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Effects of tirofiban maintenance duration on myocardial perfusion
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Abstract : Objectives
Methods

To investigate if myocardial perfusion can be changed by different infusion duration of tirofiban.

A total of 84 patients with acute anterior ST-elevation myocardial infarction (STEMI) receiving percutaneous

coronary intervention (PCI) were randomly allocated to two groups. Each patient received a tirofiban infusion for 24 or

48 hours depending on allocation, respectively. A resting 99mTc-sestamibi scan was performed on the 5th day after PCI

procedure. The primary efficacy endpoint was a patient’s score on a 5-point scoring system for rating perfusion defect

severity. Results

severity [ (11.97+7.34) wvs. (15.61+4.6), P<0.05]. Conclusions

Patients receiving tirofiban infusions for 48 hours had significant reductions in perfusion defect

Tirofiban maintaining for 48 h is safe and can

significantly reduce perfusion defect severity in patients with STEMI undergoing PCI.
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