
Author`s Reply

To the Editor,

I would like to answer the comments about our article entitled ‘‘The 
effects of chronic usage of angiotensin converting enzyme inhibitors 
and angiotensin receptor blockers on contrast induced nephropathy in 
low risk patients’’. 

Nowadays, there are a lot of debates about angiotensin converting 
enzyme inhibitors (ACEI) and angiotensin receptor blockers (ARB) for 
their mechanism, effects and cardiovascular outcomes. They can be 
called as rennin angiotensin aldosterone blockers (RAAS), but the data 
for these drugs is still controversial. In the literature these two drug 
groups were investigated as two different drugs (1-3). Actually, this 
distinction is valuable to learn about the difference between these 
drugs for contrast-induced nephropathy (CIN). In our study ARB group 
was older than others but it was not statistically significant (no RAAS, 
ACEI and ARB group respectively, 61.9±12.9; 64.1±12.0; 65.4±13.1; 
p=0.16). There was no significant difference between groups for base-
line characteristics except hypertension. 

The usage of N-acetylcysteine with fluid infusion was recom-
mended in guideline as a class II recommendation but only 
N-acetylcysteine administration was not recommended (4). According 
to ethical rules, the patients whose baseline creatinine was ≥1.2 mg/dL, 
received preventive treatment. We used our protocol for CIN preven-
tion including 0.9% isotonic infusion (1 mL/kg/h, upper limit 100 mL/h) 
and N-acetylcysteine 600 mg twice daily as our previous study (5).

We analyzed our study population for hemoglobin and hematocrit 
values before contrast administration. We found that all three groups 
were comparable for hemoglobin and hematocrit, there was no signifi-
cant difference (Table 1).

In our study there were no significant difference between groups 
for hyperlipidemia and diabetes mellitus. The usage of anti-hyperlipid-
emic and anti-diabetic drugs was allowed according to clinical indica-
tions. In ACEI and ARB groups, we have data for molecule type and 
dosage. But the numbers were too small for statistical analyses. 

Fortunately, no patients needed hemodialysis. Mehran risk score is 
an important parameter which can predict the risk of CIN in patients 
with elective coronary procedures and also with acute coronary syn-
dromes (6). Mehran score was found one of the independent predictors 
of CIN in our study. The contrast type and dosage were not signifi-
cantly different between three groups.

Finally, our study was not designed to investigate to stop or con-
tinue the RAAS blocker drugs before contrast administration. We did 
not comment this issue in our article. Maybe another study will be 
designed to clarify this important question.
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About contrast-induced nephropathy

Kontrast nefropatisi üzerine

To the Editor,

Congratulations to the authors for this very interesting and pub-
lished valuable study in The Anatolian Journal Cardiology entitled “The 
effects of chronic usage of angiotensin-converting enzyme inhibitors 
and angiotensin receptor blockers on contrast-induced nephropathy in 
low-risk patients.” by Barış et al. (1). We want to put emphasis on some 
issues that are important to us:

The onset of kidney injury is probably within minutes of exposure to 
contrast agents. However, clinical manifestations such as oliguria or an 
increase in the serum creatinine are generally observed within 24 to 48 
hours after contrast exposure (2). The creatinine usually starts to 
decline within three to seven days. In the present study, the patients 
were followed for 48-72 hours after the procedure for the assessment 
of renal functions. Why did the authors not follow the patients more 
than 72 hours to see whether the creatinine values reached the basal 
values or the nephropathy became persistent? So, the question of “how 

Variables No RAAS ACEI ARB p
 (n=95) (n=106) (n=94) 

Hemoglobin  13.1±1.6 13.2±2.2 12.9±1.9 0.69

Hematocrit  38.8±4.7 39.1±6.4 38.1±5.5 0.47
Data are presented as mean±SD
ACEI - angiotensin coversting enzyme inhibitor, ARB - angiotensin receptor blocker, 
RAAS - renin-angiotensin-aldosterone system

Table 1. The comparison between groups for hemoglobin and hema-
tocrit values
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was the follow-up of patients?” remained unclear. Additionally, length 
of stays (in-hospital, intensive care unit, etc) should also be included in 
a time-related manner. The percentage of patients with “complete” 
follow-up should be stated in the methodology. In Statistical Analysis 
section, the method of how the authors replaced the missing variables 
at the time of data collection should be expressed. Although sometimes 
unavoidable, the missing information reduces the analytical possibili-
ties and quality of analysis.
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Author`s Reply

To the Editor,

We would like to answer the comments about our article entitled 
‘‘The effects of chronic usage of angiotensin converting enzyme inhibi-
tors and angiotensin receptor blockers on contrast induced nephropa-
thy in low risk patients’’ (1) and thank authors for valuable comments. 

We designed our study according to laboratory end-point (contrast 
induced nephropathy-CIN) not to clinical end-point. For this reason, the 
follow up of the patients was ended when CIN occurred. However the 
clinically follow- up of the patients with CIN was continued by their 
attending doctors until complete improvement. 

The missing variables were not replaced. In the analysis, we ana-
lyzed each variable according to exact group number. 
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Flow-mediated dilatation 
measurement as a simple practical 
method in Behçet’s diseases without 
cardiovascular involvement

Kardiyovasküler tutulumu olmayan Behçet 
hastalarında basit pratik metod olarak akım aracılı 
dilatasyon ölçümü

To the Editor,

We have read the article “Effect of nebivolol on endothelial dysfunc-
tion in patients with Behçet’s disease (BD); a prospective single-arm 
controlled study” written by Akkaya et al. (1) with a great interest. The 
authors aimed to evaluate the effects of nebivolol on endothelial dysfunc-
tion in patients with BD. They concluded that nebivolol improved endothe-
lial dysfunction in BD patients. Thanks to the authors for their contribution 
of the present study, which is successfully designed and documented.

Behçet’s disease is a chronic, multi-systemic, inflammatory pro-
cess with the clinical features of mucocutaneous lesions, and ocular, 
vascular, articular, gastrointestinal, neurologic, urogenital, pulmonary, 
and cardiac involvement (2). This multisystemic disorder primarily 
affects the vascular system. BD is commonly related to morbidity and 
mortality accompanied by the vascular system presenting vasculitis, 
thromboembolism and pulmonary artery aneurysm. Increased inflam-
matory response in BD may lead to endothelial dysfunction which 
results in vasculopathy. Therefore, in the present study, the authors did 
not mention the vascular system findings. Additionally, male sex, a 
younger age of onset, HLAB51 positivity in BD are associated with vas-
cular involvement and they predict morbidity and mortality in BD (3). BD 
patients had used any medications including azathioprine, steroid, col-
chicine and other novel treatment modalities as a infliximab which 
related to effective vasculitic activity in patients with BD (4). 

Endothelial dysfunction was assessed by brachial artery flow-
mediated dilatation (FMD). The FMD measurement with ultrasono-
graphically has several advantages, including its inexpensive, simple 
accessibility, rapid applicability and good reproducibility. However, 
endothelial dysfunction and inflammation occur in parallel with the 
decline in estimated glomerular filtration rate. Furthermore, obstructive 
sleep apnea may be related to cardiovascular disease based on endo-
thelial dysfunction and higher inflammatory status. Furthermore, nonal-
coholic fatty liver disease (NAFLD) is an independent risk factors for 
coronary artery disease. The presence and the degree of NAFLD are 
associated with higher inflammatory condition in nonhypertensive, 
nondiabetic individuals (5). Magnesium is another interrelated factors 
and potential confounders in endothelial dysfunction. Subclinical hypo-
thyroidism is importantly implicated in endothelial dysfunction (6). 
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