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Summary

The prevalence of obstructive sleep apnoea (OSA) is estimated to be 3–7.5% in men and 
2–3% in women. In mentally ill population it is even higher, as these patients are a high risk 
OSA group. The aim of the paper was a review of literature about the prevalence of sleep 
apnoea in patients with schizophrenia, bipolar disorder and recurrent depressive disorder.

The available data show that OSA is present in 15–48% of patients with schizophrenia, 
21–43% of patients with bipolar disorder and 11–18% of patients with recurrent depressive 
disorder. The lack of diagnosis of OSA in people with mental illnesses has multiple negative 
consequences. The symptoms of sleep apnoea might imitate the symptoms of mental ill-
nesses such as negative symptoms of schizophrenia and symptoms of depression, they might 
as well aggravate the cognitive impairment. A number of the drugs used in mental disorders 
may aggravate the symptoms of OSA. OSA is as well the risk factor for cardiovascular and 
metabolic diseases which are a serious clinical problem in mentally ill people and contribute to 
shortening of their expected lifespan. From the point of view of the physicians treating OSA it 
is important to pay attention to the fact that co-existing depression is the most common reason 
for resistant daytime sleepiness in OSA patients treated effectively with Continuous Positive 
Airway Pressure (CPAP). CPAP therapy leads to significant improvement of mood. However, 
in schizophrenia and bipolar patients it may rarely lead to acute worsening of mental state, 
exacerbation of psychotic symptoms or phase shift from depression to mania.
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Introduction

Obstructive sleep apnoea (OSA) is a common disease. It has been estimated that 
it affects 3–7.5% of men and 2–3% of women [1]. Similarly to other sleep disorders, 
OSA remains a disease which diagnosis and treatment is often neglected, because of 
need for interdisciplinary approach to its treatment. In the USA more than 80% of the 
mild and moderate OSA is undiagnosed [2]. It happens particularly often in psychiatric 
population. Those patients are still victims of stigmatisation, which worsens their ac-
cess to the public health care [3]. At the same time, they constitute a group, in which 
OSA occurs more frequent or as often as in other medical conditions with a high risk 
of co-occurrence of OSA [4]. In the group of one hundred consecutive patients with 
severe mental illness, high risk of OSA was found in 69% of patients. Comparatively 
high proportion of patients with a significant risk of OSA was observed only in newly 
admitted patients with myocardial infarction. For comparison, among patients qualified 
for surgery, only 23% had a high risk of OSA [5]. Available data indicate that the high 
risk of OSA applies especially to patients with schizophrenia [5, 6].

Undiagnosed OSA in a mentally ill person has many negative consequences. Symp-
toms of sleep apnoea can imitate symptoms of mental disorders for example symptoms 
of depression or negative symptoms of schizophrenia, contribute to development of 
cognitive impairment [7, 8]. Some of the medications used to treat mental disorders 
may exacerbate the symptoms of sleep apnoea [9]. OSA is also a significant risk factor 
for cardiovascular disease and metabolic disorders, which are frequently present in 
psychiatric patients and contribute to their shortened life expectancy.

Aim

The aim of this paper is to review the literature on the prevalence of sleep apnoea 
in patients with schizophrenia, bipolar disorder and recurrent depressive disorder.

Obstructive sleep apnoea

Pathogenesis

Obstructive sleep apnoea (OSA) leads to repeated many times during sleep, com-
plete (apnoea) or partial (hypopnoea) closure of upper respiratory tract (URT). Respira-
tory ways within the nasal cavity and the lower respiratory tract have a rigid support 
of cartilage and bone tissue, which prevents the loss of their patency. In contrast, the 
patency of the lower part of the upper respiratory tract depends only on stabilising 
tension of muscles of the pharynx, soft palate and tongue. When the negative pressure 
in the airway during inhalation is higher than stabilising muscle tension, URT are get-
ting narrowed or completely closed. It might occur on the entire length, but it mainly 
takes place within central part of the pharynx, at the level of the soft palate and the 
tongue. This situation causes episodes of apnoea and then leads to frequent awaken-
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ing or arousals, which result in disturbed sleep structure. Along with the progress of 
severity of the disease, there occur apnoeas hypoxic episodes associated with cardiac 
rhythm changes and blood pressure alterations [10, 11].

Risk factors

The most common risk factors for OSA include: obesity, male gender, older age 
(although the most severe form of apnoea occur in younger age groups), increased 
neck size (collar size ≥ 43 in men and ≥ 41 in women), hypothyroidism, acromegaly, 
drinking alcohol and tobacco consume [11, 12]. URT patency is also deteriorated by 
sleep in a supine position, elongated soft palate, enlarged tongue and tonsils, enlarged 
pharyngeal tonsil (especially in children), changes in the anatomical construction of 
facial and pharyngeal wall – excess of body fat and lymphoid tissue, and diseases 
deteriorating nasal patency (nasal septum deviations, mucosal polyps, hypertrophy 
of nasal turbinates). OSA is often associated with symptoms of metabolic syndrome 
[13]. For the co-occurrence of OSA with other components of the metabolic syndrome 
(obesity, insulin resistance, hypertension and dyslipidemia) Nock et al. proposed the 
term “Syndrome Z” [14]. Breathing disorders during sleep with obstruction of URT get 
worse after drinking alcohol, as well as during treatment with numerous drugs which 
have inhibitory effect on breathing or myorelaxant effect. Mainly the use of hypnot-
ics and sedatives, anaesthetics, narcotic analgesics, neuroleptics, beta-adrenolytics is 
problematic in OSA patients.

An effective method to remember the risk factors for sleep apnoea is a mne-
monic STOP-Bang abbreviation, created by anaesthesiologists to assess preoperative 
patients. It means: S – snoring loudly, T – tired in the daytime (daytime fatigue), 
O – Observed stop breathing (during sleep), P – blood pressure (hypertension). 
Bang: B – BMI > 35 kg/m2, A – age (age > 50 years), N – neck circumference (neck 
circumference > 40 cm), G – gender (male). The finding of three of these eight 
factors indicates a high risk of apnoea [15]. Another way to assess the risk of sleep 
apnoea is the Berlin Questionnaire, which measures the risk of sleep apnoea in three 
categories. If the result of at least two categories is positive the patient has a high 
risk of OSA [16].

Symptoms

Symptoms of OSA are: loud, irregular snoring with pauses in breathing during 
sleep, restless sleep with frequent awakenings and increased physical activity during 
sleep as well as wake up with a feeling of suffocation, clogging, palpitations, frequent 
need to urinate at night, drowsiness, apathy during the day, morning fatigue, headaches, 
morning dry mouth [11].

OSA can be manifested by a wide spectrum of psychiatric symptoms such as 
increased irritability and impulsivity, the appearance of anxiety syndromes [17] and 
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depression [4, 18]. The diagnostic criteria for a depressive syndrome may occur even in 
40–45% of patients suffering from OSA [19]. Night hypoxia, sleep structure disturbance 
and daytime sleepiness caused by OSA, are also associated with impaired cognitive 
processes, such as the decline in memory, executive function, visual-motor coordina-
tion, attention processes, and general mental deterioration [19, 20]. Severe forms of 
sleep apnoea can cause significant changes in behaviour and personality, resulting in 
motivation disorders and reduced control of emotions and behaviour. Such patients 
may be mistaken for suffering from organic mental disorders. Cases of incorrect clas-
sification of apathy and anhedonia caused by sleep apnoea as the negative and residual 
symptoms of schizophrenia are also being reported [8].

Diagnosis

The formal method of diagnosing OSA is full night polysomnography. For the 
diagnosis of OSA there should be found an increased apnoea and hypopnoea index 
(AHI), which is calculated by dividing the sum of all apnoeas and hypopnoeas by the 
number of hours of sleep. AHI values between 5 and 15/h are generally regarded as 
mild OSA, AHI between 15 and 30/h as moderate, AHI > 30/h as severe sleep apnoea. 
For the evaluation of the indications for the treatment of OSA, beside the AHI it is 
also important to evaluate mental and somatic symptoms – e.g. daytime sleepiness, 
coexisting cardiovascular diseases.

Currently it is discussed, whether in case of OSA diagnosed on the basis of the 
clinical interview with the patient and his/her bedroom partner, an assessment of the 
severity of OSA can be made with the polygraph test, instead of full polysomnog-
raphy. Proponents of this approach emphasise its practicality, taking into account 
the high prevalence of sleep apnoea and inadequate availability and high cost of 
polysomnographic studies. Opponents of such a solution indicate that OSA is not 
only the pattern of breathing, heart rate, blood oxygenation and snoring, which are 
evaluated by polygraphic tests, but first of all a sleep disorder. Without assessing the 
impact of OSA on sleep structure, a full assessment of the severity of apnoea is not 
possible. It is worth to mention new methods of screening for sleep apnoea. One of 
them is based on measurement of PAT (peripheral arterial tone) signal. This method 
has been approved by the FDA for screening of OSA. In meta-analysis published in 
2013, PAT analysis has been proved as a reasonable alternative to polysomnography 
[21]. The PAT test can be performed in cases of poor cooperation, e.g. in patients 
with mental illnesses and at home. Other methods for screening for OSA include 
analyses of: cyclic changes of heart rhythm variability (cyclic HRV) combined with 
oximetry, end-expiratory concentration of carbon dioxide (EtCO2), the variability 
of the acoustic signals [22]. However, currently available data do not fully support 
the use of these methods.
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Treatment

Having sleep apnoea diagnosed, modification of life style and behavioural rec-
ommendations should be implemented. That means: reductions in weight, avoiding 
sleeping medication and alcohol consumption before bedtime. When sleep apnoea is 
increased in supine position, the patients are advised to implant the sponge roller in the 
back of pyjamas to prevent sleeping in this position. Patients should also be referred 
to ENT specialist to evaluate the anatomy of the respiratory tract, particularly nasal 
obstruction and enlargement of the tonsils. In these two cases, surgery can lead to full 
recovery of the patients. In case of severe sleep apnoea, lack of efficacy of behavioural 
treatment, mild to moderate increase in AHI but with clear clinical symptoms and lack 
of indications for surgical treatment, the treatment with a positive airway pressure is 
recommended.

The consequences of untreated sleep apnoea

Repeated cycles of night hypoxia, negative pressure in the chest, arousals (partial 
disruption of sleep continuity) and awakenings (complete interruption of sleep) cause 
increase of sympathetic activity with a decrease of parasympathetic activity, decreased 
contractility and increased cardiac load, increased blood pressure, increased heart rate, 
oxidative stress, increased proinflammatory cytokine production, endothelial dysfunc-
tion and the activation of the coagulation cascade. OSA is a known risk factor for 
both ischemic and haemorrhagic stroke, high blood pressure, heart rhythm disorders, 
coronary heart disease and heart failure, pulmonary hypertension, impaired glucose 
metabolism, cognitive impairment and increased risk of motor vehicle and occupational 
accidents as a consequence of decreased vigilance and attention [8, 11].

Consequently, OSA significantly shortens life and reduces its quality. The average 
life expectancy evaluated in patients suffering from OSA is 58 years, compared to 
the average 78 years in healthy men and 83 in healthy women for [23]. Patients with 
severe mental illness have a life expectancy 20 to 25 years shorter than their healthy 
peers [24]. One of the reasons for this may be co-existing sleep apnoea, often regarded 
as insignificant by physicians who care for the mentally ill.

Obstructive sleep apnoea in mental illnesses

Obstructive sleep apnoea in schizophrenia

The fact that sleep disorders accompany schizophrenia is a commonly known 
and proved. However, very little data has been obtained considering the evaluation of 
frequency of OSA in this population. Several studies made on small groups of patients 
show that it can be as high as from 15 to 48% [8]. Taking into account the fact that 
obesity is a major risk factor for sleep apnoea [1] and in schizophrenia it is twice as 
frequent as in the general population, the incidence of OSA in patients with schizo-
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phrenia should be higher than in the general population [6, 7]. In addition, there is 
evidence, however inconsistent [25], that smoking and drinking alcohol increases the 
risk of OSA. Both of these behaviours are very common in people with schizophrenia, 
which could potentially increase the risk of OSA even more. Diagnosis and treatment 
of OSA in patients with schizophrenia is important because OSA increases depressive 
symptoms, daytime sleepiness and cognitive impairment, which often hinder the lives 
of patients with schizophrenia. In several published studies there can be found a de-
scription of a case of a patient with schizophrenia and the concomitant sleep apnoea, 
in which the CPAP treatment resulted in a decrease in symptoms of depression and 
schizophrenia and moderate cognitive improvement [11]. The negative influence of 
atypical antipsychotics on symptoms of sleep apnoea also has been described. These 
drugs increase the likelihood of sleep apnoea by causing weight gain [6, 17] but also 
regardless this effect [25]. Patients receiving high doses of antipsychotics, who have 
a high BMI are at risk of OSA, which does not mean that sleep apnoea does not occur 
in other patients suffering from schizophrenia [25].

The reasons why it happens are not clear. The screening with the STOP-Bang 
method, in which the majority of the study population were patients with schizophre-
nia or schizoaffective disorder, found a high risk of sleep apnoea in 69% of the study 
group. Among patients with a high risk of OSA 62% had a diagnosis of schizophrenia. 
The highest risk of apnoea was found in patients treated with clozapine and risperi-
done [5].

The literature has also reported situations where in a patient with residual schizo-
phrenia, the treatment of sleep apnoea with CPAP caused a reoccurence of acute psy-
chosis with agitation, aggression and positive symptoms that required discontinuation 
of CPAP and intensification of antipsychotic treatment [26]. This was explained by 
increased dopaminergic activity or stimulation of GABAergic pathways that modulate 
cortical activity, and as a consequence, the increase of REM sleep and slow wave sleep 
after initiation of treatment with CPAP.

The adherence to medical recommendations in patients with schizophrenia is worse 
than in the general population [27]. For this reason some physicians give up the refer-
ral of patients with schizophrenia for diagnostic tests that require good compliance. 
Therefore, it is worth noting that among patients with schizophrenia at high risk for 
OSA, 71% of patients expressed their willingness to undergo sleep study towards OSA 
[5]. The question of the degree of the adherence of patients with schizophrenia to the 
treatment with CPAP is not entirely answered, and certainly requires further studies. 
OSA in schizophrenia is a subject worthy of attention because its effective treatment 
reduces cardiovascular risk, improves cognitive function, and hence, the quality of 
life of the patients.
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Sleep apnoea in mood disorders

Sleep apnoea in depression

The links between sleep apnoea and depression were the subject of numerous stud-
ies. Their results, however, are inconclusive. The incidence of OSA in patients with 
depression is higher than in the general population and reaches about 11–18% [18], 
and the frequency of depression in patients with OSA, depending on the source, is 
estimated from 7 to as much as 63% [28]. Qhayon et al. examined 18,980 people from 
five countries with a telephone query and showed that the relationship between major 
depression and OSA remains significant even after excluding the impact of obesity 
and hypertension. People with diagnosed depression in a telephone interview were at 
five times higher risk of sleep apnoea. Both sleep apnoea and major depression were 
found in 0.8% of the surveyed people. 17.6% of people having one of these diagnoses 
turned out also to suffer from the other [18]. Some studies consider gender differences 
in the frequency of co-occurrence of depression in patients with OSA, emphasising 
that it is higher in women [29].

Large cohort study indicated that OSA is an important factor for developing de-
pression [17] as it was shown in the analysis of the database of the clinic for veterans 
which included four million patients, of which 118,105 had sleep apnoea. It should, 
however, be noted that the data may be distorted by the over-representation of men 
in this study population.

In the paediatric population, an increased incidence of depressive symptoms in 
patients with OSA was also confirmed. The effective treatment of depression can 
improve the functioning of children with OSA [30].

It is worth noting that the majority of studies investigating the relationship between 
OSA and psychiatric disorders repeated some methodological problems. Some studies 
that reported co-occurence of depression and OSA as higher than in general population 
used assessment tools that have not been validated for patients with OSA such as MMPI 
(Minnesota Multiphasic Personality Inventory), Beck Depression Inventory, HAD-D 
(Hospital Depression Scale) and POMS (A Profile of Mood States) [31]. In addition, the 
above-mentioned depression assessment scales evaluate in a great majority symptoms 
that are common both in depression and sleep apnoea, such as fatigue, lack of energy, 
loss of interest, disturbed sleep, decreased libido and disturbed attention [32]. It has 
been suggested that for more effective recognition of depression in OSA we should 
consider cognitive spectrum of depressive symptoms such as guilt, worthlessness, 
rumination of unpleasant events, crying and suicidal thoughts [33].

There is important evidence that depressive symptoms in patients with OSA should 
not be considered only as a consequence of respiratory disorder. A multicentre study of 
300 patients with depression and OSA treated with CPAP found that CPAP therapy in 
many patients does not result in resolution of symptoms of depression. Interestingly, 
daytime sleepiness, a core symptom of OSA seems to suggest the presence of coexisting 
depression. In a large cohort study, the highest association with daytime sleepiness was 
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not for sleep apnoea, but depression. Other factors associated with excessive sleepiness 
were high BMI, older age, longer duration of sleep, diabetes and smoking – the risk 
factors of sleep apnoea. The mere presence of OSA had no statistically significant ef-
fect on daytime sleepiness [34]. It was also found that when depression coexists with 
OSA, the daytime sleepiness persists despite the effective treatment with CPAP [35].

It would be misleading to claim that only depression with excessive sleepiness 
should bring attention to sleep apnoea. It has been shown that in depression with in-
somnia, OSA is more common than in depression without insomnia [36]. This obser-
vation is consistent with clinical experience indicating that OSA should be suspected 
not only in patients with excessive sleepiness, but also in those who report insomnia 
and the risk factors for sleep apnoea. The significance of the diagnosis and treatment 
of depression in OSA is also proved by the fact that depression is an independent risk 
factor for non-compliance with CPAP recommendations [37].

Neurobiological and pharmacological aspects of sleep apnoea in depression

The relationship of depression with OSA can be explained by the theory of 
neuroplasticity. According to it, chronic stress such as nocturnal hypoxia increases 
the levels of corticosteroids, which leads to atrophy of the hippocampal neurons and 
decrease of the expression of BDNF – brain-derived neurotrophic factor, responsible 
for neurogenesis and long-term memory. This leads to a decreased mood and cognitive 
disorders [38, 39]. Hypoxia also produces hyperintense subcortical lesions and their 
size is correlated with the intensity of depression [39–41]. It also induces inflammation 
and the production of inflammatory cytokines: TNFα, IL-1β, IL-2, IL-6, IL-12, which 
are an important component of the pathogenesis of depression.

The inverse relationship: depression as a risk factor of OSA, can be explained by 
serotonergic neurotransmission. Low serotonin levels is both a major cause of disturbed 
sleep in depression and a reduction in muscle tone of the URT. However, no significant 
efficacy of antidepressants that increase levels of serotonin has been proven in the 
treatment of OSA. This lack of response of OSA to serotonergic drugs is explained by 
reduced neuronal excitability as a consequence of oxidative stress induced by hypoxia 
[42]. However, there are data indicating that in patients with sleep apnoea who require 
sleep-promoting medication, sedative antidepressants are an important alternative to 
hypnotic drugs. A good example is trazodone, which significantly improves the quality 
of sleep, without worsening the AHI factor [20].

Bipolar disorder

Very few studies have been so far conduced on the coexistence of OSA and bipolar 
disorder. There are studies showing that the presence of sleep apnoea in patients with 
bipolar disorder may be as high as 21–47.5% [43].



891Obstructive sleep apnoea in severe mental disorders

Bipolar disorder is associated with a high risk of somatic diseases, e.g. cardiovas-
cular diseases, that have many common OSA risk factors. Benzodiazepines and atypical 
antipsychotics, commonly used in bipolar disorder, increase sleep related breathing 
disorders, and therefore OSA co-existence should be excluded before choosing such 
treatment. The presence of OSA has an influence on the course of bipolar disorder. 
The presence of obesity, which is a risk factor for sleep apnoea, is associated with 
a worse course of bipolar disorder [44]. It is also known that all exogenous causes 
of sleep reduction, such as shift work and jet lag, can cause the phase shift in bipolar 
disorder [45]. In a similar way, phase shift can be caused by the sleep disruption caused 
by OSA [46].

Reports in the literature suggest a significant caution when initiating CPAP treat-
ment in patients with bipolar disorder. A few cases of mania induced by CPAP were 
described, both in patients with unipolar depression, that have not been treated with 
mood stabilisers, and in patients with a diagnosis of bipolar disorder in a stable mental 
state, regardless whether the treatment with mood stabilisers was present [47]. In addi-
tion, the drugs used for treatment of mania, such as benzodiazepines and antipsychotics 
can cause respiratory failure in patients with bipolar disorder and OSA, which forces 
a switch to electroconvulsive therapy [48].

Recapitulation

Sleep-related breathing disorders often remain undiagnosed in patients with men-
tal illnesses. This increases their risk for cardiovascular diseases, worsens cognitive 
functions, increases the symptoms of the mental disorders and causes that some drugs 
used in psychiatry can have negative influence on patients’ health by increasing the 
severity of OSA.

Psychiatric hospitals should be an important place for recognition of sleep apnoea 
in patients with severe mental illnesses. Some symptoms of OSA, for example daytime 
sleepiness and problems with concentration, are nonspecific, and are often regarded 
by both patients and physicians as being associated with mental illness and current 
medication. Other more common symptoms of OSA, like snoring and apnoeas, require 
observation by partners of patients with OSA. However, in comparison with general 
population, mentally ill patients more often live alone, or sleep in separate bedroom. 
A stay in a psychiatric ward is therefore an opportunity to observe the patient dur-
ing sleep by nursing staff and other patients in the room as well. The assessment of 
each patient with STOP-Bang criteria, also in mental health units, would effectively 
identify patients who need further evaluation. Taking into account the fact that the 
assessment with the STOP-Bang criteria can identify more than 50% of patients with 
severe mental illness as having high risk for sleep apnoea, it seems reasonable to carry 
out polygraph test before referring a patient to polysomnography. In uncooperative 
patients who also need an approximate assessment of the length and quality of sleep, 
a screening study with device using PAT technology can be considered. Physicians 
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should pay attention to obese patients because obesity is a modifiable risk factor for 
sleep apnoea. Recommendations for lifestyle changes and modification of pharmaco-
therapy towards the less metabolically active should be the next step in the procedure. 
The ways how to implement the recommendations for weight loss and using CPAP 
therapy in patients with mental illness still require further studies and individual ap-
proach to each patient is needed. From the point of view of the physicians involved 
in OSA treatment, it is important to note that depressive symptoms are the most 
common cause of persistent excessive sleepiness in patient with OSA effectively 
treated with CPAP. It is also important to note that in patients with schizophrenia and 
bipolar disorder CPAP therapy most often leads to improvement, however, in a few 
cases it might lead to deterioration of mental condition. This may be manifested in 
the onset of psychotic symptoms of schizophrenia or switching from depressive to 
manic phase in bipolar disorder.

References

1. Young T, Peppard PE, Gottlieb DJ. Epidemiology of obstructive sleep apnea: a population health 
perspective. Am. J. Respir. Crit. Care Med. 2002; 165: 1217–1239.

2. Kapur V, Strohl KP, Redline S, Iber C, O’Connor G, Nieto J. Underdiagnosis of sleep apnea 
syndrome in U.S. communities. Sleep Breath. 2002; 6: 49–54.

3. Lawrence D, Kisely S. Inequalities in healthcare provision for people with severe mental illness. 
J. Psychopharmacol. 2010; 24: 61–68.

4. Schroder CM, O’Hara R. Depression and Obstructive Sleep Apnea (OSA). Ann. Gen. Psychiatry 
2005; 4: 13.

5. Alam A, Chengappa KN, Ghinassi F. Screening for obstructive sleep apnea among individuals 
with severe mental illness at a primary care clinic. Gen. Hosp. Psychiatry 2012; 34: 660–664.

6. Winkelman JW. Schizophrenia, obesity, and obstructive sleep apnea. J. Clin. Psychiatry 2001; 
62: 8–11.

7. Boufidis S, Kosmidis MH, Bozikas VP, Skalopoulou-Vlahoyianni E, Pitsavas S, Karavatos A. 
Treatment outcome of obstructive sleep apnea syndrome in a patient with schizophrenia: case 
report. Int. J. Psychiatry Med. 2003; 33: 305–310.

8. Kalucy MJ, Grunstein R, Lambert T, Glozier N. Obstructive sleep apnoea and schizophrenia 
– a research agenda. Sleep Med. Rev. 2013; 17: 357–365.

9. Monti JM, Monti D. Sleep in schizophrenia patients and the effects of antipsychotic drugs. Sleep 
Med. Rev. 2004; 8(2): 133–148.

10. Malhotra A, White DP. Obstructive sleep apnoea. Lancet 2002; 360: 237–245.
11. Pływaczewski R, Brzecka A, Bielicki P, Czajkowska-Malinowska M, Cofta S, Jonczak L. et al. 

Zalecenia Polskiego Towarzystwa Chorób Płuc dotyczące rozpoznawania i leczenia zaburzeń 
oddychania w czasie snu u dorosłych. Pneumonol. Alergol. Pol. 2013; 81: 221–258.



893Obstructive sleep apnoea in severe mental disorders

12. Chang CK, Hayes RD, Perera G, Broadbent MT, Fernandes AC, Lee WE. et al. Life expectancy 
at birth for people with serious mental illness and other major disorders from a secondary mental 
health care case register in London. PLoS One 2011; 6: e19590.

13. Vgontzas AN, Bixler EO, Chrousos GP. Sleep apnea is a manifestation of the metabolic syn-
drome. Sleep Med. Rev. 2005; 9: 211–224.

14. Nock NL, Li L, Larkin EK, Patel SR, Redline S. Empirical evidence for “syndrome Z”: a hier-
archical 5-factor model of the metabolic syndrome incorporating sleep disturbance measures. 
Sleep 2009; 32: 615–622.

15. 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. Anesthesiology 2008; 108: 
812–821.

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: 485–491.

17. Sharafkhaneh A, Giray N, Richardson P, Young T, Hirshkowitz M. Association of psychiatric 
disorders and sleep apnea in a large cohort. Sleep 2005; 28: 1405–1411.

18. Ohayon MM. The effects of breathing-related sleep disorders on mood disturbances in the 
general population. J. Clin. Psychiatry 2003; 64: 1195–1200.

19. Galecki P, Florkowski A, Zboralski K, Pietras T, Szemraj J, Talarowska M. Psychiatryczne 
i psychologiczne powikłania zespołu obturacyjnego bezdechu sennego. Pneumonol. Alergol. 
Pol. 2011; 79: 26–31.

20. Farnik M, Pierzchala W. Ocena zaburzeń procesów pamięciowych u chorych na obturacyjny 
bezdech senny. Pneumonol. Alergol. Pol. 2007; 75: 349–354.

21. Yalamanchali S, Farajian V, Hamilton C, Pott TR, Samuelson CG, Friedman M. Diagnosis of 
obstructive sleep apnea by peripheral arterial tonometry: meta-analysis. JAMA Otolaryngol. 
Head Neck Surg. 2013; 139: 1343–1350.

22. Collop NA, Tracy SL, Kapur V, Mehra R, Kuhlmann D, Fleishman SA. et al. Obstructive sleep 
apnea devices for out-of-center (OOC) testing: technology evaluation. J. Clin. Sleep Med. 
2011; 7: 531–548.

23. Bennett LS, Barbour C, Langford B, Stradling JR, Davies RJ. Health status in obstructive sleep 
apnea: relationship with sleep fragmentation and daytine sleepiness, and effects of continuous 
positive airway pressure treatment. Am. J. Respir. Crit. Care Med. 1999; 159: 1884–1890.

24. Colton CW, Manderscheid RW. Congruencies in increased mortality rates, years of potential 
life lost, and causes of death among public mental health clients in eight states. Prev. Chronic 
Dis. 2006; 3(2): A42.

25. Waters F, Hanken K, Rock D. Sleep-disordered breathing in schizophrenia: an audit. Schizophr. 
Res. 2013; 143: 393–394.

26. Chiner E, Arriero JM, Signes-Costa J, Marco J. Acute psychosis after CPAP treatment in a schizo-
phrenic patient with sleep apnoea-hypopnoea syndrome. Eur. Respir. J. 2001; 17: 313–315.

27. Velligan DI, Weiden PJ, Sajatovic M, Scott J, Carpenter D, Ross R et al. Assessment of adher-
ence problems in patients with serious and persistent mental illness: recommendations from 
the Expert Consensus Guidelines. J. Psychiatr. Pract. 2010; 16: 34–45.

28. Saunamaki T, Jehkonen M. Depression and anxiety in obstructive sleep apnea syndrome: a re-
view. Acta Neurol. Scand. 2007; 116: 277–288.



Katarzyna Szaulińska et al.894

29. Shepertycky MR, Banno K, Kryger MH. Differences between men and women in the clinical 
presentation of patients diagnosed with obstructive sleep apnea syndrome. Sleep 2005; 28: 
309–314.

30. Yilmaz E, Sedky K, Bennett DS. The relationship between depressive symptoms and obstructive 
sleep apnea in pediatric populations: a meta-analysis. J. Clin. Sleep Med. 2013; 9: 1213–1220.

31. Andrews JG, Oei TP. The roles of depression and anxiety in the understanding and treatment 
of Obstructive Sleep Apnea Syndrome. Clin. Psychol. Rev. 2004; 24: 1031–1049.

32. Sforza E, de Saint HZ, Pelissolo A, Rochat T, Ibanez V. Personality, anxiety and mood traits 
in patients with sleep-related breathing disorders: effect of reduced daytime alertness. Sleep 
Med. 2002; 3: 139–145.

33. Hashmi AM, Giray N, Hirshkowitz M. Sleep-related breathing disorders and mood disorders. 
Sleep Med. Clin. 2006; 1: 513–517.

34. Bixler EO, Vgontzas AN, Lin HM, Calhoun SL, Vela-Bueno A, Kales A. Excessive daytime 
sleepiness in a general population sample: the role of sleep apnea, age, obesity, diabetes, and 
depression. J. Clin. Endocrinol. Metab. 2005; 90: 4510–4515.

35. Gagnadoux F, Le Vaillant M, Goupil F, Pigeanne T, Chollet S, Masson P. et al. Depressive 
symptoms before and after long-term CPAP therapy in patients with sleep apnea. Chest 2014; 
145: 1025–1031.

36. 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.

37. Law M, Naughton M, Ho S, Roebuck T, Dabscheck E. Depression may reduce adherence during 
CPAP titration trial. J. Clin. Sleep Med. 2014; 10: 163–169.

38. Duman RS. Neural plasticity: consequences of stress and actions of antidepressant treatment. 
Dialogues Clin. Neurosci. 2004; 6: 157–169.

39. Vgontzas AN, Pejovic S, Zoumakis E, Lin HM, Bentley CM, Bixler EO. et al. Hypothalamic-
pituitary-adrenal axis activity in obese men with and without sleep apnea: effects of continuous 
positive airway pressure therapy. J. Clin. Endocrinol. Metab. 2007; 92: 4199–4207.

40. Aloia MS, Arnedt JT, Davis JD, Riggs RL, Byrd D. Neuropsychological sequelae of obstructive 
sleep apnea-hypopnea syndrome: a critical review. J. Int. Neuropsychol. Soc. 2004; 10: 772–785.

41. Sassi RB, Brambilla P, Nicoletti M, Mallinger AG, Frank E, Kupfer DJ. et al. White matter hy-
perintensities in bipolar and unipolar patients with relatively mild-to-moderate illness severity. 
J. Affect. Disord. 2003; 77: 237–245.

42. Veasey SC. Serotonin agonists and antagonists in obstructive sleep apnea: therapeutic potential. 
Am. J. Respir. Med. 2003; 2: 21–29.

43. Kelly T, Douglas L, Denmark L, Brasuell G, Lieberman DZ. The high prevalence of obstruc-
tive sleep apnea among patients with bipolar disorders. J. Affect. Disord. 2013; 151: 54–58.

44. Thompson WK, Kupfer DJ, Fagiolini A, Scott JA, Frank E. Prevalence and clinical correlates 
of medical comorbidities in patients with bipolar I disorder: analysis of acute-phase data from 
a randomized controlled trial. J. Clin. Psychiatry 2006; 67: 783–788.

45. Wehr TA, Sack DA, Rosenthal NE. Sleep reduction as a final common pathway in the genesis 
of mania. Am. J. Psychiatry 1987; 144: 201–204.



895Obstructive sleep apnoea in severe mental disorders

46. Plante DT, Winkelman JW. Sleep disturbance in bipolar disorder: therapeutic implications. 
Am. J. Psychiatry 2008; 165: 830–843.

47. Aggarwal R, Baweja R, Saunders EF, Singareddy R. CPAP-induced mania in bipolar disorder: 
a case report. Bipolar Disord. 2013; 15: 803–807.

48. Bastiampillai T, Khor LJ, Dhillon R. Complicated management of mania in the setting of undi-
agnosed obstructive sleep apnea. J. ECT. 2011; 27: e15–e16.

Address: Katarzyna Szaulińska
Third Department of Psychiatry
Institute of Psychiatry and Neurology
02-957 Warszawa, Sobieskiego Street 9


