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Tenecteplase combined with tirofiban can effectively improve cardiac function and prognosis in patients with ST-
segment elevation myocardial infarction D/ Tao, SHAO Kai, LIANG Jie, WANG Xiao-zhao. Department of Cardiovas-
cular Diseases, Shijiazhuang Peoples Hospital, Hebei Shijiazhuang 050000, China
Corresponding author: WANG Xiao-zhao, E-mail: xiaozhao7865@ 163. com

Abstract Objective: To explore the effects of teneplase (TNK) combined with tirofiban on vascular resistance and
serum alpha-granule membrane protein ( GMP-140) level in patients with ST-segment elevation myocardial infarction
(STEMI). Methods: A total of 120 patients with STEMI who underwent percutaneous coronary intervention ( PCI) in our
hospital were selected as the research subjects. They were randomly divided into two groups using a random number table .
the TNK group (60 cases) and the combination group (60 cases). The TNK group and the combination group were given
TNK, while the combination group was given additional tirofiban. The clinical efficacy, postoperative thrombolysis in
myocardial infarction (TIMI) blood flow grading, cardiac function indicators, GMP-140 level, major adverse cardiovascular
events (MACEs) , and adverse reactions were compared between the two groups. Results: The total effective rate and TIMI
blood flow grade of the combination group were better than those of TNK group, and the total incidence of MACEs in the
combination group was lower than that in the TNK group (all P < 0.05). After treatment, left ventricular ejection fraction
(LVEF) increased, left ventricular end-systolic dimension (LVESD) , left ventricular end-diastolic dimension (LVEDD) ,
SVR and GMP-140 decreased in both groups, and the changes in the TNK group were more significant than those in the
TNK group (P < 0.05). There was no significant difference between the TNK group and the TNK group in the total inci-
dence of adverse reactions (P > 0.05). Conclusion; TNK combined with tirofiban has a good clinical effect on patients
with STEMI, which is beneficial for myocardial blood flow reperfusion, improves the heart function, reduces platelet activa-
tion, prevents thrombosis, and reduces MACEs.
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) o

WA S HERR bR o : OFF & 2Pk STEMI 12 i b
WES QFF A PCTFARIEAE ; B K I ] Z5 A B i) 7]
<6 h; @REA T OMEF AR 8 &8 Ik A= 2tk STE-
MI, Hile 3 > H R IR FAPTR b5 R BT R L2590,
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o v v () g 7k R 25 4 RS W) [ 2 oE
H41022396,0.3 g)1 1, IR SFAMAS B 7 (AR 24501
AR A BR 2wl Bl 25 . H20123116,75 mg) 4 J, i
ki35 50 ~70 U/kg -3 128 (I AC L 254 BR 5t
18], E 25T H20153264 ,2 mL: 12 500 BAf7) .

TNK #H . PCI AR TNK 20 448 51 548 [/ 45 58 A1
RANKEIKAET: 8 mg TNK (] JH 44 A TREA R
N 2 ET : $20150001 ,0. 25 mg/kg) , B 3 mL 1)
TCHTEST K & 8 mg 11 TNK, it il TNK 35,5 ~
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Lo RT3 B AL B A R 35 5 T TNK
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@wH 2 i Tk B
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it 5.926
P14 0.015
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A SR IAR 5 T AR ARG 16T 19 XU , B 4T I
INBATT IR T E . H 3 PCLYRYY Ak STEMI
Ja , SRS HE R R IR A ZE T A2 4. R B ik
PN ET I 48 24T LR I 97 7T RS S A 9 . A S
FEH AR B R S Bk S TNK fE 8 H 4% PCI iR
JT 2k STEMI FH BT ik BT 4T Be 2yt

B AE B — FloBT Bl PRI /N 2590, W] BE
BT L/ SR R 4 e 240 3% A% 410 ) A JE R, T s T
FETHOLIAR R P K D eE AR O LHE T 5 348 mT 40 ) i
e 2 LA st LA , 90 4 i DR A0 I /AR FP 4 e
SRR o TNK & — Pl 21 20 41 45 i D 38395 771
(tPA) 775 A I (9 25 0y 5 Pk 1 5 1 28 25 A0 A 8
NP tPA 2 PN B 4 i i) — b 22 20 B 1 I, i
AL LT T I SRl £ 5 T, B A I A o (1 2T 4
HEALNEREEMAS B — 0. ShRIE 25 P
B i LU, LA O T I A 4 6 R S R
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LN L R E D))

LVEF(% ) LVESD( mm)
280 5 ) " . - .
BT %I G ST %G
TNK 4 60 41.13 +6.11 48.35 +6.24"" 61.32 £8.57 54.61 £7.32**
KA 60 41.21 £6.08 54.28 £6.95" 61.34 £8.56 50.05 £7.23"
144 0.072 4.918 0.013 3.433
P1a 0.943 0. 000 0. 990 0.001
w51 . _ LVEDD( mm) ‘ ‘ ?VR(dyne - s/cm’) ‘
&7 &G W% 7 A &I G
TNK 41 60 61.12 £8.47 55.51+£7.36"" 1881.02 +191.25 1521.54 +163.97"*
A 60 60.97 £8.45 50.05 £6.29 " 1897.24 +190. 13 1037.29 £113.39 "
t4a 0.097 4.368 0. 466 18.815
P i 0.923 0.000 0. 642 0. 000

E. 5 R ITATIE, P <0.05; 53 A akE ,fP <0.05
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%5 GMP-140 X-F W% (ng/mlL,% +5)
s . GMP-140
- ST AT B
TNK4 60 49.43 +6.25 33.83+5.86""
BAME 60 49.74 +6.13 22.75+5.21"
115 0.274 10.945
P1i 0.784 0. 000

.5 KBTI, C P <0.05, 58 R ik " P <0.05
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WA 2 HEPE T A 20 BB O DRk oF $2 5
BITRR . AT 54t Behed™ STt 4
R—8 . TNK 1F R 22U 55 Bl I s 71, AT A3 30
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140 1ML/ o ORI A9 HE S AR S8, HoK P
T B3 IR TE O IR BE 2 2oh i v BE T A
AT /IR RGBSR A VRIS , fin ) i A T
o AT 10T I H 4 GMP-140 7K - i 2%
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I35 P EF 4 25 0 7= A i AR A BELAS Hf /NSRS B
OV BB 00 B35 P (S 2 AR TG PR T, BELASHIL
Rl R T kSR, B P20 MACEs 8 &k 4= R 3 51K
T TNK 4157 2 4IAS KO & AR R i e i i 22
SR 2 MR M E e . HIAS
LRI A SR AT 8 S AR YT I RV E I, SRR
PRI 1 BT 25, o 5 A8 e T AR B O, T
TNK s AR 58 b 22 W, L A% 0 it ol JRURS: 241K
RIVE R s B B HEBERR 2 55 1 /ME T AH S0 28
F1 32 45 G, A R0 ) I AR T 8, B R 5 9T &
fE

ARWFFEAAFEA BB /D BT, T RE S T3
SRR, B T AE UG BEFE g IR AR i, nsE AR
JE BE DT, 2RI PRACR SAR A E FABLE]

%6 MACEs 89 % &&= (%) ]

41 3 11 SRR NV B S E M ILAR 5T SR A TR MACEs % % 4%
TNK 21 60 5(8.33) 4(6.67) 1(1.67) 4(6.67) 14(23.33)
R 60 0(0.00) 1(1.67) 1(1.67) 1(1.67) 3(5.00)
XA 8.292

P1E 0. 004
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i 51151 (%)] (S SEE S [191(%)]
ZH ) il _ (kg/cm?,
(¥, X+5) 5 & casy  WIUE  RME B
TNKZ4 60 68.3449.21  34(56.67) 26 (43.33) 22.13+2.51 25(47.17) 23(56.10) 30 (52.63)
B4 60 68.7549.16  37(61.67) 23 (38.33)  22.3442.67 28(52.83) 18(43.90) 27 (47.37)
1 0.244 0.310 0.444 0.304 0.926 0.301
P 0.807 0.577 0.658 0.581 0.336 0.583
g RO D8 CKMB  AHERAUN  NTproBNP
S FEE (min, X 45) (UL, X*8) & (mL, X*5) (pg/mL, X +5)
TNK 4 60 32(53.33) 28 (46.67)  103.24#1356  131.47424.53 118.00215.00 1822.45:4194.31
195 E i 60 29(48.33) 31 (51.67)  101.39#12.75  134.28422.14 122.00:414.00 1837.21+196.18
t/? 1 0.300 0.770 0.659 1.510 0.414
P 0.584 0.443 0.511 0.134 0.680

E: D-to-B I [E) g3t []-BREERS [a], 450 NG R BRIE A AR5 FE AT IR B IK & TR 5K T3 I [R)

M2 TIMI MRS FbrdE

TIMI 432% HAENE
0% LA PA) 378 35 G I 1 I 97
1% T B R oy @I PR ZE AL, R e e v L
2% TS A e A R B Bk, (HIR RS, BB
3% e 2l CIP UL Sk cer Sivun:HiN 1
MR 3 ARRPIRAEZREHE[H](%)]
k7| 1 — At REHL O YR P R A B 118 % BRAER
TNK 41 60 3 (5.00) 0 (0.00) 2 (333) 2 (333) 7 (11.67)
Q4 E N 60 1 (167) 0 (0.00) 1 (167) 2 (3.33) 4 (6.67)
P 0.901
P 0.343
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