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INTRODUCTION 

Understanding the complex association between healthy 

sleep, brain and body functions is relatively new. The 

knowledge base on sleep disorders has grown 

exponentially in the last 20 years. Since the publication of 

the first book on sleep medicine in 1989, sleep as a 

specialty was introduced in its own right.1 Dental sleep 

medicine is also a rapidly emerging discipline that 

supports sleep specialists, pulmonologists, 

otolaryngologists, neurologists, and psychiatrists in 

detecting and treating patients with sleep-disordered 

breathing. 

OSA is a disease characterized by repetitive, complete, or 

partial collapse of the pharyngeal during sleep, resulting 

in sleep discontinuity and decreased oxygen saturation.2 

OSA is ubiquitous in the community and often 

undiagnosed, decreasing sleep quality by interrupting the 

continuity of sleep and bringing the individual into a 

short-lived state of arousal.1 According to the American 

national sleep foundation, based on scores from the Berlin 

questionnaire, the prevalence of OSA in adulthood is 

between 16%-37%. Among them, the 50-64 age group 

have the highest chance of being diagnosed with OSA in 

both gender groups (37% in males and 29% in females).3 

The adverse outcome associated with OSA includes 

myocardial infarction, coronary artery disease, cognitive 
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impairment, depression, excessive daytime sleepiness, 

and increased risk of motor vehicle accidents.1-3 Few 

other evidence has linked OSA with memory deficits, 

irritability, erectile dysfunction, frequent nocturnal 

waking due to choking or gasping, nocturia, morning 

headaches, poor concentration.4,5 

The effective treatment of OSA should significantly 

benefit patients by stabilizing breathing during sleep to 

eliminate excessive daytime sleepiness, cardiovascular 

diseases, and neuropsychiatric.6 The gold standard 

treatment of the patient with OSA is continuous positive 

airway pressure (CPAP) remains the most common and 

most efficacious treatment, this device function as a 

pneumatic splint that stabilizes and opens the upper 

airway and prevents its repeated collapse during sleep. 

Device acceptance, adherence, and tolerance by a patient 

are often poor, which reduces the effectiveness of 

(CPAP).7 Therefore, several alternative treatment 

strategies have been used to improve adherence, 

including surgical intervention, positional therapy, 

pharmacologic treatment, and weight-loss interventions 

for obese patients. This review aims to summarize 

diagnosis protocol and recent treatment modalities for 

OSAS from a dental perspective.  

LITERATURE REVIEW  

This literature review is based on an extensive literature 

search in Medline, Cochrane, and EMBASE databases 

which was performed on 27th November 2021 using the 

medical subject headings (MeSH) or a combination of all 

possible related terms, according to the database. To 

avoid missing potential studies, a further manual search 

for papers was done through Google Scholar while the 

reference lists of the initially included papers. Papers 

discussing diagnosis and treatment of OSA were screened 

for useful information. No limitations were posed on date, 

language, age of participants, or publication type. 

DISCUSSION 

Etiology 

OSA occurs due to increases in collapsibility of the upper 

airway during sleep at the pharyngeal level, which 

increases respiratory effort to maintain airflow of the 

constricted airway accompanied by an increase in 

hypercarbia and decrease in hypoxemia.8 Genioglossus 

muscle is considered as major upper airway dilator 

muscle, which contracts with each inspiration to prevent a 

subsequent collapse of the tongue, assisted by the levator 

veli palatini and tensor veli palatini muscles (Advancing 

and elevating the soft palate) and the geniohyoid and 

stylopharyngeus muscles (opposing medial collapse of 

the lateral pharyngeal walls).9 The muscular tension of 

soft palate muscles and the tongue, posterior pharyngeal 

wall, uvula, and respiratory rhythm decrease during sleep, 

leading to retraction of the tongue to approach pharyngeal 

walls.10 Concerning sleeping position, OSA patients tend 

to use the supine position more frequently during sleep 

which can aggravate "AHI" up to 75% higher versus 50% 

in the general population using the same position.11 Sleep 

posture has a significant influence on the dimensions and 

collapsibility of the upper airway. To illustrate, during 

sleeping in a supine position, gravitational forces can 

cause a decrease in pharyngeal space due to changing the 

mandible's position backward, especially in obese patients 

due to accumulated adipose tissues in the submandibular 

region.10  

The etiology is multifactorial, including adenotonsillar 

hypertrophy, neuromuscular disorders, and craniofacial 

anomalies even through hormonal changes (e.g., 

pregnancy or menopause) that can cause collapsibility of 

the upper airway.8,10 Heinzer et al found that 

postmenopausal women present 3-to 6-times higher OSA 

prevalence.11 An exposure-response pattern is believed to 

exist between the time of menopause and the severity of 

AHI. Interestingly, the prevalence of OSA in menopausal 

women receiving hormone replacement therapy (HRT) is 

reduced, suggesting a hormonal effect on the risk of sleep 

apnea regardless of age and body mass index (BMI).12 

However, the potential benefit of using HRT must be 

weighed against the risk factors. In addition, dental 

malocclusion such as micrognathia /retrognathism, 

bilateral/unilateral crossbite, Macroglossia, long soft 

palate, and steep mandibular plane angle is associated 

with OSA (Figure 1).8,9,11,13 

 

Figure 1: Anatomic features contributing to OSA.9 

Several conditions considered as risk factors and have 

been identified and linked to OSA in adults include 

obesity, alcohol, sedentary lifestyle, sleep position, late-

evening eating habits, palatine adenoid tonsils, smoking, 

nasal polyp and central nervous system depressant 

substance.10,11 Research has shown that a 10% reduction 

in body weight can lead to a 50% decrease in apneas and 

an increase in arterial oxygen saturation; this also 

improves the sleeping pattern.14 Moreover, the genetic 

influence on the craniofacial structure has led to a higher 

prevalence of OSA in certain ethnic groups that have 
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been studied.8 A study of 5 years follow-up shows that 

gender plays an essential role in the occurrence of OSA 

symptoms in middle-aged patients of (11.1% in men and 

5.9% in women). Men with a 10 kg increase in body 

weight show a 5.2-fold risk of higher apnea/hypopnea 

index (AHI), over 15 events per hour, while in women, 

this risk is a 2.5-fold higher.10 

Clinical feature 

Detailed clinical evaluation is an integral part of 

evaluating patients with suspected OSAS, although most 

reports indicate that predicting disease via clinical 

features alone has limited value.15 The clinical feature 

often has a history of chocking, snoring, and apnea during 

sleep; the consequences of untreated OSA are wide-

ranging and postulated to result from frequent nocturnal 

awakenings, fatigue, headaches, insomnia, and excessive 

daytime sleepiness.8,16 Witnessed apnea consider as an 

excellent diagnostic predictor of OSAS, but they cannot 

predict the severity of the disease. Bed partner's concern 

of witnessing apnea during sleep is a common reason for 

referral to a sleep clinic. Among female patients with 

OSAS, witnessed apneas are less common and reported in 

up to 6% of the normal population.15 

Patients identified by screening of the general population 

reported excessive daytime sleepiness (EDS) by 15%-

20% of people with OSA.9 Furthermore, several studies 

reported that the severity of EDS and sleep apnea do not 

correlate.15 although patients without accompanying 

symptoms of gasping or choking are more common than 

patients who experience symptoms, A systematic review 

concluded that nocturnal gasping or choking is the most 

reliable indicator of OSA on history and physical 

examination. At the same time, snoring is not specific.9 A 

large number of studies have shown that, over time, 

untreated OSA has a negative impact on and related to 

cardiovascular and metabolic health and is associated 

with hypertension, type II diabetes, myocardial infarction, 

coronary artery disease, stroke, Heart failure, pulmonary 

hypertension, and cancer.9,12,17,18 Multiple studies have 

consistently demonstrated the link between sleep apnea 

and hypertension. The finding of hypertension in patients 

with symptoms suggestive of OSA increases the 

likelihood of developing the disease. In addition, Patients 

with drug-resistant hypertension show be an 

exceptionally high incidence of OSA.15 Patients with 

untreated OSA increase the risk of ischemic stroke, 

particularly in men patients with an incidence of AHI 

more than 19 per hour or women with an AHI of more 

than 25 incidences per hour.19 

At present, OSA is recognized as a growing concern and 

a significant public health problem worldwide. Due to the 

increase of the obesity pandemic, aging of our society, 

and improvements in detection and testing methods. In 

the United States alone, the number of people affected 

with untreated sleep-disordered breathing is 

approximately 12 to 18 million adults, and this number is 

increasing.12 Identifying and treating OSA is essential for 

several reasons. Treatment for OSA has been shown to 

improve quality of life, reduce the rate of motor vehicle 

accidents, and decrease healthcare usage. However, there 

are challenges and uncertainties in making a diagnosis, 

and several questions remain unanswered.20 

Assessment and diagnosis  

The diagnosis of OSA requires a combined assessment of 

the relevant clinical symptoms and the objective 

demonstration of abnormal breathing during sleep. 

Examination for OSA is recommended in any patient 

complaining of excessive daytime sleepiness, 

unexplained nocturia, headache, witnessed nocturnal 

apneas, nocturnal gastroesophageal reflux, and 

overweight. One of the most efficient screening methods 

for OSA in a dental setting is a questionnaire composed 

of commonly asked questions about excessive fatigue, 

sleepiness during the day, snoring, and breathing pauses 

at night.9 Two of the best questionnaires are the stop-bang 

questionnaire and the Berlin questionnaire. The stop-bang 

questionnaire consist of four yes/no questions and four 

clinical attributes to assess the high-risk patients of OSA 

if three or more symptoms of snoring, tiredness, observed 

apneas, hypertension, BMI >30, age >50 years old, 

neck<40 cm and male gender are present.1,12 To confirm 

the appropriate diagnosis, the diagnostic strategy is 

composed of collecting data via questionnaire, physical 

examination, objective testing (in-laboratory 

polysomnography (PSG) and home sleep apnea test 

(HSAT)), and education of the patient.21 Physical 

examination of the upper airway may discover anatomic 

abnormalities, such as macroglossia, tonsillar 

hypertrophy, or retrognathia, but normal findings of upper 

airway examination do not rule out OSA. If the clinical 

evaluation identifies OSA, diagnostic confirmation of the 

diagnosis requires overnight testing made by a sleep 

physician.9 In addition, it is highly desirable to interview 

the bed partner to obtain additional information based on 

direct observation of the patient while asleep.21 

Polysomnography (PSG) is a gold standard sleep test 

used to identify the presence and severity of OSA by 

measuring neurologic electroencephalogram and cardio-

respiratory parameters during sleep. Respiratory sensors 

detect a reduction in ventilation, which is classified as 

apnea, almost complete cessation of airflow for 10 

seconds, hypopnea as partial decrease in the airflow by 10 

seconds, or respiratory-effort-related arousals (subtle 

changes in airflow due to increased upper airway 

resistance that result in arousals).22 Apnea hypopnea 

index AHI is defined as the total number of apneas, 

hypopnea events divided by total sleep time in hours 

derived from scoring data obtained by multichannel 

polysomnography (PSG) in specialized sleep 

laboratories.23 The American Academy of sleep medicine 

(AASM) categorized OSA severity according to AHI as 

mild (AHI 5-15 per hour of sleep), moderate (AHI >15-

30 events per hour of sleep), or severe (AHI >30 events 
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per hour of sleep).19 Notably, other measures must be 

considered during patient assessment. The search for a 

global predictive index that allows a more meaningful 

assessment of the effectiveness of treatment and the risk 

of morbidity and mortality compared to AHI remains an 

open research question.11  

Various types of home sleep apnea testing (HAST) are 

available in clinical use, (HSAT) records at least three 

channels of data while the patient sleeps at home, usually 

monitoring airflow, snoring, respiratory effort, heart rate, 

and oximetry.19 There are several advantages of HAST, 

which include lower cost, greater convenience compared 

with PSG; it appears evident that patients usually prefer 

HAST to the sleep laboratory environment since patients 

reported to sleep better and they have a better overall test 

experience, this comes in disagreement with what Fry 

study reported that patients preferred the lab study.15 

There are also disadvantages, as many as 17% the 

possibility of false-negative results found, and up to 18% 

have a technical failure due to self-applied sensor by the 

patient without supervision by technologist.19 therefore, 

for patients with unexplained sleepiness and suspicion for 

OSA, a negative result with HAST should be followed by 

laboratory-based polysomnography to confirm the 

diagnosis; this approach is accurate and cost-effective.  

Treatment 

The treatment of OSA needs a topodiagosis of the 

collapse site of the upper airway.24 There are different 

aspects of management of OSA, including behavioral 

management, medical devices, oral appliance, 

pharmacological treatment, and surgery. Behavioral 

measures include abstinence from alcohol, preventing 

supine sleep position, exercising, encouraging weight 

loss, avoiding fatty meals, and late evening eating 

habits.9,11 There is no clear definition of the ideal sleeping 

positional for OSA; some studies state that non-supine 

position lower AHI by 50% than supine position during 

sleep. There is usually lesser soft tissue in the lateral sleep 

position that exerts obstructive forces on the upper 

airway.25 Furthermore, for all over-weight patients with 

sleep-disordered breathing, it is recommended to reduce 

their weight, the most improvement in OSA in the 

following six months. OSA may predispose patients to 

gain weight because of low activity levels due to sleep 

deprivation, insulin resistance, and/or resistance to weight 

loss due to the effect of leptin. However, this strategy 

needs time and is often very difficult to achieve.16,24    

Continuous positive airway pressure (CPAP) is the most 

effective method to manage OSA, and it considers the 

first line of therapy for most patients. The mechanism of 

action improves the quality of sleepiness by acting as a 

pneumatic splint to elevate and maintain constant 

pressure along the upper airway during inspiration and 

expiration. It improves sleep quality and daytime 

sleepiness following one month of using CPAP.12,16 The 

indirect effect of using CPAP include increased vagal 

tone, increased cardiac output, increased stroke volume, 

decreased systemic vascular resistance, and reduced risk 

of cardiovascular mortality.16 

On the other side, noncompliance patients have been 

categorized by Zozula et al due to tolerance problems, 

psychological problems, and lack of instruction, support, 

or follow-up. Dry mouth, conjunctivitis, rhinorrhea, skin 

irritation, pressure sores, swelling of the mucous 

membrane, nasal septum bending, nasal congestion and 

epistaxis, mask leaks, difficulty exhaling, aerophagia, 

chest discomfort, and bed partner intolerance are 

considered as tolerance problems. They can result as a 

side effect of using CPAP appliances. Additionally, 

psychological issues include lack of motivation, 

claustrophobia, and anxiety.10,16,26 Different Types of 

CPAP are categorized as standard CPAP, bi-level CPAP, 

and automated CPAP. Standard type has a potential 

disadvantage to conventional CPAP in the inability to 

compromise between the side effects of high pressures 

and adequate airway pressures, which may vary based on 

body position, sleep stage, and nasal patency.16 Bi-level 

CPAP means bilevel positive airway pressure therapy 

permits independent adjustment of inspiratory and 

expiratory pressures. While automated CPAP can 

continuously adjust airway pressures, its role is to provide 

greater efficacy and/or compliance than standard CPAP.16 

Oral appliances (OA)  

The rationale for OA is to increase the posterior 

oropharyngeal airway space, reducing upper airway 

collapsibility during sleep. In 2006, the American 

Academy of Sleep Medicine (AASM) updated its practice 

parameters to treat OSA with OA. In this update, the 

AASM stated that OA are indicated for use in patients 

who prefer OA over CPAP with mild-to-moderate 

severity, patients who do not respond or are not 

appropriate to CPAP, or who fail treatment attempts 

either with CPAP or behavioral measures. As CPAP is a 

more efficacious treatment, it is recommended that CPAP 

should be considered before OA for patients with severe 

OS.16,27 

There are differences in the design features of 

commercially available OA. Differences predominantly 

relate to the degree of customization to the patient's 

dentition. Custom oral appliance shows improved 

minimum oxygen saturation by 3.22% in adult patients 

with OSA, reduced AHI and respiratory disturbance 

index (RDI), and lower arousal index. In contrast, non-

custom OA do not significantly improve minimum 

oxygen saturation in adults, reduce AHI and respiratory 

disturbance index (RDI) in adults, and have insufficient 

evidence for improvement in arousal index in adults with 

OSA.7,28 Bailey established six criteria to maximize the 

outcomes of an oral appliance and reduce side effects. 

First criteria, the adjustability, the OA can be modified as 

needed over time. Titratability, with this criterion, jaw 

position is easily adjusted without needing to significantly 
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alter or remake the OA. Posterior support, the oral 

appliance has some type of support in the posterior 

aspect, which allows for contact between the upper and 

lower arches. This criterion is essential to provide support 

for TMJs during use. Full tooth coverage, the teeth must 

be covered to prevent the potential for tooth movement or 

eruption, even though it is happening either slight 

movement or eruption but is often not significant. Jaw 

mobility, normal mandibular movement will occur during 

sleeping, like swallowing, licking the lip, or altering jaw 

position during positional changes. This criterion will 

allow the mandible for some degree of movement during 

sleeping. Lastly, patent nasal passages, one of the 

successful primary outcomes of wearing OA, the ability 

of patients to breath from his/her nose; this plays an 

essential role in improving the oxygen level and reducing 

mouth breathing.29  

Types of OA  

First, tongue-retaining devices (TRD) or tongue-

stabilizing devices (TSDs), consider the second type of 

treatment. Use a suction pressure to maintain the tongue 

in a protruded position during sleep, which position the 

tongue anteriorly utilizing negative pressure, indicated in 

patients who have few teeth or edentulous patients, 

macroglossia patients, or cannot adequately advance their 

mandible, mechanism of action is enlarge the volume of 

the upper airway (Figure 2).5,16,27,30  

 

Figure 2: Tongue stabilizing device. 

Secondly, mandibular advancement devices (MAD), also 

known as mandibular advancement splints, mandibular-

repositioning devices (Figure 3).27,31 It can increase the 

anteroposterior and lateral dimensions of the upper 

airway, especially at the level of the velopharynx by 

moving the mandible and associated structures, i.e., 

tongue and hyoid bone in anterior position.16 MADs are 

indicated in patients with mild to moderate OSA who 

prefer OA over CPAP therapy. However, patients with 

moderate to severe temporomandibular disorders (TMD), 

inadequate protrusive ability, and multiple missing teeth 

are considered a contraindication to use MAD.21 

 

Figure 3: Mandibular advancement device. 

Accordingly, the patients should be examined to 

determine if there is any clicking or crepitation in the 

TMJ with jaw opening and to assess how far the patient 

can protrude his/her mandible; 6 mm is required for an 

adequate response.21 There are specific requirements 

must-have in the patient like good stable dentition, 

typically 6 to 8 teeth per arch; if fewer than these present 

in any arch, the appliance can cause significant movement 

or loosening of existing teeth. However, the case must be 

free from caries, gingivitis, periodontitis or loose teeth, 

and significant bruxis.1,21,32 A prospective longitudinal 

study conducted by Teixeira et al show a modification 

done in a twin block (TB) appliance, fabricated with self-

curing acrylic resin with occlusal coverage and consists 

of two parts for the upper arch and the other for the lower 

arch. The use of a modified TB was based on cost, ease of 

fabrication, and greater mandibular motion. The 

advantage of the TB appliance is that many laboratories 

can simply fabricate, requiring no training or specific 

materials, leading to increased costs and access 

difficulties.6 A greater advancement of the mandible is 

required in patients with severe OSA. Therefore, 

temporomandibular joint symptoms should be closely 

examined and monitored by cephalometric radiographs. A 

study stated that each 2-mm mandibular advancement 

coincides with approximately 20% improvement of the 

number and severity of nocturnal desaturations. However, 

in case of urgent treatment, it is advisable to manage with 

CPAP over MAD.16,29  

Complete mouth examination should be done before 

placing the appliances, all the implants, and crown if 

there should be assessed for stability; as mentioned 

above, the success of oral appliance depends on 

dentition's health. However, force is applied on the teeth 

during appliance use leads to an increased risk of bite 

change and can be noticed during the first years of 

treatment. Bite change is the most common side effect of 
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MAD; more severe changes are expected in patients who 

have edentulous or fewer teeth present. The initial type of 

bite is associated with the degree of bite change; patients 

with normal bites or class III malocclusion seem to be at 

high risk for undesirable bite change. Unlike class II 

malocclusion patients might receive a favorable 

orthodontic result of oral appliance treatment (Figure 

4).17,32 

 

Figure 4: Different dental occlusion types that are 

useful in mandibular advancement device. 

The success measurement of OA includes a decrease in 

AHI, improvement of oxygen desaturation events, and 

decrease in symptoms. Many studies have shown the 

benefits of the OA versus placebo in decreasing AHI. 

Even though there is still uncertainty as to what kind of 

MAD has desired outcome for patients with OSA, 

especially in severe cases, further research needs to be 

done to compare different appliances and designs to shed 

light on this issue.12,29 

Generally, clinical improvement in symptoms has 

been shown in two-thirds of patients experience with OA 

therapy. Many studies state that the response to OA use is 

non-uniform. That is means there are responders and non-

responders to the OA treatment; thus, it is misleading to 

merge the data. In contrast, CPAP practically attains a 

100% success rate during any one night of 

testing. Typically, CPAP failure only occurs in those with 

completely blocked nasal airways. However, 

in practice, CPAP can cause trouble for many patients 

due to nasal obstruction on long-term use of CPAP and 

other factors such as mouth leaks.24 At ten years follow-

up, both the MAD and CPAP groups showed a significant 

reduction in AHI. Whereas Michiel et al conducted a 

study of two years follow up, showed no significant 

difference between oral appliance therapy and CPAP in 

treating mild to severe OSA. However, dental follow-up 

for OA is initially at 2-4 weeks, then at 6 and 12 months 

subsequently annually.11,33,34  

Medications 

Medication can be used adjunctively to improve residual 

daytime sleepiness in OSA patients even through regular 

use of CPAP at effective pressures. Such medication 

modafinil (Provigil; Cephalon, Frazer, PA) is wake 

promoting that helps wakefulness and alertness. The most 

common adverse effects of this medication are headache 

and nervousness. Antidepressants such as protriptyline 

and selective serotonin receptors inhibitors were used in 

the past; nowadays, there is very little evidence to 

recommend protriotyline for treating OSA.16 

Surgical intervention 

It is indicated for severe OSA patients. One of the most 

effective surgical interventions for correcting OSA is 

maxillomandibular advancement, which involves the 

maxilla and mandible being simultaneously advanced to 

enlarge the retropalatal and retro-lingual airway.35 The 

patient may seek this operation because they are 

unsatisfied with wearing OA and not tolerate them. 

Another alternative option is uvulo-palatopharyngoplasty 

(UPPP) which involves excision of tonsils, uvula, and 

posterior velum. The American Academy of sleep 

medicine does not recommend UPPP for treating 

moderate to severe OSA patients since UPPP does not 

frequently achieve normalization of AHI.22,24 There are 

different surgical techniques to prevent the posterior 

collapse of the tongue musculature: 

the hyoid suspension myotomy procedure and lingual 

tonsil surgery; in this case, the tongue size will be altered 

by intrinsic reduction, radiofrequency, or plasma 

frequency ablation or partial glossectomy. Significant 

side effects such as discomfort and hemorrhage may 

occur. Waite et al state a concept of multilevel procedure 

for OSA. It is combined surgery at different levels, nose 

levels, palate levels, transoral tongue surgery, 

genioglossus advancement, and a maxillomandibular 

advancement osteotomy.24 

Treatment modalities for pediatric OSA patients 

OSA affects 2-3% of children, with the age peak 

occurring between 2-8 years old. Untreated OSA 

increases the risk of growth failure, cognitive impairment, 

and endothelial dysfunction. In a classic way, the 

treatment of choice for pediatric is adenotonsillectomy 

(AT) procedure to remove both the adenoids and tonsils. 

Some studies reported AT not always being the first line 

of treatment, especially with mild severity cases. At the 

same time, the most common non-surgical therapy is 

continuous positive airway pressure (CPAP). The newer 

treatment modalities include weight loss, anti-

inflammatory drug, dental treatment and high flow nasal 

cannula. 36,37 

Knowledge of OSA in dental professionals 

During routine dental examination and using a simple 

screening questionnaire, the dentist can play a critical role 
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in recognizing the symptoms of OSA, screen risk factors 

of a small upper airway, or other anatomical deformities. 

This can help reduce the problem of undiagnosed OSA.38 

It would be imprudent to provide treatment in the absence 

of sleep medicine expertise. In 2012, Canadian dental 

sleep medicine professionals ruled out the responsibilities 

of a dentist in the diagnosis and treatment of OSA. A 

Dentist must identify and evaluate the symptoms of OSA 

then refer the patient to a qualified sleep physician. The 

dentist should check oral health in general and bruxism as 

specific; as a result of poor sleep quality, also assess 

orofacial pain and temporal headache. Subsequently, any 

oral effects should be managed well with suitable 

treatment options and any side effects with OAT. At the 

same time, sleep physicians should notice any changes 

physically and mentally in OSA patients.  As well 

as monitor the efficacy and safety of the treatment and 

accurately assess the result of the home sleep apnea test 

(HAST). It is important to illustrate dentist will mainly 

observe treatment but will not diagnose the patient as a 

final follow-up.21 The essential education and training of 

OSA and oral appliance in dental school are limited; for 

this reason, several cases cannot be identified easily by 

the dentist.3 

CONCLUSION 

Sleep-related breathing disorder is considered one of the 

significant public concerns. Interdisciplinary teams, 

including sleep medicine physicians and dentists, are part 

of diagnosing, treating, and following up with OSA 

patients. Relevant clinical symptoms and physical 

examination are required to diagnose OSA. In addition, 

different treatment strategies are delivered depending on 

the severity of the patient.  
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