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Clinical value of the dynamic monitoring of blood coagulation and fibrinolysis system in coronary atherosclerotic heart disease
Lin Weihua', He Yan' , Huang Xiuhong' ,Chen Huaying® , Zhu Cailan®
(1. Department of Cardiology ;2. Centre for Clinical Laboratory ,Central People’s Hospital of
Zhanjiang ,Guangdong 524037 ,China)
Abstract : Objective  To explore the clinical value of the dynamic monitoring of blood coagulation and fibrinolysis system for the
diagnosis and therapy of coronary atherosclerotic heart disease (CAHD). Methods 152 cases of patients with CAHD (CAHD
group) and 40 healthy controls (control group) were enrolled and detected for the plasma levels of antithrombin [l CATII ) . protein
C(PC) , plasminogen activator inhibitor-1(PAI-1) and thrombin-activatable fibrinolysis inhibitor;activity(TAFI; A). Results Plas-
ma levels of AT][l and PC in CAHD group.,before being treated, were lower than control group(P<C0. 05) ,and those of PAI-1 and
TAFI: A were higher than control group(P<C0. 05). After therapy.only plasma level of PC in CAHD group was lower than control

group(P<C0. 05). Conclusion The detection of plasma level of AT ,PC,PAI-1 and TAFI: A could have certain clinical value for

the diagnosis of the diagnosis and therapy of CAHD.

Key words: coronary disease; blood coagulation;

56 R Bl ik o AL B Ak 4 0 IE F (coronary atherosclerotic
heart disease, CAHD) & f 7 Ik 3 ik i #£ i 4k (coronary ather-
osclerosis, CA) T 3 S0 9 B8 A B8 ol 48, 80 B I 7 79 B 4
3y e B 2 Rhob DG B AR Ak R R B I R AT R G L
A, BMAHERSENAILS CAHD IR A HE 2B HMN., &
SCE AR CAHD J85 &8 1ML BT e B 407 R W0 W 0 F i
AW NEE M M 27 95 & G2 W 07 T AR 5 30 CAHD B3 1k 1f Bk
1.2y RE R A A L LU AN [ 253 CAHD fB 3 /I IRV 9T
VR YT T 5 B R R K s ) B AR A
1 #EREHEE
L1 — ¥R 2010 4F 9~11 F A B Lo N B B0 s 1 47
Wi by A B A 152 Il (CAHD 41, 534 83 i) .o Pk 69 4], 4
39~76 % VX 57 % WA A A T A 40 U A Y I R v 4
P Y A0 v [ OC F CAHD iy 8 K2 Wibr v g2 i . o BRAL K [R] 49
TABE A AETEH 40 0], 55 L4 20 B, AR ER 33~72 %, V-1
53 %, CAHD 4 Ko xf B SE I LRI 22 e B g it 2 B X
(P>0.05),

1.2 KA 514 MULTISKAN MK3 4 [ 3l §§ #7 ki il 42
(Thermo Electron Corporation, 25 >%) . LX20 B 4 A 3h 4= k4>

*  FEATH BT R TR I E (2010e3115001)

plasminogen inactivators;

antithrombin [[I

PrAX (N 78 &, & D, HrEE Mg [ Cantithrombin [T, AT .
A Cprotein C,PC)  £F 1 g J5 35 1% 9 70 il #-1 ( plasminogen
activator inhibitor-1,PAT-1) | #E Ifil B 38 75 (19 £F %5 300 6l 4 35
(thrombin-activatable fibrinolysis inhibitor: activity, TAFI; A)
K A6 B W TR K AR CADLL 2 ED ,
1.3 5k CRAEMEFE U B & CAHD 41 #3697 /i KR IT
3~14 d J5 75 JE I # KL % 42 A 0. 019 mol /L F 45 2 411 471
BER O+ 1 P K 4 i A S BB R R4 C K MEF
4500 gB.0> 10~15 min, L L2 MK 50 % T EP &, L 21 F
—20 CURFERFA . LA A U T B0C 8 R A7 1l 3 B 280 & T 37 C
K RLAE 10 min, $2 A ES B R UL 5 k47 AT PC . PAT-
1. ATFL: A k&,
1.4 Stz b B SR A SPSS1L. 5 #4217 B4 4 1 2% 4
Bro HRER L (T2 TR, A0 B R A ¢ f 3, P<<0. 05
W A 25 S e 2 3
2 % R

CAHD 4887 i Ja S A % ATIN .PC.PAT-1,
TAFLKG 25 0L 2% 1. Hh,CAHD 4B F Gy a3 AT
I .PC KA F X B2 . PAT-1, TAFT: A /K &5 F % R4,



« 1280 - PR 3 [F

2675 2011 £ 8 H % 32 %% 12 # Int ] Lab Med, August 2011, Vol. 32,No. 12

*®1 CAHD AEFBITRIafxtBAMmMIE AT .PC.PAF1. TAFL: A & RELB (7 +5)

21 5 n AT (%) PC(Y%) PAI-1(U/L) TAFI: A(mg/L)
Xif 2 40 113.04:27. 2 107.24-24. 3 16.241.8 21.748.1
CAHD #3857 i 152 83.7419. 8% 97.1421.6% 24,643, 2% 37.44+13.34
CAHD HikI7 )5 152 110. 74-26. 4 99.3422.5¢% 15.941.7 22.948.6

# . P<C0.05, 5% 41 b #% .

3

CAHD #3229 M 2 2 #8521 38 3 50 0 PR AR
Fe fUBE I 2R 0 0 PR BEAIR . PO BE R S0 32 B 40 45 BT BE i B Can-
tithrombin, AT) &4t .PC RFEMEH S(protein S.PS) &4 . H
ST AT PC F1 PS 515, PC & & Py 5 %2 1Y B 3 2R
P G I P DA 2 5 R - B AL T 10 A S O R
BERZS B R MARTE W . A5 BoR CAHD & % 56 4k 3
Jikoge s, P B 20 M A5 45 7™ T L P BT R 2 MR AT AR AR R L DT
6T BE R G B IR R IE R, AT 5 8 X 45 &
FHEum SR B TS, MK ATI.PC K2 S5 £ 0
N7 9% 9 4 U0 A 6, 20 3l ok o e e Ak i P s L P R I
TV 50 I I A e ZE G AT T L AR TSR R R IR YT
# CAHD £ M3 AT . PC AR T & (P<<0.05) . 42
ARTEA AR TE B AH 5G9 TP, 3% AT I L PC K- 125 e A
B UGB HOBE I 4 AR 9 A8 Ak 5 CAHD B MG PE. A BF
AR WIR AR 0 5 3 AT PC 7K 14 98 20 A8 %l 47
B AR AT PC #E CAHD & 4 58 B AT HH 80 B 2 520 o )
T CAHD iz Wi .l ol /25 CAHD iR 57 #8 5. B A AL iR 7
ALK IE . ASTFIE R . CAHD B FIGIT 3~14 d |5, 3¢ AT
MK 9% 2 % 0F % Ja /L i PC K EBA FF . HZEHE ™~
AL AR IS R L L3R PC K E 5 R R LA 25 A A B
FEX(P<0.05) . JLHEIEE M, HEEm N 1 VA
BAHE i Al )5 T PC e Ak R Ak R 2 1 -1 A PCL AT T
FEH 21 PC, 1M 2 HE R & (1 -1 1k PC W ARy — R br e A i@
ot 3 A3 R AR S B R VORI, O ek AT O PR AR
HE AR AR LT T CAHD S35 i AR y7 A0 .

CAHD £ % B il ¥y § I 3E A 4F %5 D) RE AR T, 42 3F 3 Ak o8
FEBEYIE B, 1B 1 BE (L HUEE R ARV R G R IE 2 N AE
TE B 50 0 B IR A L MR T RN Ak R VR IR TU . 3K T R
i J5L 34 0% 4 (plasminogen activator, PA) 5 PAI 45 R A& WG
PR 5 Bl AV 1 B 2 Y 48 . TAFT Jg — R 27 4k 3 1 I
AT AT 5 s 2 e S O B AT R R AR R AN T
F 1Al W, CAHD B F BT T M3 PAL1. TAFL: A K P& F
@t (P<C0.05), 5 XL 104k 18 — 3. 1 H, 3% PAT-1,
TAFL: A KTV ZNIGIT ENBE 2 ZRRBITE.
CAHD 3% LK TAFL f =2 (H A L i PAL1 KCFH 24T
T2 0, vl Re 55 W A% 2o BE T 3 By 7 R B O A ¢ . CAHD
U AETE S IO e BE A0 K M8 PN B A 45 49 . T RE S I A Y
-3 LA S B RE I 48 55 . DT (5 B 1M 5 £F T D RE ZE AL L 304
2T 7 W DR R S T A BT U O PR AR T, TAFT 2 541
(AR B I 0 2T 9 5 U0 RH G 1 ) 4 TR A S BF 90 3R B B 3R O
N B I LT R 0 A AL TE Bl K 0 AR I i R e 4
FAE ) PARLUTAFL X0 1A 509 (4912 W7 3505 40 1
JuHxT CAHD 912 W 43 B | fa B 43 )2 BUS J4 7 &% 28 2 5 4k
Bk AT G B TR AS TR B I KA TR AR SR

£ LTIk CAHD [ PR A A7 75 5E I £F 9% 2 58 10 e 42
56 UL ) R 4% SR 107 27 95 335 1 32 40 ) A AL A4 AR 0 R 35 L I R
A1k T o R R oy VOIS S BOHRE AL N 2TV R R B A T v 3 B
KA AWETEH R 4 Bl R W) AT T 0 LA B R R D2
W7 4 T CAHD g (957 200 I B A 3 2216 R L.

£ % 3Lk

(1 R EE R3O $E M5 HUEE I (48 B0 WA LM/ /i )s 18
SC A I AL AL b B R R [ PR R R R A R
B R, 1997 :125-145.

[2] Bauer KA. Duration of anticoagulation: applying the guidelines
and beyond [ J/OL]. Hematology Am Soc Hematol Educ Pro-
gram, 2010 [ 2010-12-25 ]. http://www. ncbi. nlm. nih. gov/
pubmed/21239796.

[3] Kinoshita S,lida H,Inoue S, et al. Protein S and protein C gene
mutations in Japanese deep vein thrombosis patients[ ] ]. Clin Bio-
chem,2005,38(10):908-915.

L4 SRR ML TRAT, 5. 20k i i A% 1 2K 0E J8 35 B 1l 47 9% R T ik
AR GBI FELT ] T H R R4, 2009,2(1) :41-42,

[5] Imberti D, Pierfranceschi MG. Successful protein C concentrate
administration during initiation of oral anticoagulation in adult pa-
tients with severe congenital protein C deficiency: report of two
cases[ ] |. Pathophysiol Haemost Thromb,2008,36(2):53-57.

(6] &R, SlkoF, oy e il , % S O BHIE S MBI RE X R
& RBEFELT ], 2 m P B 2 B 2 4k, 2009, 6(3) : 1-4.

[7] Kostka B,Para J,Drygas W,et al. Antithrombin [[| activity in the
elderly-association with cardiovascular disease risk factors[]].
Przegl Lek,2005,62(Suppl 3) :35-38.

[8] Kohler HP, Grant PJ. Plasminogen-activator inhibitor type 1 and
coronary artery disease[ J]. N Engl ] Med, 2002, 342(24):1792-
1800.

Lo 2, 1 A0 . 48 I /6 5 15 10 F Vs 00 <11 40 5 M DR 5 G R 1) F 9 3
JelJ]. 7 MEE25,2007,38(2) :11-14.

L10] g4ty £F ¥ W IO A il 700-1 5.0 A s L) 1. 0 il A4 05 5
PR ,2009,30(4) :696-699.

LU V7 S B o, 25 KA L 55 58800 5 FE 7 BB 100 TR 8 05 10 2 00 ol 40
S5HR%mAFE RS A5 ki 4%, 2009, 15(5): 211-
212.

[12] Leurs J,Hendriks D. Carboxypeptidase U (TAFIa) ;:a metallocar-
boxypeptidase with a distinct role in haemostasis and a possible
risk factor for thrombotic disease[ J]. ] Thromb Haemost, 2005,
94(3) :471-487.

[13] Schadinger SL,Lin JH,Garand M, et al. Secretion and antifibrino-
lytic function of thrombin-activatable fibrinolysis inhibitor from

human platelets[J]. ] Thromb Haemost,2010,8(11):2523-2529.

(e H . 2011-02-25)





