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F I G U R E 1 Assessment of Atherosclerosis Development Around a Bioresorbable Scaffold
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Following loss of the scaffold mechanical support during bioresorption, native atherosclerotic plaque progression might result in inward strut dislocation. In-scaffold
neoatherosclerosis development would be seen inside the struts. These changes could be observed during a timeframe when strut remnants are still visible with
intravascular imaging.

Bioresorbable scaffolds could serve as an ideal
means to provide valuable insights into the mechanisms of periscaffold atherosclerosis development
owing to the decreasing radial strength during bioresorption and the black box-like appearance without
dorsal shadowing of the optically translucent polymeric struts. That would be interesting if the scaffolded segments could be serially assessed during an
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earlier timeframe during the bioresorption process
when the radial strength of the scaffold has been lost,

REPLY: In-Scaffold Neoatherosclerosis

but the strut remnants are still visible (which could be
a period from 6 months up to 2 years post-

An Overestimated Entity?
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F I G U R E 1 Discrepancy Between BVS 1.0 and 1.1
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(A) Signal-rich, low-attenuating tissue layer that covered thrombogenic plaque components at 5 years after BVS 1.0 implantation. Reprinted
with permission from Karanasos et al. (3). (B) Atherosclerotic intima within in-scaffold segments at 5 years after BVS 1.1 implantation.
Reprinted with permission from Moriyama et al. (1). BVS ¼ bioresorbable vascular scaffold.
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but the mechanical radial force of BVS. Therefore,
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Accordingly, larger studies including early-phase
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conﬁrm where in-scaffold atherosclerosis comes
from.
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Left Ventricular
Ejection Fraction and
Global Longitudinal Strain
Prognostic When Not Load Dependent?
In their recent publication, Park et al. (1) demonstrate
that global longitudinal strain (GLS) had strong
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