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Evaluation of Non-Culprit Coronary Lesions and Its Role in Revascularization
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[ Abstract] The gold standard of functional evaluation of non-culprit coronary lesions( NCCLs) is fractional flow reserve ,and its guided
revascularization has been of great clinical benefit to patients with coronary heart disease. In order to overcome the side effects of adenosine
and its high cost, more convenient emerging evaluation indicators such as non-hyperemic pressure ratio, angiography-derived metrics, and
intracavitary imaging are constantly emerging. With the further development of evaluation technology, the revascularization guided by it has
relatively reduced the risk of major adverse cardiovascular events in patients. This article reviews the emerging evaluation indicators of NCCLs

and their development in revascularization,in order to more effectively evaluate the severity of stenosis in NCCLs patients with coronary heart

disease and choose the most appropriate revascularization method to reduce the risk of major adverse cardiovascular events.
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