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The Efficacy of Early Using Tirofiban on Heart Function in Patients with Acute ST-

segment Elevated Myocardial Infarction Accepted PCI and Its Safety
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[ ABSTRACT] Aim  To study the efficacy of early using tirofiban on heart function in patients with acute ST-segment
elevation myocardial infarction (STEMI) accepted percutaneous coronary intervention ( PCI) and its safety. Methods
According to tirofiban administration time, 60 cases of patients with STEMI were randomly divided into two groups: (1)
early group (n =30) : tirofiban was given before entering the emergency room and PCI; (2) control group (n =30) ; tirofi-
ban was given during the PCI operation.  The level of N-terminal pro-B-type natriuretic peptide ( NT-proBNP) and cardiac
troponin I (¢Tnl) were measured. The changes of left ventricular end-systolic diameter (LVESD) , left ventricular end-
diastolic diameter (LVEDD) and left ventricular ejection fraction (LVEF) were observed. In addition, main adverse car-
diac event (MACE) and the incidence of bleeding complication were compared in 24 hours and 30 days after PCI. Re-
sults Compared with the control group, NT-proBNP was significantly decreased in 1 week after PCI, and ¢Tnl was signifi-
cantly decreased in 24 hours and 1 week after PCI in the early group (P <0.01). There were no significant differences in
LVESD and LVEDD in 1 week after PCI between two groups (P >0.05), but LVEF was significantly higher in the early
group than that in the control group (P <0.05). There were no significant differences in MACE and the incidence of
bleeding between the two groups (P >0.05). Conclusion Early administration of tirofiban before emergency PCI can

significantly increase LVEF and improve heart function in patients with acute STEMI, furthermore, safety is good.
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2k ST B AL ULFESE (acute ST-segment el-
evation myocardial infarction, STEMI) J2& 7R 2l ik BELR
Tl A PRI B AT e AR B0 Dk 56 4 PR 2E R LG
WUAREIRFE Y X B 90 , H il e A RIR Y TR AR R
PRV AL T 38 < SR AU I A, PR AR A8 O L
PEVE A ROIAE L WL ORAF OISR T RE A4 B A 80
' STEMI B 222 e AR sh ik A AR (per-
cutaneous coronary intervention ,PCI) A R R
PRAE A 0 O A AEAT G LA TIMT I, 2035 O LA
TEERRRRT W T TG, MG OIEDIRE ™, FRAT]
JERTIFFE 4SRN WoR 78 PCTARFRFE P AR IHe A
HAWE BB B 3 4 205 A AEAH DG I8 7 TIMITL IfLE
EXFOYIRERAA RIS IFIEGE , R, A5
I STEMI 825 A Ay 50 0 5 2 AR BIE,
X} R E D IRERY SR B 2 4

1 #RETE

1.1 IEERER

HFEARR 2009 £ 6 A £ 2013 45 12 A &l K
# % STEMI AT B4 PCI 89 £ % 60 1], %45 &
WHO STEMI % W 4 v - 890 45 22 8 5 > 30 min; &
MEED 2 AM SR ST B E, lEK=0.2
mV B FH=0. 1 mV S H H I A KL LT,
MLER B e THE ML E % EIR 2 &, HRARE:
(1) F 8 =70 & ;(2) 1k o Frk fn 5 46 [ 25 | A 7E 50
PE s (3) AR BB L3RR IR R D BB O 5 (4) A
I o o B R R 5 (5) R R B E B ko
BB S R 5 (6) P& B 4 Fo i N D E (7))
B B R (8) WIRMRT; (9) 4% E =
180 mmHg fr (2 ) 47 K JE =110 mmHg,

WEHTERAL G E N T4, (1) F
4. EFHNEYDE PCI R 4% T4 F I,
30 f), H A 21 ], %9 B, F#59.3 £11.8
B (2) XA L. PCI R4 T4 Z 4,30 ], H+
BH20 B, L 10 B, F8% 61.7 £12.9 ¥, TR
EHEYBEEmERES,
1.2 RHF*

P B N Ja B % 78 R T E] T AR 300 mg, B
MR E i # 300 mg, T4 2SR B %A A
LR & B AR, A N 10 pe/ke, B K HEE, M
Ja Fl A EE ST Z L0, 15 we/ (kg - min) B & 4
B kR 36 h, Xt BB 41 AR K 3 3 R B kIR
FeE MEAREEHAFSERN, EHAER
FamEE L, RERAFAER KL TFENR

BeBIT ER 5 R BB AR AR A R B 2k B-
AR T R o K AR B Ak B 4 A R S K
EXBRFERANBAMIT R Y%,
1.3 WEIERR

i ] F o B AT DU U AR N BT B
¥ N 3% B & |44 Ik & ( N-terminal pro-B-type natri-
uretic peptide , NT-proBNP) F1.:3 ALAL4S & & 1( cardi-
ac troponin I, c¢Tnl) &K, VL &K & 1 Bl J& NT-proB-
NP AKJ& 24 h &1 FJE cTnl X FEM, RAXE
ZEHRELDHOONERE 1 BNACEREH R
M 42 (left ventricular end-systolic diameter, LVESD) |
S E 45K B K W (left ventricular end-diastolic
diameter, LVEDD) | 72 /& % 4t it 2 %% (left ventricular
ejection fraction, LVEF) , W Z % 4 K J& 24 h 47 30
KN EEF B JEZEH (main adverse cardiac event,
MACE) B i fn ty % £ %,
L4 FHiFEFRE

R SPSS 13.0 Seit F B PF, iH B I RHE o 5
R AR BB RO RER B 2R R,
K EF A, U P<0.05 HZRHESZITFEXL,

2 # B

2.1 leFRELER

PIZH B FEAR Y PRSI O B & AR
2 ABENTE] A BE 2 BRGED 5K i [R] A FEAH OC Il 45
BEDRIG | 15 B 0L | W2 AR K g FH b i e 48 45 T 2
SR EE(P>0.05;%1),

F 1. WHE—BIERFREER
Table 1. Comparison of clinical data between control group

and early group

W A X IR R4
(n=30) (n=30)

I (2) 61.7+12.9  59.3+11.8
SBP( mmHg) 141.5+25.5 139.4 +21.4
DBP( mmHg) 84.3+15.6  82.4+17.5
DE(]/5T) 86.5+21.6 88.6+18.5
Magf & A ARG Al (min) - 71.5+31.6  73.6 +27.4
ABEZEERFEY AT E] (min)  91.7 £11.9  93.5+10.7
HEFEAR S 105 (1))

TP 32 10(33.3% ) 12(40.0%)

[FliE 52 5(16.7%) 4(13.3%)

A R 2 ik 15(50.0% )  14(46.7% )
WEIRI (1) 14(46.7% )  13(43.3%)
T3 BB I (5] 16(53.3% )  18(60.0% )
o AR A4 (1)) 28(93.3%)  27(90.0%)
2 K8 (1) 18(60.0%)  17(56.7%)
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2.2 TFHAAIMIE NT-proBNP 5 c¢Tnl 7K F L8

P2 835 PCL R I I NT-proBNP 7K-F- LLAR,
ZRTG I FE L (P >0.05) ; 5% BRI 1L, B0
HARJG 1 B NT-proBNP 7KV B3 TR (P <

% 2. WAMP NT-proBNP # ¢Tnl 7k FLb 5

0.01), PIZLAEEARATMIK cTnl K LLE, 27T

G2 (P >0.05) ; SXT AR, RIHA ARG

24 h K 1 A, 3% ol /KF S ZEFRAK (P <0.01)

(%2),

Table 2. Comparison of plasma NT-proBNP and c¢Tnl between control group and early group

NT-proBNP( ng/L) c¢Tnl( mg/L)
W ik — - — - —
AHi NERL R A ARJG 24 h ARfg1H
PRt 30 3187.5 +635.2 2215.2 +213.8 30.5+21.8 106. 4 +36.3 31.7 £18.5
FLHZH 30 3251.8 +583. 4 1552.7 £183. 7" 32.7+23.6 76.7 +27. 4* 20.6 +3.2°

a i P <0.01, 5] B[R] A ] o5 L35

2.3 F§4H LVESD.LVEDD #1 LVEF Eb%

W2 B35 PCLRJS 1 J8#) LVESD #1 LVEDD [t
B, ZEFHTGHEE L (P>0.05), 5X A
e, BWIZHAR)S 1 J5 A LVEF B E (P <0.05;%
3).

% 3. WZH%E¥E LVESD LVEDD #1 LVEF Lt
Table 3. Comparison of LVESD, LVEDD and LVEF be-

tween control group and early group
o A B LVEF
Xif B ZH
FH

LVEDD(mm) LVESD(mm)

30 46.7% +£5.1% 54.3+£3.2 39.4+3.1

30 51.5% +4.4%" 52.8+3.7 38.1+3.3

a A P<0.05, 5% R HE

2.4 TH4H MACE K& & R b

PiZH R PCI RJ5 24 h £ 30 KINAY MACE &
He AN Iy R FRAH 24 h DB KA 3 61 (10% )
30 KOG R 2 (6. 7% ) s B-WI4H 24 h K B0
K9 2 (6. 7% ) ,30 RAEA LR 2 B1(6.7% ) ;
WHEF LGB X (P>0.05), HABREHT
J7EE 5 o B2 T AL AR B Yl 2 1) (6. 7% ), F
BRI 1 1 (3. 3% ) 5 5 AL Ak E R R M 3 )
(10% ) ;s A B2 i i 22 5% T HIH# 2 L (P >
0.05) . PHZH B A B I/ ] sk b

3 3 g

2112 PCl 287 STEMI (B3 1 8 S i,
FHAREFE SR ME” WE DI REE, &
i, o A Tt PCT a5 F A 45 4 ) 380 K Bk 4
SRR A R A L2 A DR, A HE i 1fiy 44 I 7 Y

MLEs 3 L TE & i M S R 28, S B00 L 21
RO TE I PR BiUG r= A e E s o B LG
TR 50 D RE AL AR S 0999 58 SR 0 O LA 3L 3
WRAE TR 3 1 10 451070 PRIt S i A 250 ) I 38
“HRACIMAE , W PCL RS 12 13 & A=, R A 5K
4O JUL P S 400 RO B O L 53500 T RE 19 S
BCHE it

WAL R B, 55 A AH e, H 2 PCI
ARJG 1 J& ) NT-proBNP 7K VB i T %, LVEF i 2%
P&, $&78 STEMI B8 ARG I 2 AR BEROR b i
B AR B AT B 4 ) ol 55 BB 25 O DB, NT-proBNP
SV TCAE R 3542 B MR 2 0 ) B s A % e B0
1 i e A TS 8 A, S22 37 0 ) 5 vl T
F; 2RO UEEBE 23], NT-proBNP f%) ¢ & 34 i1,
HIKV-5 LVEF fe AHoe, P, vk o U s
D%E NT-proBNP 1] LLPEAN H & 19O ThRER B
M3 Tl ZKF-XF0 WL B2 Wi A e B R S e
URRAE | HOKSE K/ INRE S O LA ZE T B, 1 4 2R
BHAEABERS ¢Tnl /K- H2E TG40 3, 16
P R3O LA B8 30 100 LR BB T AR AH 2, R
J5 24 h K1 JAJE R4 Tl K800 BRZH B i
R, PN A RR A 0 LA B T AR X BB A s /D[]
IHTEAIESE 41 % MACE 258 K ™ 5 H3 1fi Al
R M 25 R Ie g 2R X R ATl R R
TR, 5 ICHRIRIE—8C

SR URIEE K AR I AU H 07 38 s R e I
TWARGAL T BRIk 2, A 7 25 Ak 4 i i /) b 2R
£, GOLD™ Wf 78 45 3 Wow, PCL Wi)G &R 5
MACE US55 367 5 1] £ /N A 400 i) 238 25 U1 AH ¢
FEIRYT 10 min P/ HI R AEAE K F] 95% L I,
PLJIRYY 8 h s /M A il 318 ) 70% LA L, #5fig
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3 S TR B RRAIK PCL R JE 7 KN MACE 2
RN, B AEPEAE R GP 1T b/ M a 22 {40 il
FIAT DL S MR R ) GP I b/ M a 324k,
AT RELT 55 £F 4 2 1 R AE 45 4, T DB bR s
AT FE 50 HUA /AR B B SR EVEREST' A
¥4, PCL AR AT 0 % 2 AR PR AR T
AHFR . 2012 4 ACCF/AHA & fii i) UA/NSTE-
MI #6548 it s A B 3 PCI AR RTFRIK N GP I
b/ Ma SZAARSMEIF, vl G i S5 08 & A4 AR RS
FET-3E s R AR

STEMI & L1 R FH A 0 JE B v 76 S 1 s
il i SR AR DT RS B 2D PCT AR v i 4 S 116
PR ZERME T, SO AR AEAH DG M4 TIMIT I3 Koot
WUFREFEACE " [l 5 2 AE Bk 2 4 1 A ) o
IS PR 1) R 5, 470 o) ot 65 WA 40, ol 5 A A G
I P9 R A D REZEEL Y R RO R
Pl 0 T fig, How] ge AL 5 50 40 ) i/ A 2R
£ HCGE IR AT 38 00 ITLAL 28U R0 P T
WD OV SETE A OG, (HABESERE A e /N, BF
FEBF AL, A3 5 AR A 2 1) Bl L HR AT 5% R K
ARG, VA E— 25 B0 B 1 R 2 JE BEXT STEMI
1T PCLIRYT BE 100 I T KU D REIAE T .
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