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Author`s Reply

To the Editor,

We appreciate the comments and suggestions made by the 
authors of the Letter-to-the-editor entitled “Renal dysfunction 
as a marker of increased mortality in patients with pulmonary 
thrombembolism” (1), and we would like to thank them for their 
insightful comments regarding several aspects of our paper pub-
lished in Anatol J Cardiol 2015; 15: 938-43 (2). We have some re-
marks and specifications to make. 

We studied prospectively the factors associated with mor-
tality in 404 consecutive patients with non-high-risk pulmonary 
thromboembolism followed up for 2 years. The highest 2-year 
mortality rate (20%) was recorded in patients with moderate renal 
dysfunction associated with right ventricle dysfunction. We agree 
that mortality risk stratification in this population is very important 
and therefore could benefit from further risk stratification.

Chronic kidney disease is associated with increased cardio-
vascular morbidity and mortality. Renal impairment is a common 
and independent predictor of stroke and systemic embolism (3). 
For example, 2 years ago, a novel score for thromboembolic risk 
(R2CHADS2) in non-valvular atrial fibrillation was proposed (4). 
This index includes creatinine clearance <60 mL/min/L, and it was 
shown to have higher discriminating capacity of thromboembolic 
risk (4). In our study there were no significant differences between 
the number of patients with atrial fibrillation in non-survivors ver-
sus survivors [n=15(45.5%) versus n=138(37.2%); p=0.349]. But 
thromboembolic risk parameters included in CHA2DS2-VASc like 
diabetes mellitus, age ≥75 years, previous deep thrombophlebitis  
were significantly more frequently in non-survivors versus sur-
vivors (see Table 1). Therefore, in our study, thromboembolic risk 
scores assessment in non-survivors versus survivors is on-going.

In the non-survivors group, there were no patients with can-
cer; but these patients were older, more frequently females, and 
with pericardial effusion (known as prognostic factor in patients 
with pulmonary hypertension) and lower acceleration time (as 
marker of pulmonary hypertension). In addition, in non-survivors, 
glomerular filtration rate was significantly lower than in survi-
vors (51.85±19.08 mL/min/1.73 m2 versus 71.65±23.21 mL/min/L.73 
m2; p=0.000). The causes of death in these patients were relat-
ed in majority to the more advanced renal and cardiovascular 
disease (please see Table 1 for GFR, troponin, and BNP values, 
which are significantly higher in non-survivors than survivors). 
They also have had more comorbidity, such as diabetes mellitus, 
coronary heart disease, previous deep thrombophlebitis or vari-
cose veins, COPD, and/or heart failure. Right ventricle dysfunc-
tion obviously was an important factor that contributed to a fatal 
prognostic in these patients. Unfortunately, few autopsies have 
been performed; therefore, possible recurrences of fatal venous 
thromboembolism were not diagnosed. The diverse etiologies of 
death might be more attentively further investigated in our study. 

In conclusion, we totally agree that renal dysfunction could 
be a predictor of both early and long-term increased mortality 
in patients with acute pulmonary thromboembolism, and also 

that this heterogeneous population with non-high-risk pulmo-
nary thromboembolism must be evaluated in further carefully 
designed clinical studies.
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To the Editor,

We read the article by Sadrameli et al. (1) entitled “Coronary 
slow flow: Benign or ominous?” published in Anatolian Journal 
of Cardiology 2015; 15: 531-5 with great interest. The authors are 
to be praised for their well-versed study that investigated the 
clinical features, coronary risk factors, and clinical outcomes 
relating to 217 patients who had a confirmed diagnosis for coro-
nary slow flow phenomenon (CSFP). This pathology relates to 
delayed distal vessel opacification as seen on coronary angiog-
raphy due to reduced blood flow in the absence of significant 
coronary disease (2). However, we feel there are a number of 
issues that require further clarification. 

First, the authors have not mentioned the number of patients 
excluded from their initial selection of CSFP patients. Although 
the exclusion criteria are stated, no clarification is given on 
deselecting patients with congenital heart disease or specific 
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