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Abstract

Facial nerve palsy (FNP) in children is an uncommon but clinical-
ly relevant neurological condition with a broad and age-dependent 
etiological spectrum. In contrast to adults, pediatric patients present 
distinct diagnostic challenges related to limited cooperation, subtle 
clinical signs, and differences in underlying causes, particularly in 
neonates and young children. These factors may complicate early as-
sessment, severity grading, and management decisions. This narrative 
review summarizes current evidence on pediatric FNP, focusing on 
age-related diagnostic considerations, etiological evaluation, severity 
grading, and evidence-based management. Bell’s palsy represents the 
most frequent cause of FNP in older children and is generally associ-
ated with a favorable prognosis. Accurate differentiation between par-
tial and complete facial palsy at presentation is essential, as severity 
is a key prognostic factor and guides follow-up intensity and diagnos-
tic workup. Routine neuroimaging and extensive investigations are 
not required in children with typical, isolated facial palsy and partial 
weakness, while targeted diagnostic evaluation should be reserved for 
atypical presentations, complete paralysis, associated neurological 
deficits, or lack of early clinical improvement. Corticosteroid therapy 
may be considered in moderate to severe cases of Bell’s palsy when 
initiated early, whereas routine antiviral treatment and surgical inter-
ventions are not supported by current pediatric evidence. Most chil-
dren experience spontaneous recovery, and rehabilitation strategies 
should be individualized. An age-specific, severity-based, and etiolo-
gy-driven approach is essential for optimal management of pediatric 
FNP, helping to avoid unnecessary investigations and overtreatment 
while ensuring appropriate follow-up and care.
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Introduction

Facial nerve palsy (FNP) in children represents a distinct clini-
cal entity that differs substantially from adult facial paralysis 
in terms of etiology, diagnostic challenges, management strat-
egies, and prognosis. Although idiopathic peripheral facial 
palsy (Bell’s palsy) remains the most common cause, pediatric 
FNP encompasses a broad spectrum of congenital, infectious, 
inflammatory, traumatic, and systemic conditions that require 
careful evaluation [1–3].

One of the principal challenges in pediatric FNP is diag-
nostic uncertainty. Unlike adults, children—particularly neo-
nates and infants—may be unable to cooperate during clinical 
examination, making the identification of facial asymmetry, 
the affected side, and the severity of paralysis difficult [4, 5]. 
Moreover, the clinical signs typically used in adults, such as 
voluntary facial expressions or eye closure asymmetry, may 
be subtle or unreliable in younger age groups. As a result, mis-
classification of severity and delayed diagnosis are not uncom-
mon in pediatric practice [2, 6].

A further critical issue is the differentiation between par-
tial (incomplete) and complete (total) facial palsy, which has 
major implications for prognosis, monitoring, and manage-
ment. Partial facial palsy in children is generally associated 
with an excellent prognosis and often resolves spontane-
ously, whereas complete paralysis warrants closer follow-up 
and, in selected cases, further diagnostic investigations [3, 
7]. The early and systematic use of validated grading sys-
tems, such as the House–Brackmann scale, is therefore es-
sential for clinical decision-making and longitudinal assess-
ment [7, 8].

In addition, pediatric FNP should be approached in an 
age-specific manner. Neonatal and early infantile facial palsy 
is frequently related to birth trauma or congenital syndromes 
and differs markedly from facial palsy in older children and 
adolescents, whose etiological profile increasingly resembles 
that of adults [4, 9]. Failure to recognize these age-related dif-
ferences may lead to inappropriate investigations or overtreat-
ment.

The aim of this narrative review is to provide a clinically 
oriented synthesis of current evidence on pediatric FNP, with 
particular emphasis on diagnostic challenges, age-based evalu-
ation, severity grading, and evidence-supported management 
strategies. By focusing on practical aspects of daily clinical 
care, this review seeks to clarify common areas of uncertainty 
and highlight gaps requiring further research.
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Definition and Classification of Pediatric FNP

FNP is defined as weakness or paralysis of the muscles inner-
vated by the seventh cranial nerve (VII CN), resulting in im-
paired facial movement and asymmetry. In pediatric patients, 
FNP may be classified according to anatomical localization, 
severity, and temporal course, each of which has diagnostic 
and prognostic relevance.

Peripheral versus central FNP

From a clinical standpoint, pediatric FNP is most usefully 
categorized as peripheral or central. Peripheral FNP results 
from lesions affecting the facial nerve nucleus or its extrac-
ranial course and is characterized by weakness of both the 
upper and lower facial muscles on the affected side, includ-
ing the forehead [10, 11]. In contrast, central facial palsy, 
typically due to supranuclear lesions, spares the forehead 
because of bilateral cortical innervation and is usually asso-
ciated with additional neurological deficits [12, 13]. While 
central causes are rare in children, they have to be consid-
ered in cases with atypical presentation or associated neuro-
logical signs [14].

Partial versus complete facial palsy

Severity-based classification is of paramount importance in pedi-
atric FNP. Partial (incomplete) facial palsy refers to preserved 
but weakened facial movements, whereas complete (total) facial 
palsy denotes the absence of voluntary movement in all facial 
regions on the affected side. This distinction is not merely de-
scriptive but directly influences prognosis and management. Par-
tial palsy in children is associated with high rates of spontaneous 
recovery, often exceeding 90%, whereas complete palsy carries a 
higher risk of delayed recovery and residual deficits [3, 7].

The House–Brackmann grading system remains the most 
widely used tool for assessing facial nerve function in both 
adults and children (Table 1). Despite certain limitations in 
very young or uncooperative patients, early application of this 
grading system allows objective documentation of severity, 
guides follow-up intensity, and supports treatment decisions, 
particularly in cases of complete paralysis [7, 8].

Age-Based Diagnostic Approach to Pediatric 
FNP

An age-specific diagnostic framework is essential for the ac-

Table 1.  The House-Brackmann Grading System

Grade Description Characteristics
I Normal Normal facial function in all areas.
II Mild dysfunction Gross: Slight weakness noticeable only on close in-

spection; may have very slight synkinesis.
At rest: Normal symmetry and tone.
Motion:
– Forehead: Moderate to good function.
– Eye: Complete closure with minimum effort.
– Mouth: Slight asymmetry.

III Moderate dysfunction Gross: Obvious but not disfiguring difference between two sides; notice-
able but not severe synkinesis, contracture, or hemifacial spasm.
At rest: Normal symmetry and tone.
Motion:
– Forehead: Slight to moderate movement.
– Eye: Complete closure with effort.
– Mouth: Slight weakness with maximum effort.

IV Moderately severe dysfunction Gross: Obvious weakness and/or disfiguring asymmetry.
At rest: Normal symmetry and tone.
Motion:
– Forehead: None.
– Eye: Incomplete closure.
– Mouth: Asymmetric with maximum effort.

V Severe dysfunction Gross: Only barely perceptible motion.
At rest: Asymmetry.
Motion:
– Forehead: None.
– Eye: Incomplete closure.
– Mouth: Slight movement.

VI Total paralysis No movement in any region.
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curate evaluation of pediatric FNP, as the underlying causes 
and clinical features vary significantly across different devel-
opmental stages.

Neonates and newborns

FNP presenting at birth or in the neonatal period is most com-
monly related to birth trauma, particularly following pro-
longed labor, instrumental delivery, or malpositioning during 
delivery [4, 15]. Postpartum facial palsy typically manifests as 
unilateral weakness noted during crying or feeding and is often 
transient, with spontaneous recovery occurring within weeks 
to months [15]. Congenital causes, including facial nerve 
agenesis or syndromic conditions such as Moebius syndrome 
(MBS) should be suspected in cases of bilateral palsy, associ-
ated craniofacial anomalies, or absence of recovery [9, 16].

Clinical assessment in neonates is particularly challeng-
ing, as facial asymmetry may be subtle at rest and more appar-
ent only during crying. Careful observation during feeding and 
crying, combined with a detailed perinatal history, is therefore 
essential [4].

Infants and young children

In infants and young children, infectious and inflammatory 
etiologies become more prominent. Acute otitis media, viral 
infections, and Lyme disease are well-recognized causes of 
pediatric FNP in this age group [2, 17]. Unlike adults, clas-
sical signs such as incomplete eye closure or the Charles Bell 
phenomenon may be difficult to assess reliably, emphasizing 
the importance of repeated examinations and parental observa-
tions [5].

Older children and adolescents

In older children and adolescents, the etiological spectrum of 
FNP increasingly resembles that seen in adults, with Bell’s 
palsy accounting for the majority of cases [1, 3]. Functional 
or psychogenic facial weakness should also be considered in 
adolescents presenting with atypical features or inconsistent 
examination findings [18]. At this age, standardized grading 
systems and patient-reported symptoms can be applied more 
reliably to guide management and follow-up.

Etiology of Pediatric FNP

The etiology of pediatric FNP is heterogeneous and strongly 
influenced by age, clinical presentation, and severity of paraly-
sis. Although idiopathic peripheral facial palsy (Bell’s palsy) 
remains the most frequent diagnosis, accounting for the ma-
jority of cases in older children, a wide range of infectious, 
congenital, inflammatory, traumatic, and systemic causes have 
to be considered, particularly in atypical or severe presenta-
tions [1–3].

Bell’s palsy typically presents as acute, unilateral periph-
eral FNP without systemic illness and carries a favorable prog-
nosis in children [1, 7]. Viral triggers, including herpes sim-
plex virus (HSV) and varicella–zoster virus (VZV), have been 
implicated, although definitive causality remains unproven in 
pediatric populations [19, 20]. Infectious causes such as Lyme 
disease and Epstein–Barr virus (EBV) infection represent im-
portant differential diagnoses, especially in endemic regions 
or in cases with systemic symptoms, bilateral involvement, or 
incomplete recovery [17, 21, 22].

Inflammatory and autoimmune conditions, including 
Guillain–Barré syndrome (GBS), should be suspected when 
facial palsy is bilateral or associated with limb weakness, are-
flexia, or cranial polyneuropathy [23–25]. In such cases, FNP 
is rarely isolated and often reflects broader neurological in-
volvement.

Congenital and syndromic causes, such as MBS and Mel-
kersson–Rosenthal syndrome, are rare but uniquely pediatric 
entities. These conditions typically present early in life, often 
with bilateral facial weakness and associated craniofacial or 
neurological abnormalities, and require specialized diagnostic 
and rehabilitative approaches [9, 16].

Traumatic FNP may occur following temporal bone frac-
tures, birth-related injury, or iatrogenic damage during otolog-
ic or parotid surgery. The onset may be immediate or delayed, 
and prognosis depends on the extent of nerve injury and the 
timing of intervention [8, 26, 27]. Neoplastic causes of pediat-
ric FNP are rare and usually characterized by progressive or re-
current symptoms rather than acute onset, warranting targeted 
imaging when suspected [14, 28].

The most common and clinically relevant etiologies, strat-
ified by age, presentation, and level of evidence, are summa-
rized in Table 2.

Clinical Assessment and Diagnostic Workup

Accurate clinical assessment is fundamental in the evaluation 
of pediatric FNP and represents the cornerstone of diagnostic 
decision-making. A structured neurological examination al-
lows early identification of disease severity, anatomical locali-
zation, and potential red flags suggestive of secondary or seri-
ous underlying pathology. Given the heterogeneous etiology 
of pediatric FNP, careful clinical stratification is essential to 
guide follow-up intensity and the need for further investiga-
tions [3, 7].

Clinical assessment and severity grading

A thorough neurological examination remains the cornerstone 
of assessment in pediatric FNP. Early differentiation between 
partial and complete facial paralysis is essential, as it direct-
ly influences prognosis, follow-up intensity, and subsequent 
management decisions [3, 7]. Clinical evaluation should focus 
on facial symmetry at rest, voluntary facial movements, degree 
of eye closure, forehead involvement, and the presence of as-
sociated neurological signs.
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Objective severity grading at presentation and during 
follow-up is strongly recommended. The House–Brackmann 
grading system should be applied to document disease pro-
gression or recovery, although assessment may be challenging 
in neonates and very young children [7, 8]. Despite these limi-
tations, the House–Brackmann scale remains the most widely 
used clinical tool for severity classification and provides a 
practical framework for prognostic stratification, follow-up 
planning, and treatment considerations in pediatric practice 
(Table 1).

In cases of complete facial paralysis, closer clinical sur-
veillance is warranted. Daily or frequent monitoring by clini-
cians, caregivers, or trained nursing staff may facilitate early 
recognition of recovery, exposure-related ocular complica-
tions, or evolving neurological signs requiring reassessment 
[3, 8].

Accurate clinical assessment is fundamental in the evalu-
ation of pediatric FNP and represents the cornerstone of di-
agnostic decision-making. A structured neurological examina-
tion allows early identification of disease severity, anatomical 
localization, and potential red flags that may indicate second-
ary or serious underlying pathology. Given the wide etiologi-
cal spectrum of pediatric FNP, careful clinical stratification is 
essential to guide follow-up intensity and the need for further 
investigations.

Anatomical localization: central versus peripheral facial 
palsy

Clinical differentiation between central (upper motor neuron) 
and peripheral (lower motor neuron) facial palsy is a critical 
early step in the diagnostic process, guiding subsequent imag-
ing and etiological investigation. Central facial palsy typically 
spares the forehead and is often associated with additional 

neurological deficits, whereas peripheral facial palsy involves 
the entire hemiface and reflects pathology affecting the facial 
nerve itself [14, 28].

A schematic overview of the typical patterns of facial 
weakness is provided in Figure 1, serving as a practical aid 
for initial neurological localization during clinical assessment.

Imaging and additional investigations

Neuroimaging is not routinely required in children present-
ing with typical, uncomplicated peripheral facial palsy and 
favorable early clinical evolution. However, imaging should 
be considered in the presence of atypical features, including 
progressive or recurrent symptoms, bilateral facial palsy, lack 
of clinical improvement over time, or associated neurological 
deficits [3, 14, 28].

Magnetic resonance imaging (MRI) is the preferred mo-
dality when central nervous system (CNS) pathology, inflam-
matory conditions, neoplastic processes, or structural lesions 
are suspected. Computed tomography (CT) may be indicated 
in cases of traumatic facial palsy, particularly when temporal 
bone fractures are suspected [8, 26]. Additional laboratory test-
ing or neurophysiological studies should be guided by clinical 
suspicion and the underlying etiological context rather than 
performed routinely [3, 7].

Management of Pediatric FNP

Management of pediatric FNP should be individualized ac-
cording to etiology, patient age, and severity of paralysis, 
with particular emphasis on the distinction between partial 
and complete palsy. Given the generally favorable progno-
sis observed in most pediatric cases, overtreatment should be 

Table 2.  Major Etiologies of Pediatric Facial Nerve Palsy According to Age, Clinical Presentation, and Evidence Level

Etiology Typical age group Clinical presentation Key diagnostic clues Representative 
references

Level of evi-
dence (CEBM)

Bell’s palsy 
(idiopathic)

Older children, 
adolescents

Acute unilateral peripheral 
FNP, partial > complete

No systemic illness, rapid 
onset, favorable prognosis

[1, 3, 7] III

Birth-related 
(postpartum) palsy

Neonates Facial asymmetry dur-
ing crying/feeding

History of difficult or 
instrumental delivery

[4, 15] IV

Congenital/syn-
dromic (MBS)

Neonates, infancy Bilateral facial weak-
ness, ophthalmoplegia

Absence of recovery, 
craniofacial anomalies

[9, 16] IV

Infectious (Lyme 
disease, EBV)

Infants, children Acute unilateral or bilateral 
palsy ± systemic symptoms

Tick exposure, fever, 
rash, lymphadenopathy

[17, 21, 22] III

Otitis media–related Infants, young 
children

Facial palsy with 
ear symptoms

Otalgia, fever, oto-
scopic findings

[23] IV

Guillain–Barré 
syndrome

Children, ado-
lescents

Bilateral or sequential 
palsy ± limb weakness

Areflexia, progres-
sive symptoms

[23–25] III

Traumatic/iatrogenic All pediatric ages Immediate or delayed palsy Head trauma, temporal 
bone fracture, surgery

[8, 26, 27] IV

Neoplastic/structural Rare (all ages) Progressive or recurrent palsy Lack of recovery, ad-
ditional neurological signs

[14, 28] IV
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avoided, especially in children with partial paralysis and early 
clinical improvement. Management decisions should therefore 
be etiology-driven and severity-based rather than protocol-
oriented. An indication-based overview of recommended and 
non-recommended management strategies across the most 
common pediatric scenarios is provided in Table 3.

Bell’s palsy in children

Bell’s palsy represents the most common cause of pediatric 
FNP and remains one of the most debated entities in terms 
of optimal management. Although corticosteroids are widely 
prescribed in clinical practice, high-quality evidence in pedi-
atric populations remains limited compared with adult studies. 
Available data suggest that early administration of corticos-
teroids, ideally within 72 h of symptom onset, may accelerate 
recovery and improve facial symmetry, particularly in children 
presenting with moderate to severe facial palsy [7, 29]. Treat-
ment courses are typically short and weight-adjusted, with 
careful consideration of potential adverse effects.

As outlined in Table 3, routine pharmacological treatment 
is not required in children with partial facial palsy and early 
clinical improvement, whereas corticosteroid therapy may be 
considered in moderate to severe cases when initiated within 
the first 72 h. This severity-based approach aims to balance 
potential therapeutic benefit against the risk of unnecessary 
medication exposure.

The routine use of antiviral therapy in pediatric Bell’s 
palsy is not supported by current evidence. Antivirals may 
be considered in selected cases with suspected viral etiology; 
however, available data do not demonstrate a clear benefit 
when used as monotherapy, and their adjunctive role remains 
uncertain [30, 31].

Surgical intervention has no role in the routine manage-
ment of pediatric Bell’s palsy. Facial nerve decompression or 
reconstructive procedures should be reserved for exceptional 
cases with documented nerve compression, traumatic injury, 

Table 3.  Management of Pediatric Facial Nerve Palsy: Indication-Based Approach

Etiology/scenario Recommended 
management When to consider treatment When NOT recommended Key ref-

erences
Bell’s palsy – partial palsy Observation, eye care Mild weakness (HB II–III), 

early improvement
Routine steroids or antivirals [3, 7]

Bell’s palsy – moderate/severe Corticosteroids (short, 
weight-adjusted course)

Initiation ≤ 72 h, HB IV–V Delayed presenta-
tion, mild palsy

[7, 29]

Bell’s palsy – antivirals Not routine Selected cases with 
strong viral suspicion

Monotherapy or routine use [30, 31]

Lyme disease–associated palsy Antibiotic therapy Endemic area, positive serology Delayed treatment [17, 22]
GBS with facial palsy IVIG or plasmapheresis Based on neurological severity Facial palsy alone [23, 25]
Traumatic palsy Surgical consultation Evidence of nerve disruption Incomplete palsy 

with recovery
[8, 26]

Physiotherapy Targeted facial exercises Delayed recovery, re-
sidual weakness

Routine early use 
in mild cases

[26, 33]

Electrical/laser stimulation Not routinely recommended Experimental settings only Routine pediatric use [34, 35]

Figure 1. Schematic representation of upper motor neuron (central) 
and lower motor neuron (peripheral) facial palsy patterns. The figure 
illustrates basic anatomical and clinical differences relevant to initial 
neurological assessment (Photo by Dr. Rahul Bagla ENT Textbook, 
used with permission).
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or neoplastic involvement, and only after a prolonged absence 
of spontaneous recovery [26, 32].

Management of other etiologies

Management of secondary causes of pediatric FNP is directed 
primarily toward treatment of the underlying condition. In 
Lyme disease–associated facial palsy, prompt initiation of ap-
propriate antibiotic therapy is essential and is associated with 
excellent neurological outcomes [17, 22]. In GBS, facial nerve 
involvement is rarely isolated, and treatment with intravenous 
immunoglobulin (IVIG) or plasmapheresis is guided by over-
all neurological severity rather than facial palsy alone [23, 25].

Traumatic FNP may require early surgical consultation 
when radiological findings or clinical progression suggest 
nerve disruption or severe axonal injury. In contrast, incom-
plete traumatic palsy with evidence of early recovery is gen-
erally managed conservatively [8]. Across all secondary eti-
ologies, multidisciplinary evaluation and etiology-specific 
management remain central to optimizing outcomes.

Rehabilitation and Supportive Care in Children

Rehabilitation strategies in pediatric FNP differ from those in 
adults. Most children experience spontaneous recovery, and 
routine physiotherapy is not universally required. Facial ex-
ercises and targeted rehabilitation may be beneficial in cases 
with delayed recovery, residual weakness, or following surgi-
cal nerve repair [26, 33].

The use of electrical stimulation in children remains con-
troversial due to limited evidence, potential discomfort, and 
concerns regarding synkinetic or spastic sequelae; therefore, it 
is not routinely recommended [34]. Similarly, low-level laser 
therapy should be considered experimental, with insufficient 
evidence to support routine clinical use in pediatric popula-
tions [35].

Psychological support should not be overlooked. Facial 
palsy can affect not only the child but also parents and car-
egivers, particularly when recovery is prolonged or asymme-
try persists [36, 37]. Clear communication regarding prognosis 
and expected recovery is an essential component of care.

Prognosis and Follow-Up

The prognosis of pediatric FNP is generally favorable and is 
primarily determined by the etiology, the severity of paraly-
sis at presentation, and the timing of clinical improvement. 
Among children with Bell’s palsy, complete functional recov-
ery occurs in approximately 80–90% of cases, often within the 
first 3–4 months following onset [3, 29, 38].

Severity grading at presentation is a key prognostic factor. 
Children presenting with partial facial palsy (House–Brack-
mann grades II–III) typically demonstrate rapid and complete 
recovery, frequently without the need for pharmacological or 
rehabilitative intervention [3, 7]. In contrast, complete facial 

palsy (grades IV–VI) is associated with slower recovery and 
a higher likelihood of residual weakness or synkinesis, under-
scoring the importance of close clinical follow-up in this sub-
group [39, 40].

Early clinical improvement, usually within the first 2–3 
weeks, is a favorable prognostic indicator, whereas absence of 
recovery signs beyond this period should prompt reconsidera-
tion of the diagnosis and further evaluation [41, 42]. Etiology-
specific prognosis must also be considered. Facial palsy asso-
ciated with Lyme disease or other infections typically resolves 
fully with appropriate treatment, while recovery in GBS de-
pends on the extent of overall neurological involvement rather 
than facial nerve dysfunction alone [22, 25].

Long-term complications, including synkinesis, facial 
asymmetry, and incomplete recovery, are uncommon in children 
but may occur, particularly after severe or prolonged paralysis 
[37, 43]. Regular follow-up using standardized grading systems 
is therefore recommended until stable recovery is achieved.

Conclusion: What Do We Learn for Clinical 
Practice?

Pediatric FNP is a heterogeneous condition that requires an 
approach distinct from that used in adults. Accurate diagnosis 
relies on careful clinical assessment, early severity grading, 
and age-specific evaluation rather than extensive routine in-
vestigations.

Several key clinical principles emerge from current evi-
dence. First, differentiation between partial and complete facial 
palsy at presentation is crucial, as it directly influences prog-
nosis, follow-up intensity, and management decisions. Partial 
facial palsy in children is associated with excellent spontaneous 
recovery, whereas complete paralysis warrants closer monitor-
ing and, in selected cases, further diagnostic evaluation.

Second, management should be etiology-driven and con-
servative whenever possible. Bell’s palsy, the most common 
cause of pediatric FNP, generally has a favorable outcome. 
Corticosteroids may be considered in moderate to severe cases 
when initiated early, while routine use of antivirals or surgical 
interventions is not supported by current pediatric evidence.

Third, rehabilitation strategies in children differ from those 
in adults. Routine physiotherapy or electrical stimulation is 
rarely required and should be reserved for selected cases with 
delayed recovery or post-surgical nerve repair. Clear communi-
cation with families regarding expected recovery and prognosis 
is essential to avoid unnecessary anxiety and overtreatment.

Finally, the use of standardized grading systems and struc-
tured follow-up allows objective assessment of recovery and 
early identification of atypical courses. Future research should 
focus on prospective, pediatric-specific studies to refine diag-
nostic pathways and establish evidence-based management 
guidelines tailored to children.
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