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Analysis on detection of Hcy,vWf and TF-PCA within 48 h of onset in patients with coronary heart disease
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Abstract; Objective To observe the change of serum homocysteine (Hcy) , plasma von willebrand factor (vWF) and whole
blood tissue factor procoagulant activity (TF-PCA) within 48 h of onset in the patients with coronary heart disease (CHD). Meth-
ods The relevant instrument was adopted to detect the level of serum Hey, plasma vWF and whole blood TF-PCA in 300 CHD pa-
tients and 100 individuals undergoing the healthy physical examination, and then the statistical analysis was performed. Three
hundreds cases of CHD were divided into the stable angina group (SAP group.n=96), unstable angina group (UAP group,n=
100) and acute myocardial infarction group (AMI group,n=104). Results The Hcy,vWF and TF-PCA levels in the CHD patients
were higher than those in the control group.the difference was statistically significant( P<C0. 05). The Hcy level:the AMI group>
UAP group> SAP group, the difference was statistically significant(P<C0. 05). The vWF and TF-PCA levels in the AMI group and
UAP group were higher than those in the SAP group with statistical difference(P<0. 05). The Hcy level in SAP, UAP and AMI
patients complicated with diabetes and hypertension was significantly increased compared with the patients without complicating di-
abetes and hypertension, the difference was statistically significant( P<Z0. 05). The vWF and TF-PCA levels had statistical differ-
ence between the UAP group and AMI group(P<C0. 05). Conclusion Routinely detecting the levels of Hey,vWF and TF-PCA has
an important clinical value for the diagnosis and curative effect observation in the patients with CHD.

Key words: acute myocardial infarction; stable angina pectoris; homocysteine; von willebrand factor; tissue factor pro-

coagulant activity

505 CCHD) J2 5 4R 3l bk i 48 & A= 3l Ik ok 4 £k 05 4% BIfEBE CHD %, 5 164 ], 4 136 i 4E 8 46 ~77 %, Ty
| A I T e 74 B 2 s o JUL R . E)%iﬂiﬂﬁliﬁﬁ‘?ﬁlﬁﬁ L (62.4+2. 0%, Jifi RETERIIKEZ DR B0 1 mE
JES o R R R B ) TR e R (Hey) 43 X Iff 8 B o ok 363 443 » 12 WeZE =500 . K Fr i £ 3 1 1 R 3R B L0 v T B b 4 Oy e
E AR AT . LA I AR DR (YWD 2 I A P B AT A OG0 (SAP) 41 96 4], A Fa i L0 8 (UAP) 41 100 ], 2k
HyL R R REER T, WAL E T (TH K TF  UIUESECAMD 4] 104 6], A2 WifF & A OGS Wibn o . HEBR
JREEETE M CTE-PCA) 34 1 J2 M 48 T8 iy T 3R 00, A sent JUTE B AR RS PR B L b ™ O i A L FROR R
300 {4l CHD H 3 &9 48 h W IMTE Hey. 3¢ vWF /K & 4 1f WG BE 2 N AR W R BUBE B L /N L R B SRR
TF-PCA #EAF KT, 355 100 45 {d e XoF FR T LL 88 40 47 - 45 7o FHIRBUABE 100 9] fA A £ B & 45 S X B4, 55 55§, &
B F . 45 1) AR 43~75 %, 1 (60. T2, 0) %, BFFE N 4 TC B IR
1 BRE55E 995 e I S L HEBR O D BB SRR . 4 AL L AE 4 AR
L1 YO ECAREE 2010 4E 1 A % 2014 4E 12 4 s00 T ILBIEREATHAERILP=0.05) . AAT A AL

EEBN XL L EEHIN . FEAFIRR M AR, & @EIEE . E-mail: mingjiezhang1 959 @sina. com,



e 484 Er b E #4074 2017 42 2 F % 38 %% 4 ¥ Int ] Lab Med,February 2017, Vol. 38,No. 4

1.2 Jrik CHD BEHTE 48 h Walis, Hola AR M 4 | B
BRZ Y. ABEH 2 KU Al 2 I #E kil 8. 8 mL, xf B 41 =5
M 12 h 5 #ECE K L 8. 8 mL, H 3.0 mL B & HIEEE T .
3 000 r/min B > 10 min, &0 4 18 em, 43 B 1ML G, %
Aecroset £ H 3l A A6 43 BT (38 EIAE 55 24 7 A7) AN &)
JBT A I3 (A 3 Ui A W AR By A BR 28 ) 48 448D &l Hey sk
W S ECL. 8 mL B4 0.109 mmol/L Myt R 4N 0. 2 mL By&
B E 5y 8 M5 8 ST A-compact £ B 3l ifiL E 43 B 4L
(% [ Diagnostic Stago 2 a4 7)), % i LPEITA ¥4, £
W vWE 7K. B IR BT 48 iM% &% 3 Bk ) 3 B Diagnostic
Stago 24 Fl A4 77 s A ML 4. 0 mL, i F BOCA 2 [ 3 if #E 1%
CRBUH IR 2 ) A7) A B30 BT 468 77 il GRIU i A w42
K 42 1. TE-PCAS 5 K B0 AL (Centrifug5810R) K Py 7
R (LPS) 73 5 i # €] Eppendorf 24 w] Jz 3£ [F Sigma 24 @] $#2 4.
L3 HEib-#hb B SR ] SPSS13. 0 ¢ it 2% 4k 3k 47 58 it o>
Bro THEEOE DL T s FoR A 25 7 ECR T ¢ KT . £ 41 1]
FeB R B R 5 250007, P<<0.05 #AREFHFHIT¥EX.
2 % S

2.1 %4 Hey.vWF J; TF-PCA ¥R £ 1R

7 ,CHD 83 Hey .vWF 2 TE-PCA /KE & Tt Ra, 25
H G2 E L (P<<0.05) 5 Hey /K AMI 44 >UAP 4 >SAP
R G E L (P<C0.05); AMI 40 & UAP 4 vWF &
TF-PCAK V¥ SAP A &, ZHF AR I B X (P<
0.05), W% 1,

F1 &4 Hey vWF & TF-PCA 8 RIL % (1)

205 n Hey(pmol/L) vWF(%) TF-PCA(As)
XFHRZH 100 9.35+3.67 121.3749.42 33.40413. 29
SAP 4 96 14.2444.45 141.74410.46  45.43+£14.78
UAP 4{ 100 19.46=£5.03 165.65412.31  69.95£17.64
AMI 4 104 25.75%£6.67 177.86412.93  78.61£19.25

2.2 CHD PR « 55 IR 55 2R A 05 PR I7 = 10 22 (8 A
LEWHT SAP 41 UAP 41 K AMI 4143 5047 £ 8 R 9% . w5 1
FE 5 A A0 PRS0 ML R 22 T ARG 485 SR L 4 . Hey 7K ST 35 45 B
WL S R A g X (P<<0. 05) ;vWF #il TF-PCA /K,
UAP A K AMI 4 W & Z 8] b5 2 7 A 43 % 8 L (P<
0.05), W 2,

%2 CHDHERFA.SLESKERRRE.SLEZDQNERLE (T

it H n Hey(pmol/L) YWE(%) TF-PCA(As)
SAP 46 11. 6043, 33 135.7149.53 43.32414.49
SAP MR - = 1 & 50 14.9843.76 146. 3411, 46 47.43+14.78
UAP 46 17.5744.02 152. 47413, 66 60.60216. 69
UAP 85 JR « 5 1 H 54 20. 6344, 59 171. 3414 46 76.41417.98
AMI 50 22.96+5. 26 165. 81414, 07 70.56+17. 29
AMI {4 PR 5 IR 54 26.3845.76 183.34+14. 96 85. 43420. 76
3 it % AHEFE X CHD 14 I 8 1 Hs 55 oA 1 8 s 8 1l Hs

Hey &2 — R & A M. KB HE (L) K 5~ 15
pmol/L, XM # Hey # it 15 pmol/L B, B 55 7] B2 ik
R MAET . Hey J& — 3005 19 805 IR 3l kOB b /& 1 B 7070
PEJLAFE R BT R W1, 8 2 09 Hey nf 38 33 000 1 3. P9 5T ) i
W AR AE R TR AR 0 N R A ) R NI 0E I R VR A
LA IR kol BERE AL KA R D, A g R B
7~ ,CHD B3 Hey /KEHEX A B E T &, B AMI 4 8
T SAP 4 & UAP 4, 4/ Hey Al fig /& CHD KA &R
HEEERHE T

vWF 2l 5 12 Sy ek m B rgm s E s, B8 h
I AE P B 20 43 0 B A BT 7 A SV C SR AN T A
AW, MR AN A2 B vWF AT R B R B 2 5 0 0
R AENVI = C AR R 11100 & 3578 F S ok A2 3 i+ 9 %
MRS NI, ALK, CHD B 2 vWF K &
EETXEA, HN SAP—~ AMI K FZ i F 5. 38 CHD
B W I o0 B I PN R A0 2 Ak T

LA F (TF) & — Rl s MR 1, 2 9 ANEE I R G2 19 1R
I F K i AR T B G I R, TF-PCA /K ¥ 7 CHD
HZE AR R AR T . AR 3¢ AMI B & TF-PCA /K48 UAP
S SAP B YW E 3 WS B R CHD B bl 25 9 1% 9 i
T AE I AR DR 2 B ok ot A 2 A A K

Z R A 2E 54y M HEAT T SAP 4 UAP 4 K& AMI 4 [8] /4 43
Mo G55 7R .3 ALPFHE PRI « 8 IR 5 A £ 0 s 8 I R 2
(4G 0 45 5 L %5 . Hey KOF- 3946 B i 3 & vVWF I TF-PCA 7K
L UAP 2 K AMI S 35 22 8] 22 5 A7 40 15 8 L (P<C0. 05) ,
PR IR 5 I E TN CHD 1% . 5 6 4% 07 2 %0 25 14
CHD 455 JR 7 (59 K 0 25 21 4 o] 25 870 R 40 J5 4% 40 #T

% LTk, Hey . vWF & TF-PCA 1 E/Ef £ 5 T CHD
AP R SRR R B2 B AR M AE & vWE L TF-PCA
IR TG L 38 I 22 Pl g 2 B R T A O Bl bk O RE R Ak B 2 A
R TN A& P R B35 . B CHD B 3% B & 15 (9 m
Ol o 161 7N A o 1 o L 3 201 A = I A 0 oL |
Hey . vWFE K& TE-PCA. % CHD i 3 %9 1912 W B S 7 240 i) W52
BB REEMIEIRZ XL,

S ik

[1] Okizakis K, Moriya T. Cystatin[ ] ]. Nihon Rinsho, 2010,
68(9):419-425.

[2] Lowenstein C, Morreli C, Yamakuchi M. Regulation of
weibelpalade body exocytosis[ ] ]. Semin Vasc Med,2005,
15(8) :302-308. CT #6565 487 31



E o E #4074 2017 42 2 F % 38 %% 4 ¥ Int ] Lab Med,February 2017, Vol. 38,No. 4 o 487

e A IS P K D RE R [ 8 55 08 0 L IR 5 AR L R E B
ST B 5, T R I 0 e 0 1 R R R R G R . AR T
5% 87 » GG PR U2 2 ok s AR B 4k i i ST fE B L 2, B AR L
P BRI EREE 1,91, 1~3.6) ,4(1. 6~6.8), &
LI ACR 10.0 mg/g « Cr 1 30. 0 mg/g « Cr H ¥ & B, H AR
BEAY Nk 2.083(1.470~2.951),2. 693(1. 898~3.820), 5 |-
REE IR — W25 5 T E IR O G R A3 4R S PR B R
JUR 3 8 S IR RN K

AR HE [ NKF F1 FDA F7 8% 5B % M 9% ACR %5
g3 4 2H 4 HIHUR IR DI RE SR AR R 45 R R R L E R A
St L (P<<0. 05) ;s FHR 2 Wi ) s i, B FP ACR 43040 5 5
Hh Iy 2 ] IR IR RE 45 SR S R LR 22 A it L (P<
0.05), Bk, #E#H ACR 10. 0 mg/g « Cr WU A & &
AT,

2% TR, g R e R I DA RE PR A SR R ) R
ST I AR FF BRI 9 9 i AR 48 A BT AT R AT 32 B 0 9 HR 3
G I HUR IR B 2 o R T 50 99 AR A TE AR AL A L
ACR>10 mg/g « Cr, #E U Jm HAR IR 2 RE A A A A1 T i IR
F W 18 W O R BT T it 3 4 0 ek BE VR YT L Wb
HWET R,

2% Lk

(1] s, THEAR. s 99 & JF S0 A8 2 IR B 803 K 7 1 F
Fek R[] AR EE 2%, 2013,24(4) : 282-285.

[2] Weischer M, Bojesen SE, Cawthon RM, et al. Short te-
lomere length, myocardial infarction, ischemic heart dis-
ease,and early death[J]. Arterioscler Thromb Vasc Biol,
2012,32(3) :822-829.

[3] XEAN. HOR MR T BE 5 8 %) 5 Bk 2l ko 72 72 1% 05 1
M. P R 2 A 22 7, 2015,43(4) :55-58.

[4] ZEE 0. I K R R 2 68 3808 15 56 0 19 8 & BIF 5
(T, 2R B2, 2013,6(13) 49,

[5] F7 E. FURMRII AR TCHEME O EE 26 I IR 43 BT [J .
[ 52 BE ) ,2014,41(3) :118.

(6] ERMLAR , BRECAR. SR 8 B LB L1 5 56 0 0 fE B R 3R Y
R L) ). BARBE 25 T2k ,2015,31(14) ;2127-2129.,

[7] ARBEZESOILERY 0o, PREOLE RS EREE
e 580 12 B 5 A 9T 78 F LT DL AR 1A e Ak A
2007,35(3) :195-206.

(8] MZE. R R I B A7 7] 5 A pe g7 2 [T ] v Ae 4
B PE2r 4R, 2015,38(9) : 586-588.

(9] ABIA. Jub o A6 HY DR i 3R /ISP 4 00 ) i IR 43 A L .
] i A 6 = 2 2% 75, 2015, 36 (24) 1 3545-3546.

[10] B I, s 4R 3l Dkt 0 T 993 2 9 5 1E 5 FH R OB B3R K 7 AR
HXRARDD o EEA LY, 2015,9(10) :32-33.

[11] June CH,Rhee EJ,Shin HS,et al. Higher serum free thy-
roxine levels are associated with coronary artery disease
[J]. Endo J,2008,55(1) :819-826.

[12] sk, Bl , 5 f . 55, HRAR S BEAG I 7.0 1l 48 9 ) 1
NP B 2 SCLTD. b g B2 45 & o0 Bl il 48 2% 7, 2015, 13
(13):1573-1575.

(137 R FF. S I PR FF bk Bt 3 1 0 3R 5 580 s A O 1 1) F 9% 3
FELT ] o A b BB~ 4l 2013,27(6) : 355-357.

e H B9 .2016-09-14 &8l H #8:2016-11-05)

(- $5 484 31

[3] Kamikura Y, Wada H, Nobori T,et al. Elevated levels of
leukocyte tissue mRNA in patients with venous thrombo-
embolism[J]. Thr Res,2005,116(4) :307-312.

(4] rhAepE 220 MUE G 7 03 5 AR B 2 2 0 I 9 2 A%
AR Ly P IR B 2 A e 4 2R B 22 D 12 I
AT AR E L] ARG M R 2% 35, 2001, 29(1) 1 710-725.

(5] SBAG. 7575 . o [k, 55 BLFLAK 7 §h I 5 IR 2 T R A5 40
i 2 I 0 A A T A I B 3R AN R AR BRI T
ML) ], R PR 2% 2 . 2014, 24 (4) : 26-28.

[6] Zhou J, Austin RC. Contributions of hyperhomocysteine-
mia to atherosclerosis: causal relationship and potential
mechanisms[ J ]. Biofactors,2009,35(2) :120-129.

(7] Ff s MR 430, . M BRI E R .C & A
Fe D-Z B AR5 G0 1 06 R [T [ P A 3 B 2 A A
2014,35(7):911-912.

(8] S 2¢ow, MK 24, By b b, ey [R] 280 2 ok 2 R Il AE A8 4 I L

FeAR M B SEL) ], KB BE 4%, 2014, 29(2) :125-129.

[9] sk, 28 . A A2 B iR 15 0 0 o 19 AH 5C BT 5 a0k Je
(1] E BRAS B e 2 75 0 2013, 13 (4) 1 452,

[10] E W4, 2], SFom, 5. 2 BB PR T I3l ko 28 4
AVRIT R LSk N 1A P il A s R L Ak R R Y
R B LT, IR % ,2013,28(3) : 158-160.

C11] x4 kL FhC ARG 76 55 6B 55 R 56 4% T Ak 18 0 1% i ogg
8T A3 IR R A A A A 2 R b A () . I B A T B
A 7R,2015,36(12) :1705-1707.

[12] Kamikura Y, Wada H, Nobori T,et al. Elevated levels of
leukocyte tissue factor mRNA in patients with venous
thromboembolism [ J]. Thr Res,2005,116(4):307-312.

L13] BT BB e 55 R BT 10078 PN 6 100 A8 & 4 il 40 g
HAHEFIEHESCE X AR R 5, 2008,
17(11):1182-1185.

e H 1 :2016-10-13 & 18] H 4. 2016-12-04)

U 5% E

!

g iR SRR AE R BUEA S B R AR, — A I T RN W pon B HNRAEARE M BB A ST R L RS
$ R ST TSR ARAT A S SCT BRI I S P A o AV BEAIL A RE TR R A LUREAS O il e 8 TR I (S KA
}
.

T B BOR ) TTARAS A B A AR

—~—— -~ -~




