« 392 - MEBTERERHRE 2007FE 125 £64% £ 6H  Chin] Mult Organ Dis Elderly Dec 2007 Vol § No 6

« G KRBT

TERAMSTRATOIEREENANES
BE MG IRKTHANE

EEk HER HeR IFH LHHE IR LE

[HE] BN MR B A STEHACIIER(ASTEMD R EA BT ART AN AN ARDE
MBI ENTREEZESE. FE ABHEERRAER 2004 £5 7 1 HE 2006 46 6 7 30 B TRAKEE
XA BT M ERE BT ARITH 231 24 ASTEMI B &, 58 65~85 %, TR T2 DF HHNA B E
BT M (o= 116 RN B (n=115) , Xf b WEEF A S B il B TFA 8 . TIMI3 281l 7 388 5 3 R JE 90min
Py ST BB % i , 06h 3L 8E L BT ) CACT)  JLIR MBS TR (CK-MB) S§ R ], R P R A S EE 5 i i %5,
A FROMEFH. BESTEARRRERELEHMSH(ER, #R FMAM DSk SR KN A
(PCOEMEXRBHFER RATEIRFHOFFREFRTBEERWIFAA D TIMIS Hh HEBE RS 90min
P ST B m B & 30d EF EAEF A R (94, 0% vs 83. 5% ,85. 3% vs 73. 094,65, 3% 42, 4% vs 54. 7% &+
7.0%,P<C0. 05) TP RS ST BIE >0, 2mV BEH WO B M TR B4 7% vs 12, 2%, P<C0. 05), &
JE IR CK-MB B it B30 % BB SR8 (8. 3h£0. 6b vs 12, 1h=£0. 3h, P<C0.05),30d BT A B O I B E4 5 4
HRB L FHEAEBRER2.6% vs 13.9%, LABEATRE0,9% vs 8, 7%, LEMIET- R 0 vs 5. 2%, P<
0.05), #ig £F ASTEMI BE SR A ARTEHBKANASTERLLER.

[T BPEH,ZEOCNERE STRAES 2 FTRBKEAA

Efficacy and safety of tirofiban treatment combined with
percutaneous coronary intervention in the elderly with

acute ST segment elevation myocardial infarction
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[Abstract] Objective To analyse the efficacy and safety of tirofiban treatment combined with percutaneous
coronary intervention (PCI) in the elderly with acute ST segment elevation myocardial infarction prospectively,
Methods A total of 231 old patients form Jul 1,2004 to June 30,2006 in this hospital were divided randomly into
tirofiban treatment group (=116) and control group (n=115) . All patients were verified 1o have single vessel dis-
ease by coronary arteriography and underwent primary PCL The rate of opening of the target vessel, the number of
cases achieving TIMI 3 flow, lowering of ST segment 90 min after PCI, activated coagulation time 96 h after PCI, the
time to peak serum CK-MB levels, the cases of haematoma and main organ bleeding, main acute coronary event
(MACE) 30 days after PCI, the cases of persistent ST segment elevation and the left ventricular ejection fraction
(LVEF)were compared between the 2 groups. Results The rate of opening of the target vessel was similar between
the 2 groups, No severe bleeding occurred in hoth groups. More patients achieved TIMI 3 flow and lowering of ST
segment 90 min after PCI and less people with persistent ST segment elevation in tirofiban treatment group than those
in control group(94. 0% vs 83. 53,85, 3% vs 73, 0%, 1. 7% vs 12, 2%, P<C0. 05 ,respectively). The LVEF of treat-
ment group was better than that of the control group(65. 3% 2. 4% vs 54. 7% £7, 0%, P<C0. 05), Time to peak of
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serum CK-MB level in tirotiban tratment group was shorter than that in control gronp (8. 3h+0. 8h vs 12. 1h=0. 3h,
P<20.05). The rate of MACE 30 days after PCI was lower in tirofiban treatment group than in contrel graup (angina
2.6% vs 13, 9%, reinfarction 0. 8% vs 8. 7%, cardiac death 0 vs 5. 2%, P<C0, 05). Conclusion

ment combined with PCI in the elderly with acute 8T segment elevation myocardial infarction is effective and safe.

Tirofiban treat-
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