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Abstract The objective of this article is to review the role of the dentist in the early diagnosis of

pediatric obstructive sleep apnea (OSA) and to provide an in-depth review of the best evidence-

based practices available to treat and/or to refer these patients for intervention.

Material and methods: A narrative review was performed using indexed data bases (PubMed,

Medline, EMBASE, OVID, Scopus and Cochrane) up to year 2020, and approximately 1000 arti-

cles were reviewed. The articles included were those with the best information provided.

Results: Detailed review of the literature suggests that the role of the dentist has been redefined

owing to their expertise in the orofacial region. Every patient consulting a dental practice is not

merely a dental patient; he/she also requires a comprehensive medical review. The role of the dentist

is pivotal in pediatric patients once diagnosed with OSA; as the patients grow, growth modification

can be achieved, and future management will be easier. Initiating dental treatments during growth

can benefit patients two-fold, saving them from malocclusion, and intervening in orofacial struc-

tural growth can help to avoid cumbersome treatments, such as CPAP and various surgeries.

Proper diagnosis and management of systemic illnesses can prevent compromised quality of life,

delays in treatment, morbidity and, in some cases, mortality.
� 2021 The Authors. Production and hosting by Elsevier B.V. on behalf of King Saud University. This is

an open access article under theCCBY-NC-ND license (http://creativecommons.org/licenses/by-nc-nd/4.0/).
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1. Introduction

The Mayo Clinic defines OSA as a sleep disorder in which a

person transiently stops breathing while he or she is sleeping
(Park et al., 2011). Snoring is a recognizable symptom of
OSA in these patients (Lumeng and Chervin, 2008; Park

et al., 2011, Heffernan et al., 2019). As the name implies,
OSA is characterized by recurrent episodes of partial or com-
plete obstruction of the airway at the pharyngeal level, result-

ing in intermittent hypoxia and cortical arousal (Ersu et al.,
2004; Drager et al., 2013; Hoth et al., 2013; Jo et al., 2020).
OSA manifests as a change in normal sleep patterns that

includes routine snoring, sleep difficulties, agitated sleep, fre-
quent postural changes, multiple arousals, and sleep fragmen-
tation (multiple episodes of sleep interruptions) (Ersu et al.,
2004; Chang and Chae 2010). The older population is affected

most frequently, with approximately 42% of the adult popula-
tion suffering at any given time, whereas middle-aged men and
women show a prevalence of 4% and 2%, respectively, and

children constitute 2% to 3.5% of the total (Gislason and
Benediktsdottir, 1995; Lewin et al., 2002; Shin et al., 2003;
Schlaud et al., 2004; Guilleminault et al., 2005; Chang and

Chae 2010; Park et al., 2011). A large difference in gender
was not reported for the prevalence of OSA in children except
among adolescent boys. Higher levels of weight gain may be
responsible for the increased prevalence of OSA in adolescent

boys (Goodwin et al., 2003; Chang and Chae 2010). Redline
et al., suggested that an increase in body mass index (BMI)
1 kg/m2 above the mean increases the risk of developing

OSA in children by 12%. Additionally, these children have lar-
ger neck circumferences than healthy children (Redline et al.,
1999). Children who continued breastfeeding for more than a

month showed a lower risk of witnessed sleep apnea compared
than children who never breastfed or breastfed for less than a
month (Brew et al., 2014).

In adult patients, male sex and obesity are the main risk
factors, whereas in children, adenotonsillar hypertrophy is
the leading cause (Rosen 1999; Pirilä-Parkkinen, et al., 2009;
Bhattacharjee et al., 2010; Chang and Chae 2010) (Fig. 1).
However, despite a vast number of healthy children exhibiting
adenotonsillar hypertrophy, only a few develop OSA

(Goodwin et al., 2003; Bhattacharjee et al., 2010). Many
genetic disorders and syndromes can also cause OSA, such
as trisomy 21, achondroplasia, Pierre Robin anomaly, Apert

syndrome, Crouzon syndrome, Treacher Collins syndrome,
Turner syndrome, cleft palate, and cerebral palsy (Quo et al.,
2017). Children with autism spectrum disorder (ASD) exhibit
significantly more sleep disorders, including OSA and para-

somnias, than pre-school children of the same age (Hirata
et al., 2016). When snoring is not related to ventilatory compli-
cations, such as apnea, hypopnea, hypoxia, or hypercapnia, it

is termed primary snoring (Topol and Brooks, 2001; Chang
and Chae, 2010). It is very rare that primary snoring leads to
OSA in children (McColley, 2005). If the child’s snoring is

not related to hypoxia or apnea, typically it does not require
any further intervention or treatment (Rosen, 1999,
McColley, 2005).

2. Materials and methods

The objective of this paper was to review extensively the liter-

ature on the dental diagnosis, clinical features and manage-
ment of PED OSA. A narrative review was performed using
indexed data bases (PubMed, Medline, EMBASE, OVID, Sco-
pus and Cochrane) up to year 2020, and approximately 1000

articles were reviewed. The initial search was done without lan-
guage and time barrier using various combinations of the fol-
lowing words (a) sleep apnea, (b) pediatric (c) obstructive sleep

apnea (d) diagnosis + pediatric + obstructive + sleep + a
pnea + management (d) rapid maxillary expansion.

3. Clinical features

Clinical features of OSA vary among different pediatric age
groups and can be divided into four different categories:

infants (3–12 months), toddlers (1–3 years), preschool-age chil-
dren and school-age children (Guilleminault et al., 2005). Most
of the concerns are reported by parents, given that the children



Fig. 1 Airway Anatomy showing normal anatomy and smooth breathing on the right side and structural abnormalities on the left side

illustrate that different levels of airway suggest more difficult and noisier breathing.
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themselves can only recognize and report the complaints and
symptoms at an older age. Thus, it is important to interview
parents/caregivers systemically to obtain the best clinical pic-

ture of the patients (Guilleminault et al., 2005). The most com-
mon symptoms in children suffering from OSA are snoring
and labored breathing (Brouillette et al., 1982, Rosen, 1999,
Goodwin et al., 2003, Bhattacharjee et al., 2010). In addition

to snoring, children with OSA have hypoxemia and experience
hypoventilation, sleep disruption, and poor gas exchange
(Rosen, 1999, Stauffer et al., 2018). Moreover, daytime fatigue

and daytime sleepiness may also be seen, along with chronic
snoring (Guilleminault et al., 2005, Iwasaki et al., 2009,
Marcus et al., 2012). Nocturnal sweating, heavy snoring, para-

doxical breathing, mouth breathing, and fragmented and agi-
tated sleep are also reported by parents (Guilleminault et al.,
2005, Chang and Chae, 2010). Drooling while sleeping, sleep

terrors, sleep walking, and enuresis (involuntary urination)
can also be observed in children with OSA (Guilleminault
et al., 2005, Alexopoulos et al., 2014). These patients may exhi-
bit a spectrum of behavioral changes depending on their age

group. Usually, toddlers and preschool-aged children show
hyperactivity, while children who are school-aged present with
aggressiveness, learning difficulties, and poor academic perfor-

mance (Ali et al., 1994, Lewin et al., 2002, Goodwin et al.,
2003, Guilleminault et al., 2005, Chang and Chae, 2010,
Behrents et al., 2019). Children with severe OSA may also

show developmental delays and failure to thrive (Brouillette
et al., 1982, Chan et al., 2004). Parents of children with OSA
report children gasping for air, episodes of apnea and labored
breathing while sleeping (Marcus et al., 2012). Morning head-

aches, sleep enuresis, and hyperextended neck posture while
sleeping are also common findings (Marcus et al., 2012,
Alexopoulos et al., 2014, Behrents et al., 2019) (Fig. 2). Chil-

dren with nasal obstruction exhibit the hyponasal voice,
whereas children with adenotonsillar hypertrophy demonstrate
a muffled voice (Muzumdar and Arens, 2008).
3.1. Dentoskeletal changes: Dentofacial and orthopedic features
of children with OSA

It is imperative for pediatric dentists to look for the following
dentofacial and orthopedic features in every child they are
treating to enable timely diagnosis. Children diagnosed with

OSA have shown distinctive features of both soft and hard tis-
sues along with specific dental characteristics. The most com-
mon cause of OSA in children is hypertrophy of the tonsils,

both palatal and lingual (Pirilä-Parkkinen et al., 2009,
Cohen-Lévy et al., 2009, Seailles et al., 2009, Katyal et al.,
2013). Adenotonsillar hypertrophy is followed by Mallampati
deviation classes III and IV (Nuckton et al., 2006). The Mal-

lampatti score is a score based on anatomical structures that
are visualized by opening the mouth and protruding the ton-
gue, and it is widely used as a predictor of OSA. The higher

the Mallampati score, the greater the severity of OSA, pro-
vided the Mallampati score is measured accurately (Nuckton
et al., 2006). Some children with OSA also exhibit an elongated

soft palate (Guilleminault et al., 1996, Cakirer et al., 2001,
Marino et al., 2009), a reduced airway space, a longer and
thicker soft palate, a long and large tongue, and an inferior

positioned hyoid bone (Tangugsorn et al., 1995, Cakirer
et al., 2001, Vieira et al., 2011).

From an orthodontic point of view, there is a predomi-
nantly class II malocclusion pattern in children with OSA

(Baik et al., 2002, Cozza et al., 2004, Marino et al., 2009,
Pirilä-Parkkinen et al., 2009). Children with OSA present high
arched and narrow palates and have long face profiles

(Defabjanis, 2004, Katz and D’Ambrosio, 2008, Moré et al.,
2011, Marcus et al., 2012). OSA-diagnosed children also
demonstrate retrognathism of the mandible, mid-face hypopla-

sia or both, which ultimately force the tongue to fall back into
the upper airway (Cohen-Lévy et al., 2009). The spectrum of
prominent malocclusion features associated with children with

OSA include greater overjet, less overbite, unilateral or bilat-



Fig. 2 Clinical features of OSA in different pediatric age groups.
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eral open bite/cross bite and mandibular crowding. (Pirilä-
Parkkinen et al., 2009, Cohen-Lévy et al., 2009, Moré et al.,

2011). Deng et al., reported retrognathism of the mandible, a
long lower face and a deficient/short chin as a few important
causes of childhood OSA (Deng and Gao, 2012). Mandibular
crowding is directly proportional to the apnea–hypopnea index

(AHI) (Pirilä-Parkkinen et al., 2009). Interestingly, patients
with class III malocclusion show more intraoral airway space
and larger oropharyngeal airway compared than those with

class I malocclusion, thus making them less prone to OSA
(Iwasaki et al., 2009).

4. Diagnosis of OSA

Accurate and prompt diagnosis of OSA is imperative for
timely treatment and avoidance of additional complications

caused by OSA. A detailed medical and sleep history as well
as an oral cavity examination is needed when the patient pre-
sents in the dental clinic. Most of the parents do not volunteer

information on the obvious signs and symptoms themselves.
Dentists must ask them specifically about signs and symptoms
such as snoring and frequent changes in sleep posture. (Marcus
et al., 2012). Before ordering polysomnography (PSG), dentists
should evaluate the clinical signs and symptoms and inquire
about the hallmarks of OSA. Depending upon this assessment,

a recommendation for a PSG or a referral to a sleep specialist
should follow. The oropharyngeal structure of children with
OSA should be properly evaluated (Muzumdar and Arens,
2008). During an oral cavity examination, the dentist must

examine for the foremost cause and predictor of OSA, which
is adenotonsillar hypertrophy followed by a Mallampati score
significant enough to be an independent predictor for OSA

(Friedman et al., 1999, Nuckton et al., 2006, Kumar et al.,
2014). Tonsillar size is positively correlated with the severity
of OSA, which means that the larger the tonsillar size is, the

greater the severity of OSA (Li et al., 2002) (Fig. 3). A higher
Mallampati score also increases the chance of developing OSA
(Kumar et al., 2014). An increase of one point in the Mallam-

pati score will increase the chance of developing OSA by 6-fold
(Kumar et al., 2014) (Fig. 4). Children presenting with a high
degree of suspicion for OSA, including a history of regular
snoring, a higher grade of tonsils and/or a high Mallampati

score, should be referred for a PSG (Marcus et al., 2012) to
confirm diagnosis. Nocturnal oximetry is another adjunct test
that can be used to evaluate OSA patients. In a cross-sectional

study, Brouillette et al., suggested that positive nocturnal



Fig. 3 Friedman classification of tonsils.

Fig. 4 The Mallampati classification.
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oximetry results have approximately 97% of the predicted
value in the diagnosis of OSA (Brouillette et al., 2000). In
another study, Álvarez et al., concluded that unsupervised noc-

turnal oximetry can be a possible substitute for PSG and at-
home respiratory polygraphy (HRP) in the home setting
(Álvarez et al., 2017). Early diagnosis will ensure timely inter-

vention and management of OSA.
The history of the patient should be taken in-depth, and a

validated questionnaire should be used, both of which should
be done before ordering a PSG for the definitive diagnosis to
save on unnecessary expenses. Ahmed et al., designed a new
questionnaire that was compiled from five other widely used

questionnaires. Of these five questionnaires, two focused on
quality of life ([i] PedsQL – Child Report, and [ii] PedsQL –
Parent Report), and three focused on sleepiness and its effects

([i] Modified Epworth Sleepiness Scale, [ii] Pediatric Sleep
Questionnaire, and [iii] OSA-18). The screening of OSA in chil-
dren revealed a suboptimal diagnosis in each questionnaire.



Table 1 IMP-Q Questionnaire derived from (1) PedsQL –

Child Report, (2) PedsQL – Parent Report (3) Modified

Epworth Sleepiness Scale, (4) Pediatric Sleep Questionnaire, (5)

OSA- 18.

Dataset Question

CHQ Do you have trouble sleeping?

CHQ Can other kids do things you cannot?

SLS Chance of Dozing or Falling Asleep: Sitting and

reading

PSL *Always snores?

PSL *Have trouble breathing, or struggle to breath?

PSL Have you ever seen your child stop breathing during

the night?

PSL *Tend to breathe through the mouth during the day?

PSL Does your child wake up with headaches in the

morning?

PSL *Is your child overweight?

OSA-18 **Breath holding spells or pauses in breathing at

night?

OSA-18 *Choking or gasping sounds while asleep?

OSA-18 Mouth breathing because of nasal obstruction?
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However, compared to all the others, the Ahmed et al., ques-
tionnaire, known as the IMP-Q, included the most informative

questions (Ahmed et al., 2018) (Table 1).
PSG is considered to be the gold standard for the diagnosis

of OSA (Rosen, 1999, Chan et al., 2004, Marcus et al., 2012,

Kumar et al., 2014, Behrents et al., 2019). The PSG diagnostic
cutoff values for pediatric OSA are different from those for
adult OSA (Chan et al., 2004). As per the diagnostic value min-

imum, compared to adults, where the oxygen concentration is
less than 85%, it is less than 92% in children (Fig. 5). The
apnea hypopnea index (AHI) is 5 or more in adults, whereas
the same index is 1 or more in children. Furthermore, the

severity of OSA in children can be determined by the AHI
index. If the AHI remains between 1.5 and 5, the OSA is con-
sidered mild, whereas an AHI above 5 and less than 10 is con-

sidered moderate OSA, and an AHI value greater than 10 is
considered severe OSA (Haviv et al., 2014, Stauffer et al.,
Fig. 5 A. Oxygen Saturation Cutoff values for Adults and C
2018, Behrents et al., 2019). In some cases, where a proper
sleep lab facility is not available, alternative diagnostic tests
can be ordered, i.e., nocturnal video recording and nocturnal

oximetry (Marcus et al., 2012).

5. Management of OSA

The American Association of Orthodontists strongly suggest
that treating any underlying dental or orthopedic ailment
improves, not causes or aggravates, OSA (Behrents et al.,

2019). The recommendations also suggested that a definitive
diagnosis should be made by the appropriate physician and
recommends that the treating orthodontist should be well

versed in the signs and symptoms of OSA, its risk factors,
and the role of dental professionals (Behrents et al., 2019).
Management of OSA can be divided into two broad

categories:

1. Non-Dental Treatments
2. Dental- Treatments

5.1. Non-dental treatments

Non-dental treatments, including a spectrum of treatment
modalities, such the surgical procedures, adenotonsillectomy,
adenoidectomy and tonsillectomy, are given to the patient to

address the particular underlying etiology. These different
modalities may also include continuous positive airway pres-
sure (CPAP) or even topical intranasal corticosteroids to treat
residual OSA. In this paper, only dental treatments are dis-

cussed in detail. These treatments can be used alone or in com-
bination with dental treatments per the needs of the patient.

5.2. Dental treatments

In recent years, because of better diagnostic imaging, such as
cone beam computed tomography (CBCT), and the integra-
hildren. B. AHI Cut Off Values for Adults and Children.
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tion of dental sciences with medical sciences, there has been
greater understanding of the underlying causes of OSA in
the pediatric population. This understanding has helped in

employing possible dental treatments for OSA in which the
main cause is dentofacial deformity.

There are a variety of dental treatments available to treat

pediatric OSA, which may be used as solitary regimens, as
adjunctive to existing modalities such as CPAP, or to treat
residual OSA following adenotonsillectomy. Most patients

experience residual OSA after adenotonsillectomy. Complete
resolution of OSA is reported in only 25% of patients follow-
ing adenotonsillectomy (Tauman et al., 2006). These dental
treatments primarily include growth modifiers of the oro-

mandibular region (rapid maxillary expansion [RME] and
mandibular growth activators), mandibular advancement
appliances, and tongue retaining devices (Sacchetti and

Mangiardi, 2012, Ngiam and Cistulli, 2015).

5.2.1. Rapid Maxillary Expansion (RME)

As discussed earlier, children with OSA present with a con-

stricted maxilla, a high-arched palate, and maxillary crowding.
There is also midface hypoplasia in the transverse dimension in
these patients. Baratieri et al., and Ribeiro et al., showed that

RME treatment resulted in an increase in the transverse width
of the nasal airway (Baratieri et al., 2011, Ribeiro et al., 2012).
Iwasaki et al., suggested multifaceted effects of RME, which

included expansion of the pharyngeal airway space, a reduc-
tion in nasal obstruction, and an elevated tongue posture
(Iwasaki et al., 2013). Several other studies also suggested a

decrease in nasal airway resistance after RME (Hartgerink
et al., 1987; Doruk et al., 2004, De Felippe et al., 2008). In
2013, Angelieri et al., suggested a classification-based
approach for RME in the case of a specific patient (Angelieri

et al., 2013). The researchers proposed a classification in the
form of stages A to E in which stage A denotes no fusion of
midpalatal suture and stage E is total fusion of the palatal

suture (Angelieri et al., 2013). This classification can help den-
tists avoid possible side effects from needless surgical proce-
dures, and it also increases the success rates of RME

(Angelieri et al., 2013). Villa et al., demonstrated a consider-
able decrease in the AHI and a significant increase in oxygen
saturation after RME treatment in their study (Villa et al.,
2015). The researchers suggested that treatment should be

started as early as possible to obtain the maximum benefit
(Villa et al., 2015). The same group of researchers in an earlier
study followed children for 24 months after a year of RME

treatment and found a significant reduction in the AHI and
clinical symptoms of OSA immediately after the end of a 1-
year treatment period and did not observe any relapse at the

24-month follow-up (Villa et al., 2011). On the other hand,
Guilleminault et al., showed that a combined therapy of ade-
notonsillectomy and RME is required to completely resolve

OSA (Guilleminault et al., 2008). The researchers also sug-
gested that regardless of the initial treatment modality
employed (adenotonsillectomy or RME), patients eventually
need both treatments to resolve OSA entirely (Guilleminault

et al., 2008). Vale et al., concluded in their meta-analysis that
there is a substantial reduction in the AHI after RME treat-
ment in children and recommended RME as an alternative

treatment option for OSA in children (Vale et al., 2017). In
another meta-analysis on RME as a treatment option for pedi-
atric OSA, Machado-Júnior et al., discovered in their included
studies that the average AHI during follow-up was 6.86
(Machado-Júnior et al., 2016). The researchers established that

RME is an effective treatment option for children with OSA
(Machado-Júnior et al., 2016). Pirelli et al., in their longitudi-
nal study of children diagnosed with OSA that is due to max-

illary constriction and normal adenotonsillar tissue, observed
improved and consistent PSG values post-RME and after a
12-year follow-up (Pirelli et al., 2015).

The extensive evidence appears to be in favor of RME as a
treatment modality for residual OSA after adenotonsillectomy
or for cases where there is normal adenotonsillar tissue and the
underlying cause is maxillary constriction. In addition to cor-

rection of occlusion and correction of skeletal discrepancy,
RME does have the potential to improve OSA (Behrents
et al., 2019).

5.2.2. Mandibular advancement

Multiple studies suggest that retrognathism of the mandible
and a class II skeletal relationship are associated with OSA

(Lowe et al., 1995; Kawashima et al., 2002; Cozza et al.,
2004; Cohen-Lévy et al., 2009; Pirilä-Parkkinen et al., 2009).
Numerous studies have demonstrated beneficial results in

treating these conditions by increasing overall airway space
(Hänggi et al., 2008; Restrepo et al., 2011; Zhang et al.,
2013; Ghodke et al., 2014; Temani et al., 2016). Although dif-

ferent studies have used a variety of treatment modalities,
including different orthodontic appliances or combined
orthodontic and surgical modalities, expanding airway space

was a method observed in all of these studies. Zhang et al.,
employed a twin block appliance to correct class II and found
a significant decrease in the AHI from 14.08 ± 4.25 to
3.39 ± 1.86. The researchers also reported a significant

increase in airway space after a cephalometric analysis
(Zhang et al., 2013). Cozza et al., showed that in children diag-
nosed with OSA, which was due to class II, treatment with a

modified monobloc provides a significant reduction in the
AHI (Cozza et al., 2004). Temani et al., evaluated the volumet-
ric changes in the pharyngeal airway using CBCT after treating

class II patients and observed a significant increase in pharyn-
geal airway space (Temani et al., 2016). In a 22-year-long
cohort study, Hänggi et al., described an increase in the pha-
ryngeal airway dimensions in children after using activator-

headgear as a treatment (Hänggi et al., 2008). Miloro et al.,
and Denny et al., in two separately conducted studies on
mandibular distraction osteogenesis, suggested an expansion

in airway space along with a resolution of apneic signs and
symptoms (Denny et al., 2001, Miloro 2010). Villa and associ-
ates used a mandibular advancement appliance in OSA-

diagnosed children with the aim of treating a retruded bite,
deep bite, and cross-bite. After a 6-month trial, the researchers
found a significant decrease in the AHI within the treated

group (Villa et al., 2002). In another study, it was suggested
that the correction of a retruded mandible in class II cases
can increase the airway space and concomitantly improve noc-
turnal breathing (Schütz et al., 2011). Xiang et al., performed a

meta-analysis to determine the efficacy of functional appli-
ances on upper airway dimensions in growing children with
class II and retruded mandibles. This study demonstrated that

functional appliances can increase airway dimensions and may
decrease the potential risk of OSA because of a retruded
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mandible (Xiang et al., 2017). Interventions performed for the
advancement of the mandible can include functional appli-
ances, surgical correction, and mandibular repositioning. Nev-

ertheless, all these factors result in increased airway space, an
improvement in apneic signs and symptoms, and a decrease
in the AHI. In growing children, it is favorable that guided

therapy be employed using a functional appliance so that
future potential risks can be avoided or patients with estab-
lished OSA can be treated. Myofunctional therapy is a treat-

ment modality that educates the patient on how to correct
the posture of their tongue and orofacial muscles (Stauffer
et al., 2018). Guilleminault et al., and Villa et al., showed
50% and 62% reductions in the AHI after myofunctional ther-

apy, respectively (Guilleminault et al., 2013, Villa et al., 2015).
In a systematic review and network meta-analysis con-

ducted by Lin et al, they concluded that for the AHI as the

outcome measure, the best treatment modality is surgery
(Lin et al., 2020). They also suggested that RME is useful in
obtaining the lowest arterial oxygen saturation (SaO2). How-

ever, none of the treatment modalities have been proven to
be the only treatment that can resolve OSA completely (Lin
et al., 2020).

6. Discussion

Recent advancements in sleep medicine and increasing recog-

nition of the multiple etiological factors of OSA have enabled
physicians to better understand the disease mechanism and
have inspired the discovery of many novel alternative treat-
ment options. Progress in imaging has highlighted the role of

craniofacial variations in the development of OSA, which
has enlightened dentists on how minor aberrations from nor-
mal anatomy, such as midface hypoplasia, cleft lip and palate,

and a short lingual frenulum, can become potential risk factors
for OSA (Huang et al., 2015). The role of dentists has tremen-
dously evolved, and children seeking dental care should be

examined not only in terms of teeth and teeth-related issues
but also for other potential medical issues that may arise in
the future. Following a comprehensive dental exam, a dentist

can utilize their expertise and an appropriate degree of deliber-
ation to predict whether the patient is susceptible to developing
or currently has OSA. There are craniodental predictors that a
dentist should take into account upon assessment. For

instance, OSA can be suspected if there are large tonsils, a high
Mallampati score, a crossbite, an overjet, an elongated soft
palate, a high-arched palate, an a retruded mandible, a short

lingual frenulum, and crowding. Along with an examination
of these potential predictors, the dentist should thoroughly
take the sleep history of the patient. On the basis of this history

and examination, the dentist can more accurately identify OSA
and its likelihood. If OSA is suspected, PSG is essential to
diagnose OSA and to assess further intervention. The role of
dentists is also essential, as they can modulate mandibular

and maxillary growth in particular age groups. This growth
modulation can treat OSA and may potentially avoid the need
for surgical procedures or wearisome CPAP.

7. Conclusion

The role of a dentist has evolved over the years. Pediatric OSA

is a serious medical condition and can have long term conse-
quences on the overall health and quality of life of a patient.
A dentist should be familiar with the signs and symptoms of
OSA and should conduct a thorough history, intra/extra oral

examination, questionnaires and understand the role of
comorbid conditions. A timely diagnosis and management of
OSA can eradicate potential long term negative effects on

the health of a patient. If pediatric OSA is suspected a proper
referral should be made for the definitive diagnosis and treated
accordingly. An interdisciplinary treatment approach may

often serve in the best interest of the patient.
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