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Letters to the Editor

About inflammatory activation during 
aortic dissection

To the Editor,

We have read with great interest the article entitled “Effect 
of inflammation on the biomechanical strength of involved aorta 
in type-A aortic dissection and ascending thoracic aortic aneu-
rysm: An initial research” which was published in Anatol J Car-
diol 2018; 20: 85-92 (1). In this study, the authors aimed to explore 
the degree of systemic and local vessel inflammation in aortic 
dissection (AD), to detect their influence on vessel tensile prop-
erties, and to compare them with those in aortic aneurysm (AA). 
They hypothesized that a correlation exist between inflammation 
and decrease in vessel strength in AD.

In the study, aortic vessel specimens were obtained from  
normal-looking nondissected aortic tissues near the dissected 
aortic lesions in the type-A AD group; whereas in the AA group, 
aortic vessel specimens were obtained from the aortic an-
eurysm walls. The onset time till surgery was 502.9±280.1 h in 
the AD group. Eighteen (90%) patients had chest and back pain 
before surgery. Dissection type was the Stanford type A. Thus, 
all the ascending aorta or the entire aorta may be affected un-
til the iliac artery. According to these results, we can conclude 
that patients with AD have acute AD, but AA patients don’t have. 
This is the main cause of the significant inflammatory media-
tor increase in the AD group, compared with the AA group. To 
prevent this structural mistake of the study design, authors may 
consider comparing patients with chronic AD with those with 
nondissected AA. In acute AD, impaired multiple organ perfusion 
due to dissection of the entire aorta will aggravate systemic in-
flammatory response independently from the effect of dissection 
in itself of the aortic vessel tissue. They also assumed that the 
degree of inflammatory response directly affects tissue strength. 
They concluded that the serum concentrations of IL-6 and TNF-α 
may somehow be used to indicate the decrease in biomechani-
cal strength of the affected aorta in AD. It is a known fact that 
dissected tissues are the most fragile tissues. It is not possible to 
perform graft anastomosis to dissected aorta without teflon-felt 
reinforcement. In this study, the authors did not compare tissue 
strength after the increase in inflammation in the circulation as 
indicated in the aim of the study. There are no data regarding pa-
tients with AD with low and high inflammatory responses in the 
blood to compare this difference in the aortic tissue. We would 
be pleased if the authors could clarify these conflicting study 
results.

 Şahin İşcan,  Orhan Gökalp,  Köksal Dönmez,  Banu Lafçı
Department of Cardiovascular Surgery, Katip Çelebi University, İzmir 
Atatürk Training and Education Hospital; İzmir-Turkey

Author`s Reply

To the Editor,

Thanks for reading our manuscript entitled “Effect of inflam-
mation on the biomechanical strength of involved aorta in type-A 
aortic dissection and ascending thoracic aortic aneurysm: An ini-
tial research” (1). Because you have asked some questions in the 
letter, we would like to introduce some more detailed information.

First, you asked if we should compare patients with chronic 
AD with those with nondissected AA. AD is a critical illness that 
has a very high mortality rate in its acute course due to aorta 
rupture, and urgent or emergent surgical treatment should be 
performed in this phase. As mentioned in the manuscript, the 
acute inflammation of the involved aorta walls was the main 
cause of invulnerable aorta and aorta rupture, and it also made 
graft anastomosis in surgical treatment more difficult. In an ear-
lier article, we had proven that the inflammation biomarkers of 
AD, such as IL-6 and TNF-a, present time-dependent changes in 
its course and may rise to their peak levels in a few days after 
onset and decline slowly to near-normal levels after the acute 
phase (2). Because AA progress had not involved an intensive 
inflammation response and the biomarkers were usually in the 
normal range, we thought that there should be no significant dif-
ference between the patients with subacute or even chronic AD 
and AA, both in the degree of inflammation and the incidence of 
surgical implications and mortality. Therefore, we declined per-
forming a comparison between them. As you had mentioned, it 
would be more appropriate to add the comparison of them. We 
may consider this in future studies.

Second, you mentioned that “the authors did not compare 
tissue strength after the increase in inflammation in the circula-
tion, as indicated in the aim of the study” and that “there are no 
data regarding patients with AD with low and high inflammatory 
responses in the blood to compare this difference in the aortic tis-
sue.” For the former, because the involved patients with AD in our 
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study had already presented a significant inflammatory response 
both in the tissue and circulation and because the samples were 
all one-time-point collected, we could not directly compare the 
change in the tissue strength in one individual before and after in-
flammation onset. This was also a limitation of our human study. 
Thus, we had only tested the correlation between inflammation 
(both in the circulation and vessel tissue) and tissue strength in 
involved patients, and the significant correlation was shown in the 
manuscript. For the latter, it is a known fact that there is a chronic 
inflammatory response in the AD aortic wall before the intima tear, 
and the implosive acute inflammatory response induced by the 
blood flow impact occurred after the intima tear. Thus, we thought 
that all AD-related aortic vessels suffered from severe local tissue 
inflammation. The following circulatory or systemic inflammation 
of AD started with the release of inflammation biomarkers from the 
dissected aorta just after onset, and it might be aggravated by im-
paired multiple organ perfusion (mainly gastrointestinal tract and 
kidneys) due to dissection of the entire aorta during AD progress. 
The severity of circulation inflammation of AD may vary among in-
dividuals due to differences in the dissected area or involved or-
gans. In our involved patients, there was no significant impaired or-
gan perfusion due to dissection because no patients suffered from 
gastrointestinal ischemia and renal failure. However, four of 20 pa-
tients suffered from respiratory failure before surgery. Which we 
thought should be acute lung injury induced by local accumulation 
of inflammation biomarkers. It was obvious that there were many 
factors that might have caused uncertainty with regard to a direct 
correlation between aortic and circulatory inflammation. In such 
an initial research with a small sample size, we could not eliminate 
all interference variables; therefore, we declined performing the 
correlation test. In future research with more patients and more in-
fluence factors included, the correlation test might be appropriate.

Because our manuscript was an initial research with a small 
sample size and simple testing and statistical analysis, the re-
sults may sometimes be viewed with subjectivity, one-sided-
ness, and superficiality. We wish to introduce our research to 
interested cardiovascular surgeons and researchers, and we 
accept the criticisms and suggestions of colleagues. 
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Discordant results about QT prolongation 
in patients with Turner syndrome

To the Editor,

We have read the paper entitled “Evaluation of the Tp-Te in-
terval, Tp-Te/QTc ratio, and QT dispersion in patients with Turner 
syndrome’’ with great interest (1). The authors stated that pa-
tients with Turner syndrome have a longer QTc; however, the 
numbers of patients in the control group were insufficient. The 
control group in the study included 35 patients, and the mean 
QTc was 392.06±13.21. In previous studies with a larger popula-
tion, the mean QTc of patients was longer than that in the present 
study. For example, in the previous studies for ages 12–15 years, the 
mean QTc was 426 for 10,709 female population, whereas for ages 
16–19 years, the mean QTc was 423 for 14,453 female population 
in the large study (2). This raises suspicion about selection bias in 
the control group. Furthermore, the selection of an inappropriate 
control group is a common problem in this type of observational 
study. Inappropriate control group can result in inconsistency with 
real population statistics.  In addition, even if we accept that an 
accurate control group was selected by the authors, the effect 
of a small increase in QTc on mortality rate is unclear. We can-
not exclude the chance factor for statistical significance (p value) 
because of the small sample size and small number of patients in 
the control group of the authors’ study. Moreover, in the discussion 
part, there is not enough data and causality for the prevention of 
sudden death in patients with Turner syndrome.
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Department of Cardiology, Koşuyolu Kartal Training and Research 
Hopital; İstanbul-Turkey
1Department of Cardiology, Gebze Fatih State Hospital, Kocaeli-Turkey

References

1. Atıcı A, Panç C, Karaayvaz EB, Demirkıran A, Kutlu O, Kaşalı K, et 
al. Evaluation of the Tp-Te interval, Tp-Te/QTc ratio, and QT dis-
persion in patients with Turner syndrome. Anatol J Cardiol 2018; 
20: 93-9. 

2. Palhares DMF, Marcolino MS, Santos TMM, da Silva JLP, Gomes 
PR, Ribeiro LB, et al. Normal limits of the electrocardiogram de-
rived from a large database of Brazilian primary care patients. 
BMC Cardiovasc Disord 2017; 17: 152. 

https://orcid.org/0000-0002-5879-2245
https://orcid.org/0000-0002-3022-2734
https://orcid.org/0000-0001-9466-944X
https://doi.org/10.14744/AnatolJCardiol.2018.49344
https://doi.org/10.1186/s13019-014-0199-0

