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Author's Reply
To the Editor,

We enthusiastically read the letter regarding our article titled
“Arterial stiffness evaluation in patients with irritable bowel syn-
drome: role of antihypertensive drugs and statins” published in
Anatol J Cardiol 2014; 14: 525-30 (1).

Increased arterial stiffness reflecting decreased arterial com-
pliance is an important marker of vascular aging (2). We demon-
strated that carotid-femoral pulse wave velocity (PWV), the current
gold standard measure of arterial stiffness did not differ between
patients with irritable bowel disease and healthy control subjects
(1). Arterial stiffness is mainly associated with aging and hyperten-
sion (3). As the authors kindly mentioned, antihypertensive drug
groups tend to have different effects on arterial stiffness besides
blood pressure-lowering effects. Angiotensin-converting enzyme
inhibitors, angiotensin receptor blockers, calcium channel blockers,
and mineralocorticoid antagonists decrease PWV, whereas diuret-
ics and B-blockers (except nebivolol) have neutral or negative influ-
ence (4). The effect of statins on arterial stiffness is still controver-
sial due to conflicting results (5, 6). Although, 23% of patient popula-
tion and 37% of control group had hypertension in our study, there
was no significant difference between the groups. Unfortunately,
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we did not record antihypertensive drug groups at inclusion; thus,
we do not have the relevant data. We excluded patients on 3-blocker
treatment due to the impact on heart rate variability. Due to the facts
that the percentage of hypertensive patients was not different sta-
tistically, exclusion of B-blocker treatment, and having only one
patient on statin treatment within each group, we do not think these
presumed drug associations would have influenced our results. We
thank the authors for their scrutiny and valuable remarks.
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Can epicardial adipose tissue predict
coronary artery plaque?

To the Editor,

We read with great interest the manuscript written by Cullu et al.
(1) titled “Does epicardial adipose tissue volume provide information
about the presence and localization of coronary artery disease?”
published in the May 2015 issue of Anatol J Cardiol 2015; 15: 355-9. In
that study, authors investigated the relationship between the epicar-
dial adipose tissue (EAT) volume and the atherosclerotic coronary
artery plaques evaluated by computed tomography (CT). In this study,
EAT volumes were found to be significantly higher in patients with
coronary plaques than in patients without plaques. Furthermore, the
left anterior descending (LAD) artery and multivessel located coro-
nary atheromatous plaques were associated with higher EAT volumes
than other coronary artery locations as well as with the absence of coronary
plaques. One of the most important finding in this study is that the frequency of
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diabetes mellitus (DM), hypertension (HT), and dyslipidemia were found
to be significantly higher not only in cases with plaque but also in cases
with increased EAT volume.

Similar results were shown in studies that evaluated the relation-
ship between EAT and DM, HT, and hyperlipidemia (2-4). However, it is
not clear whether EAT volume could predict the presence of plaque in
coronary arteries in the current study (1). Both EAT volumes and risk
factors for atherosclerosis, including DM, HT, hyperlipidemia, and age,
are higher in patients with coronary plaque. Thus, in that case, multi-
variate regression analysis should be made to adjust for the confusing
effects of these risk factors. It is impossible to say that “EAT volumes
predict the presence of coronary plaque and plaque-involved vessels.”
If the EAT volume is found as an independent predictor for coronary
plaque after regression analysis, the ROC analysis can be used to
determine the cut-off value. Otherwise, it would be more appropriate to
say that EAT volume is a “risk factor” for coronary plaque. Finally, coro-
nary artery calcium (CAC) scores were written as meanzstandard
deviation, such as 53.4+138 and 80+163, in Table 1. We think that CAC
score does not show the normal distribution; therefore, it should be
represented as median with minimum and maximum range.

Omer Hing Yilmaz, Ugur Nadir Karakulak*, Engin Tutkun, Emine Ercan Onay*
Departments of Clinical Toxicology and *Cardiology, Ankara Occupational
Diseases Hospital; Ankara- Turkey
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Author's Reply
To the Editor,

Thank you for your interest in our article titled “Does epicardial
adipose tissue volume provide information about the presence and
localization of coronary artery disease?” published in the May 2015
issue of Anatol J Cardiol 2015; 15: 355-9 by Cullu et al. (1). We have
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read your letter. In previous articles, it was stated that the EAT vol-
ume was the predictor of coronary artery plaque existence (2, 3).
Firstly, multivariate regression analysis was performed in our study.
EAT volume was found as an independent predictor in estimating the
existence of coronary artery plaque (p=0.001). Secondly, the CAC
score distribution does not statistically exhibit normal distribution.
We agree with the reader in this regard. The CAC score median
(min—max) values are 0.0 (0.0-5.0) and 32.1 (0.0-940.8), respectively,
in the existence and absence of coronary artery plaque.
Thank you for the contribution you have made to our article.

Nesat Cullu
Department of Radiology, Faculty of Medicine, Mugla Sitki
Kogman University; Mugla- Turkey

References

1. Cullu N, Kantarci M, Kizrak Y, Pirimoglu B, Bayraktutan U, Ogul H, et al.
Does epicardial adipose tissue volume provide information about the
presence and localization of coronary artery disease? Anatol J Cardiol
2015; 15: 355-9. [CrossRef]

2. Alexopoulos N, McLean DS, Janik M, Arepalli CD, Stillman AE, Raggi P
Epicardial adipose tissue and coronary artery plaque characteristics.
Atherosclerosis 2010; 210: 150-4. [CrossRef]

3. lacobellis G, Bianco AC. Epicardial adipose tissue: emerging physiolog-
ical, pathophysiological and clinical features. Trends Endocrinol Metab
2011; 22: 450-7. [CrossRef]

Address for Correspondence: Dr. Nesat Cullu

Mugla Sitki Kogman Universitesi Tip Fakiiltesi,

Radyoloji Bdliimii Merkez Kampiisii, 43000, Mugla- Tiirkiye
Fax: +90 252 223 92 80

Phore: +90 252 211 10 00

E-mail: nesatcullu77@gmail.com

Preoperative oral pentoxifylline in
case of coronary artery bypass
grafting with left ventricular
dysfunction (ejection fraction equal
to/less than 30 %)

To the Editor,

We want to congratulate Mansourian et al. (1) on their interesting and
original manuscript titled “Preoperative oral pentoxifylline in case of coro-
nary artery bypass grafting with left ventricular dysfunction (ejection frac-
tion equal to/less than 30%)” published in Anatol J Cardiol Dec 31, 2014.

As pentoxifylline has a reducing effect upon inflammation, it is known
that the increased plasma levels of TNF-alpha and interleukin (IL)-6 will
decrease when pentoxifylline is used during inflammation (2). The section
of the manuscript that raises a question in our minds is the unexpected
difference in the TNF-alpha and interleukin levels of oral pentoxifylline,
which was started 3 days before the operation, in the blood samples
obtained preoperatively from the control and pentoxifylline groups. The
mean preoperative levels of TNF-alpha and IL-6 in the control group were
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