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F I G U R E 1 Angiograms and OCT Images of Scaffold Failure at 15 Months

(A and B) Angiograms demonstrate focal in-scaffold restenosis. White arrowheads show the position of the platinum markers of the bioresorbable vascular scaffold. (C) The dashed lines in the longitudinal optical coherence tomography (OCT) view correspond to the respective
cross sections (D to G). (D) Neointimal rupture (white arrow) with mural thrombus (red asterisk) at the rupture site protruding into the lumen.
(E) Mural thrombus (red asterisk) with highly attenuating area (white asterisk). (F) Low signal-intensity scaffold strut coverage pattern with
dorsal attenuation (white asterisks) and marked shadowing of the scaffold struts (note that only a few struts are depicted). (G) Normal
pattern of neointimal hyperplasia (i.e., high signal intensity) (note that the scaffold struts are clearly visible along the entire vessel
circumference).
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