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MICRO- AND MACROVASCULAR PROTECTION TO PREVENT NO-REFLOW IN ACUTE PERCUTANEOUS CORONARY INTERVENTIONS 
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One major pitfall in acute PCI is no- or slow-reflow. Angiographic no-reflow is defined as the presence of TIMI 0-1 flow in the absence of dissection, spasm, stenosis or thrombus of the epicardial vessel, and may be observed in 25-30% of AMI patients treated with primary or rescue angioplasty. Lesser degree of reduction of coronary flow (i.e., TIMI 2 flow) is defined as slow-reflow. No-reflow phenomenon, on the other hand, is the inability to reperfuse a portion of the myocardium after re-establishment of patency of previously occluded epicardial coronary artery. Described in AMI with thrombus-mediated occlusion, it has four underlying mechanisms, namely, endothelial dysfunction, plugging of small vessels, compression of small vessels by tissue edema, and, thrombus and debris dislocation. No-reflow of any kind is detrimental. The various approaches to prevent it, and if it occurs to treat it, can be broadly divided into pharmacological approach that act mainly at the microvascular level and mechanical approach that act mainly at the macrovascular level. The pharmacological approach consists of intracoronary administration of drugs like adenosine, verapamil and GP IIb/IIIa receptor antagonists while the mechanical approach consists of thrombus removal by aspiration or thrombectomy, thrombus dissolution, or, distal or proximal protection. No-reflow prevention and/or treatment can be achieved by a simple working model that consists of a sequential thrombus aspiration and intracoronary administration of a mixture of adenosine plus verapamil through an aspiration catheter, and, continuous intracoronary infusion of GP IIb/IIIa receptor antagonist through the manifold.

