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Introduction
Diabetes mellitus (DM) is a chronic 
metabolic disorder caused by increased 
blood glucose due to insufficiency or 
inefficiency of insulin.[1] It is one of the most 
significant global health emergencies of the 
twenty‑first century that does not respect 
borders or social classes. In 2017, the 
International Diabetes Federation estimated 
that the prevalence of DM was almost 
451 million and is expected to increase 
to 693 million by 2045.[2] It has several 
complications, and among the complications 
so far, sleep disorders and obstructive sleep 
apnea have been less noticed.[3]

Obstructive sleep apnea (OSA) is the most 
common sleep‑related respiratory disorder, 
with a high prevalence linked to increased 
obesity. OSA is frequently comorbid 
with cardiovascular, cerebrovascular, and 
metabolic diseases and is commonly observed 
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Abstract
Background: Obstructive sleep apnea (OSA) is the most common sleep‑realted respiratory 
disorder. It is frequently comorbid with cardiovascular, cerebrovascular, and metabolic diseases 
and is commonly observed in populations with these comorbidities. Investigators aimed to assess 
the effect of OSA on glycemic control in patients with diabetes. Methods: In this cross‑sectional 
study, 266 adult patients with diabetes mellitus (DM) attending the outpatient endocrinology clinic 
at the Guilan University of Medical Sciences were enrolled. Patients completed a checklist that 
included demographic characteristics, factors, and laboratory results in addition to Berlin and 
STOP‑BANG questionnaires to evaluate the risk of OSA. Data were analyzed by independent 
t‑test, Mann–Whitney U test, and Chi‑squared or Fisher’s exact tests using the Statistical Package 
for the Social Sciences (SPSS) version 17. Results: A total of 266 patients with DM were enrolled 
in this study (34.6% males, mean age 47.00 ± 19.04 years). Based on the Berlin Questionnaire, 
38.6% of all participants were at high risk of developing OSA. Based on the STOP‑BANG 
Questionnaire (SBQ), 45.1% were at moderate and high risks. Additionally, this questionnaire 
showed a significant difference between low and moderate‑to‑severe groups regarding sex, age, 
body mass index (BMI), neck size, other chronic diseases, types of DM, use of insulin, Berlin 
Questionnaire, fasting blood sugar (FBS), and mean HbA1c. Conclusions: Based on the SBQ, 
our results indicated a significant relationship between OSA and glycemic control according to 
mean HbA1c and FBS. Therefore, by controlling the OSA, we may find a way to acheieve better 
glycemic control in diabetic patients.
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in populations with these comorbidities.[4] The 
relationship of OSA with these multisystem 
disorders may be bidirectional. OSA 
may contribute independently to insulin 
resistance (IR) and glucose dysmetabolism 
through its pathophysiological profile of 
intermittent hypoxia, sympathetic activation, 
oxidative stress, and inflammation.[5]

Besides, chronic intermittent hypoxia (IH) 
can increase free fatty acid (FFA) release, 
leading to ectopic fat deposition in the liver 
and muscle rusting in IR.[6] The impacts of 
chronic IH and oxidative stress on IR could 
also be mediated by hypoxia‑inducible 
factor (HIF) tissue effects.[7] The increase 
in insulin resistance contributes to the 
severity of OSA. In a previous study on 
patients without diabetes, patients with 
moderate‑to‑severe OSA had a lower β‑cell 
function compared to healthy controls; 
and a higher apnea‑hypopnea index (AHI) 
was associated with lower β‑cell function 
despite adjustment for obesity.[8]
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Current investigations are dominated by studies assessing the 
action of OSA on glucose homeostasis and DM. However, 
the possibility of diabetic autonomic neuropathy as a 
predisposing factor toward sleep‑related pharyngeal collapse 
and OSA has been raised. It is noted that in normal‑weight 
patients with DM, there was a higher prevalence of OSA 
than in the general population. This limited result raised the 
possible contribution of autonomic neuropathy.[4] Additionally, 
epidemiological studies have suggested that obesity is 
increasing in patients with type 1 diabetes mellitus (T1DM), 
which might further increase their risk of developing OSA.[9]

Furthermore, other factors might contribute to the high 
prevalence of OSA in children and adolescents with 
T1DM, including lower mean lung volumes and impaired 
gas exchange with lower diffusing capacity for carbon 
monoxide.[10] There are similar findings of impaired 
pulmonary function in adult patients with T1DM.[11–13] As 
the natural history, impact, and pathogenesis of OSA in 
patients with T1DM remain poorly explored, large and 
well‑designed studies are needed.[9] Although we have 
diverse patients who obey a healthy lifestyle and know 
how to calculate carbohydrates, managing DM is still 
challenging for clinicians. It seems that other parameters 
may be involved in the management. As in our previous 
published article, we found a significant association 
between sleep quality and glycemic control[14]; therefore, 
investigators aimed to assess the association between 
the risk of OSA and glycemic control in patients with 
by exploring the association between glycemic control 
and OSA, we may find a way to achieve better glycemic 
control in diabetic patients.

Material and Methods
Participants

In this cross‑sectional study, 266 adult patients with T1DM 
and T2DM attending the outpatient endocrinology clinic 
of Guilan University of Medical Sciences were enrolled. 
They were referred for their regular follow‑ups from 
January 2019 to January 2020. Patients were recruited by 
convenient sampling based on their previous diagnosis of 
DM by an endocrinologist regarding their symptoms and 
paraclinical factors. The exclusion criteria were previously 
diagnosed sleep disorders due to the patients’ self‑statement, 
uncontrolled psychiatric disorders and use of antipsychotic 
medications, gestational diabetes, age <18 years, traveling 
across time zones in previous months, and chronic use 
of glucocorticoids. Written and informed consent letters 
were obtained from the participants. Ethical approval was 
obtained from the ethics committee of the Vice‑Chancellor of 
Research at Guilan University of Medical Sciences (Number: 
IR.GUMS.REC.1398.401, date: 2019‑11‑09).

Study design

Patients completed an online checklist including 
demographic and disease‑related characteristics, laboratory 

results, and questionnaires to evaluate the risk of OSA. 
Demographic characteristics were age, sex, education, job, 
marital status, weight, height, and neck size. Body mass 
index (BMI) was calculated based on self‑reported weight 
and height by the formula of weight (kg)/height2 (m2). The 
disease‑related characteristics included the type of DM, 
other chronic diseases, types of treatment and medications, 
DM‑related complications, and duration of DM. The 
checklist asked about diabetes‑related complications 
such as retinopathy, neuropathy, and nephropathy. We 
conformed the patients’ statements about disease‑related 
data with registered files and physicians’ examinations. 
Laboratory results were glycosylated hemoglobin (HbA1c) 
and fasting blood sugar (FBS). We referred the patients to 
specific and reliable laboratories for measuring HbA1c. 
These laboratories had the same methods of measurement 
and used the same kits. Additionally, the risk of OSA 
was assessed based on the Berlin and STOP‑BANG 
questionnaires.

We determined the poor and good glycemic control 
categories based on the seven cutoff points of HbA1c.[15]

Assessment of subjective sleep characteristics

Berlin questionnaire

The Berlin Questionnaire (BQ), one of the most well‑known 
instruments for evaluating subjects at high risk of OSA, 
was first introduced by Netzer et al.[16] in Berlin, Germany. 
It has ten questions in three categories. In category 1, high 
risk is defined as persistent symptoms (3–4 times/week) 
in two or more questions about their snoring. In category 
2, high risk is defined as persistent (3–4 times/week) 
sleepiness, drowsy driving, or both. In category 3, high 
risk is defined as a history of high blood pressure (BP) or 
a BMI of more than 30 kg/m2. The high‑risk group was 
considered if a patient had high‑risk results in at least two 
categories mentioned above. Those with temporary and 
non‑persistent symptoms or only one high‑risk category 
were placed in the low‑risk group.

The reliability and validity of the Persian version of 
this questionnaire were assessed by Amra et al.,[17] 
Sadeghniiat‑Haghighi et al.,[18] and Khaledi et al.[19] 
Amra et al.[17] reported Cronbach’s α as 0.7 for the first 
section and 0.5 for the second section of the questionnaire.

STOP‑BANG questionnaire

The STOP‑BANG questionnaire (SBQ) is a concise and 
effective OSA screening tool first introduced by Chung 
et al.[20] It consists of eight dichotomous (yes/no) items 
related to the clinical features of sleep apnea. The total score 
ranges from 0 to 8. Patients are classified for OSA risk based 
on their respective scores. The questions obtain information 
on snoring, tiredness, observed apnea, high BP, BMI, age, 
neck circumference, and male gender (STOP‑BANG). 
Patients with a SBQ score of 0–2 are classified as low risk 
for moderate‑to‑severe OSA, whereas those with a score of 
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5–8 are classified as high risk for moderate‑to‑severe OSA. 
In patients with the midrange (3 or 4) SBQ scores, further 
criteria are required for classification. The reliability and 
validity of the Persian version of this questionnaire were 
assessed by Sadeghniiat‑Haghighi et al.[21]; they reported 
that it was a valid and reliable tool with similar results to its 
original version.

Statistical analyses

Data were analyzed using the Statistical Package for the 
Social Sciences (SPSS) software version 17.0.2 (Chicago, 
IL, USA). Descriptive characteristics of qualitative 
variables were reported by frequency and percentage. The 
Shapiro–Wilk test was used to determine the normality 
of the distribution. Results for continuous variables were 
demonstrated as mean ± standard deviation (SD), and 
continuous variables without normal distribution were 
demonstrated as median (interquartile range [IQR]). The 
normal and non‑normal distributed quantitative variables 
were assessed by an independent t‑test or Mann–Whitney 
U test. The Chi‑squared test or Fisher’s exact test was 
used to compare categorical variables. A P value < 0.05 
indicated statistical significance.

Results
A total of 266 patients with DM were enrolled in this 
study (34.6% males, mean age being 47.00 ± 19.04 years). 
Forty point two percent of the participants had T1DM, 
and 59.8% had T2DM. The mean age, BMI, and DM 
duration in patients with T1DM were 28.55 ± 11.49, 
23.76 ± 4.06, and 13.26 ± 8.04, respectively. In contrast, 
these parameters in T2DM patients were 59.11 ± 11.78, 

28.33 ± 5.26, and 28.33 ± 5.26, respectively. Almost all 
T1DM patients use insulin, whereas only 26.1% of T2DM 
patients use it. The diabetes‑related complications in T1DM 
and T2DM were 17.9% and 37.6%, respectively. Table 1 
shows the demographic characteristics of all participants 
with T1DM and T2DM. Results showed that participants 
with T1DM and T2DM were significantly different in 
terms of gender (P = 0.022), age (P < 0.0001), marital 
status (P < 0.0001), job (P < 0.0001), BMI (P < 0.0001), other 
chronic diseases (P < 0.0001), treatment type (P < 0.0001), 
complications (P = 0.001), FBS (P = 0.041), and Blood 
sugar 2‑hr postprandial (BS2hpp) (P < 0.0001).

Of the 266 enrolled patients, seven with T1DM were 
excluded due to incomplete questionnaires, and the 
remaining 259 patients were considered. Table 2 shows that 
based on the BQ, 38.6% of all participants were at high 
risk and 61.4% were at low risk for OSA. Results showed 
that high‑risk patients had higher BMI than low‑risk 
ones (29.21 ± 5.46 versus 25.19 ± 4.52). The mean HbA1c 
of patients in the high‑risk group of BQ was 8.01 ± 2.34, 
and the low‑risk group was 7.73 ± 2.41. Comparing 
low‑risk and high‑risk participants based on BQ showed 
a significant difference in age, BMI, neck size, chronic 
diseases, types of DM, SBQ status, SBQ risk, and use of 
insulin in these patients (all P values less than 0.05).

Table 3 shows that based on the SBQ, 32.8% and 12.3% 
were at moderate and high risks, respectively. Results 
showed a significant difference between low and moderate 
to severe groups regarding sex, age, BMI, neck size, other 
chronic diseases, types of DM, use of Insulin, Berlin 
questionnaire, FBS, and HbA1c. Although there was a 

Table 1: Demographic characteristics and laboratory results in patients with T1DM and T2DM
Parameters Total (n=266) T1DM (n=107) T2DM (n=159) P
Sex (male), n (%) 92 (34.6) 28 (26.4) 64 (40.1) 0.022a

Age (year), mean±SD 47.00±19.04 28.55±11.49 59.11±11.78 <0.0001b

Marital status (married), n (%) 182 (71.4) 39 (36.4) 143 (90.0) <0.0001a

Education, n (%)
Less than diploma 59 (23.1) 17 (16.0) 42 (28.1) 0.066a

Diploma and Bachelor 150 (58.8) 67 (63.2) 83 (56.8)
Postgraduate 46 (18.0) 23 (20.8) 23 (15.1)

Job, n (%)
Unemployed 17 (6.5) 13 (12.3) 4 (2.6) <0.0001a

Employed or retired 138 (52.7) 40 (36.8) 98 (63.4)
Housekeeper 67 (25.6) 15 (14.2) 52 (33.3)
Student 40 (15.3) 39 (36.8) 1 (0.7)

BMI (kg/m2), mean±SD 26.55±5.37 23.76±4.06 28.33±5.26 <0.0001b

Other chronic diseases (yes), n (%) 134 (50.8) 30 (27.4) 104 (66.5) <0.0001a

The duration of DM (year), mean±SD 12.58±8.40 13.26±8.04 11.89±8.47 0.194b

Treatment type (insulin), n (%) 147 (55.3) 105 (98.1) 42 (26.1) <0.0001a

Complications (yes), n (%) 80 (30.1) 20 (17.9) 60 (37.6) 0.001a

HbA1c (mg/dl), mean±SD 7.64±1.54 7.74±1.50 7.43±1.97 0.190b

FBS (mg/dl), mean±SD 144.47±55.52 136.04±50.61 149.15±57.56 0.061b

BS2hpp (mg/dl), mean±SD 188.26±71.75 163.48±59.40 203.32±73.70
aChi‑squared test; b independent t‑test; BMI: Body mass index, HbA1c: Glycosylated hemoglobin, FBS: Fasting blood sugar, BS2hpp: Blood 
sugar 2‑hr postprandial
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significant difference between groups regarding quantitative 
HbA1c, no significant relation was observed between 
groups regarding HbA1c status.

The mean HbA1c of T1DM and T2DM patients was 
7.74 ± 1.50 and 7.43 ± 1.97, respectively, and did not differ 
significantly between the two groups. Comparing patients 
with T1DM and T2DM showed that the frequency of OSA 
was considerably higher in patients with T2DM based on 
both questionnaires. Based on BQ results, 56% of T2DM 
and 11% of T1DM patients had a high risk of developing 
OSA; and according to SBQ results, 64.1% of T2DM and 
15% of T1DM patients had a moderate‑to‑severe risk of 
developing OSA.

Discussion
DM is one of the most prevalent chronic disorders 
worldwide. It has an increased frequency of acute and 
chronic complications. Among its probable complications, 
sleep disorders—specifically OSA—have been less 
noticed.[3] It is assumed that OSA hurts DM outcomes and 
IR, resulting in poor glycemic control and more chronic 

complications.[22,23] Although the prevalence of OSA in 
T2DM and its effect on DM control was repeated in 
several previous studies,[24–28] only a few of them evaluated 
T1DM[23] or compared T1DM and T2DM.[29–31]

According to the BQ, 37.3% of all participants were at high 
risk of OSA and based on the SBQ, 32.8% and 12.3% were 
at high and moderate risks, respectively. The mean HbA1c 
of T1DM and T2DM was 7.74 ± 1.50 and 7.43 ± 1.97, 
respectively. Besides, comparing patients with T1DM and 
T2DM showed that the frequency of OSA, according to 
both questionnaires, was significantly higher in patients 
with T2DM. Based on BQ results, 56% of T2DM and 
11% of T1DM patients had an increased risk of developing 
OSA. The frequency of high risk of OSA among T1DM 
and T2DM was consistent with other studies using 
subjective instruments like BQ to evaluate the frequency 
of OSA. Keskin et al.[32] reported 50.2% OSA in T2DM, 
and van Dijk et al.[33] reported 17.2% OSA in T1DM. But it 
was inconsistent with the results reported by other studies 
that used objective instruments like polysomnography to 
determine the prevalence of OSA. Most reported a higher 
prevalence of OSA in T2DM[24,27,28,34,35] and T1DM.[23,36,37]

Based on the SBQ, our results indicated a significant 
relationship between OSA and glycemic control according 
in terms of mean HbA1c. This significant association 
between OSA and HbA1c levels in patients with T2DM 
was inconsistent with the results of Lam et al.[38] and Ioja 
et al.[31] Still, it was consistent with the results of Keskin 
et al.[32]

Furthermore, the significant association in patients with 
T1DM was inconsistent with the results of Manin et al.[23] 
and Borel et al.[39] Still, it was consistent with the results of 
Reutrakul et al.[36]

In our recently published study, we evaluated the detailed 
reasons behind poor sleep quality affecting glycemic 
control. Among them, respiratory problems such as 
coughing or snoring loudly had a significant relationship 
with higher HbA1C.[14] This finding is consistent with the 
current study.

It seems that the significant association between OSA and 
mean HbA1c based on the SBQ questionnaire and the lack 
of this association in HbA1c status occurred because the 
means of HbA1c in both high‑risk and low‑risk groups 
of OSA were almost in the good control area. Besides, it 
may have happened due to the socioeconomic status and 
a higher level of education of the participants. In this 
study, the questionnaires were completed online during the 
COVID‑19 pandemic. Therefore, different results may be 
obtained if the study is repeated with a diverse population 
regarding social status and uncontrolled blood sugar.

The relationship between OSA and FBS was significant in 
the SBQ, but there was no statistical significance according 
to the BQ. The mean FBS differed between high‑risk and 

Table 2: The comparison between low‑ and high‑risk 
groups based on BQ

Variables Low‑Risk 
Group

High‑Risk 
Group

P

Sex, n (%)
Female 111 (69.8) 58 (58) 0.052
Male 48 (30.2) 42 (42)

Age (years), mean±SD 40.71±16.89 59.45±14.46 <0.001
Diseases, n (%) <0.001

No disease 97 (61.4) 28 (28.3)
Other chronic diseases 61 (38.6) 71 (71.7)

BMI (kg/m2), mean±SD 25.19±4.52 29.21±5.46 <0.001
Neck size, n (%) 0.086

Less than 40 cm 129 (81.1) 72 (72)
More than 40 cm 30 (18.9) 28 (28)

Types of DM, n (%) <0.001
T1DM 89 (56) 11 (11)
T2DM 70 (44) 89 (89)

SBQ status, mean±SD <0.001
Low risk 126 (79.2) 16 (16)
Moderate risk 33 (20.8) 52 (52)
Severe risk 0 32 (32)

SBQ risk, mean±SD <0.001
Low risk 126 (79.2) 16 (16)

Moderate‑to‑severe‑Risk 33 (20.8) 84 (84)
Medications, mean±SD <0.001

oral agent 52 (32.7) 67 (67)
Insulin 107 (67.3) 33 (33)

FBS, mean±SD 139.83±52.25 152.27±60.37 0.780
HbA1c, mean±SD 7.73±2.41 8.01±2.34 0.779
HbA1c status, mean±SD 0.321

Poor control 79 (49.7) 42 (43.3)
Good control 80 (50.3) 55 (56.7)
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low‑risk groups of OSA, and this relationship was not 
statistically significant. Still, clinically, all of these issues 
suggested a link between OSA and FBS.

The difference in the results of the two questionnaires in 
terms of FBS and mean HbA1C can be due to the continuity 
and the discrete scores and the difference in the type of 
statistical analysis in BQ and SBQ. It seems that using both 
questionnaires in the evaluation of OSA was recommended.

It is noteworthy that there was a significant relationship 
between the risk of OSA according to both questionnaires 
with age, BMI, other chronic diseases, and the use of 
insulin. Also, most patients with T1DM had a lower risk of 
OSA, and T2DM patients had a higher risk of OSA, which 
may be related to BMI and insulin therapy. As Hanefeld 
et al.[40] noted, it is assumed that insulin therapy in patients 
with DM had better results than oral therapies. The role 
of diabetes and control of OSA is two‑sided. It seems that 
management of OSA can affect the prognosis of diabetes 
and even the effectiveness of drugs.

On the other hand, the control of diabetes can decrease 
OSA. Therefore, caregivers should consider OSA, besides 
other known factors in patients with DM, to access better 
management of glycemic control in diabetic patients. As 
the effect of BMI and other chronic diseases on the risk 
of OSA is demonstrated and perhaps by lowering the BMI 
and better controlling the other chronic diseases besides 

diabetes, we can decrease the risk of OSA and consequently 
achieve better glycemic control.

Conclusions
Our study showed a significantly higher OSA percentage 
in T2DM rather than T1DM patients. There was also an 
association between moderate‑to‑severe risk of OSA based 
on the SBQ with mean HbA1c and FBS. Therefore, by 
controlling the OSA, we may find a way to achieve better 
glycemic control in diabetic patients.

Financial support and sponsorship

Nil.

Conflicts of interest

There are no conflicts of interest.

Received: 06 Aug 21 Accepted: 27 Oct 22
Published: 25 Feb 23

References
1. Tanirbergenova A, Kamaliev M, Akanov Z, Igissenova A. 

Analysis of disability due to diabetes mellitus in a large City. 
Electron J Gen Med 2021;18:em271

2. Atlas ID. Global estimates for the prevalence of diabetes for 
2015 and 2040. Diabetes Res Clin Pract. 2017;128:40‑50.

3. Khalil M, Power N, Graham E, Deschênes SS, Schmitz N. The 
association between sleep and diabetes outcomes–A systematic 
review. Diabetes research and clinical practice. 2020 ;161:108035.

Table 3: The comparison between low‑ and high‑risk groups based on SBQ
Variables Low‑Risk Group Moderate‑to‑Severe‑Risk Group P
Sex, n (%)

Female 116 (81.7) 53 (45.3) <0.001
Male 26 (18.3) 64 (54.7)

Age (years), mean±SD 38.74±16.43 59.12±13.96 <0.001
Diseases, n (%) <0.001

No disease 93 (65.5) 32 (27.8)
Other chronic diseases 49 (34.5) 83 (72.2)

BMI (kg/m2), mean±SD 24.81±4.35 29.08±5.37 <0.001
Neck size, n (%) <0.001

Less than 40 cm 129 (90.8) 72 (61.5)
More than 40 cm 13 (9.2) 45 (38.5)

Types of DM, n (%) <0.001
T1DM 85 (59.9) 15 (12.8)
T2DM 57 (40.1) 102 (87.2)

BQ status, mean±SD <0.001
Low risk 126 (88.7) 33 (28.2)
High risk 16 (11.3) 84 (71.8)

Medications, mean±SD <0.001
Oral agent 44 (31) 75 (64.1)
Insulin 98 (69) 42 (35.9)

FBS, mean±SD 137.20±49.47 153.81±61.63 0.019
HbA1c, mean±SD 7.48±1.52 7.89±1.74 0.046
HbA1c status, mean±SD 0.110

Poor control 73 (51.8) 48 (41.7)
Good control 68 (48.2) 67 (58.3)



Mehrdad, et al.: OSA and glycemic control in diabetes

International Journal of Preventive Medicine 2023, 14: 266

4. Susanto AD, Harahap RA, Antariksa B, Basalamah MA, 
Nurwidya F. The prevalence and related risk factors of obstructive 
sleep apnea in heart failure patients at the Indonesian referral 
hospital for respiratory diseases. J Nat Sci Biol Med 2020;11:164.

5. Kryger M, Roth T, Dement WC. Principles and Practice of Sleep 
Medicine. 6th ed. Elsevier; 2016. p. 1784.

6. Ryan S. Adipose tissue inflammation by intermittent hypoxia: 
Mechanistic link between obstructive sleep apnoea and metabolic 
dysfunction. J Physiol 2017;595:2423‑30.

7. Ban J‑J, Ruthenborg RJ, Cho KW, Kim J‑W. Regulation of obesity and 
insulin resistance by hypoxia‑inducible factors. Hypoxia 2014;2:171.

8. Punjabi NM, Beamer BA. Alterations in glucose disposal in 
sleep‑disordered breathing. Am J Respir Crit Care Med 2009;179:235‑40.

9. Lavrentaki A, Ali A, Cooper BG, Tahrani AA. Mechanisms of 
endocrinology: Mechanisms of disease: The endocrinology of 
obstructive sleep apnoea. Eur J Endocrinol 2019;180:R91‑125.

10. Villa M, Montesano M, Barreto M, Pagani J, Stegagno M, 
Multari G, et al. Diffusing capacity for carbon monoxide in 
children with type 1 diabetes. Diabetologia 2004;47:1931‑5.

11. Stubbe B, Schipf S, Schaeper C, Felix SB, Steveling A, Nauck M, 
et al. The influence of type 1 diabetes mellitus on pulmonary 
function and exercise capacity‑Results from the Study of health in 
pomerania (SHIP). Exp Clin Endocrinol Diabetes 2017;125:64‑9.

12. Sokolov E, Demidov I. [Gas exchange function of the lungs in patients 
with type 1 diabetes mellitus]. Ter Arkh 2008;80:63‑6. Russian.

13. Lee MJ, Coast JR, Hempleman SC, Baldi JC. Type 1 diabetes 
duration decreases pulmonary diffusing capacity during exercise. 
Respiration 2016;91:164‑70.

14. Mehrdad M, Azarian M, Sharafkhaneh A, Alavi A, Zare R, 
Rad AH, et al. Association between poor sleep quality and 
glycemic control in adult patients with diabetes referred to 
endocrinology clinic of Guilan: A cross‑sectional study. Int J 
Endocrinol Metab 2021;20:e118077.

15. Summary of revisions for the 2010 Clinical Practice 
Recommendations. Diabetes Care 2010;33 Suppl 1(Suppl 1):S3. 

16. Netzer NC, Stoohs RA, Netzer CM, Clark K, Strohl KP. Using 
the Berlin questionnaire to identify patients at risk for the sleep 
apnea syndrome. Ann Intern Med 1999;131:485‑91.

17. Amra B, Nouranian E, Golshan M, Fietze I, Penzel T. Validation 
of the persian version of berlin sleep questionnaire for diagnosing 
obstructive sleep apnea. Int J Prev Med 2013;4:334‑9.

18. Sadeghniiat‑Haghighi K, Montazeri A, Khajeh‑Mehrizi A, Aminian O, 
Rahimi‑Golkhandan A, Sedaghat M. The Berlin questionnaire: 
Performance of the persian version for measuring obstructive sleep 
apnea in sleep clinic population. J Sleep Disord Treat Care 2014;3:1‑5.

19. Khaledi‑Paveh B, Khazaie H, Nasouri M, Ghadami MR, 
Tahmasian M. Evaluation of Berlin questionnaire validity for sleep 
apnea risk in sleep clinic populations. Basic Clin Neurosci 2016;7:43.

20. Chung F, Yegneswaran B, Liao P, Chung SA, Vairavanathan S, 
Islam S, et al. STOP questionnaire: A tool to screen patients for 
obstructive sleep apnea. J Am Soc Anesth 2008;108:812‑21.

21. Sadeghniiat‑Haghighi K, Montazeri A, Khajeh‑Mehrizi A, 
Ghajarzadeh M, Alemohammad ZB, Aminian O, et al. The 
STOP‑BANG questionnaire: Reliability and validity of the Persian 
version in sleep clinic population. Qual Life Res 2015;24:2025‑30.

22. Nannapaneni S, Ramar K, Surani S. Effect of obstructive sleep 
apnea on type 2 diabetes mellitus: A comprehensive literature 
review. World J Diabetes 2013;4:238‑44.

23. Manin G, Pons A, Baltzinger P, Moreau F, Iamandi C, Wilhelm J, 

et al. Obstructive sleep apnoea in people with type 1 diabetes: 
Prevalence and association with micro‑and macrovascular 
complications. Diabet Med 2015;32:90‑6.

24. Einhorn D, Stewart D, Erman M, Gordon N, Philis‑Tsimikas A, 
Casal E. Prevalence of sleep apnea in a population of adults with 
type 2 diabetes mellitus. Endocr Pract 2007;13:355‑62.

25. Resnick HE, Redline S, Shahar E, Gilpin A, Newman A, 
Walter R, et al. diabetes and sleep disturbances: Findings from 
the sleep heart health study. Diabetes Care 2003;26:702‑9.

26. West SD, Nicoll DJ, Stradling JR. Prevalence of obstructive sleep 
apnoea in men with type 2 diabetes. Thorax 2006;61:945‑50.

27. Foster GD, Borradaile KE, Sanders MH, Millman R, Zammit G, 
Newman AB, et al. A randomized study on the effect of weight loss 
on obstructive sleep apnea among obese patients with type 2 diabetes: 
The sleep AHEAD study. Arch Intern Med 2009;169:1619‑26.

28. Aronsohn RS, Whitmore H, Van Cauter E, Tasali E. Impact of 
untreated obstructive sleep apnea on glucose control in type 2 
diabetes. Am J Respir Crit Care Med 2010;181:507‑13.

29. Schober AK, Neurath MF, Harsch IA. Prevalence of sleep 
apnoea in diabetic patients. Clin Respir J 2011;5:165‑72.

30. Vale J, Manuel P, Oliveira E, Oliveira AR, Silva E, Melo V, 
et al. Obstructive sleep apnea and diabetes mellitus. Rev Port 
Pneumol 2015;21:55‑60.

31. Ioja S, Chasens ER, Ng J, Strollo PJ, Korytkowski MT. Obstructive 
sleep apnea in adults with type 1 and type 2 diabetes: Perspectives 
from a quality improvement initiative in a university‑based 
diabetes center. BMJ Open Diabetes Res Care 2017;5:e000433.

32. Keskin A, Ünalacak M, Bilge U, Yildiz P, Güler S, Selçuk EB, 
et al. Effects of sleep disorders on hemoglobin A1c levels in 
type 2 diabetic patients. Chin Med J (Engl) 2015;128:3292‑7.

33. van Dijk M, Donga E, van Dijk JG, Lammers G‑J, 
van Kralingen KW, Dekkers OM, et al. Disturbed subjective 
sleep characteristics in adult patients with long‑standing type 1 
diabetes mellitus. Diabetologia 2011;54:1967‑76.

34. Harada Y, Oga T, Chin K, Takegami M, Takahashi KI, Sumi K, 
et al. Differences in relationships among sleep apnoea, glucose 
level, sleep duration and sleepiness between persons with and 
without type 2 diabetes. J Sleep Res 2012;21:410‑8.

35. Grimaldi D, Beccuti G, Touma C, Van Cauter E, Mokhlesi B. 
Association of obstructive sleep apnea in rapid eye movement 
sleep with reduced glycemic control in type 2 diabetes: 
Therapeutic implications. Diabetes Care 2014;37:355‑63.

36. Reutrakul S, Thakkinstian A, Anothaisintawee T, Chontong S, 
Borel A‑L, Perfect MM, et al. Sleep characteristics in type 1 
diabetes and associations with glycemic control: Systematic 
review and meta‑analysis. Sleep Med 2016;23:26‑45.

37. Banghoej AM, Nerild HH, Kristensen PL, Pedersen‑Bjergaard U, 
Fleischer J, Jensen AEK, et al. Obstructive sleep apnoea 
is frequent in patients with type 1 diabetes. J Diabetes 
Complications 2017;31:156‑61.

38. Lam DC, Lui MM, Lam JC, Ong LH, Lam KS, Ip MS. 
Prevalence and recognition of obstructive sleep apnea in Chinese 
patients with type 2 diabetes mellitus. Chest 2010;138:1101‑7.

39. Borel A‑L, Benhamou P‑Y, Baguet J‑P, Halimi S, Levy P. High 
prevalence of obstructive sleep apnoea syndrome in a type 1 diabetic 
adult population: A pilot study. Diabet Med 2010;27:1328‑9.

40. Hanefeld M, Fleischmann H, Siegmund T, Seufert J. Rationale for 
timely insulin therapy in type 2 diabetes within the framework of 
individualised treatment: 2020 update. Diabetes Ther 2020;11:1645‑66.


