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long-term mortality in ST-elevation myocardial infarction” published in Anatol
J Cardiol 2015 Feb 11. (1). In the study, we conducted ST elevation myocar-
dial infarction (STEMI) in patients undergoing primary percutaneous coro-
nary intervention (PCI). An admission serum potassium (sK) level of >4.5
mmol/L was found to be associated with short- and long-term mortality (1).

Firstly, all patients in the study were treated with the dual antiplatelet
therapy (clopidogrel 75 mg/day and acetylsalicylic acid 100 mg/day) for at
least one year (1). Even though ticagrelor and prasugrel are associated with
better results in patients with STEMI, during the period the study was
conducted, neither prasugrel nor ticagrelor was administered in our center
(2, 3). The effect of ticagrelor or prasugrel was not evaluated in our study.

The effect of aldosterone antagonists was not evaluated. The global
left ventricular ejection fraction did not significantly differ between
groups. Even though we did not evaluate the effect of aldosterone
antagonists, in our opinion, this could not affect the outcome between the
groups. However, cumulative end points will probably be affected. The
effect of aldosterone antagonists could be a part of another study.

Thirdly, all patients with STEMI underwent primary PCl in our center
regardless of the admission creatinine level. The patients’ blood at the
time of admission was drawn at the emergency department without pro-
cedure delay. No significant correlation was found between admission
sK level and door-to-balloon time (p=0.19).

In conclusion, despite the presence of many confounding factors, we
thoughtthat an sK level of >4.5 mmol/L is associated with short- and long-
term mortality. The effect of aldosterone antagonists, prasugrel, and
ticagrelor could be evaluated in different studies.

Mahmut Uluganyan
Clinics of Cardiology, Kadirli Government Hospital; Osmaniye- Turkey
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Mean platelet volume: When the size
does matter

To the Editor,

Cardiovascular diseases are known to be associated with unsta-
ble atherosclerotic plaques matching with platelet reactions, which
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lead to thrombus formation and finally clinical events (1). Platelets are
heterogeneous blood components, differing in size, density, and reac-
tivity. It is recognized that several substances released from alpha-
granules, dense granules, lysosomes, or the cytosol in larger platelets
are either vasoactive and prothrombotic (thromboxane A2, coagula-
tion factors), adhesion proteins (P-selectin), growth factors (TGF-
beta), chemokines (platelet factor 4), or cytokine-like factors (CD40
ligand). These proteins act in a collaborative way to determine hio-
logical functions. In other words, activated platelets are larger, and
the mean platelet volume (MPV), a measure of platelet size, could be
an accurate and easily available marker of platelet activation. Several
studies have reported an increasing MPV associated with the progno-
sis of either acute coronary syndromes (2) or cerebrovascular dis-
eases (3). However, until this issue in which Kalkan et al. (4) entitled
“Mean platelet volume is associated with aortic intima-media thick-
ness in patients without clinical manifestation of atherosclerotic
cardiovascular disease.” published in Anatol J Cardiol 2015; 15: 753-8
report an association between MPV and the extent of subclinical
thoracic aortic atherosclerosis in patients without a clinical manifes-
tation of atherosclerotic cardiovascular disease, we did not know the
role of this potential marker in the general population without cardio-
vascular events, namely, in people whose prothrombotic status is
unknown or supposedly inactivated. The authors showed how the
extent of thoracic aorta intima to media thickness, as a marker of dif-
fuse atherosclerotic disease, is significantly related to an increasing
MPV, supporting the role of systemic thrombocyte activation over the
course of atherosclerosis, a relationship that has been previously
reported, though in a different scenario such as coronary or carotid
arteries (5) and again, in patients with atherosclerotic disease present.
The results reported by Kalkan et al. (4) are interesting, though
some questions remain to be answered. MPV is uncomplicated and
cheap to obtain, easy to elucidate, and is conventionally measured by
automated cell counters. Its increase should suggest a careful assess-
ment of cardiovascular risk; however, more studies are necessary in
the general population to confirm the findings by Kalkan et al. (4), and
new studies investigating the relationship of MPV with future cardio-
vascular events in healthy people beyond the wall of their arteries.

José Carlos Arévalo-Lorido
Internal Medicine Department, Zafra County Hospital; Zafra-Spain
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Author's Reply
To the Editor,

There are large clinical data on the importance of mean platelet volume
(MPV) in unstable patients; its importance in stable atherosclerotic disease
is scarce. We reported that MPV is independently associated with sub-
clinical thoracic atherosclerosis in the article entitied “Mean platelet vol-
ume is associated with aortic intima-media thickness in patients without
clinical manifestation of atherosclerotic cardiovascular disease” published
in Anatol J Cardiol 2015; 15: 753-8.

One of the main disturbances that play a role in atherosclerosis is
increased platelet aggregation, and increased platelet volume is a marker
of increased platelet activity (2). Recently, one meta-analysis showed that
a larger MPV is associated with coronary artery disease (3). According to
our results, we confirm that an increase in MPV may be an important bio-
chemical marker for initial atherosclerosis.

Previous studies demonstrated that platelets play a critical role in
carotid atherosclerosis and that P-selectin that is stored in platelet secre-
tory granules is important for the development of atherosclerosis.
Additionally, platelets directly affect the degree of plaque maturation,
including the existence of smooth muscle cells and calcification (4). These
findings comprise the rationale to our hypothesis.

As far as we know, our article is the first to report a relationship between
thoracic aorta intima media thickness and the mean platelet volume in
healthy subjects. Therefore, more studies are needed to confirm this finding.
Our study is not a prospective clinical study, so we do not know whether the
mean platelet volume is a predictor of future cardiovascular events in healthy
subjects or not. Prospective clinical trials must be conducted to investigate
the prognostic importance of the mean platelet volume.

Siileyman Ozbicer, Giilhan Yiiksel Kalkan, Ahmet Oytun Baykan,
Murat Cayh

Department of Cardiology, Numune Research and Training Hospital;
Adana- Turkey
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Is atrial septal defect alone able to
affect the cardiac autonomic function
or are there different factors that
influence this function?

To the Editor,

We read with a great interest the paper by Ozyilmaz et al. (1) entitled
“Heart rate variability improvement in children using transcatheter
atrial septal defect closure” published in the Anatol J Cardiol 2015 Mar
4. The authors aimed to evaluate cardiac autonomic functions in chil-
dren who underwent transcatheter closure of atrial septal defect (ASD)
using analysis of heart rate variability (HRV) parameters. They con-
cluded recovery of HRV indices approximately 6 months after trans-
catheter ASD closure.

ASD is a frequently seen congenital heart disease characterized with
left-to-right shunting and dilation of the right cardiac chambers and pul-
monary artery, which might result in heart failure, arrhythmia, and throm-
boembolic events as well as increased mortality. The enlarged right
ventricle usually returns to normal size during the first 24 months after
transcatheter device closure or surgical repair, although this normaliza-
tion may persist for up to 5 years after defect closure (2). As mentioned in
the article by Ozyilmaz et al. (1), HRV impairment in patients with ASD has
been attributed to right ventricular filling and right atrial tension due to
left-to-right blood flow through ASD (3). However, in the study by Ozyilmaz
et al. (1), no data demonstrating dimensions of cardiac chambers before
and after the transcatheter closure are available, and we do not know
whether the initial dimensions are significantly different from those mea-
sured 6 months after transcatheter closure. In addition, the mean diam-
eter of ASD as well as the range of the diameter of the defect in the study
population is not mentioned in the article. With these additional data, we
believe that readers of the journal can more easily understand whether
the size of the defect and the dimensions of cardiac chambers have an
effect on HRV parameters.

The interpretation of HRV analysis is not as simple as thought
because of various factors that influence HRV indices, which might be
affected by many variables such as hyperlipidemia and blood pressure
(3-5). We think that it would be more helpful to demonstrate blood pres-
sure levels and blood lipid profiles of the study population in terms of
showing no variable affecting HRV parameters rather than ASD. Thus,
one can understand whether ASD alone really impairs the cardiac auto-
nomic function, which has a prognostic importance for survival (5).

Mustafa Giilgiin, Muzaffer Kiirsat Fidanci, Alparslan Genc
Department of Pediatrics, Division of Pediatric Cardiology, Giilhane Military
Medical Academy; Ankara- Turkey
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