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MD .3k ST B # &S ML A (NSTEMD o R Z A S % mM(UA), RFEBRDIREB R EWREE L ARERERTA b E
E R AAE K R F AR A BB R R K e (ELISA) %l ACS & 4 ¢4 fe ih VEGF 3R E 04 T AL, R A 78 350 B % 12
N % % BXC800 At yAra bml g HCY ) E., Wi KA 4 H VEGF A HCY R BEW 2 F . R BERFREMA FPERF
BEARFTERERTAZ A E,VEGF £ F A%t % &F XL (F=39.9,P=0.00); UA A % #% 5 NSTEMI 41 % STEMI 4 & &
b4 VEGF 2 F A4 FE N (F=123.3,P=0.00), TERFREASBZERFRTAR T ERF BT ALK HCY £ 4
YA %t 3 &N (F=39.7,P=0.00); UA 21 NSTEMI 44 & STEMI 4wt 45 HCY £ #3494 %+t 5 & L (F=102.65,P=0.00),
BB E R KA R R AR E KB R E A ECR R s R4 T % & ik VEGF & HCY 3R £ 5 Gensini 82 4~ 2 EA0 X (r=0. 723,
0.716), #i® ACS &% & ik VEGF.HCY KA 5 Bk 3 bkym T A2 E R S PR AAZ LM X, 35 Gensini Ry MK,
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Analysis on correlation between acute coronary syndrome with plasma level of vascular endothelial growth factor and homocysteine
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[ Abstract |

endothelial growth factor (VEGF) with the degree of the coronary artery stenosis in the patients with acute coronary syndrome

(ACS). Methods

evation myocardial infarction (NSTEMI) group and unstable angina pectoris(UA) group based on the symptoms, cardiac enzymes

Objective To investigate the correlation between the level change of serum homocysteine (HCY) and vascular

A total of 157 ACS patients were divided into the ST-elevation myocardial infarction (STEMI) group,non-ST el-

level and electrocardiogram changes. The cases were induded into the mild, moderate and severe stenosis lesion groups according to
the coronary arteriography examination; meanwhile the enzyme-linked immunosorbent assay (ELISA) was used to detect the change
of the serum VEGF concentration. The HCY level
(BXC800,Beckman, USA). The differences in the concentrations of VEGF and HCY compared among different groups. Results

The VEGF level had statistical differences among the mild, moderate and sever stenosis groups(F=239.9,P=0. 00),and between
the UA group with the NSTEMI group and STEMI group(F=123.3,P=0.00). The HCY level had statistically significant differ-

had statis-

was determined by enzymatic cycling methods with the biochemical analyzer

ence between the severe stenosis group with the mild and moderate stenosis groups (F=39.7,P=0. 00) ; the HCY level
tically significant difference among the UA group, NSTEMI group and STEMI group(F=102. 65,P=0. 00). The VEGF and HCY
levels in the mild stenosis group,different degrees of coronary stenosis groups and different clinical diagnosis groups were positively
correlated with the Gensini scores(#=0. 723,0. 716). Conclusion The serum VEGF and HCY levels are correlated with the degree
of the coronary artery lesion and myocardial necrosis in ACS patients,furthermore are related with the Gensini scores.
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1 3 HEAREH R M ER R L

215 B/ (n/n) AR (TEs, ) L (T s, 4F) Wi B (£ s.mm Hg)  #F5K & (£ s, mm Hg)
STEMI 41 25/21 71.0245. 09 6.263.49 123.82+15. 86 77.04410. 74
NSTEMI 4 30/23 69.825. 82 6.67+3.18 122.41+14.99 76.55+10. 41
UA 41 33/25 69. 666,19 6.403. 29 122.22+15.52 76.014+10. 48

¥ /F 0.129 0. 809 0.311 0.156 0.117

B ACS HB# 3L 157 il pF 50t % . o 53 104 4, 2 53 i,
AR (63. 8117 6) % . AALFRE AR R 2007 4F 3¢ .0 I
5 2# 25 (American College of Cardiology, ACC) /3 [H .L> Ik B 2>
(American Heart Association, AHA) #i] %€ 19 ACS #r#E, (1)
STEMI . iy 55 55 M F8 A 35 AE AR 5 o0 A (&1 15 S 36 ST Beda i oK
FTHET 0.2 mV B ESEBERATHET 0.1 mV;.0 LIRS
FRic® FH i . (2ONSTEMI Hl UA . L7010 0 98 RE IR ke 1 4
O B O G R s — 3 M ST BAR R R F i F 0.1 mV, 8§
T P E K FaZET 0.2 mV), DAL i bRic ¥ T & 80 1F 3 .
HEBR A O B8 a0 B 5t B0 LS L RGP o IO 99+ I i
PN ] B R e R REON &V I REAS & L A 4
TR B MR B e R . MR ACC/AHA 2 ACS
B ¥ BB %4y UALSTEMI il NSTEMI 4. H h STEMI
44 46 Bl , NSTEMI 41 53 §i], UA 24 58 il . 45 20 P 51 45 0% %
BUMEZ R LS8 XK D, A B EYTEIR Pk
SR A K35 5 AR B K& 5% B Gensini F43, 43 2 B Bk A5 0
AL TP RE RS AR RN B AR . P ARAR TR S
e 2 e 5 B s IS B AR B 2R A s Ak v L 0T 5 R A N )
B2

1.2 53k IrE ANAREYT AR Y KRS 2 Ra M RE R
fkifi 5 mL F& EDTA $ii#E4 9,3 000 r/min &.0> 10 min, 4
BIME G T —70 CUKFARAT o SR FH BT AR e O il 6 4 325 1% BfF
KBk (ELISA) M 28 VEGF, ELISA #4545 5§ 7™ & i 18 138 1
Tk AT, HCY Wl & T 2R il 24 K R 6 56 #1276 WL 50 2
BXC800 £k Ak 43 X bl & .

1.3 Rk SRS C R 07 W HLIE S B DSA
= YEAT IR B K & KA . Judkins ¥k 20 00 4% S ik 58 i B Tk 7
XLBEM TN EAZREE Y T8 T H AR, s g
i 3 24 A A B IR A 1 B 2B S B S . el R B ik e
FEHE SR T Gensini 743 5 48 X 5 3¢ 18 W5 248 A8 B #E AT 2 1 7
M Gensini BUF/NTF 20 53 NE AL (20 ~40 43
FERRAERRAR . >>40 43 W EER AR .

1.4 Siit2eabs B SPSS Statistics17. 0 883+ 5 {24, 3 47
Gl T BRI 2+ #on, B4R HE R ANO-
VA BN R 2500 XEARF A 1 25 45 A 009 55040 P9 9 L 4ok H
Dunnett T3 #: 5 ; % H Pearson #H %40 ¥ #£17 VEGF.HCY /K
5 Gensini U A M 4. DL P<<0.05 b2 %A 511
2 #® R

2.1 AR EAR B ko A= B BE AR A 3K VEGF F1 HCY /KF
BOFR 2 WoR AR BRI A AR A L BEE RS AR A
FERRAENR A 4l Z Al % VEGF J HCY 2R F 4% it %2 X
(P=0.00), #REERANREZ S ERAEA HCY I Z 7 LS
THEETE L (P=0.472),

2.2 AREZEANE#HZE VEGE & HCY KFE i %3
B :UA 445 NSTEMI 44 ) STEMI 4H & & 3 VEGF J&

HCY 25 A G ¥E L (P=0.00),
x2 TRBREBEEREESEEMNE VEGF &
HCY K F b % (7+s)

205 n VEGF(ng/L) HCY (mmol/L)
BREEPAE WA A 66 99. 98450. 56 6.50E2.67
oh B B A i A Al 47 151. 43+46. 05 7.17+2.69
R 75 o5 78 44 44 183.57451.12 11.974+4.52
F 39.9 39.7

P 0. 00 0. 00

%3  STEMI4 . NSTEMI AR UA ABEHF
3% VEGF #1 HCY 7k F bb % (7+ )

415 n VEGF(ng/L) HCY (mmol/L)
STEMI 41 16 202. 54445, 27 12.65-+4. 01

NSTEMI 41 53 136. 89432. 44 7.74+1. 85

UA 4 58 84.30427. 95 5.04-+1.79

F 123.3 102. 6

P 0. 00 0.00

2.3 MRS AR R EE R 3 kg AE ACS B8 3 Vg
VEGF[(138.8460. 51) ng/L]7/K 1Y Gensini £ 43 (30. 61+
14.66) H FE4H 5 (r=0. 572, P<<0. 01); HCY[ (8. 23+ 4. 03)
mmol/L] %5 Gensini f14}(30. 61414, 66) £ iF #1 ¢ (r=0. 526,
P<<0.01),

ARG R 2 W (STEMILNSTEMI, UA) ) ACS £ % I 7%
VEGF[(136.7%59.38)ng/L] 5 Gensini 143 (31. 03+15.7)
SIFEASE (r=0. 723, P<<0. 01); HCY K F[(8. 26 - 4. 03)
mmol/L7]%5 Gensini 143 (31. 03+ 15. 7)) 2 IEAMH % (r=0. 716,
P<0.01),

3 it e

FEE AR Bl DK P9 R BE R AR E PR AE ACS 1 &R TR o e
AT R R BEM A S0 | I A PN B SRR A2 B AR TR B
Ji L I At L A % 0 e TR R 4 s AR R L i HCY S5 2 Al
WREZEMAENT BB 280 2L, gk i o I8 i 2Pk A
S R B KA 58 2 5l 58 23 28, R BCO WA R R EE A 4 3 .

Mg HCY & 7 T im 2 0y 3h Ik ok 8 88 4 & 4 i — A
ST A R B 0T HK O 4 AR e Rk R R TE MK
Humphrey % #4719 — W23 43 41 @on HCY 3 sz T HoAth 5t
DR fE R R 2 HCY & F i 5 mmol/ L, 5.0 9 19 & 95 6 75 14
B 20% . HCY nf G i i il 8 P B 38405 I /N AR 32 481 5 i
Y I A % 5 RS TRAC T 51 ACS Y & 2. BrLL, HCY AN Y
AR o BEBE B ) % B, 3 T BE R B M, AR B
7N E R R AR i HCY /K-8 TR kA% H &
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TR AR AR AL, B2 FA Ge il L NSTEMI 41 & STEMI
I HCY K F UA Y, HEF AL ¥ 8 X, #5
HCY K P g5 ACS & 4 5 IR 2h ko 48 72 i KO LI B8 72
JEA O I ACS 1 & 4 kBt 5 HCY /K7 A7 78 4l 57 46 3¢
PRI ROR T HCY af figf2 ACS BB X . 1] J T ACS
P A B 3 J2 % T ) 40 1

S50 I 19 K A R R UL B R I PN R A B gl koA
FEBEHUE 1 78 3 kR RE B S b B B W4 g 25 = A= VEGF,
VEGF J& —/~ & & 2 b 208 00l 28 0 0 L SRR AE i
TE AL 2 — SR PR AR P B At 6484 308 5 34 i A8 38 3 1 7
A F. VEGF & 2 A48 R 2 IKEE DL — 6 4 21 i — 2R
(e e W B 1= 2 N 1= 2 O el = v
il IR D B = RS B s I = NG I 7 | 7
AT VEGF s, ACS B # Mm% VEGF & & 1%
T VEGE 55 5 AN IR 2 Jiope 725 B B & OF L, i L g
3R 00 S A9 BR 0 A BT AR g R, TR R R R AR 41
VEGF /K V35 FRERERAAM P ERERLH, AL
AR X5 kAR GE — 5. B8] VEGE KA
ACS B ek 3h ko pke 7 2 2 %% DI AH OC AT Rt B R0 R 2.0
M AN R F R ARSI R %2 —. X950 AR i 3 & e 5t
I BRI HCY A LA > VEGF-A f1 VEGFR-2 # ik, &0
i N BE VEGF-2578CA %5 KB 1) 1=y & 45 2 Ut WA 3 55 3 ok 38 4
BEER A8 kA 3T B0 DUTE S I 4L RR R A A I Y
B A BT 121 5 A A O R k0 UL PR R I B B . AN IR
P VEGF-165 3657 A 45 M s 451 15 K RAEL AL, #2878 VEGF A
FE 00 % A 5 45 AL 4 0% B 3 A 45 405 0 06 BT 38, A 4R
Wi G R B L SE R A4 ACS SR i+ VEGF Al
HCY 7K - 35 Bifi 25 15 A8 B 14 o T B2 5ed bR s Jok e 7 A 32 10 o o
M3 & . 388 HCY M1 VEGF 7E ACS Y H & I R AR 57,
A REAE B . A ROE 2 AR SE R A g HCY 5 VEGF
K IEH 7 ACS B F M % VEGF 5 HCY R IEAM %,
VEGF [ fEJE HCY Bal ko ek i e 2 —, & F 1
B RV I 16 AR DRI B — 2B IR AT 5.

Gensini B3 1 42 1] S IR 56 1R 3 Tk g 75 (0 Bt 0, AR B 5T
4 VEGF J HCY /K5 Gensini B4 46 56 43 47 7R, AS [7] #2
56 R 2 Wk B 45 1 ACS &K 1§ VEGF & HCY K F 5
Gensini 143 5 TE AR K s A ] R 12 W (STEMI,NSTEMI, UA)
1 ACS B % i3 VEGF & HCY /K5 Gensini F143 5 i A
%, P ACS B # I3 VEGFE & HCY K F Y5 Gensini #14
YA B0 W AR DG T

LR BRI VEGE fl HCY KF 5 ACS i # ik
Bl s A8 1) B FRR B2 % DDA G . R BT L VEGF Al HCY 7K
SERENTTRE S ACS i1 R A AR SR & DIAH G, W ACS & 4% 1
1% VEGF J¢ HCY 7K - 1T fE U 568 R 2h ik 14 98 A5 R
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