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Abstract
The aim of this study was to investigate the incidence of insomnia in obstructive Sleep Apnea and
Hypopnea Syndrome (OSAHS), as well as the impact of the comorbidity of insomnia and OSAHS on
quality of life, sleep quality, and emotion. One hundred twenty-three patients with OSAHS, successively
selected from May 2013 to December 2014, were assigned to the OSAHS group, and 52 age-matched
subjects without OSAHS were assigned to the control group. The two groups were further divided by
presence of insomnia, and the general characteristics, comorbidities, and quality of life were compared
between the insomnia group and the non-insomnia group of patients with OSAHS. Hypertension
(P=0.007), cerebral infarction (P=0.002), female sex (P=0.008), and senior age (P=0.002) were identified
as risk factors for OSAHS with insomnia (P<0.05). The scores of the Pittsburgh Sleep Quality Index
(P<0.001; 8.14 ± 3.20 vs. 5.19 ± 2.57) and the Depression Anxiety Stress Scale (P<0.05; 10.96 ± 5.25 vs.
9.09 ± 3.52) of patients with OSAHS and insomnia were higher than those of patients with OSAHS
alone. The score of the healthy quality of life questionnaire (SF-12) was lower in patients with OSAHS
and insomnia than in patients with OSAHS alone (P<0.001; SF-12 physiological score: 48.53 ± 3.68 vs.
54.25 ± 2.94; SF-12 mental score: 49.50 ± 3.40 vs. 53.19 ± 3.96). These results reveal that the incidence of
insomnia in patients with OSAHS is significantly higher than in controls, cerebral infarction is a newly
identified risk factor for insomnia in OSAHS patients, and OSAHS combined with insomnia
significantly lowers quality of life compared with OSAHS alone.
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Introduction
Obstructive Sleep Apnea and Hypopnea Syndrome (OSAHS)
is a very common disease characterized by repeated upper
airway obstruction during sleep leading to recurrent apnea and
hypopnea. OSAHS can cause damage to multiple organ
systems, thereby seriously harming the health of patients with
this disease. Insomnia manifests as difficulty falling asleep,
sleep maintenance disorder, decreased sleep quality, early
awakening, reduced total sleeping time, and daytime
dysfunction.
Though OSAHS and insomnia are the two most common types
of sleep disorders, the link between them remains in question.
In 1973, Guilleminault et al. [1] attempted to explore the
correlations between OSAHS and insomnia, but results were
inconclusive. In 2001, Krakow et al. [2] performed
retrospective statistics on the incidence of insomnia in OSAHS
populations, showing incidence rates as high as 50%,
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significantly higher than that in the general population. Since
this study, many scholars have performed similar
investigations. Alotair and Krell, for instance, found that the
incidence of insomnia in OSAHS populations (22%-54.9%)
was generally higher than that in non-OSAHS populations
[3-8], and various studies have shown that the prevalence of
insomnia in the general population is approximately 10%-30%
[9-16].
While these studies indicate that the incidence of insomnia in
patients with OSAHS is significantly higher than that in
healthy individuals, understanding the factors influencing the
prevalence of insomnia in these patients requires further study.
Björnsdóttir identified hypertension, diabetes, and smoking
history as risk factors for insomnia in patients with OSAHS
[17]. However, it remains unknown whether cerebral infarction
is a risk factor for the comorbidity of insomnia and OSAHS,
whether the severity of OSAHS affects the probability of its
comorbidity with insomnia [17,18], and whether comorbidity
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with insomnia leads to differences in Epworth Sleepiness Scale
(ESS) scores when compared with OSAHS alone [17,19,20].
To address these questions, this study aimed to screen for risk
factors for insomnia in patients with OSAHS, to explore the
quality of life of patients with both OSAHS and insomnia, and
to provide new ideas and approaches for prevention and
treatment of these patients.

Materials and Methods
General data collection
One hundred twenty-three patients with OSAHS, admitted as
outpatients or inpatients to the Department of Neurology at the
Second Affiliated Hospital of Nanchang University from May
2013 to December 2014, were successively selected and
included 94 males and 29 females, with an average age of
51.01 ± 5.64 years (42-65 years). Meanwhile, 52 healthy
volunteers were recruited for the control group during the same
period, including 31 males and 21 females, with an average age
of 50.83 ± 6.339 years (41-66 years). The individuals in the
control group were recruited during their normal medical
examinations as outpatients or inpatients of the Second
Affiliated Hospital of Nanchang University. Patients with
OSAHS, language comprehension and expression disorders,
mental illness or family history of mental illness, or other
severe or life-threatening complications were excluded from
the control group. Complete medical history, polysomnography
(PSG; 32-Lead Stellate Harmonie Video PSG System;
Harmonie, Canada), and related test results were collected for
all subjects.
The following inclusion and exclusion criteria were used: 1)
Patients with OSAHS met the treatment guidelines of Chinese
obstructive sleep apnea and hypopnea syndrome (revised
edition, 2011) [21] and were diagnosed with OSAHS by PSG;
2) Patients with CPAP or surgical treatment, as well as those
with neuropsychiatric disorders, physical illness, medicationcaused secondary insomnia, obvious disorders in intelligence,
language comprehension and expression disorders, mental
illness or family history of mental illness, and presence of
severe or life-threatening complications were excluded; and 3)
The control group was age-matched and healthy.
All study subjects were aware of test contents and provided
signatures giving informed consent. This clinical trial was
approved by the ethics committee of our hospital. The
assessments of all study scales were determined by
experienced neurologists in our department who were trained
with normalized language, and uniform standards were used
for the evaluations.

Procedures and questionnaires
Name, age, sex, Body Mass Index (BMI), smoking history,
alcohol abuse history, snoring history, night time sleep quality,
previous history (hypertension, diabetes, cerebral infarction,
restless legs syndrome, cardiovascular diseases, etc.), and
family history of all subjects were recorded.
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Insomnia
According to the Chinese diagnosis and treatment guidelines of
adult insomnia in 2012 [22], patients with primary chronic
insomnia (duration more than 6 months) were included and
divided into group DIS (having difficulty falling asleep) and
group DMS (having difficulty maintaining sleep) according to
the types of insomnia. Difficulty falling asleep manifests as
more than 30-minute falling asleep time, and sleep
maintenance difficulties manifest as awakening at night ≥ 2
times.

Epworth sleepiness scale
The Epworth Sleepiness Scale (ESS) [23] is an easy selfassessment questionnaire for daytime sleepiness with good
reliability and validity. ESS is composed of a total of 8
scenarios and has a total score of 24 points with higher scores
indicating more severe lethargy.

Pittsburgh sleep quality index
The Pittsburgh Sleep Quality Index (PSQI) is used to assess the
examinee's subjective sleep quality for the previous 1-month
period. Chinese researchers have tested its reliability and
validity concluding that it is suitable for Chinese people. The
entire scale is composed of nine self-assessment items and five
items assessed by others. The total score is 21 points with
higher scores indicating poorer quality of sleep.
The self-assessed Depression Anxiety Stress Scales (DASS-21)
[24] are used to test the severity of negative emotion
symptoms, and are shown to have high stability, reliability, and
validity. This measure is composed of three dimensions,
namely depression, anxiety, and stress, and reflects the
individual’s recent negative emotional experiences (within
approximately 1 week).

Healthy quality of life questionnaire (SF-12)
The SF-12 questionnaire [25] has good internal consistency
and high validity within Chinese elderly populations, and it is
widely used to evaluate quality of life. It is composed of the
total physiological score (SF-12 PS) and the total mental score
(SF-12 MS), with higher scores indicating positive subjective
feelings and healthier physical and mental statuses.

National institutes of health stroke scale
The National Institutes of Health Stroke Scale (NIHSS)
includes 11 items, namely consciousness, staring, vision, facial
paralysis, upper limb movement, lower limb movement, ataxia,
sensation, language, dysarthria, and neglect. Higher scores
represent more severe neurological deficits. All study subjects
were evaluated using this scale.

Statistical analysis
SPSS 19.0 statistical software was used in this study. Data
were expressed as mean ± standard deviation, and normally
distributed data were calculated as average values, standard
Biomed Res- India 2017 Volume 28 Issue 2
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deviation, and P values, etc. and used for t-tests. Count data
were used in the chi-square test, and the relationships of
dichotomous results with certain impacting factors were
assessed using binary logistic regression analysis, with the
significance level set to α=0.05 and P<0.05 considered
statistically significant.

(AHI), individual history (smoking history, alcohol abuse
history), and comorbidities (hypertension, diabetes, cerebral
infarction, restless legs syndrome, etc.; Table 2) were analyzed
separately by sex. We found statistically significant differences
in BMI, AHI, smoking history, hypertension history, and
cerebral infarction, but not in diabetes and restless legs
syndrome, in males between the two groups. Statistically
significant differences in BMI, AHI, and hypertension history,
but not in smoking history, diabetes, cerebral infarction, and
restless legs syndrome, were observed in females between the
two groups.

Results
General characteristics
There was no statistically significant difference in average age
between patients with OSAHS and healthy subjects. The
proportion of male patients with OSAHS was higher than that
in healthy control group, and the difference was statistically
significant (P<0.05, Table 1).

Table 1. Analysis of age and gender between the two groups.

Because there was a statistically significant difference in the
proportion of males and females between the two groups,
general characteristics, such as BMI, apnea-hypopnea index

Control group

OSAHS group

Test value

P

Cases

52

123

Gender (M/F)

31/21

94/29

5.059

0.024

Age

50.83 ± 6.34

51.01 ± 5.64

-0.204

0.839

Table 2. General information in different genders between the two groups.
M

F

Control group (n=31)

OSAHS group (n=94)

P

Control group (n=21)

OSAHS group (n=29)

P

BMI

25.45 ± 2.30

29.97 ± 8.32

0.003

22.29 ± 2.77

27.55 ± 5.92

<0.001

AHI

3.20 ± 1.16

33.55 ± 18.34

<0.001

2.69 ± 0.97

31.51 ± 4.32

<0.001

Smoking history

10

51

0.034

1

0

0.235

Hypertension

4

44

0.001

2

15

0.002

Diabetes

1

10

0.206

1

4

0.293

cerebral Infarction

1

17

0.041

1

7

0.065

Restless legs

0

4

0.243

1

0

0.235

The prevalence of insomnia in patients with OSAHS
and controls

was higher in the OSAHS group than in the control group, and
this difference was statistically significant (P<0.05, Table 3).

The incidence of insomnia was 56.91% (70/123) in the
OSAHS group and 30.77% (16/52) in the control group, and
the higher incidence of insomnia in the OSAHS group was
statistically significant (P<0.05).

Associations with insomnia in patients with OSAHS
and controls

Table 3. Analysis of sleep quality between the 2 groups.
OSAHS group (n=123)

Control
(n=52)

group Test
value

P

Insomnia

70

16

9.993

0.002

DIS

29

7

2.289

0.130

DMS

53

10

9.030

0.003

Patients with insomnia were then further divided into group
DIS and group DMS. The incidence of DIS was higher in the
OSAHS group than in the control group, but the difference was
not statistically significant (P>0.05). The incidence of DMS
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Because more risk factors for insomnia were found in the
OSAHS group, binary logistic regression analysis was used to
analyze relevant factors individually. We found that sex, age,
hypertension, and cerebral infarction were statistically
associated with insomnia (P<0.05), while BMI, AHI, smoking
history, diabetes, and restless legs syndrome showed no
significant relationship with insomnia in patients with OSAHS
(P>0.05). The statistically significant factors were then set as
independent variables simultaneously for binary logistic
regression analysis, and we found that cerebral infarction and
sex maintained significant associations with insomnia (Table
4). Therefore, the effects of cerebral infarction and sex on
insomnia in the OSAHS group were greater than those of age
and hypertension.
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Table 4. Relationships among different factors and insomnia in group
OSAHS.
Insomnia
P

OR (95%CI)

0.008

3.833 (1.431-10.268)

0.024a

3.412a (1.172-9.937)

Gender

0.002

1.119 (1.042-1.202)

Age

0.098a

1.067a (0.988-1.152)

BMI

0.412

1.020 (0.973-1.070)

AHI

0.447

1.415 (0.578-3.460)

0.993

0.997 (0.483-2.057)

Smoking history

0.007

2.749 (1.310-5.769)

Hypertension

0.100a

1.992a (0.876-4.530)

0.251

2.042 (0.603-6.911)

Diabetics

0.002

7.143 (2.001-25.492)

Cerebral infarction

0.019a

4.953a (1.295-18.947)

Restless leg

0.777

0.750 (0.102-5.505)

a: represented that gender, age, hypertension and cerebral infarction were set
as the independent variables at the same time.

Table 5. Comparison of life qualities between the patients with
OSAHS merged with insomnia and those simply suffering from
OSAHS.
Insomnia group Non- insomnia group

t

P

ESS score

7.99 ± 4.85

6.79 ± 3.65

-1.499

0.136

PSQI score

8.14 ± 3.20

5.19 ± 2.57

-5.511

<0.001

NIHSS score

1.29 ± 2.18

0.25 ± 1.16

-3.15

0.002

DASS-21
score

10.96 ± 5.25

9.09 ± 3.52

-2.231

0.028

SF-12 PS

48.53 ± 3.68

54.25 ± 2.94

9.286

<0.001

SF-12 MS

49.50 ± 3.40

53.19 ± 3.96

5.548

<0.001

Note: NIHSS, NIH stroke score.

Characteristics of obstructive sleep apnea with and
without insomnia
In the OSAHS group with insomnia, PSQI (P<0.001) and
DASS-21 (P<0.05) scores were higher and SF-12 PS
(P<0.001) and SF-12 MS (P<0.001) were lower than those of
patients suffering from OSAHS without insomnia (Table 5).
We observed lower qualities of physical and mental lives in
patients with OSAHS and insomnia than in those with OSAHS
alone. Patients with OSAHS and insomnia were more likely to
experience anxiety, depression, and other negative emotions,
but there was no significant difference in daytime sleepiness
between the two groups.
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Discussion
OSAHS and insomnia, both common sleep disorders, appear to
be correlated based on reports from other countries. As
described previously, many researchers believe that the
incidence of insomnia in patients with OSAHS is significantly
higher than in the general population. Gold found incidence
rates of insomnia up to 59.9% in patients with OSAHS [18];
Hagen studied 100 patients at a sleep center and found 40% of
patients with OSAHS suffered from moderate insomnia [26].
Overall, studies show that the incidence rate of insomnia in
patients with OSAHS is in the range of 40%-60% [5,6,27-31],
a conclusion that was further confirmed in our study. We found
that the incidence of insomnia in the OSAHS group (56.91%)
was significantly higher than that in the control group
(30.77%).
Currently, there are few studies on the mechanisms of OSAHSinduced insomnia, which are hypothesized as follows: 1)
OSAHS is prodromal to insomnia; 2) respiratory events, such
as long-term nocturnal sleep apnea and hypoxia, may cause
emotional movement disorder followed by increased times of
awakening, the latter of which is the main symptom of
insomnia [17]; 3) recurrent hypopnea may cause ease of
awakening at night followed by sleep structural disorder and
sleep maintenance disorder; 4) a variety of nocturnal
respiratory events may activate the hypothalamic-pituitaryadrenal axis (HPA axis), thereby causing sleep fragmentation
and insomnia. Respiratory events may also lead to autocrine
activities, further activating the HPA axis and leading to the
increase of HPA activities or metabolic abnormalities [32].
This study further divided insomnia into DIS and DMS for
analysis and found that the more common type of insomnia in
the OSAHS group was DMS. Similarly, Björnsdóttir found that
the incidence of DMS in patients with OSAHS was 57.6%
[17], while the incidence of DIS showed no difference
compared with the control group. We hypothesize that further
exploration of the mechanisms of OSAHS-induced insomnia
would reveal that recurrent night-time hypopnea and nocturnal
hypoxia cause awakenings at night followed by DMS,
explaining the observed phenomenon that patients with
OSAHS mainly exhibit DMS. In addition, our study had a
higher proportion of males (76%) in the OSAHS group, and
the main type of insomnia was DMS in males and DIS in
females, similar to results described by Subramanian [33].
Views on the impact of the severity (AHI) of OSAHS on the
probability of insomnia in these patients differ among scholars.
Gold found that AHI was positively correlated with the
appearance of DMS in OSAHS; specifically, higher AHI
corresponded to greater probability of insomnia in patients
with OSAHS [18]. However, Yang found that higher AHI
corresponded to lower probability of insomnia in patients with
OSAHS [34], and Krakow (2010) reported that the appearance
of insomnia in the OSAHS population was independent of AHI
[35]. Therefore, findings of the relationship between AHI and
the incidence of insomnia in patients with OSAHS are
inconsistent. In this study, we found that AHI had no
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significant relationship with the appearance of insomnia in
patients with OSAHS, consistent with Krakow’s results.
This study is the first to show that cerebral infarction is a risk
factor for insomnia in patients with OSAHS. Further analysis is
needed to understand the possible mechanisms underlying this
risk factor. For instance, many sleep-related anatomical sites in
the brain, such as the frontal lobe bottom, brainstem ascending
reticular activating system, midbrain tegmentum, and locus
coeruleus, may be affected by cerebral infarction. Necrosis,
edema, ischemia, hypoxia, and actions of related toxic
substances in the above structures are likely to interfere with
the sleep-awakening mechanism, thus leading to the
occurrence of sleep disorders [36]. In addition, some scholars
believe that the awakening-associated neurotransmitters such
as serotonin (5-HT) and norepinephrine are important factors
contributing to post-cerebral infarction sleep disorders.
Because serotonergic and norepinephrine neurons are mainly
located in the brainstem, the neural transduction pathways of
norepinephrine and 5-HT are likely to be affected by lesions in
these regions. 5-HT is an important neurotransmitter for REM
sleep; therefore, it may play an important role in post-stroke
sleep disorders [37]. Lastly, the incidence of post-cerebral
infarction depression ranges from 20%-79%, and the degrees
of depression and anxiety in patients with sleep disorders are
significantly higher than in those without sleep disorders,
indicating that depression and anxiety may influence postcerebral infarction insomnia [38].
The comparison between the comorbidity group and the
OSAHS alone group showed no significant difference in the
average ESS score, contradicting Dubey’s results showing that
the comorbidity group had significantly higher ESS scores and
daytime sleepiness [19], which was also confirmed by
Björnsdóttir [17]. This difference may be related to the study
population included in this study (Chinese population) and
smaller sample size; however, Lichstein reported no significant
difference in ESS between the above two groups [20],
consistent with our results.
The results of this study show that the average DASS-21 score
in the comorbidity group was significantly higher than that in
the OSAHS alone group, indicating that the comorbidity of
OSAHS and insomnia is more likely to cause anxiety,
depression, or other negative emotions, consistent with
Lichstein [20].
Finally, we found that the SF-12 PS and SF-12 MS scores in
the comorbidity group were lower than in the OSAHS alone
group, and the differences were statistically significant,
indicating that the comorbidity of these conditions has negative
impacts on both physical and mental health. Björnsdóttir also
used the SF-12 questionnaire to compare the quality of life
between the above two types of patients, and the results
showed that the comorbidity group exhibited significantly
reduced life quality [17] and suffered more from anxiety,
depression, or other negative emotions. The latest study by
Hayley in 2014 [39] also confirmed this conclusion by
showing that the comorbidity of these two diseases resulted in
poorer quality of life, consistent with the results of this study.
Biomed Res- India 2017 Volume 28 Issue 2

Limitations and Future Study
Presently, research about the correlation between OSAHS and
insomnia remains scarce, and this study was the first to show
that cerebral infarction is a risk factor for insomnia in patients
with OSAHS. However, the total number of subjects in the
control group in this study was 52, so the incidence of
insomnia in the control group was not representative of the
prevalence of insomnia in the general population, which should
be expanded in future studies if allowed by the conditions.
Regarding the finding that patients with both OSAHS and
insomnia had lower quality of life than those with OSAHS
alone, we cannot make conclusions about causality as we did
not discern whether insomnia caused poor quality of life in
patients with OSAHS or poor quality of life was a risk factor
for insomnia in OSAHS. LeBlanc et al. also mention this
dilemma [16].
During the experiment, we used several assessments evaluated
by subjects themselves or others. Though research has verified
the reliability and validity of these scales, they do have some
limitations. For example, the PSQI and ESS are selfassessment scales; therefore, some factors may interfere with
results, including educational level, cognitive level, etc. If
conditions permit, future studies will appropriately expand the
sample size to reduce these confounding factors.
The present study preliminarily studied the correlations
between OSAHS and insomnia, but treatment programs for the
comorbidity of these two diseases were not investigated. In
treating patients with both OSAHS and insomnia,
consideration should be given to the respiratory inhibitory
effects of various drugs when selecting drugs for insomnia
[40,41]. Similarly, when using CPAP to treat OSAHS, we need
to understand whether insomnia would reduce patient’s
compliance [5] or whether the discomfort from the CPAP
treatment process might also increase the degree of insomnia.
Therefore, patients suffering from these two diseases
simultaneously should be considered for individualized
treatment to achieve the best results.

Reference
1. Guilleminault C, Eldridge FL, Dement WC. Insomnia with
sleep apnea: a new syndrome. Science 1973; 181: 856-858.
2. Krakow B, Melendrez D, Ferreira E, Clark J, Warner TD.
Prevalence of insomnia symptoms in patients with sleepdisordered breathing. Chest 2001; 120: 1923-1929.
3. Glidewell RN, Renn BN, Roby E, Orr WC. Predictors and
patterns of insomnia symptoms in OSA before and after
PAP therapy. Sleep Med 2014; 15: 899-905.
4. Gupta MA, Simpson FC. OSA in Psychiatric Patients:
Insomnia as a Concurrent Presentation of Autonomic
Dysregulation in OSA. J Clin Sleep Med 2015; 11: 585.
5. Wickwire EM, Smith MT, Birnbaum S, Collop NA. Sleep
maintenance insomnia complaints predict poor CPAP
adherence: A clinical case series. Sleep Med 2010; 11:
772-776.

926

Huang/Xiong/Hu/Liu/Liu
6. Alotair H, Bahammam A. Gender differences in Saudi
patients with obstructive sleep apnea. Sleep Breath 2008;
12: 323-329.
7. Björnsdóttir E, Janson C, Sigurdsson JF, Gehrman P, Perlis
M. Symptoms of insomnia among patients with obstructive
sleep apnea before and after two years of positive airway
pressure treatment. Sleep 2013; 36: 1901-1909.
8. Caetano MP, Morais CS, Drummond M, Santos AC,
Almeida J, Winck JC. Prevalence of new-onset insomnia in
patients with obstructive sleep apnoea syndrome treated
with nocturnal ventilatory support. Rev Port Pneumol 2012;
18: 15-21.
9. Roth T, Coulouvrat C, Hajak G, Lakoma MD, Sampson
NA, Shahly V, Shillington AC, Stephenson JJ, Walsh JK,
Kessler RC. Prevalence and perceived health associated
with insomnia based on DSM-IV-TR; International
Statistical Classification of Diseases and Related Health
Problems, Tenth Revision; and Research Diagnostic
Criteria/International Classification of Sleep Disorders.
Biol Psychiatry 2011; 69: 592-600.
10. Chan-Chee C, Bayon V, Bloch J, Beck F, Giordanella JP.
Epidemiology of insomnia in France. Rev Epidemiol Sante
Publique 2011; 59: 409-422.
11. Ellis JG, Perlis ML, Neale LF, Espie CA, Bastien CH. The
natural history of insomnia: focus on prevalence and
incidence of acute insomnia. J Psychiatr Res 2012; 46:
1278-1285.
12. Bashawri HA. Sleepless in Makkah City, Saudi Arabia:
Prevalence and Risk Factors of Insomnia and the Variations
in Sleep Quality among Visitors of Primary Health Care
Centers. Emory University 2013.
13. Luo CL, Pan JY, Chen WJ, Liao JW, Liu YP. Incidence and
Related Factors of Insomnia in Adolescents in Guangdong.
Chinese J Clin Psychol 2012; 20: 401-403.
14. Benbir G, Demir AU, Aksu M, Ardic S, Firat H. Prevalence
of insomnia and its clinical correlates in a general
population in Turkey. Psychiatry Clin Neurosci 2015; 69:
543-552.
15. Kidwai R, Ahmed SH. Prevalence of insomnia and use of
sleep medicines in urban communities of Karachi, Pakistan.
J Pak Med Assoc 2013; 63: 1358-1363.
16. LeBlanc M, Mérette C, Savard J, Ivers H, Baillargeon L.
Incidence and risk factors of insomnia in a populationbased sample. Sleep 2009; 32: 1027-1037.
17. Björnsdóttir E, Janson C, Gíslason T, Sigurdsson JF, Pack
AI. Insomnia in untreated sleep apnea patients compared to
controls. J Sleep Res 2012; 21: 131-138.
18. Gold AR, Gold MS, Harris KW, Espeleta VJ, Amin MM.
Hypersomnolence, insomnia and the pathophysiology of
upper airway resistance syndrome. Sleep Med 2008; 9:
675-683.
19. Dubey A, Dixit S, Kant S, Tiwari S. A study on association
between obstructive sleep apnea syndrome (OSAS) and
epworth sleepiness score (ESS), physical and mental
components related with quality of life (QOL). Sleep Med
2013; 14: e110.

927

20. Lichstein KL, Justin Thomas S, Woosley JA, Geyer JD.
Co-occurring insomnia and obstructive sleep apnea. Sleep
Med 2013; 14: 824-829.
21. Lloberes P, Durán-Cantolla J, Martínez-García MA, Marín
JM, Ferrer A, Corral J, Masa JF, Parra O, Alonso-Álvarez
ML, Terán-Santos J. Diagnosis and treatment guidelines of
obstructive sleep apnea hypopnea syndrome. Arch
Bronconeumol 2011; 47: 143-156.
22. The Chinese medical association of neurology branch of
the sleep disorder group. Adult insomnia diagnosis and
treatment guidelines in China. Chin J Neurol 2012; 45:
534-540.
23. Peng LL, Li JR, Sun JJ, Li WY, Sun YM. Reliability and
validity of the simplified Chinese version of Epworth
sleepiness scale. Zhonghua Er Bi Yan Hou Tou Jing Wai Ke
Za Zhi 2011; 46: 44-49.
24. Gong X, Xie XY, Rui XU. Psychometric Properties of the
Chinese Versions of DASS-21 in Chinese College Students.
Chinese J Clin Psychol 2010; 18: 443-446.
25. Ware J Jr, Kosinski M, Keller SD. A 12-Item Short-Form
Health Survey: construction of scales and preliminary tests
of reliability and validity. Med Care 1996; 34: 220-233.
26. Hagen C, Patel A, McCall WV. Prevalence of insomnia
symptoms in sleep laboratory patients with and without
sleep apnea. Psychiatry Res 2009; 170: 276-277.
27. Al-Jawder SE, Bahammam AS. Comorbid insomnia in
sleep-related breathing disorders: an under-recognized
association. Sleep Breath 2012; 16: 295-304.
28. Luyster FS, Buysse DJ, Strollo PJ Jr. Comorbid insomnia
and obstructive sleep apnea: challenges for clinical practice
and research. J Clin Sleep Med 2010; 6: 196-204.
29. Ong JC, Gress JL, San Pedro-Salcedo MG, Manber R.
Frequency and predictors of obstructive sleep apnea among
individuals with major depressive disorder and insomnia. J
Psychosom Res 2009; 67: 135-141.
30. Vozoris NT. Sleep apnea-plus: Prevalence, risk factors, and
association with cardiovascular diseases using United
States population-level data. Sleep Med 2012; 13: 637-644.
31. Bjorvatn B, Pallesen S, Grønli J, Sivertsen B, Lehmann S.
Prevalence and correlates of insomnia and excessive
sleepiness in adults with obstructive sleep apnea symptoms.
Percept Mot Skills 2014; 118: 571-586.
32. Benetó A, Gomez-Siurana E, Rubio-Sanchez P.
Comorbidity between sleep apnea and insomnia. Sleep Med
Rev 2009; 13: 287-293.
33. Subramanian S, Guntupalli B, Murugan T, Bopparaju S,
Chanamolu S. Gender and ethnic differences in prevalence
of self-reported insomnia among patients with obstructive
sleep apnea. Sleep Breath 2011; 15: 711-715.
34. Yang CM, Liao YS, Lin CM, Chou SL, Wang EN.
Psychological and behavioral factors in patients with
comorbid obstructive sleep apnea and insomnia. J
Psychosom Res 2011; 70: 355-361.
35. Krakow B, Ulibarri VA, Romero EA. Patients with
treatment-resistant insomnia taking nightly prescription
medications for sleep: a retrospective assessment of

Biomed Res- India 2017 Volume 28 Issue 2

Insomnia in patients with obstructive sleep apnea compared with controls
diagnostic and treatment variables. Prim Care Companion J
Clin Psychiatry 2010; 12: PCC.09m00873.
36. Rittman M, Hinojosa MS, Findley K. Subjective sleep,
burden, depression, and general health among caregivers of
veterans poststroke. J Neurosci Nurs 2009; 41: 39-52.
37. Xia J, Chen X, Song C, Ye J, Yu Z. Postsynaptic excitation
of prefrontal cortical pyramidal neurons by hypocretin-1/
orexin A through the inhibition of potassium currents. J
Neurosci Res 2005; 82: 729-736.
38. Das AM, Khan M. Obstructive sleep apnea and stroke.
Expert Rev Cardiovasc Ther 2012; 10: 525-535.
39. Hayley AC, Williams LJ, Venugopa K, Kennedy GA, Berk
M, Pasco JA. The relationships between insomnia, sleep
apnoea and depression: Findings from the American
National Health and Nutrition Examina tion Survey,
2005-2008. Aust N Z J Psychiatry 2014; 49: 156-170.
40. Marshall NS, Yee BJ, Desai AV, Buchanan PR, Wong KK.
Two randomized placebo-controlled trials to evaluate the

Biomed Res- India 2017 Volume 28 Issue 2

efficacy and tolerability of mirtazapine for the treatment of
obstructive sleep apnea. Sleep 2008; 31: 824-831.
41. Nguyên XL, Rakotonanahary D, Chaskalovic J, Fleury B.
Insomnia related to sleep apnoea: effect of long-term autoadjusting positive airway pressure treatment. Eur Respir J
2013; 41: 593-600.
*Correspondence

to:

Hao Liu
Department of Neurology
The Second Affiliated Hospital to Nanchang University,
Nanchang 330006,
PR China

928

