. M3RZRMES - HrARMEEE SH(TAT)

AEFAE DR AN AR AR b B 1L (thrombinT) 4R 2 4 Hi € I B -111 (antithrombin-I11, AT-IIN) LA 1:1
(LI S5 A A Bk TAT K3, DAAERENRSEI R E , WOR M BB I 1Y & &, Uk 2 TAT
KPR DA TR) 2 s B gt AL R 1) A i, SR AT B R PN () R RS o J0 I T 1) IV S AR, DRI B
W5E, 0 TAT BB IR 3~15 2 BP T REMS I . TAT I 5035 35 0356 ML P9 45t 1f 22 G2 i LA
TR, $Em AR TE O RSE, f DA S N ARt LT g« Mair 55 A& 31, S U JE (A cute myocardial
infarction, AMI)##, TAT BB EE T (cToT)FIIEREEE-MB (CK-MB). UL 85 145 5 N
J&[12]. 15 TAT #) AMI & ATREA LUK A IRSE[11]. Bk, TAT /KPFAEBIT AMI B2 W L Tis
FIWT . PEEER[12155 W TE I AMI 8 4 TAT /K-F B T IR E X R ZH(P $9<0.01), HECESRRAET. A
J7J5 6 hy 12 h ) TAT WKEERKIL, ¥#E 6hTAT FIKELLLIEAR AT LA P b, MEdEAe 12 5 %, 5H
WA SCHRIRIE — 3. BB HF TR IL[13], BRMLEEE AMI RAER L7, whEdm, XMFmnae e
15%~25% AMI 8 i He o KA B ZE ) B 25U, 3275 TAT vl Fldll AMI BB E B TEIT 45 R - 28 BTk,
TAT KA K B2 WEEA B T RIS MR B L R Z 2k, T AMI BRI J6897 K TS AT
A HERE L.

23. AEEE-o, AREBINFIESM(PIC)

A RERNE EE A TRE, 5 MIREEAEEET & NGNS PR R UhUEKRAE R
Kb, LR RGEOaE T & A A, M EE. PIC 2 Pl 5l ML ERFLL 11 28I
W), &S R AR IRES ARG R AR R0 TAn &8 ARV BEAE LR (1 2 2 A JE M PIC
PRI 6 /NET, @I IE ML PIC BMREERENS T ARR ML SR B0E AR 2 . PIC ARREFVE RIS,
YR AITELHIABEAE R R M8 FDP 1 D-D. 7E 2t MRS &IE T, YRR RR SIS, H
BOFEYI PIC B THE . BkAE[14)5 56 0], PIC Xt &k UV FE B A 5w B2 B 5 (AUC = 0.909),
PR PIC MENLFIAREEALIR T, BB AR TS SOS W nE . St O VR B B 35 17 78 B R IS XU
CIUbR A7 2 s 1] P X ASTAl ViR XU, {5 PIC /K sh&AR A B I PR [ A= 78 J i 1) A P A —
W dIIRESIAD AP 5
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2.4. AARIATRERR BRI -ARERAEIIIHF-1 E89(-PAI-C)

FUEE VAR NN AR B ARV IR D ROE M AT 4 B B AR . IEEAE LR, R R R4
Vo T DA TGV M 10 £ i i S A7 AE o F I3 PAY 7 200 PR S 80) L3 10 4 2 28 5 g i 355 77 (tissue plas-
minogen activator, t-PA), & MLV EHEBEIREGE N —F, REOELE RGN EEY L, W2 NIETEXS
PRI B SBR[ 15] [16], 5 AR B S0 F 7 40 B R S P03 770-1 (PAT-D)IGE L 1:1 456, &
JAL R AT Tl S B - AR B SO I 7R - 1 A PI(PALC), ZE SR RIE RG> Thr
W, R A IR ETR R TR S . -PA BELAE J1BRAK AT BE -5 A Y I PR ot A R R 57 i
THRESZ AT I 17 24k it 77 HAh A R 10 I T AR R, P9 B 0 B 1 IO B 4 Vi Bl A R A il
JEBEEEF(-PA), TEA AT L 2545 A2 2 BT AR AR [ 18] [19]. 44 [ ThRESZ AT, t-PA BEBUR A [15],
TEMASTE R R, A% SR 30 N R 200 B R 5 t-P AL 140308 P58 R R P e 348 o ifiL A4 v e il 2 e e A FH [20] [21],
YR58 A AR A Lk SR T BOE J2 KR ARV R o AV B S 0E B 2 4 B 1 PR AR R R B B T =3 P A R R T
F LB Ja P2 A A ) 2 ISP, X AP 2l ¢PA 5 PAL-1 JERE AWISEBR . IXFEFE RGR
M IAELE, 18 BRI Y Tk, AT R BNIkiEZE[22]. IXFhRATCESG IO U BE fE B I8 25 oo 46
BAEH .. —TUATHETERT 70 R I AMI 41 5@ Rt A, A2 e B O 4LMI LE +-PAT-C & THE, (HIER IR
30 d J5, AMI 4Afs e B e s 2 2 1) 22 R AN 25 [23] X RBLT +-PAL-C A 1E N AMI FHiZ W 4+
PREVIRIANE . JUTURTHEVERE LA 78 SRR — AN A, BIZFE A7 40 PAL-1 A -PA PR30S 9K BE W] AT
W AMI ARG [24]. AW TR TN R 0 M 2175 58 7700 58 2 — S5 K [ TR0 S O I oA AU (1)
BTIE[25]0 AR RTIRAS LS RG0S PRI AT B8 /2 ACS B EE MG EMdE, I iz vy
REA Bh T8 T e O AR B P IAR VR 7 [26] -
3. &%

TE B 50 M RO R gm BRI O B M pR e 2018) H1[27], 48 H B A F ELC i 3 I A A
LN 2.9 12, TR BEHAHREREN, TN ERERIET NS —F, HEWRERIET A4
T Bt JEgit, 2016 FRMOMERIET: H AL T I L EN 45.50%, 37O M FET: (5 4R AE
ToILER N 43.16%, BI&E S BIFET-Hahf 2 FIAEF O [28], FHIRmisbr g a T, At 23
TR, FEan TR E AR R LA izt b X R 5 2 B v TAEAS N BRT, RERAHX BEST
Piib T35 5 7KF, 3T 20 UESEII /A NVRITREIAN 2 o BRI, I IR B AR 7 F A SR I, 2
S5 FRAT R BE IR I () R I R, e At OISR R A, AR AEREZE R A 5 5 ROAFE RO L0 A
B IR S (LSRR B RES LE O UL S LB BRI O U Y B R SO AE . X DY MbR EA7E AMI
A MR B W TR R, AT DUVE A0 2 Rk ol A R 4K B2 AR T G 23 T hs £ 4
[ B A I B AE SR TR S B PRI, R BT DL SRAS YA 97 75 2 1A Rk [29]

4. RE

TEHEH, TM. TAT. PIC. t-PAI-C £ Lok B2 W vh FO/E B WA 5], JEHAE ACS K2
H—E M E, (AR AR AR S KT ) Bh 25284k 2 AR S B R 7 6 X I W7 08 A Fdk— B 7L,
FrCLE 5 2 M NFER S SE OB, 2 Hha I Z8 I LRAIE, S ACS B2 W AT VA S AL 45 i

SE
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