
a trigger for PoAF (3, 4). In conclusion, these confounding factors 
will probably explain this association, but many of them were not 
taken into consideration in the analysis.
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Author`s Reply

To the Editor,

We are pleased with the authors’ interest in our article titled 
“SYNTAX score predicts postoperative atrial fibrillation in pa-
tients undergoing on-pumping isolated coronary artery bypass 
grafting surgery,” which was published in Anatol J Cardiol 2015 
Nov 18 Epub ahead of print (1), and we would like to thank them 
for their contribution. As the authors have mentioned systemic 
inflammation caused by cardiopulmonary bypass, atrial inflam-
mation might contribute to the occurrence of postoperative atrial 
fibrillation (PoAF). Bruins et al. (2) reported that an elevation in C-
reactive protein-complement complexes was greater in patients 
who developed AF. Soluble vascular cell adhesion molecule-1 
(VCAM-1) is an emerging biomarker for inflammation and endo-
thelial activation. In another study, Verdejo et al. (3) reported that 
in patients undergoing coronary artery bypass surgery, elevated 
VCAM-1 levels predict a higher risk for PoAF. However, inflamma-
tory markers were not included in our patient data, and we think 
that the patient population is too small to add these variables in the 

analysis. There would be too many variables for a small group, and 
this could disrupt the results. With the inclusion of these data, our 
hypothesis can be further tested in a bigger patient population.
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To the Editor,

I have read the article entitled “Effects of energy drinks on 
blood pressure, heart rate, and electrocardiographic parameters: 
an experimental study on healthy young adults” by Hajsadeghi 
et al. (1), which was recently published in the Anatolian Journal 
of Cardiology 2016; 16: 94-9, with great interest. The investiga-
tors reported that energy drink consumption could contribute to 
heart rate decrease and ST-T changes in healthy young adults. In 
addition, systolic and diastolic BP and other ECG parameters do 
not significantly change after the energy drink consumption (1). 

There were conflicting results about the relationship between 
heart rate response and energy drink consumption (2, 3). Authors 
implied that the possible mechanism underlying the heart rate dec- 
rease was related to an increase in the stroke volume and en-
hancement of the myocardial contractility after the energy drink 
consumption (1). Authors claimed that excessive catecholamine re-
lease after energy drink consumption is the mechanism underlying 
the significant ST-T changes (1). It is well known that heart rate 
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increase is an essential effect of catecholamine release. The pos-
sible reason underlying these conflicting results is related to the 
follow-up duration and amount of energy drink consumed (2, 3).

In addition, there was no data regarding smoking history or 
current smoking status. The vasopressor and tachycardia ef-
fects of smoking are associated with an increase in the plasma 
catecholamine concentration (4). Likewise, there was a strong 
relationship between heart rate variability and smoking (5).

In the light of this knowledge, authors should mention regarding 
the smoking habits of participants. Moreover, the follow-up duration 
and amount of energy drinks consumed should be standardized.

Levent Cerit
Department of Cardiology, Near East University, Nicosia-Turkish 
Republic of Northern Cyprus
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Author`s Reply

To the Editor,

We thank the authors for their great interest in our work en-
titled “Effects of energy drinks on blood pressure, heart rate, 
and electrocardiographic parameters: an experimental study on 
healthy young adults” published in Anatol J Cardiol 2016; 16: 94-9 
(1). In addition to our discussion, they also notified the incoherent 
results of different studies on the heart rate (HR) response after 
energy drink consumption. Authors of the letter, however, stat-
ed that an HR increase is an essential effect of catecholamine 

release and then considered the combination of “HR decline” 
and “catecholamine release” as conflicting. Although we agree 
that an HR increase is an effect of situations with pure catechol-
amine release, it must be emphasized that a combination of “HR 
decline and catecholamine release” is also possible in some 
conditions, of which the most well-known is the Cushing reflex. 
As we supposed in the article, the HR decrease after energy 
drink consumption is possibly due to direct central stimulation of 
the vagus nerve by caffeine (2). A similar mechanism has been 
previously described for the Cushing reflex where concurrent 
hypertension (owing to sympathetic activation) and bradycardia 
(owing to the vagus nerve stimulation) are seen (3).

Given the known effects of smoking on sympathetic activa-
tion (4), as noted by the authors of the letter, we excluded all 
smokers from our study to avoid its possible confounding role 
on results. This was mentioned in the paper by excluding those 
with a history of “substance abuse.” According to the valid defi-
nitions, including Diagnostic and Statistical Manual of Mental 
Disorders-Fifth Edition (DSM-5) (5), tobacco consumption is an 
example of substance abuse.

Finally, as we discussed in the abovementioned article (1), 
factors such as different types of energy drinks and durations 
of BP monitoring after energy drink consumption are among the 
possible reasons underlying the conflicting results of different 
studies on hemodynamic effects of energy drinks. Thus, we agree 
with the authors of the letter that considering follow-up duration 
and amount of energy drinks are of great importance in compa- 
ring the results of different investigations on energy drinks.

Shokoufeh Hajsadeghi
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Medicine, Iran University of Medical Sciences; Tehran-Iran
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