JACC VOL. 72, NO. 9, 2018

Letters

AUGUST 28, 2018:1060–7

assessed the components of Ca 2þ removal through

*Laboratory of Cell Electrophysiology

caffeine application, as originally described by Bas-

Imperial College London

sani et al. (4). Transient decay rate (L) was

4th

signiﬁcantly greater in contact versus control (3.41

Experimental Medicine

 0.15 s 1 vs. 2.69  0.07 s1, n ¼ 26:23 cells; p <

Hammersmith Campus

0.001),

attributable

to

4-fold

greater

SR

Ca 2þ

ﬂoor

Imperial

Centre

for

London W12 0NN

control, n ¼ 26:23 cells; p < 0.001). Western

United Kingdom

blotting

E-mail: c.terracciano@imperial.ac.uk

increased

SERCA2a

and

Du Cane Road

uptake (2.67  0.12 s 1 vs. 0.63  0.67 s 1 in
demonstrated

Translational

expression (1.02  0.08 vs. 0.55  0.01 in control,

Twitter: @imperialcollege

n ¼ 4; p < 0.01). Contact culture increased the SR

https://doi.org/10.1016/j.jacc.2018.06.028

to sodium-calcium exchanger (NCX) ratio from

Ó 2018 by the American College of Cardiology Foundation. Published by Elsevier.

23:70 in control to 60:32, much closer to the
w70:30 observed in adult cardiomyocytes (4).
Contact culture signiﬁcantly reduced time to
transient peak, a surrogate measure of the rate of SR
Ca2þ release (Figure 1). Caffeine-induced transient
amplitude,
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< 0.001), signifying reduced rNCX

contribution.
For cardiomyocytes to maintain homeostasis, SR
release must equal SR uptake. Thus, percentage
contribution of the SR to all transient Ca2þ is equivalent to the percentage uptake calculated previously.

In-Scaffold
Neoatherosclerosis
An Overestimated Entity?

Sarcolemmal Ca 2þ, such as that entering via L-type
Ca2þ channels, constitutes the remainder after accounting for rNCX. The sarcolemmal to SR ﬂux ratio, a
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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
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assessment.

denial of their theory because our analysis was

