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[ ABSTRACT] Aim To observe the changes of serum level of the CD62p, CD63, glucose protein ( GP) @3 which in-
dicated the platelet activity and serum levels of von willebrand factor ( vWF), flow-mediated dilatation ( FMD), endothelium 1
(ET-1), nitrogen oxide (NO) which indicated function of vascular endthelium after percutaneous coronary intervention ( PCI) in
patients with acute coronary syndrome ( ACS) . Methods The expression levels of CD62p, CD63, GP (El/ @ and vWF,
ET-1, NO and FMD were examined in brachial artery at the same time using ultrasonography from before treatment, immediate and
24 hours after treatment of PCI in 60 patients with ACS and compared with control. Results The ACS patients’ blood
CD62p, CD63, GP @ levels increased significantly compared with healthy control group and stable angina pectoris ( SAP)
(P<0.050r P< 0.01), and those of post PCl immediate group increased significantly than pre-PCI group ( P< 0.01).
There were no significant difference ( P> 0.05) between post- PCI 24 hour group and pre-PCI group.  The blood vWF and ET-1
levels of ACS patients increased significantly ( P< 0.01), FMD and NO decreased significantly (P< 0. 05 or P< 0.01) com-
pared with healthy control group and SAP group. The vWF and ET-1 levels of post- PCI immediate group increased significantly
(P< 0.050r P< 0.01), FMD and NO decreased significantly ( P< 0. 05) compared with pre-PCI group, and vWF and FMD
had significant difference ( P< 0.05) between post PCI 24 hour group and pre-PCI group.  While ET-1 and NO had no signifi-
cant difference ( P> 0.05) between post-PCI 24 hour group and pre-PCI group. Conclusion Platelet activation and vascular
endothelial cell impairment played an important role in the occurrence and development of ACS.  The vascular endothelium func-

tion was impaired and platelet were obviously activated to some extent in patients with ACS after PCI immediate.
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SV IR B ik 47 A 1iE (acute coronary syndrome,
ACS) & —H Ik IR 25 & 1iE, BFE M ST Bt m 20
HUFEZE( ST elevation myocardium infarction, STEMI) - JE
ST Bt i 24O WU B (no ST elevation myocardium in-
farction, NSTMI) A1 A F2 € 24 0> £ 9 (unstable angina
pectoris, UAP) , J&ER 51 Jik P B i 240 i A 1 7 A&
RERERBIREIERM. 25 aRkN NIGIT
( percutaneous coronary intervention, PCI) /& ACS &3
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1.1 JRfERE

#2000 £ 9 A BN G JE SR 4 € BT ACS %
B AT BRI B 2005 £ 6 A ~ 2006 4 5
AU a0 £ 90 fl, & ACS B 60 1, #&
7E AL & (stable angina pectoris, SAP) 30 7| , 74
TRAFERFTIEEL. HBOARB EBHEHEER
M CEREE R CTERE TS TR
BRER TENRRGRARGHME. ACS B
F 55 37 4, & 23 B, FHEH(69.2X4.5) &, KA
1~ 12 &, F3#4(3.7 2. 8) F; @ & MO AAE S 25
Bl, TRER K35 Fl. SAP EFF F 17 4, &
13 4], F3E#(67.5123.8) % i 1~ 13 4, F34
(4.0%2.5) . ACS A A1 SAP 4l £ F £ M 7. 5.
mE- B nERFEFAERALEEN, B4
FHHE(EK 1) . ACS BEF TR k&£ 1 117
XREME(ARWBEXREAS X, XAXHFE 10
X HEBEXRE 6 X, AERIHBE 25 X, AR
BmE 260X, AEEFHRES X)), EFEIHFE 20
BlLRXEZAFE 250, 2 XAE 150, FEARER
A 30 I b R BB A, B B i AR i #E
HESEXEMA CRBHEREHRER L+ 5
P20 f, &M 10 B, FH Fi#h(65.8%6.5) . &5
ACS AL EMR FRMR EZR TR EH.
1.2 M/MRGERRIIE

FRACR B2 M, AR A 28 B4 ( = B MK-3
o E]) He o /N AR R E 7S AT R & & CD62p. CD63
0 4% & H (glucose protein, GP) &b/ @ X & & A%

TAKF(RANEHE LEATHAEIEANT, AT
FEB3%, fE TR EE5%), TEMRERELE,

x1. SUBERIKGESEESRERCKBHMDE . M
0. A5 N E 1F 5

— R BER SAP H ACS A
W45 (mmHg) 162.8+23.5 157.7 £20.5
#ikE (mmHg) 86.4+12.6 84.8116.6
MH% (mmol/L) 7.0%2.2 7.4%2.1
SHE B (mmol/L) 6.112.3 6.512.4
H i = (mmol/L) 2.1%0.4 2.6%0.5
R ERRE T (mmol/L) 3.47%0.4 3.710.6
AR A (mmol/L) 0.9%0.3 1.1%0.5
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ALK K8 B AR B B % R R IR IR (enz
yme linked immunosorbent assay, ELISA) #t & Il % 11 ¢
& MR i & % B F (von willebrand factor, vWF) #Y
RBEXF(RANEE LEATIAEHE AL, #LA
TFRARHE 3%, BEZ - RH 6%, %A EE)
K A A e U vk U i K A K % 1( endothelium
LET-1) x5 ACF( AR RS R EWEBHE R
El, AAE&#AERFE6.5%, #E X 7R H
7.2% , 4% A # 8 1F) 5 K A A B 38 JR B v Wl 2 o
— & ft. & nitrogen oxide, NO) B & & (# N T 7 A H
4.5%, #EE R ZHT.8%, HamEEW I REA
PR 8] 3 4R WA & U B R 1E) .
1.4 MIRSE9A R AR M EEF 5K ITh e A E

%% Clarkson %' 77 %, M & & # M-\ 67 7
FE T B RAER LR E . BHEMKE 10
min, BUCFEM, A ERANR 157, BF £ 2~ 5 em SEE
P BN R B By BE Bl Bk, R R % B B A A F] Agilent
5500 M Xt % i B M F % ur DU & # 8 BT AL 3 Bk
FRIRAE(d), B4 K EELE (N
) RAMEE 250 mmHg, 4 4. 5 min, B 5
BA, B LERFENERKAE 45~ 60 s Bt fr o) fik &F
KHANE(), BEERAATERME, FRHR
Bl—#f. tRENETHELNE 4 M0 A
H,REFHE. AR L E A K 2 (flow-
mediated dilatation, FMD) #% DA T /A R it &: FMD= (d,
— do)/do X 100% o RECHLE I, $1K * R H 2.
7%, 18 & 5 #H6.5%
1.5 WRIEIR R AR IE

30 4 % & x¢ B/ & Fn 30 Il SAP B T & R .60
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CD62p.CD63 #1 GP @b/ @ % & & &4 1 & 35 A F,
PAR M3 vWF. A B % 1 &k AFf % NO # 4
2. ACS E&Z PCI AW EF AL T ALK T 75 mg/
d 2 [ 5] JL Ak 100 mg/d £ 3 d, @ % £#% PCI N &
AR % T 7 fr & A & F 300 mg 7 [ & IT AR 300
mgo.
1.6 HitFELIE

K B SPSS11. 0 e it 3K & % $ 9B AT AL 2, it
BAMA ks T, BAZEALERA  b#, =
AP R RAFZ2H, P< 0.05 274 %t

DR g
AL, e
¥ B o

2 g R

2.1 M/MRGELIERUES R

5 (g FExT HRZL AN SAP 4 bR, ACS 4H & 3 I/
BUEAL TR FR CD62pCD63 1 GP b @ Z 1R E A1)
3 = ( P< 0.05 57 0. 01) ; 5 PCI RATHLL, ACS
4534 PCI A5 BIZI CD62p.CD63 F1 GP @b/ @i 5%
EEEMHEME(P< 0.01), BEAJE 24 h 5AKH

%3, BRI ARG ME A R IRG IR~ t5)

b ER LR ZEME(P> 0.05,K2) .

% 2. RREBKA NARBIE M GE L IEFRAIELEE (« £5)
GP @Y @
8.6% *2.5%

! n CD62p CD63
i BEXT IR 2 30
SAP 41 30

4.5% *1.7% 3.2% 0.4%

8.4% *1.5% 5.1% £0.7% 9.7% £3.4%

ACS A PCI AR 60 19.5% £8.7%* 6.5% 10.7%* 78.5% *9.5%
ACS HAJGHIZ] 60 31.7% 16.8% % 13.7% 10.8% " 106.4% *8.6%"
79.8% 9. 4%

ACSHIARIG24h 60 20.8% 16.3%  7.2% 30.6%

a A P< 0.01, SEEREXTIEALLLES b P< 0.05, ¢ A P< 0.01, S5EERL
SUMALLLE: d R P< 0.01, S/ ARRTH .

2.2 MEREIRGIEIRUELSR

St AR Bk L A IE(ACS) B I3 vWE F1 N
B 1 KT fg B B ZH R SAP I B A i (P <
0.01), Iff FMD #1 NO 7K~¥ & ( P< 0. 05 50. 01);
ACS B3 PCI ARG EPZIML2E vWF FIP H2 3 1 KT
RETFHE(P< 0.05 8 P< 0.01), FMD 1 NO 7K°F
FEf%(P< 0.05), H PCL RJ5 24 h vWF /KPR A&
(P< 0.05), FMD P& (P< 0.05), {H W E 1 Al
NO /KFERATHZER TR EME(P> 0.05, % 3) .

5 A n YWF WEE 1 (ng/l) NO ( Pmol/L)
{8 R0 I 4R 30 86. 6% *12.3% 6.7% *0.3% 52.0%5.8 79.4%10. 1
SAP 4 30 90. 0% %10.7% 6. 1% *0. 6% 65.0%10.4 73.3%11.2
ACS 41 PCI ARl 60 194. 2% *14. 49 ™ 3.8% %0.5%"™ 110. 0 £8. g™ 52.4%10.5%
ACS HA JFHIZI 60 287.8% *15.6%" 2.1% *0.7%° 154.25.6° 41.3%11.4°
ACS IR G 24 h 60 246.7% *16.3%° 2.3% F0.4%° 116.0%9.7 51.6£10.7

a A P<0.05, b N P<0.0l, 5HEEMEAL; ¢ HP<0.05 dAP<0.0l, 5FaEMLERMALLL; e A P<0.05, {5 P< 0.01, 5/ AKH;
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I P R TR IR B Bk A AN A5 B 25 A SR TR 2
—, MRS AL 2 AR IR AS (9 B B4R AR . 1 Rt
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AW N TE A L NN £, R S B A /AR T
P AE PERR S8 . CD62p & B Ay B BB AE i ) 1
INBOEAL S THREH, CD63 #IA N & —Fhi CD62p
SRR LN R IE A AR £, GP G/ @ 5 474 5
FIE S5 A 2 2 iR 2 51 AR /MR R 5 1 s 2L R IR
P, GP @b/ @a 75 B I B L /AR RE IR,
PR IIX S e AR ] T AR ML IMRTEALFEE . ARF R R
B, ACS & Il /MR EERE 25 5 CD62p. CD63 2 GP
b/ @@ KB R B T, 1 B ACS BB R A R
P AL/ TE AR FEE B 3 v, T I /AR A 2

iR Eh g 7T E ) B R K], ACS 1 K AR S BT R
W24 % /MR Sh e U S BUMAE TG 5. A
WERARE"™, PCI A S5 B %) 1 /MRS 4K 23 T AR S
CD62p.CD63 B i1 w1, {H FEE VAT )5 T B, {H 24
h J5 XGBWTF R AT 45 R B, PCL A 5 B %)
ML/ SR B 1 CD62p f2 CD63 K GP (b @ /K-F
BEFE, 24 h J5 LT XEFNEF K, 550 AR
SERBEAR B, RN AR FE AR KEREE B
of I /NBR FT e AT — 5 FEE PR

M5 P B3R 1 A2 I3 P S 40 1) = 44 o
FIRT, NO &ML P 5 40 i 4 i i 3= 2 1 4 47 7K
H¥. MENEDREBGNNER 1 F& N0 T
B, P L) 2 K S BU A P AR ThBE R W . vWF
F2 ML P B2 4T R 5 40 B 0 e PR R 40T B
1, M yWE 7K T i A2 s B I Py 7 45249 114 2 2
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PREZ —o B vWE. R 1 K& NO BIRIEKF
A J BRI A P R 453405 AR, o S IR I A T 1 S R
mEREGEERKE L. OF CmikE ™,
56807 SR I 2 R e B L A P R 3514 1Y) vWF R IE
AH T 38 =, 10 7R e R B Bk A N VR 9T JE BRI Z0 # ik 1 2%
VWF FIP 21 RIAB RIS, 24 h J5 vWF FHE &
B, MR 1 IKEIEH . ARHABFF IR, ACS
R I P B A5 4 1A ik i 2R vWE RS R 1 B
T BT R A SAP B, S R 47 5k Th R
() FMD A1 NO B AR T Fe ot 2 i SAP i, iX
Sy A o DL RS R R, ACS B
AN I /INBR A 2 BEE 38, I P R RS2 B — 2 1
Pifh, X AT RE 2 ACS B H 5 SRR, e
U FOMEGEENTEEREZ — A,
ACS B3 PCI AR JS ML vWF Rk 7K 8 AR B 51
7, FMD B 5B FAIC, 327 PCI #4F th BREE 1 3 4856 1f
BN KA TR IREA — B 5. R ST
PCI A J5 ML /R A B0E 1 5 I i N Rz 44,
ST A TT R e A BT ACS B PCL ARG
M R ERENRE, HXE TSR
BF5E .
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