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INTRODUCTION

 Acromegaly is a clinical syndrome that develops 
due to excess release of growth hormone (GH) with 
an annual incidence of 3–4/1,000,000. The majority 
of cases (95%) are due to excessive GH secretion 
from the anterior pituitary.1,2

 Interest in the cardiovascular complications 
of patients with acromegaly has increased. 
Cardiac complications include decreased diastolic 
function with exercise at early and late stages; 
and cardiomyopathy characterised by cardiac 
output and advanced congestive heart failure 
along with dilated cardiomyopathy at later 

 Correspondence:

 Faruk Kilinc, MD.
 Department of Endocrinology,
 Firat University 
 Medical Faculty
 Endocrinology and Metabolism Clinic, 
 Elazig, Turkey.
 Email: drfarukkilinc@hotmail.com

  * Received for Publication: October 23, 2017

  * 1st Revision Received: November 8, 2017

  * 2nd Revision Received: January 23, 2018

  * 3rd Revision Reeived: January 24, 2018

  * Final Revision Accepted: January 25, 2018

Original Article

Association of clinical and laboratory parameters 
with ambulatory arterial stiffness index 

in acromegaly patients
Faruk Kilinc1, Zafer Pekkolay2, Fatih Demircan3,

Nevzat Gozel4, Alpaslan Kemal Tuzcu5

ABSTRACT
Objective: In this study, we determined the relationship between the ambulatory arterial stiffness index 
(AASI) and clinical and laboratory parameters in patients with acromegaly.
Methods: Sixty-five patients with acromegaly, who visited to Dicle University Medical Faculty Department 
of Endocrinology (33 females and 32 males), were included in this study. The study control group consisted 
of 65 subjects. Demographic and clinical data were recorded. Laboratory data (complete blood count, 
blood urea nitrogen, creatinine, electrolytes, albumin, lipid profile, growth hormone [GH], insulin-like 
growth factor-1, and the 75-g oral glucose tolerance test) performed over the last year were evaluated. 
The AASI was obtained from 24-hour ambulatory blood pressure monitoring records of all patients. This 
study was completed in 15 months from 2013 to 2015.
Results: Twelve patients (18.4%) had diabetes and 21 patients (32%) had hypertension. The mean AASI 
value was 0.41 ± 0.14. The mean AASI value in the control group was 0.25 ± 0.09. Growth hormone (GH) 
levels were positively correlated with the AASI values. AASI values tended to be higher in hypertensive 
subjects than that in normotensive individuals.
Conclusions: Our results show that the AASI value increased in patients with acromegaly, independent 
of the increase in blood pressure.  The AASI was strongly dependent on the degree of the GH increase in 
patients with acromegaly and may have an important role predicting cardiovascular risk in patients with 
acromegaly.
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stages.3,4 Deterioration in cardiac function is an 
important determinant of mortality in patients with 
acromegaly.5

 Over the last decade, cardiovascular research 
has focused on “arteriosclerosis”, which is a 
common state of artery hardening in contrast 
with atherosclerosis, which involves local activity. 
Influenced by various factors, such as age and high 
blood pressure, an intense restructuring process 
takes place in the viscoelastic properties of the 
large vessel walls, resulting in arteriosclerosis 
characterised by the formation of hardened arteries, 
i.e., reduced arterial elasticity or compliance.6

 As the arteries harden, their width increases and 
the arterial wall thickens, which is manifested as 
increased systolic blood pressure (SBP), decreased 
diastolic blood pressure (DBP), and expanded 
pulse pressure. These three changes are the main 
determinants of cardiovascular morbidity and 
mortality.6

 Although several measurement methods are 
currently used to determine arterial stiffness, which 
is accepted as a strong indication of cardiovascular 
complications, the challenges and limitations of this 
method remain controversial.7,8

 A new easy-to-use index has recently been 
recommended as an indicator of arterial stiffness 
(decreased arterial elasticity), which can be obtained 
from arterial blood pressure records and is easy to 
calculate. The ambulatory arterial stiffness index 
(AASI) is strongly correlated with conventional 
measurement methods of arterial stiffness, such as 
pulse wave velocity (PWV) and the augmentation 
index (Aix), and provides prognostic information 
on cardiovascular mortality.9,10

METHODS

Patient Sampling and Exclusion Criteria: All 
patients diagnosed with acromegaly and under 
supervision of the Endocrinology and Metabolic 
Diseases Clinic at Dicle University Medical Faculty 
Hospital were included in this study. The patients 
provided written informed consent. This study 
was approved by the ethics committee of medical 
research at the university. None of the patients 
enrolled in the study had advanced cardiovascular 
or metabolic diseases that could adversely affect 
the course of the study or the results. The study 
groups consisted of patients with acromegaly who 
were hypertensive and normotensive, patients with 
acromegaly with and without diabetes, patients in 
and out of remission with acromegaly, and controls. 
Age, gender, and any previous chronic diseases 

were recorded. In concordance with the number 
of patients, 65 subjects were included in the study 
as controls. The control group was selected among 
those whose age and gender distribution and 
metabolic status were close to the enrolled patients 
without any advanced chronic disease or any history 
of drug usage that could adversely affect the present 
study.
Biochemical and Radiological Measurements: In 
the endocrinology clinic, the patients were subjected 
to treatment and follow-up at regular intervals of 
1–3 months depending on disease severity. During 
these check-ups, the patients were requested to 
provide the relevant examinations, such as GH, 
insulin-like growth factor-1 (IGF-1), and the 75-g of 
oral glucose tolerance test (OGTT), a blood glucose-
loading test for disease progression and regression, 
plasma glucose, liver and kidney function tests, and 
glycated haemoglobin in patients with diabetes.
Ambulatory Blood Pressure Monitoring: Blood 
pressure was measured in all patients in an office 
setting before the start of the ambulatory blood 
pressure monitoring (ABPM). The ABPM was 
carried out using a non-invasive blood pressure 
monitoring device based on an oscillometric 
method for 24 hour (Oscar 2 24-HR ABP; SunTech 
Medical, Raleigh, NC, USA). After fitting the 
device, the patients were allowed to return to their 
daily routine. The device was programmed to 
take a blood pressure measurement at 60 minutes 
intervals. Thus, SBP, DBP, and heart rate were 
obtained an average of 24 times/day in all patients.
 A technically valid reading of at least 80% was 
required during all registration periods for the 
operation to be considered successful and this was 
achieved in all patients. The individual ambulatory 
AASI values of the patients were calculated from 
ambulatory blood pressure levels over 24 h using 
statistical methods. During the index calculations, 
SBP and DBP from the patients were entered on an 
individual basis and measured separately.
Ambulatory Arterial Stiffness Index: The slope of 
the regression curve obtained from marking the 
SBP and DBP values from 24- hour blood pressure 
records of each patient on a (x, y) plane was 
calculated. The AASI was calculated by the formula: 
1 − regression slope. As the stiffness of the arterial 
system increased, the slope of regression gets closer 
to zero and the AASI gets closer to 1.
Statistical Analyses: The statistical evaluation was 
performed using SPSS 16.0 software (SPSS Inc., 
Chicago, IL, USA). A p-value < 0.05 was considered 



Pak J Med Sci     January - February  2018    Vol. 34   No. 1      www.pjms.com.pk     39

significant. The results are expressed as the mean 
± standard deviation and percentage (%). Student’s 
t-test and the Mann–Whitney U-test were used 
to compare variables with and without a normal 
distribution, respectively. The relationship between 
continuous variables was tested by Pearson’s 
correlation analysis, while Spearman’s correlation 
analysis was used to test the relationship between 
non-parametric variables. This study was completed 
in 15 months from 2013 to 2015. 

RESULTS

 The study included 65 patients, of which 33 were 
women (50.8%) and 32 were men (49.2%). The mean 
age of the patients was 43.10 ± 12.2 years. Twelve 
patients had (18.4%) diabetes mellitus, and 21 
patients (32%) had hypertension. The mean age of 
the control group was 45.14 ± 16.30 years (31 males 
[47.7%] and 34 females [52.3%]).
 The mean and median AASI values of patients 
were 0.41 ± 0.17 and 0, respectively. The mean AASI 
value of the control group was 0.24 ± 0.09. The mean 
AASI value of the patient group (0.41 ± 0.14) was 
significantly higher than that of the control group 
(0.24 ± 0.09) (p < 0.001).

 A significant positive correlation was detected 
between the basal GH level and AASI in patients 
with acromegaly (r = 0.257, p = 0.039). A significant 
relationship was observed between the AASI 
and GH level at 90 and 120 minutes of the OGTT 
(Table-II).
 No significant difference was found between the 
genders in patients with acromegaly in terms of 
the AASI (0.41 ± 0.13 vs. 0.40 ± 0.16, p = 0.98). No 
correlation was observed between the AASI and 
age in patients with acromegaly (r = 0.108, p = 0.39).
 The AASI value tended to increase with the 
increase in IGF-1 level (r = 0.15, p = 0.23).  The AASI 
values were not different between hypertensive 
patients (0.42 ± 0.16) and normotensive patients 
(0.40 ± 0.140) with acromegaly (p = 0.016).
 Of the 65 patients with acromegaly enrolled in 
this study, 12 had diabetes mellitus with an AASI 
value of 0.34 ± 0.11. No significant difference was 
found with the non-diabetic group.
 Of the 65 patients, acromegaly was under 
control in eight patients; however, 57 patients with 
acromegaly were actively being treated. The AASI 
values were 0.34 ± 0.07 and 0.42 ± 0.16 in the non-
cured group and the group with active disease, 
respectively (p = 0.28).

Table-I: Comparison of ambulatory blood pressure measurements and average 
heart rate between the acromegaly and the control groups of patients.

Parameter Acromegaly patients Control subjects P-value

Mean SBP (mmHg) 133.6 ± 24.3 (54–158) 122.83 ± 16.97 (62–142) 0.004*
Mean DBP (mmHg) 81.4 ± 14.2 (44–112) 80.46 ± 16.03 (58–110) 0.72
Day SBP (mmHg) 135.7 ± 18.8 (55–169) 125.61 ± 17.3 (53–146) 0.002*
Day SBP (mmHg) 83.0 ± 16.4 (48–118) 82.38 ± 19.6 (60–104) 0.85
Night SBP (mmHg) 129.5 ± 23.3 (53–150) 114.46 ± 18.4 (62–134) 0.000*
Night DBP (mmHg) 80.6 ± 18.4 (42–106) 73.30 ± 17.8 (59–93) 0.023
Mean heart rate (bpm) 81.5 ± 12.0 (54–102) 82.69 ± 7.8 (60–93) 0.51
SBP: Systolic blood pressure, DBP: Diastolic blood pressure.

Table-II: Comparison of the results of the 75-g OGTT between the AASI 
values of growth hormone (GH) levels in patients with acromegaly.

AASI GH 0.dk GH 30.dk GH 60.dk GH 90.dk GH 120.dk

r-value 0.257 0.193 0.235 0.251* 0.280*
P-value 0.039 0.126 0.062 0.046 0.025
OGTT: oral glucose tolerance test GH: growth hormone,
AASI: ambulatory arterial stiffness index.

Table-III: Measurement of the AASI values of the patient and the control groups.
 Male acromegaly Female acromegaly Hypertensive acromegaly Non-hypertensive Control
 n = 32 n = 33 n = 21 acromegaly n = 44 group n = 65
AASI 0.40 ± 0.16 0.41 ± 0.13 0.42 ± 0.16 0.40 ± 0.14 0.24 ± 0.09
AASI: ambulatory arterial stiffness index.

Arterial stiffness index in acromegaly patients
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DISCUSSION

 Acromegaly is associated with an increased risk 
of premature mortality. Cardiovascular diseases 
are the most important cause of the increased 
mortality in this patient group. Nearly all patients 
with cardiac disease at the acromegaly diagnosis 
die within 15 years.11 GH level, hypertension, 
and heart disease constitute the major indicators 
adversely affecting life expectancy in patients with 
acromegaly.12 In a recent Spanish study of 1,219 
cases of acromegaly, 56 deaths occurred, and the 
most common cause was cardiovascular death.13 In 
patients with acromegaly, cardiovascular disease 
is expected to be higher due to hypertension (HT), 
glucose intolerance, and dyslipidaemia.14

 The prevalence of hypertension was 30% in two 
large series. Variability in the results may depend 
on differences in patient selection or technical and 
environmental factors affecting the blood pressure 
values during clinical measurements. In a study 
that investigated the prevalence of hypertension 
in 40 patients with acromegaly using 24-hour 
ABPM, the prevalence of hypertension was 42.5% 
by clinical measurement and 17.5% by the ABPM 
technique.15,16 In our study, 32% of patients with 
acromegaly had hypertension and 18.46% had 
diabetes mellitus.
 Some studies have evaluated arterial stiffness 
using the AASI, a new index obtained from 24-
hour blood pressure records, and it was deemed to 
be more practical than other measuring methods, 
which require specialised equipment, and the 
results were similar and consistent.17,18

 Regression curves for blood pressure have been 
produced by marking DBP corresponding to 
SBP values of each individual. Accordingly, they 
obtained AASI values by extracting the slope of the 
regression curve from 1.18,19 Thus, any increase in 
SBP leads to an increase in the AASI. In our study, 
the patients with acromegaly were compared with 
a control group in terms of SBP and DBP values 
during daytime and nighttime. No significant 
difference was found in the DBP values; however, 
a significant increase in SBP was detected in favour 
of the patients with acromegaly (Table-I). In this 
study, the mean AASI value (0.41 ± 0.14) of the 
patients with acromegaly was significantly higher 
than that of the control (0.24 ± 0.09) and depended 
on an increase in SBP (p < 0.001).
 The mean AASI value obtained from the 24-hour 
ABPM in our patient group was 0.41 ± 0.14. This 

value was similar to that reported [0.41 (0.15–0.68)] 
from a study conducted in 11,291 subjects, which 
included patients with hypertension, diabetes, and 
cardiovascular disease.20 Again, 95% of the AASI 
values in normotensive volunteers originating 
from the Far East and Europe were < 0.55 and 0.57, 
respectively.20 In our study, 95% of the AASI values 
were < 0.57.
 Aortic and carotid artery stiffness measured 
by PWV increases by approximately 10–15% per 
decade with age across this population. It has also 
been suggested that arterial stiffness in women 
is 5–10% lower compared with that of men of 
the same age.21 A correlation has been reported 
between arterial stiffness measured by the AASI 
and age in normotensive healthy and hypertensive 
subjects21-23, but the arterial stiffness value 
according to the AASI is 15% higher than that of 
men.20,21 However, Ayşe et al. found no correlation 
among AASI, age, or gender, which was attributed 
to a relatively younger patient group (mean age 
41 ± 11.98 years).24 Surprisingly, we did not find 
any correlation between AASI and gender in our 
study, even though our patient group consisted of 
relatively younger subjects (43.10 ± 12.2 years).
 In a study with 11,291 subjects, both the AASI and 
pulse pressure were higher in women than men, 
which could have been due to the shorter average 
stature of women.25 In this study, no significant 
difference was observed in the AASI between men 
and women.
 Dassia et al. reported an assessment of 
cardiovascular risk factors and 24-hour ABPM in 96 
patients with active acromegaly (46 men, mean age 
49 ± 14 years). Based on the ABPM measurements, 
the patients with acromegaly were categorised 
as normotensive (64 patients) and hypertensive 
(32 people). Moreover, they were compared to 
69 controls consisting of 35 normotensive and 34 
hypertensive subjects. Consequently, the AASI 
values from the patients with acromegaly were 
higher than those of the controls (p < 0.001). The 
AASI values of the patients with acromegaly and 
hypertension were higher compared with those of 
normotensive subjects (p = 0.01).
 A multiple logistic regression analysis 
demonstrated a significant correlation between the 
highest AASI value and serum IGF-1 (p = 0.034) 
across all acromegaly groups.25

 In our study, the mean AASI in patients with 
acromegaly (0.41 ± 0.14) was significantly higher 
than that in the control group (0.24 ± 0.09) (p 
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< 0.001). The AASI values of patients with 
acromegaly with (21 patients) and without (44 
patients) a history of hypertension were 0.42 
± 0.16 and 0.40 ± 0.14, respectively. However, 
no significant difference (p = 0.016) was found. 
The AASI values tended to increase with the 
increase in IGF-1. GH levels increased significantly 
along with the AASI values.
 A significant correlation was found between the 
AASI values and GH levels measured 90 and 120 
minutes after performing the 75-g OGTT in patients 
with acromegaly. As a result, the values obtained 
at 90 and 120 minutes could be more significant for 
predicting the risk of cardiovascular disease.
 Similarly, in our study, an increase in the AASI 
was observed corresponding to an increase in basal 
GH levels in patients with acromegaly, suggesting 
the likelihood of increased cardiovascular morbidity 
and mortality.
 Dolan et al. demonstrated in their prospective 
study that AASI strongly predicts cardiovascular 
mortality in both hypertensive and normotensive 
patients. They indicated that the AASI could vary 
considerably, similar to 24-hour ABPM, but could 
provide additional hemodynamic information. They 
asserted that the AASI was a significant indicator 
of fatal stroke, particularly in young normotensive 
subjects. Thus, higher AASI values can also be used 
to predict cerebrovascular mortality.19

 In their subsequent study, they suggested that 
the AASI was highly correlated with aortic PWV as 
well as with central and peripheral Aix, suggesting 
a novel method for measuring arterial stiffness. 
Again, this study demonstrated that AASI value 
was directly proportional to age and mean arterial 
pressure, but inversely proportional to height, and 
that AASI values in both women and hypertensive 
subjects were significantly higher than those in 
men and normotensive subjects, respectively, if the 
other variables were held constant.9 In our study, 
the AASI values in patients with acromegaly and 
a hypertensive history were higher than those in 
patients with acromegaly without any history of 
hypertension. In addition, the mean AASI value 
was higher in women than men.

CONCLUSIONS

 Our study shows that the AASI value increased 
in patients with acromegaly, independent of 
the increase in blood pressure. The AASI was 
strongly dependent on the degree of increase of 

GH in patients with acromegaly and may have an 
important role predicting cardiovascular risk in this 
patient population.

Declaration of interest: All authors certify that they 
have NO affiliations with or involvement in any 
organization or entity with any financial interest 
or non-financial interest in the subject matter or 
materials discussed in this manuscript.

Grant Support & Financial Disclosures: This work 
was partially supported by grants from Dicle 
University Medical Faculty.

REFERENCES

1. Melmed S, Casanueva FF, Klibanski A. A consensus 
on the diagnosis and treatment of acromegaly 
complications. Pituitary. 2013;16:294-302. doi:10.1007/
s11102-012-0420

2. Thorner MO, LeeVance M, Laws ER Jr, Horarth E, Kovacs 
K. The anterior pituitary. W Textbook of Endocrinol. 
1998;249-340.

3. Colao A, Marzullo P, Ferone D, Spinelli L, Cuocolo A, 
Bonaduce D, et al. Cardiovascular effects of depot longacting 
somatostatin analog Sandostatin LAR in acromegaly. J Clin 
Endocrinol Metab. 2000;85:3132-3140. doi.org/10.1210/
jcem.85.9.6782

4. Colao A, Vitale G, Pivonello R, Ciccarelli A, Somma 
Di C, Lombardi G.  The heart: An end-organ of GH 
action. Eur J Endocrinol. 2004;151 93-101. doi: 10.1530/
eje.0.151S093  

5. Pereira AM, van Thiel SW, Lindner JR. Increased prevalence 
of regurgitant valvular heart disease in acromegaly. 
J Clin Endocrinol Metab. 2004;89:71-75. doi: 10.1210/
jcem.85.9.6782

6. Covic A, Gusbeth-Tatomir P, Goldsmith DJ. Arterial 
Stiffness in Renal Patients: An Update.    Am J Kidney Dis. 
2005;45:965-977.  doi: 10.1053/j.ajkd.2005.02.026

7. Van Bortel LM, Duprez D, Starmans-Kool MJ, Safar ME, 
Giannattasio C, Cockcroft J, et al. Clinical applications of 
arterial stiffness, task force III: recommendations for user 
procedures. Am J Hypertens. 2002;15:445- 452. doi: 10.1016/
S0895-7061(01)02326-3

8.  Schillaci G, Parati G. Ambulatory arterial stiffness index: 
merits and limitations of a simple surrogate measure 
of arterial compliance. J Hypertens. 2008;26:182-185. 
doi: 10.1097/HJH.0b013e3282f52fb9

9. London GM, Blacher J, Pannier B Guerin AP, Marchais 
SJ, Safar ME. Arterial wave reflections and survival in 
end-stage renal failure. Hypertension. 2001;38:434-438. 
doi: 10.1161/01.HYP.38.3.434

10. Li Y, Wang JG, Dolan E, Gao PJ, Guo HF, Nawrot 
T, et al. Ambulatory arterial stiffness index derived 
from 24-hour ambulatory blood pressure monitoring. 
Hypertension. 2006;47:359-364. doi: 10.1161/01.
HYP.0000200695.34024.4c

11. Absoch A, Tyrrell JB, Lamborn KR, Hannegan 
LT, Applebury CB, Wilson CB. Transsphonidal 
microsurgery for growth hormone-secreting pituitary 
adenomasinitial outcome and long-term results. J Clin 
Endocrinol Metab. 1998;83:3411-3418. doi: 10.1210/
jcem.83.10.5111

Pak J Med Sci     January - February  2018    Vol. 34   No. 1      www.pjms.com.pk     41

Arterial stiffness index in acromegaly patients

https://doi.org/10.1210/jcem.85.9.6782
https://doi.org/10.1210/jcem.85.9.6782
https://doi.org/10.1210/jcem.85.9.6782
https://doi.org/10.1210/jcem.85.9.6782
http://dx.doi.org/10.1053/j.ajkd.2005.02.026
https://doi.org/10.1016/S0895-7061(01)02326-3
https://doi.org/10.1016/S0895-7061(01)02326-3
http://www.ncbi.nlm.nih.gov/sites/entrez?Db=pubmed&Cmd=Search&Term=
http://www.ncbi.nlm.nih.gov/sites/entrez?Db=pubmed&Cmd=Search&Term=
file:///D:/-...PJMS%20folder/Word%20Files/01.Jan-Feb_2018/javascript:AL_get(this, 'jour', 'J Hypertens.');
http://www.ncbi.nlm.nih.gov/sites/entrez?Db=pubmed&Cmd=Search&Term=
http://www.ncbi.nlm.nih.gov/sites/entrez?Db=pubmed&Cmd=Search&Term=
http://www.ncbi.nlm.nih.gov/sites/entrez?Db=pubmed&Cmd=Search&Term=
http://www.ncbi.nlm.nih.gov/sites/entrez?Db=pubmed&Cmd=Search&Term=
https://doi.org/10.1210/jcem.83.10.5111
https://doi.org/10.1210/jcem.83.10.5111


Pak J Med Sci     January - February  2018    Vol. 34   No. 1      www.pjms.com.pk     42

12. Melmed S. Acromegaly and cancer: not a problem. J 
Clin Endoceinol Metab. 2001;86:2929-2934. doi:10.1210/
jcem.86.7.7635

13. Mestron A, Webb SM, Astorga R. Epidemiology, clinical 
characteristics, outcome, morbidity and mortality in 
acromegaly based on the Spanish Acromegaly Registry 
(Registro Espanol de Acromegalia, REA). Euro J Endocrinol. 
2004;151:439-446. doi: 10.1530/eje.0.1510439

14. Sacca AL, Cittadini A, Fazio S. Growth hormone and the 
heart. Endocrine Rev. 1994;15:555-572. doi:10.1210/edrv-15-
5-555.

15. Nabarro JDN. Acromegaly. Clin Endocrinol. 1987;26:481-
512. doi:10.1111/j.1365-2265.1987.tb00805

16. Rajasoorya C, Holdaway IM, Wrightson P, Scott DJ, 
Ibbertson HK. Determinants clinical outcome and survival 
in acromegaly. Clin Endocrinol (Oxf). 1994;41(1):95-102.

17. Steiger A. Neurochemical regulation of sleep. J Psychiatr 
Res. 2007;41:537-552. doi:10.1016/j.jpsychires.2006.04.007

18. Li Y, Dolan E, Wang JG, Thijs L, Zhu DL, Staessen JA, et 
al. Ambulatory arterial stiffness index: determinants 
and outcome. Blood Press Monit. 2006;11:107–110. 
doi: 10.1097/01.mbp.0000189791.90488.a1

19. Dolan E, Li Y, Thijs L, McCormack P, Staessen JA, O’Brien 
E, et al. Ambulatory arterial stiffness index: rationale 
and methodology. Blood Press Monit. 2006;11:103-105. 
doi: 10.1097/01.mbp.0000200478.19046.dd

20. Matsuoka LY, Wortsman J, Kupchella CE. Histochemical 
characterization of the cutaneous involvement of 
acromegaly. Arch Intern Med. 1992;142:1820-1833. 
doi:10.1001/archinte.1982.003402300613

21. Bijlsma JWJ, Nortier JWR, Duurrsma SA, Croughs RJM, 
Bosch R, Thijssen JHH. Changes in bone metabolism during 
treatment of acromegaly. Acta Endocrinol. 1983;104:153-
159. doi: 10.4183/aeb.1983.400

22. Aloia J, Powell D, Mendizibal E, Roginsky M. Parathyroid 
function in acromegaly. Horm Res. 1975;6:145-149. doi: 
10.1159/000178672

23. Rosenow F, Reuters S, Szelies B. Sleep apnea in acromegaly 
–prevalence pathogenesis and therapy. Report on two cases. 
Presse Med. 1994;23:1203-1208. doi:10.1159/000072019

24. Ayse M. The relationship between clinical and laboratory 
parameters of ambulatory arterial stiffness index in 
continuous ambulatory peritoneal dialysis patients. 
2009;32-33.

25. Dassie F, Grillo A, Carretta R, Fabris B, Macaluso L. 
Acromegaly arterial stiffness indexes in acromegaly. Euro J 
Endocrinol. 2012;166:199-205. doi:10.1530/EJE-11-0835

Author’s Contribution:

FK and AKT: Designed and performed the study.
FK and ZP: Did data collection and writing of 
manuscript.
FD and NG: Did statistical analysis and editing of 
manuscript.

 Authors:

1. Faruk Kilinc,
 Department of Endocrinology,
2. Zafer Pekkolay,
 Fatih Demircan,
 Private Etik Life Medical Center,
 Department of Internal Diseases, 
 Istanbul, Turkey.
3. Nevzat Gozel,
 Department of Internal Medicine,
4. Alpaslan Kemal Tuzcu,
1,4: Medical Faculty, 
 Firat University, 
 Elazig, Turkey.
2,5: Department of Endocrinology, 
 Medical Faculty,
 Dicle University, 
 Diyarbakır, Turkey.

Faruk Kilinc et al.

https://doi.org/10.1210/jcem.86.7.7635
https://doi.org/10.1210/jcem.86.7.7635
https://doi.org/10.1210/edrv-15-5-555
https://doi.org/10.1210/edrv-15-5-555
https://doi.org/10.1016/j.jpsychires.2006.04.007
https://doi.org/10.1159/000178672
https://doi.org/10.1159/000178672
http://www.ncbi.nlm.nih.gov/pubmed/?term=27.%09Rosenow+F%2C+Reuters+S%2CSzelies+B%2C+et+al.+Sleep+apnea+in+acromegaly+%E2%80%93prevalence
http://www.ncbi.nlm.nih.gov/pubmed?term=Dassie F%5BAuthor%5D&cauthor=true&cauthor_uid=22127491
http://www.ncbi.nlm.nih.gov/pubmed?term=Grillo A%5BAuthor%5D&cauthor=true&cauthor_uid=22127491
http://www.ncbi.nlm.nih.gov/pubmed?term=Carretta R%5BAuthor%5D&cauthor=true&cauthor_uid=22127491
http://www.ncbi.nlm.nih.gov/pubmed?term=Fabris B%5BAuthor%5D&cauthor=true&cauthor_uid=22127491
http://www.ncbi.nlm.nih.gov/pubmed?term=Macaluso L%5BAuthor%5D&cauthor=true&cauthor_uid=22127491
http://www.ncbi.nlm.nih.gov/pubmed/22127491
http://www.ncbi.nlm.nih.gov/pubmed/22127491

	_Ref420784217
	_Ref432684703
	_Ref436495337
	_Ref441872732
	_Ref441875995
	_GoBack
	_ENREF_27
	_ENREF_2
	_ENREF_1
	_Ref380950604
	_ENREF_4
	_ENREF_5
	_ENREF_17
	_ENREF_11
	OLE_LINK1
	_GoBack
	bookmark
	_GoBack
	_ENREF_1
	_ENREF_2
	_ENREF_3
	_ENREF_4
	_ENREF_5
	_ENREF_6
	_ENREF_7
	_ENREF_8
	_ENREF_9
	_ENREF_10
	_ENREF_11
	_ENREF_12
	_ENREF_13
	_ENREF_14
	_ENREF_15
	_Hlk498672700
	_Hlk498622231
	_Hlk498671800
	_GoBack
	OLE_LINK1
	OLE_LINK2
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	OLE_LINK3
	_GoBack
	_GoBack
	Mendeley_Bookmark_kV04OFyqFS
	tableLink
	_GoBack
	_GoBack
	_Hlk502231728
	_GoBack
	_ENREF_1
	_ENREF_2
	_ENREF_3
	_ENREF_4
	_ENREF_5
	_ENREF_6
	_ENREF_7
	_ENREF_8
	_ENREF_9
	_ENREF_10
	_ENREF_11
	_ENREF_12
	_ENREF_13
	_ENREF_14
	_ENREF_15
	_ENREF_16
	_ENREF_17
	_ENREF_18
	_ENREF_19
	_ENREF_20
	_GoBack
	_GoBack
	OLE_LINK1
	OLE_LINK2
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	_References
	_Hlk491809573
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	_Hlk496853055
	_Hlk496853139
	OLE_LINK2
	_Hlk496853520
	OLE_LINK6
	OLE_LINK5
	OLE_LINK1
	_Hlk496174411
	_GoBack
	baep-author-id4
	baep-author-id5
	baep-author-id6
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	_GoBack
	_GoBack

