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Purpose. The purpose was to describe pathologic
paediatric conditions associated with airway com-
promise adversely affecting dental treatment with
sedation and general anaesthesia.

Methods. A review of available literature was
completed, identifying pathologic paediatric condi-
tions predisposing to airway compromise.

Results. Airway-related deaths are uncommon,
but respiratory complication represents the great-
est cause of morbidity and mortality during the
administration of general anaesthesia. Differences
in anatomy and physiology of the paediatric and
adult airway contribute to the child’s predisposi-
tion to rapid development of airway compromise
and respiratory failure; juvenile rheumatoid

arthritis, cervical spine injury, morbid obesity, and
prematurity represent only a few conditions con-
tributing to potential airway compromise of which
the paediatric clinician needs to be aware. In all
cases, thorough physical examination prior to
treatment is mandated to affect a positive treat-
ment outcome.

Conclusions. Successful management of children
and adolescents with a compromised airway
begins with identification of the problem through
a detailed medical history and physical examina-
tion. Due to the likely fragile nature of many of
these patients, and possibility of concomitant
medical conditions affecting airway management,
dental treatment needs necessitating pharmacolog-
ical management are best treated in a controlled
setting such as the operating room, where a pat-
ent airway can be maintained.

Introduction

Literature reports that approximately one-
quarter of more than 1500 liability claims
received by the American Society of Anaes-
thesiologists were related to adverse respira-
tory events during general anaesthesia.
Although airway-related deaths are uncom-
mon, respiratory complications in paediatric
anaesthesia represent the greatest cause of
morbidity and mortality during the adminis-
tration of general anesthesia'. Literature sub-
stantiates this claim, describing that careless
patient evaluation prior to administration of
general anaesthesia has resulted in failure to
identify conditions which may contribute to
difficult airway management®. It therefore
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becomes imperative that physical examina-
tion identify both pre-existing medical condi-
tions contributing to airway compromise and
a history positive for past difficulty in airway
management. Subsequently, thorough and
detailed history and physical examination are
mandated to effect a positive sedation and
general anaesthesia outcome. Neglect in
ascertaining a detailed history can lead to
adverse respiratory events during and after
sedation and general anaesthesia, including
atelactasis, bronchospasm, hypoxaemia, and
respiratory failure’.

In order to understand the complications
that may result during paediatric anaesthesia,
it is important to understand the physiologic
differences between the adult and paediatric
airways. Anatomy of the paediatric airway
predisposes the child patient to rapid develop-
ment of a compromised airway and respira-
tory failure. As children have an inherently
higher basal metabolic rate than their adult
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counterpart, for example, oxygen consump-
tion in children is approximately twice that in
adults. Resultant to children’s increased
demand for oxygen is a concomitant increase
in alveolar ventilation, defined as the volume
of gas per unit time reaching the alveoli. Sim-
ilarly, the ratio of minute ventilation to func-
tional residual capacity is increased in
children, indicating that the child patient does
not have sufficient oxygen reserve for long-
term perfusion should hypoventilation occur.
Consequently, should apnoea develop, loss of
airway patency occur, or inadequate ventila-
tion be performed, the child patient is pre-
disposed to more rapid desaturation and
development of hypoxaemia.

Anatomical differences between paediatric
and adult airways also account for the risk of
desaturation and complication during seda-
tion and anaesthesia. Children’s airways are
smaller and funnel shaped, with a narrow
and stiffer epiglottis. The more compliant air-
way of children, supported by less cartilage,
makes the child more prone to airway
obstruction by mucus, oedema, or aspiration
of vomitus or other contents. Additionally,
children’s intraoral structures are large rela-
tive to their body size. Infants and children,
for example, have a large tongue capable of
complete airway obstruction if displaced too
far posteriorly; grossly enlarged tonsils can
result in the same outcome. Children may
also have a higher epiglottis relative to adults,
which when combined with larger tissue
sizes, correlates to a greater tissue mass occu-
pying a smaller space. This reality may make
it more difficult to visualize anatomical land-
marks during laryngoscopy and establish and
maintain a patent airway during emergen-
cies®.

The intent of this study is to describe path-
ologic paediatric conditions associated with a
compromised airway which the paediatric
provider may encounter in practice. As each
of these conditions presents significant risk
to outpatient parenteral and enteral moder-
ate sedation, it is highly recommended that
paediatric patients identified with the patho-
logic conditions reviewed below be treated
under general anaesthesia. The risk of com-
plications, including bronchospasm, hypoxa-
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emia, apnoea, and respiratory failure, remain
the same with administration of general
anaesthesia. Patient safety is, however, not
compromised due to the controlled operating
room environment, where advanced equip-
ment and skilled anaesthesiologists are read-
ily available in instances of emergency.
Congenital anomalies may also contribute to
a compromised airway during provision of
treatment, although these conditions will not
be discussed in this review. As described ear-
lier, a thorough history and physical exami-
nation prior to treatment is essential to
affect a positive treatment outcome, while
avoiding adverse respiratory events before,
during, or after the provision of treatment.

Supraglottic infections

Acute epiglottitis

Acute epiglottitis, an inflammation of the epi-
glottis, results from bacterial infection with
Haemophilus influenzae B and most often
presents in boys between three and 7 years
old®. Typically characterized by distress, the
clinical course is abrupt; within 6-24 h, the
inflammation may progress to cardiorespira-
tory arrest and death. Patients may present
with fever up to 40 °C, inspiratory stridor,
muffled voice, and difficulty in swallowing,
and individuals affected are usually postured
upright or leaning forward. Typically, the oral
cavity is associated with excessive salivation
and drooling, and the epiglottis is oedematous
in texture and cherry red in colour. Acute
epiglottic inflammation may also be accompa-
nied by pulmonary oedema, pericarditis, and
septic arthritis, and if upper airway obstruc-
tion is not treated promptly and effectively,
this condition can be fatal. As many as 6% of
children identified with epiglottitis and with-
out an artificial airway die. Yet, if an artificial
airway is established, either by nasotracheal
intubation or tracheostomy, the percentage of
fatal outcomes drops to <1%°.

Croup (laryngotracheobronchitis)

Croup, resulting from parainfluenza virus
infection, usually affects children between
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6 months and 5 years and is characterized by
a slow and gradual onset. The infection mani-
fests clinically with mild fever, stridor on
inspiration, and hoarseness of voice, although
there is only minimal pharyngitis and the
epiglottis appears normal. Radiographic
evaluation often reveals subglottic narrowing,
producing  the  characteristic  inverted
V-shaped appearance of the upper airway of
Steeple’s sign’. Yet radiographic appearance
does not correlate well with disease severity,
and Steeple’s sign may be radiographically
present in a patient without croup as a nor-
mal anatomic variant.

Antiviral agents have been proved to be
beneficial against parainfluenza virus and
many other viral aetiological agents of croup.
Approximately 15% of patients experiencing
croué) have a strong family tendency of dis-
ease’.

Facial cellulitis

Facial cellulitis results from an unresolved
abscess spreading through facial planes of soft
tissue in the head and neck. Various patterns
of cellulitis have been documented as seque-
lae to dental infection, but two forms, Lud-
wig’s angina and cavernous sinus thrombosis,
are especially threatening.

Ludwig’s angina

Ludwig’s angina defines an aggressive, rapidly
progressing cellulitis involving the sublingual,
submandibular, and submental spaces and
was first described in 1836. Patients presented
with a marked neck swelling, progressing to
encompass facial spaces between the larynx
and floor of the mouth, as Ludwig described
diffuse, indurated oedema of the submandib-
ular and sublingual spaces. The condition was
almost universally fatal.

Although uncommon, this cellulitis most
often affects children, young adults, and
immunocompromised patients following den-
tal infection. Extreme pain, swelling, and
oedema occur in nearly all patients, and
fever, fetid breath, and trismus can also
occur; in its most severe form Ludwig’s
angina can result in swelling extending to the

clavicles. More commonly, spread of infection
into the sublingual space results in posterior
elevation, enlargement, and protrusion of the
tongue, causing dysphagia, dysphonia, and
difficulty in respiration. Spread of infection
into the submandibular facial plane often
manifests with neck tenderness above the
hyoid bone, whereas laryngeal oedema sug-
gests involvement of the lateral pharyngeal
space. More general signs and symptoms sug-
gestive of spread of infection into any of these
facial planes include tenderness in the floor
of the mouth, restricted neck movement, dys-
arthria, and sore throat’. Tachycardia and tac-
hypnoea, stridor, and a need to remain
upright in order to breathe, however, indicate
airway obstruction secondary to oedema,
swelling, and distortion of airway anatomy.
Airway mismanagement of patients present-
ing with these latter symptoms of infection
may end in death®.

Additionally, in rare clinical circumstances,
bilateral sialadenitis or sialolithiasis may mani-
fest as a Ludwig’s angina infection. In order to
avoid clinical mismanagement, such cases
should be managed as a Ludwig’s angina until a
definitive diagnosis is made otherwise®.

Cavernous sinus thrombosis

Encased between the meningeal and perio-
steal layers of the dura is the cavernous sinus,
a susceptible site for spread of infection
involving maxillary teeth. Cavernous sinus
thrombosis may result when dental infection
involving the maxillary anterior teeth perfo-
rates the maxillary buccal plate and extends
into the canine space, eventually spreading
into the cavernous sinus. Similarly, infection
affecting maxillary premolars and molars may
result in cavernous sinus thrombosis if an
abscess is severe enough to perforate the
buccal cortical plate and extend into the
maxillary sinus, ptyergopalatine space, or
infratemporal fossa. In such cases, dental
infection reaches the cavernous sinus at the
cranial vault.

Clinically, cavernous sinus thrombosis pre-
sents with a range of symptoms, although
infection can usually be identified by oede-
matous swelling in the lateral nasal and
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periorbital areas. Yet, patients may also expe-
rience advanced toxaemia. In such cases,
signs and symptoms of infection may range
from tachycardia and tachypnoea to irregular
breathing and meningitis. In the very worst
cases, brain abscesses, and death if untreated,
may result'®!'!,

Benign tumours

Laryngeal papillomatosis

Laryngeal papillomatosis, the most common
benign childhood laryngeal tumour diagnosed
in approximately 1500 children per year'?,
typically affects children prior to age 7 and is
first identified by a change in voice character.
The benign growths are likely a tissue
response to human papilloma virus, and
although malignant transformation is uncom-
mon, degeneration can occur in older chil-
dren. These papillomas usually spontaneously
regress at puberty, although it is not impossi-
ble that they progress into adulthood'’.

Some degree of airway obstruction affects
approximately 40% of patients with this con-
dition. Despite the tumour’s benign character,
the location of the growths and their ten-
dency to recur make the condition trouble-
some for those patients undergoing sedation
and general anaesthesia'®.

Lymphangioma

A lymphangioma is a benign hamartomatous
tumour of lymphatic tissues, most likely rep-
resenting a developmental malformation aris-
ing from sequestrations of lymph tissue
failing to communicate normally with the rest
of the lymphatic system; it is unlikely that
these growths are true neoplasms'>. The most
common lymphangioma subtypes include
lymphangioma simplex and cavernous and
cystic lymphangioma.

Approximately 50% of lymphangiomas are
noted at birth, and 90% develop by 2 years
of age. Most tumours are noted in the head
and neck region, with up to 75% of all
growths occurring there. Oral lymphangio-
mas, for example, are frequently noted devel-
oping on the anterior two-thirds of the
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tongue and may result in macroglossia; other
oral lymphangiomas may cause swelling of
the mouth and lips as well as involvement of
the upper respiratory tract. Growths that
compromise respiratory function can result in
dysphagia with increasing size, and rapid
tumour growth secondary to upper respira-
tory tract infection or blocked lymphatic
drainage can further exacerbate already-com-
promised respiratory function'®.

Oftentimes, secondary haemorrhage into
lymphatic spaces may result in a purple
appearance of the lymphatic tumour'”.

Trauma

Cervical spine injury

Cervical spine injury, occurring in <2% of
children with multi-system trauma, is associ-
ated with significant morbidity and mortality,
occurs with an incidence of approximately 40
per 1 million cases, and is most often a result
of blunt force cervical trauma'®; Down'’s syn-
drome and hypoplasia or absence of the
odontoid process are also common aetiologies
for spinal instability subsequent to trauma.
Bony traumatic injury usually occurs in chil-
dren under 8 years old and affects cervical
vertebrae C; through C, although trauma
affecting stability of the occiput, C;, or C,
has the most serious implications. If chronic
instability results as a consequence of trauma,
progressive myelopathy may result; acute
impingement and death are possible with
severe instability' 2"

Head or facial injury

Management of the paediatric patient with a
history of maxillofacial trauma must consider
anatomical and physiological differences
between children and adults, concomitant
injury, the child’s stage of growth and devel-
opment, and the patient’s specific injuries
and the areas those injuries affect>>. The most
serious complication following trauma is air-
way obstruction, although facial trauma in
the absence of airway compromise rarely
causes life-threatening conditions. Obstruc-
tion may be resultant secondary to laryngeal
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fracture, bony disruption, and bony displace-
ment, and airway compromise may be imme-
diate or delayed. Aspiration of foreign objects
or body fluids may result in sudden compro-
mise whereas soft tissue damage or displace-
ment, haemorrhage and haematoma, and
oedema may cause delayed airway obstruc-
tion post-trauma.

Other serious sequelae to maxillofacial
trauma include cerebral damage, midface
deformity, and undiagnosed cervical spine
injury; the serious implications of the last
injury were discussed above®*?*. Knowledge
of potential adverse outcomes of head and
facial injury provides useful strategies for
patient care and prevention of complica-

tions?°.

Rare conditions

Juvenile rheumatoid arthritis

An uncommon condition, with a reported
incidence of approximately 13.9/100,000 chil-
dren per year among Caucasians®, juvenile
rheumatoid arthritis is important to the den-
tal clinician because of its affect on both the
cervical spine and temporomandibular joint.
Injuries involving atlanto-axial subluxation
and cervical spine fusion are more frequently
described in the literature?®??, but the tempo-
romandibular joint is affected in as many as
40% of patients with RA. Typically, joint
involvement is bilateral and occurs late in the
disease with signs and symptoms including
stiffness, crepitation, pain to palpation, and
trismus; clenching of the teeth on one side
results in pain on the contralateral joint.
Limited range of mandibular motion often
results because of synovitis on the joint.
Although ankylosis of the temporomandib-
ular joint in rheumatoid arthritis is infre-
quent, this condition can impact the sedation
provider, as destruction of the condylar head
may result in micrognathia, a receding chin,
and resultant malocclusion®®*'. In cases of
ankylosis, radiographic presentation of the
condyle is also altered: the condylar head is
flattened, the temporal fossa irregularly
shaped, and the condyle anteriorly displaced.
Permanent joint subluxation is radiographi-

cally and clinically apparent in severe cases of
ankylosis and has been reported in the litera-
ture’>>,

Cricoarytenoid arthritis is also common in
patients with generalized rheumatoid arthritis
and is most commonly associated with pain
on swallowing, hoarseness of voice, dysp-
noea, stridor, and tenderness of the lar-
ynx®>*,

Temporomandibular joint ankylosis

Ankylosis describes a fusion of body parts, is
characterized as fibrous or bony, and can be
classified as either intra- or extra-articular.
Fibrous ankylosis typically results from infection
and is more commonly seen in the temporo-
mandibular joint, especially after trauma-
induced haemorrhage and haemarthrosis;
conversely, osseous ankylosis results subse-
quent to nonhaemorrhagic infection. Intra-
articular ankylosis of the temporomandibular
joint is characterized by destruction of the
meniscus and temporal fossa, thickening and
flattening of the condylar head, and a nar-
rowing of the joint space, whereas extra-artic-
ular involvement produces an external
fibrous or osseous encapsulation of the joint
and is less common. Literature documents
that post-traumatic infection accounts for
approximately one-half of temporomandibu-
lar joint ankylosis, representing its most com-
mon cause, whereas 30% of all cases result
from aseptic trauma’’. The remaining 20% of
cases result from rheumatoid arthritis or are
idiopathic®®.

Temporomandibular joint ankylosis primar-
ily occurs in the first decade of life, affecting
males and females equally. Although most
cases are unilateral, joint ankylosis causes an
inability to open the mouth and is character-
ized by an opening shift of the mandible
toward the ankylosed side; the condition
gradually worsens with time and may be
characterized by pain, tenderness, and maloc-
clusion. In severe cases, the mandible may be
almost completely immobile, and as tissues
occupy the joint space, the mandible may
gradually protrude. In young children with
severe ankylosis, hemifacial microsomia
may become clinically apparent because of
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diminished mandibular
affected side®”.

growth on the

Goitre

A goitre is an enlargement of the thyroid
gland and may be broadly categorized into
four subtypes. A congenital goitre is typically
sporadic in occurrence and may be a conse-
quence of a synthesis defect of foetal thyrox-
ine, T4, fortunately, such a defect in hormone
synthesis is extremely rare, with a reported
incidence of 1/30,000-50,000 live births. Sec-
ond, an endemic goitre (cretinism) is associ-
ated with an iodine deficiency in which a
goitre results from compensatory hypertrophy
or hyperplasia of thyroid tissue to overcome
this deficiency. Third, a sporadic goitre results
from defective synthesis of thyroid hormone
and is often diagnosed by its early onset,
occurrence in siblings, and characteristic
hypothyroidism. Finally, an intratracheal goi-
tre results from the ectopic location of thyroid
tissue within the trachea. If tracheal obstruc-
tive manifestations are mild, administration of
L-thyroxine may be used in management to
decrease goitre size. In the most severe cases
of obstruction, surgical intervention is man-
dated®>"-?%,

Carcinomas

Oropharyngeal carcinomas and neoplasms of
the oral cavity, although rarely reported in
the paediatric population, combined comprise
approximately 30,000 new cases of cancer per
year in the USA*®. The former are usually lar-
ger in size than oral neoplasms and com-
monly first present with pain and difficulty
swallowing. Approximately 75% of lesions
originate from the tonsilar and soft palate
areas, and the remainder from the base of the
tongue. At the time of diagnosis, 8% of oro-
pharyngeal lesions have metastasized to sur-
rounding tissues; the more posterior and
inferior the tumour at time of diagnosis, the
greater the chance of lymphatic spread.
Similarly, irradiation to the head and neck
to treat childhood malignancy often induces
changes in soft tissues of the larynx, affecting
both size and mobility. For example, in supra-
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glottic laryngeal carcinoma and pharyngeal
abscess formation, the unobstructed airway in
the conscious patient becomes difficult to
secure in the sedated patient™°.

Miscellaneous

Morbid obesity

Morbidly obese patients, or those with a body
mass index >40 for both height and weight,
present with both compromised respiratory
and cardiovascular systems, restrictive lung
disease that is many times severe, and varia-
tions in airway physiology compared to thin-
ner individuals. Commonly, accumulation of
adipose tissue on the neck and thorax results
in a decrease in chest wall compliance and
concomitant increase in airway resistance.
Likewise, loss of pharyngeal muscle tone
adversely affects pharyngeal patency, leading
to upper airway narrowing, turbulent airflow,
and snoring®' ™. Upper airway obstruction in
morbidly obese patients resultant to spreading
facial and cervical infection can be potentially
fatal due to the inability to secure an already
compromised airway?***.

Obesity is of increasing concern to the den-
tal provider, especially because of the increas-
ing prevalence of this condition. The most
recent NHANES survey, conducted between
1999 and 2002, identified 16% of children
are obese and an additional 31% are at risk
for becoming obese. These new statistics
represent an approximate 300% increase in
childhood obesity since the 1960s°.

Gastro-oesophageal reflux disease

Gastro-oesophageal reflux disease (GERD) is
relatively common, affecting approximately
7% of the population daily and 36% of indi-
viduals on a monthly basis®>, and is defined
as the regurgitation of acidic stomach con-
tents into the oesophagus. This condition is
characterized by posterior laryngitis, hypertro-
phic interarytenoid tissue, and oedematous
vocal folds, as well as vocal fold granulation
tissue; supraglottic oedema and subglottic
inflammation may also be clinically detect-
able. It is also possible that already-existing
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chronic laryngeal oedema may be exacerbated
by GERD™.

Literature critique and analysis suggest that
GERD has a causative role in subglottic steno-
sis, recurrent croup, chronic cough, and
apnoea, and is also a significant cofactor in
laryngomalacia, true vocal cord nodules, and
recurrent choanal stenosis. Literature also
supports that GERD is an important inflam-
matory cofactor in chronic sinusitis, otitis,
and bronchitis and may result from chronic
illness in older patients'®2%*7.

Finally, although supraglottic stenosis and
collapse have not been identified to occur
commonly in association with GERD, its
occurrence has been documented in the liter-
ature. Such stenosis, if present, compromises
a clinician’s ability to secure and maintain a
patent airway”®.

Supraglottic airway stenosis

Supraglottic airway stenosis refers to condi-
tions that affect the diameter of the glottic
lumen and should be among the differential
diagnosis of patients experiencing chronic
upper airway obstruction following tracheal
or laryngeal surgery®®. However, conditions
resulting in supraglottic stenosis may be both
congenital and acquired. The former is associ-
ated with laryngomalacia and anterior place-
ment of supraglottic and intra-arytenoid
webs, and the latter with trauma.

Clinical findings in patients with supraglot-
tic stenosis include thickened laryngeal soft
tissues, a posteriorly displaced epiglottis, and
anterior placement of otherwise posterior
supraglottic structures. In some cases of steno-
sis, collapse of the epiglottis may be observed
resultant to anterior pressure or a lack of
anterior support entirely. The latter can occur
due to relaxation of either the hypoepiglottic
ligament or suspensory muscles of the hyoid
bone®’.

Finally, acquired airway stenosis represents
the most serious long-term complication of
endotracheal intubation in children. In such
cases, trauma from mechanical abrasion and
pressure necrosis of laryngeal tissues cause
ulcerations that, when healed, result in gran-
ulation and scar tissue formation. Although

most granulation tissue resolves without
adverse sequelae, some does become fibrous
scar tissue, contracting and decreasing the size
of the glottic lumen, resulting in an irregu-
larly shaped glottic opening. Similarly, if the
duct of a mucous gland is obstructed by scar
tissue formation following traumatic intuba-
tion, a cyst may develop resultant to mucous
accumulation in the duct. If significant
enough in size, the laryngeal lumen size and
shape may be compromised, resulting in air-
way compromise’’.

Premature birth

Prematurity is medically defined as liveborn
infants who are delivered prior to 37 weeks
gestation, and low birthweight, defined as a
mass <2500 g, is often a consequence of pre-
mature birth®. Resultant to medical advances,
however, there has been continued and grad-
ual improvement in the survival rates of
premature infants weighing <1500 g at birth,
or so-called very low birthweight infants.
Because of increases in survival rates of pre-
mature infants, though, the prevalence of
bronchopulmonary dysplasia and its milder
form, chronic lung disease of prematurity,
have increased.

In children affected by bronchopulmonary
dysplasia, initial air trapping usually improves
within the first 4 years of life, but small airway
obstruction which is slow to improve is sugges-
tive of dysanaptic lung growth; other severe
complications include asthma-like symptoms,
airway hyper-reactivity, increased airway
resistance, and apnoea. These varied pulmo-
nary complications of bronchopulmonary dys-
plasia remain long-term abnormalities®' >,

Conclusion

Treatment options exist for completing
needed dental care in those patients present-
ing with the conditions described above,
including in-office treatment with moderate
sedation medications as well as treatment
under general anaesthesia. Yet due to the
likely fragile condition of many of these
patients, and possibility of concomitant medi-
cal conditions affecting airway management,
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it is advisable that extensive dental needs
necessitating pharmacological intervention be
completed in a controlled environment. In
these instances, patient safety is assured, loss
of the airway can be avoided, and rescue
efforts can be initiated, if indicated. In-office
moderate sedation may be contraindicated,
and only small, short procedures should be
completed by individuals who are adequately
trained; advanced airway training is impera-
tive for the patient who presents with an
already compromised airway, as in those
cases described above. Should an emergency
fail to be identified, changes in airway func-
tion may result in hypoventilation, desatura-
tion, and in the worst cases, death. In these
instances, a regulated clinical environment is
required, and it becomes imperative that den-
tal treatment is rendered in a controlled clini-
cal setting such as the operating room to
assure and maintain patient safety, avoiding
emergencies.

In each of the cases described, however,
the most successful patient management
begins with identification of the problem and
a thorough understanding of the patient’s
medical history. All patients with potentially
compromised airways should be evaluated for
mandibular opening and visibility of oropha-
ryngeal landmarks upon opening, as well as
for the size of the mandibular space. Addi-
tionally, known anatomical factors contribut-
ing to difficult airway management must be
accounted for in patient care. Nonetheless,
when a team approach and effective commu-
nication are employed in patient care, compli-
cations before, during, and after treatment
with sedation and general anaesthesia can be
avoided.

What this paper adds

e Review of paediatric versus adult airway physiology.

e Review of pathologic conditions which the paediatric
provider may encounter in practice.

Why this paper is important to paediatric dentists

e Importance in ascertaining a thorough medical history
prior to treatment.

e Patient safety in provision of dental treatment.

o Ability to differentiate between normal and abnormal
airway conditions and make recommendations for
treatment in dental office versus operating room.
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