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	Follow-up results after balloon angioplasty have shown that restenosis occurs in about 30%. However, complete occlusions of previously nonoccluded lesions occur in less than 1% over subsequent years when discounting peri-interventional complications. This is explained by the fact that balloon angioplasty mechanically ruptures the plaque irrespective of its initial stability. The mechanically induced overgrowth with neo-endothelium and smooth muscle cells abluminally secretes plaque-smoothening proteins and stimulates interstitial collagen, which leads to a stable fibrous cap. Hence, a dilated plaque loses most of its infarct potential.

Elimination of ischemic symptoms and objective signs of ischemia is an accepted indication for coronary angioplasty. However, it appears even more important to prevent subsequent infarction and death. Mechanical plaque sealing by balloon angioplasty provides an instrument to that end. 

The fact that about 70% of the infarctions are caused by stenoses <50% and an additional 20% by stenoses 50-70% provides a further argument for balloon angioplasty of hemodynamically nonsignificant stenoses. Of course, a mild stenosis has a lower individual potential for infarction than a significant stenosis. However, the aggregate infarct potential of several mild stenoses outdoes the higher individual potential of a single significant stenosis. The infarct potential over 3 years was assessed by the CASS Registry at 2% for a stenosis <50%, 7% for a stenosis 50-70%, 8% for a stenosis 70-90%, and 15% for a subtotal stenosis. The fact that it cannot be predicted whether and when a hemodynamically not yet significant stenosis ruptures and completely occludes the artery, lends to "preventively" dilate such stenoses if they are located in a large proximal vessel. Angioplasty of a mild lesion in a large vessel is quite innocuous (risk for acute closure <2%, risk for restenosis <10%). These risks should be outweighed by the projected benefit which consists not only in possibly preventing acute infarction but also in preventing the stenosis from becoming significant and causing angina. 

To assess the lesion first for its infarct potential may imply inherent risks and is costly. Moreover, a "cold" lesion may become "hot" at any time. A suspicious hemodynamically nonsignificant lesion, seen in a coronary angiogram, should thus be dilated ad hoc rather than observed or assessed with expensive additional measures. Such an ad hoc angioplasty is fairly cheap. Stents should be used only for bailout situations, as such lesions have an excellent prognosis with plain balloon angioplasty, and as stents may induce late occlusion or intricate in-stent restenosis. Drug eluting stents might change this and perhaps usher in a frenzy of primary stenting for plaque sealing.

Plaque sealing  with angioplasty (for the time being, preferably by balloon alone) seems more important than plumbing. Whether improved drug regimens for coronary artery disease (e.g., statins) decrease the benefit of plaque sealing to an amount no longer warranting the intervention, remains to be seen.


