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The effect of aspiration thrombectomy catheter in primary percutaneous coronary
intervention after implant different vessel diameter stent
Ma Lie' , Tian Zhigang® ,Qiu Yumin' ,Liu Zhijun' s Xu Qingbin' ,Cong Guangzhi® , Jia Shaobin®"
(1. Department of Cardiology ,Cardio-cerebrovascular Disease Hospital ;2. Department of
Respiratory and Critical Care Medicine ;3. Heart Center ,Gemeral Hospital of Ningxia
Medical University ,Yinchuan , Ningzxia 750004 ,China)
Abstract; Objective To assess under different vessel diameter, the effect of the aspiration thrombectomy catheter in improving
the myocardial reperfusion and clinical prognosis in patients with acute myocardial infarction( AMI) who were undergone primary
percutaneous coronary intervention(PCI). Methods 205 patients with AMI immediate implant stents after thrombus suction, the
TIMI flow grade(myocardial infarction thrombolysis treatment test flow classification) , postoperative ecg evolution,incidence of no-
reflow MACE in 30 days and MACE in 6 months were compared between conventional thrombus suction group and suction again
group(blood vessels of <(3.0 mm and —>3.0 mm). Results The level 3 blood flow rate, MACE in 6 months in suction again group
with blood vessels of 3. 0 mm had improved significantly, but had no beneficial effects in blood vessels of Z=3. 0 mm. Conclusion

In AMI patients treated with primary PCI,application of aspiration thrombectomy catheter with blood vessels of 3. 0 mm may im-

prove the flow condition before infarction related blood vessels,reduce MACE.
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