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POURQUOI ?
MON INCONFORT...

• 2 cas :  association entre la prééclampsie et la paralysie de Bell ? 

• Un tx à base de prednisone ne fait pas de sens dans un contexte de PÉ

• Scan ?  Rechercher autres causes ?

• réel pronostic de récup?

• Quoi faire si elles ne récupèrent pas...



PLAN

• 2 CAS

• Anatomie du NC 7 & la paralysie de Bell

• Causes 2nd de paralysie du NC 7 (dxd)

• Lien entre Bell, G & PÉ

• Pronostic

• Séquelles

• Traitement



2 CAS EN 2 SEMAINES !



CAS DE MME S.

• 34a, G1, didi

• FIV au Maroc, DB2 sous 3 ADO pré-G/Mtf-insuline en G
EPF N x 2,  ?HTAc: TA 129\81 à 8 sem et TA limite à 32 sem

• 28 décembre, 34 Sem clinique:  TA à 166/98. Elle décrit:

• Engourdissement visage et langue x 48h

• Dlr occipitale G / derrière oreille x la veille (« pire céphalée de sa vie »)

• Affaissement sourire et impossibilité à fermer l’ œil G x ce matin – œdème visage ?

• E/O : Parésie faciale G sévérité grade V, larmoiement +++, œdème



CAS DE MME S. (II)

• AngioScan Cérébral N – pas de dissection

• Bilan PÉ : A urique 392,  Alb 23 et protU 0.13g/mmol – reste N

• Dx de paralysie de Bell et PÉ associée: Début Valtrex 1g TID + pred 75 (1mg/kg pré-G)

• Labétalol 200 x 1 en clinique.  « Céphalés » : dilaudid

• Nuit du 1er janvier : HTA sévère, OAP, épigastralgie sans HELLP : 
dx PÉ avec critères de sévérité. Pred contributif à OAP ? ↓pred 60, lasix, MgSO4.
ETT N. Induction le 2,  AVS le 3 janvier, HPP 800

• Névralgie oreille intolérable : neurontin débuté ^ad 300 tid

• ^TA en PP et re-OAP subclinique PP J4

• Congé J5 avec lasix x 3j,  Adalat XL 60, labétalol 300 tid, enalapril 5

• 3 semaines PP : anti-HTA sevrés, douleur résolue,  ↓ 30% de la parésie... perdue au suivi !!!



CAS DE MME P-R.

• 37a, G2P1A1,  AVS du 10 janvier à 39+1

• Réadmise 3 j PP : HTA sévère et brady♡ – Adalat CA 5 mg x 1, XL 30 bid.
Opp thoracique avec ^ tropos 14-16 sans chgts à ECG
BNP 1558 : dx d’OAP dans contexte PÉ sans franc NSTEMI.
ETT N. lasix IV puis po.

• J5 PP (per hospit) : « céphalée » inhabituelle derrière l’oreille → métoclop →
dystonie ??? Paralysie faciale progressive. Valtrex 1g tid + pred 60 x 7j.
Cytolyse hépatique de novo mais TA mieux

• Clinique: J15 PP (10 jours post-Bell) :  aucune amélioration parésie

• à 6 sem PP : Amélioration partielle de la paralysie, goûts ont changé, patch la nuit, 
bouche s’ouvre difficilement... HTA résolue, labos normalisés.



ANATOMIE DU NC 7
&

PARALYSIE DE BELL



Sir Charles Bell décrit en 1820
l’innervation des

muscles faciaux et
de la peau du visage

... Mais syndrome de parésie 
faciale décrite 23 ans 

auparavant par
Pr. Nicolaus A. Friedreich

en Allemagne en1797

Noyau facial
Segment intra-crânien
Segment osseux (1 à 3)

labyrinthine: étroit +++
Segment extracrânien
5 branches



PARALYSIE DE BELL
OU PARALYSIE A FRIGORE

• Paralysie du nerf facial aigüe IDIOPATHIQUE ( ½ à 2/3 des cas)

• 10 à 40 cas : 100 000 habitants (0.01 à 0.04%)

• Peak entre 15-45 ans

• ∅ préférence de sexe, ethnie, région ou côté

• Physiopatho :

• inflammation (ou oedème!) du nerf facial. Oedème de la périnèvre 
et infiltrat de cellules inflammatoires entre les fascicules nerveux et 
les vaisseaux sanguins. Dégénérescence de la myéline.

• ↑ le long du segment osseux : compression externe et ischémie 2e

• N’indique pas la cause

• 🕰 rhumatismale, froid, ischémie 1ère et 2e, immunologique et virale
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Bell’s Palsy: The Spontaneous Course of 2,500 Peripheral Facial Nerve Palsies

of Different Etiologies

ERIK PEITERSEN
From the Department of Otorhinolaryngolog y—Head & Neck Surgery, Rigshospitalet, Copenhagen , Denmark

Peitersen E. Bell’s palsy: the spontaneous course of 2,500 peripheral facial nerve palsies of different etiologies. Acta
Otolaryngol 2002; Suppl 549: 000–000.

Objective—The Copenhagen Facial Nerve Study aims to explain the spontaneous course of idiopathic peripheral facial
nerve palsy which occurs without any kind of treatment. In this study Bell’s palsy and idiopathic palsy are considered to
be synonymous and specify an acute, monosymptomatic, unilateral peripheral facial paresis of unknown etiology.

Material and methods—The material includes 2,570 cases of peripheral facial nerve palsy studied during a period of 25
years. It includes 1,701 cases of Bell’s palsy and 869 of non-Bell’s palsy. In the total patient sample, 116 had herpes zoster,
76 were diabetic, 46 were pregnant and 169 were neonates. A total of 38 different etiologies were observed. At the érst
consultation a standard ENT examination was performed, including a thorough description of the grade and localization
of the paresis, taste, stapedius reèex and nasolacrimal reèex tests and acoustic-vestibular examination. Follow-up was
done once a week during the érst month and subsequently once a month until normal function was restored or for up
to 1 year.

Results —The initial examination revealed 30% incomplete and 70% complete palsies. Follow-up showed that in 85%
of patients function was returned within 3 weeks and in the remaining 15% after 3–5 months. In 71% of patients normal
mimical function was obtained. Sequelae were slight in 12% of patients, mild in 13% and severe in 4%. Contracture and
associated movements were found in 17% and 16% of patients, respectively.

Conclusion —A survey of the literature showed that no kind of treatment, including prednisone, was able to give a
better prognosis. The use of prednisone raises a big ethical problem because no evidence of its efécacy exists and the
euphoric side-effect induces a false feeling of beneét in the patients. Key words : Bell’s palsy, facial nerve, idiopathic facial
nerve paresis, natural history, spontaneous course.

INTRODUCTION

The facial expressions of human beings fascinate me
because they convey both the lowest, most bestial
pleasures and the strongest and gentlest emotions of
the spirit. With these words, Charles Bell deéned the
importance of peripheral facial paralysis, which elimi-
nates facial symmetry, one of the attributes of beauty,
and thus creates a diségured and distorted face (1).

Facial nerve paralysis has been known since an-
cient times by the Egyptians, Greeks, Romans, Incas
and other native cultures (2, 3). The oldest artistic
representation of facial nerve paralysis is a clay head
from Egypt, :4,000 years old, showing a right pe-
ripheral facial nerve paralysis. A small painted earth-
enware statuette of a woman with a left-sided facial
paralysis from Crete, Greece, has been dated :7th
to 6th century BC. A vase found in Carthage and
dated :250 BC (from the third Punic war 249–246
BC) depicts a peripheral facial nerve palsy on the left
side. Mochica ceramics from Peru (AD 200–700)
made in clay and carefully painted represent typical
asymmetrical faces caused by facial nerve paralysis.

In the Middle Ages and during the Renaissance
many artists portrayed égures with asymmetrical and
distorted faces. The portrait of Mona Lisa is the most
famous and her enigmatic smile has been discussed
for many years all over the world and at several facial

nerve symposiums. There is a weakness of the corner
of the mouth, but on which side? She cannot be asked
to grimace to reveal which side was affected. Leon-
ardo da Vinci (1452–1519) took 4 years to paint
Mona Lisa but the painting was never énished (4).
The expression of a face depends to a large extent (5)
on the corners of the eyes and mouth but Leonardo
blurred these parts of the face very carefully, so that
it is very difécult to guess her mood (6). Further-
more, the painting is asymmetrical (there is a lower
left horizon), which gives the left side of the face a
leaner and more erect impression (6). Attempts to
interpret the smile of Mona Lisa have been numer-
ous. A guess is that it could be the smile of Leonar-
do’s mother, who died before he was 5 years old (4,
7, 8). The smile of Mona Lisa was used by Leonardo
in some of the paintings he made after his master-
piece and is called ‘‘Leonardesque’’ (4). The conclu-
sion is that, from the artist’s point of view, Mona
Lisa did not suffer from a peripheral facial nerve
palsy, as has been misdiagnosed by medical doctors
(9).

The érst medical studies of the disease should be
attributed to Avicenna (10), who was the érst to
record the differences between central and peripheral
facial paralysis. If the disease that produces paralysis
comes from the middle of the brain, one half of the

© 2002 Taylor & Francis. ISSN 0001-6489

Peitersen 2002: The Coppenhague Facial Nerve Study de 1976 à 2001

• comprendre L’ÉVOLUTION NATURELLE – sans traitement – (présentation, causes...)

• 2570 paralysies faciales: 1701 Bell  (66%) et 869 non Bell (34%)

• Questionnaire, examen physique, suivi x 6 mois

Connaissances grâce à...



SX CLASSIQUES

• Paralysie rapidement progressive : hémi visage sur 24 à 72h. 

• Périphérique : INCLUT le front et PAS le bras. Volontaire=involontaire

• difficulté à sourire, parler, mastiquer, fermer les yeux (lagophtalmie unilat) 

• ↓ clignement (spontané) et ↓ réflexe cornéen (à l’examen)

• afférent V / efférent VII: fermeture de l’œil controlatéral

• œil ipsilatéral roule vers le haut/l’extérieur = phénomène de Bell

• Intensité de la parésie : 30% partielle, 70% complète... autres 50-50

• Douleur mastoïde profond : 50%

• ¼ avant – ½ concomitant – ¼ après . Durée x plusieurs semaines

• nécessite analgésie

• Prodrome viral / exposition vent-froid (?)
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tion, patients may suffer from “dry eye,” resulting from decreased lacrimation
with parasympathetic involvement (see Figure 12.10). Neurologic examination
is notable for unilateral lower motor neuron–type facial weakness, sometimes
associated with loss of taste on the ipsilateral tongue (test with mustard or
sugar applied with a cotton swab; see neuroexam.com Video 41). The remain-
der of the exam should be normal in Bell’s palsy. The presence of hand weak-
ness, sensory loss, dysarthria, or aphasia suggests an upper motor neuron le-
sion. In clinically typical cases, imaging studies are usually normal, however,
most practitioners will order an MRI scan to exclude a structural lesion and
blood studies including a blood count, glucose, and Lyme titer.

Treatment of Bell’s palsy has been controversial, but recent evidence sug-
gests that a 10-day course of oral steroids started soon after onset improves
chances for full recovery. The possible role of antiviral agents in treating Bell’s
palsy remains uncertain. Incomplete eye closure and decreased tearing can
cause corneal ulcerations. Therefore, patients should be given lubricating eye-
drops and instructions to tape the eye shut at night. About 80% of patients re-
cover fully from Bell’s palsy within 3 weeks, although some are left with vari-
able degrees of residual weakness. During recovery, regenerating facial nerve
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FIGURE 12.13 Upper Motor Neuron versus Lower Motor
Neuron Facial Weakness With an upper motor neuron le-
sion (Lesion A), the upper face is spared because both hemi-
spheres contribute to movement of the upper face, and the 
unaffected hemisphere can compensate. With a lower motor
neuron lesion (Lesion B), the entire face is affected on one side.
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Rappel:
Ce n’est pas le Noyau facial mais
l’ensemble des MNI du front/des yeux
qui sont innervés
par les MNS bilatéralement.

PAS les MNI du bas du visage. 
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Table 1: Antepartum Bell’s palsy.

Author Cases
(!) Age

(years)
GA at onset of
Bell’s palsy
(weeks)

Hypertensive disorders
Time interval from onset of Bell’s
palsy to diagnosis of preeclampsia

(days)

Shapiro et al. (1999) [5] 2
23 32 Preeclampsia 2

35 32 Preeclampsia 14
HELLP

Juan et al. (2010) [14] 1 38 37 Superimposed preeclampsia 10
Cabrera et al. (2012) [15] 1 29 36 Preeclampsia <1
Pourrat et al.(2013) [16] 2 35 31 Preeclampsia 14

27 34 Preeclampsia 14
Ragupathy and Emovon
(2013) [17] 2 40 39 Preeclampsia 4

26 37 Preeclampsia NA

Present case 1 30 22 Superimposed preeclampsia +
HELLP 30

Figure 3: Inability to purse lips (right side).

Figure 4: Bell’s phenomenon (upward rolling of eye ball).

postpartum Bell’s palsy may be a consequence of anesthetic
management [8].

An increase in the interstitial 3uid and peripheral edema
in pregnancy results from plasma volume expansion and
venous stasis. 4is leads to compression neuropathies in
places where the nerves course in a closed space like carpal

tunnel syndrome [6]. In the fallopian canal, tissue edema
causes mechanical compression of the facial nerve. 4is
hypothesis is supported by the peak incidence of Bell’s palsy
coinciding with the gestational age at which there is maximal
interstitial 3uid, that is, in third trimester [9, 10]. In the
postpartum period, the plasma volume returns to normal
faster than the interstitial 3uid volume which leads to venous
congestion and edema in the narrow fallopian canal.

Increase in clotting factors in pregnancy results in a
hypercoagulable state and thrombosis of vasa nervosum
supplying the facial nerve can cause devascularization and
ischemic nerve injury [8]. Estrogen and progesterone e5ects
have also been proposed to cause Bell’s palsy in pregnancy
[11]. Some workers have argued a familial tendency for
idiopathic facial nerve pathology [10, 12].

Bell’s palsy during pregnancy has been associated with
preeclampsia [5, 13]. Physiological changes involved in patho-
genesis of Bell’s palsy during pregnancy are common with
the etiopathogenesis of preeclampsia which explains the
high incidence of preeclampsia in women with Bell’s palsy.
Preeclampsia o6en manifests with considerable edema and
many women may have underlying thrombophilia, which
exaggerates the hypercoagulable state of pregnancy. Impor-
tantly, in a patient with preeclampsia, facial palsy may be
peripheral or central, from stroke, and the two should be
di5erentiated because their management di5ers greatly.

4ough it is not clear whether Bell’s palsy is temporally
related to preeclampsia, in many cases [5, 14–17] Bell’s palsy
is seen to occur before the onset of severe preeclampsia,
superimposed preeclampsia, orHELLP (Table 1). It is possible
that the edematous state in pregnancy, which is exaggerated
in preeclampsia, manifests as isolated neurological de7cit
among which Bell’s palsy is the most obvious one. Other
features of preeclampsia like hypertension and proteinuria
maymanifest later. Bell’s palsy has also been reported to occur
a6er the onset of preeclampsia though in all the reported
cases [12, 16, 18] facial palsy occurred in the postpartum
(Table 2). Some women with preeclampsia may have under-
lying thrombophilia and in the postpartum period when

PHÉNO
MÈNE 

DE  BELL



SX CLASSIQUES(II)

• Hyperacousie, diplacousie « double-earing » 

• Perte du réflexe stapédien : contraction bilatérale du muscle de l’étrier avec sons forts/graves 
ou à la parole

• Chgt goût :  1/3 plainte spontanée → ad 4/5 à l’examen physique

• Hypersalivation (réelle vs incontinence orale = baver !)

• ↓ Larmoiement 11 % : par atteinte du NC VII

• ↑ Larmoiement 67% : protection oculaire et faiblesse de l’orbicularis occuli

• Engourdissement de la joue ou de la bouche : controversé.

• atteinte concomitante du trigéminé VS non-utilisation des muscles fasciaux



Copyrights apply

GRADATION DE LA SÉVÉRITÉ,
AIGU & CHRONIQUE:

ÉCHELLE DE HOUSE-BRACKMAN

Faiblesse à peine 
perceptible

Faiblesse ↑ mais
symétrie au repos
et œil se ferme

Symétrie au repos
mais œil ne
ferme pas.

Asymétrie
au repos



POUR

• Virus en dormance dans le gg trigéminé... mais 
aussi d’autres gg dont le gg géniculé: 56 à 88% dans 
les études d’autopsies

• Anciennes études : HSV-1 IgG ad 100%

• PCR HSV + sur 11/14 échantillons* de Bell 
(décompression), 0 chez les contrôles (RHunt, 
etc)

• Inoculation de souris (oreille) : Paralysie induite 
chez 60%

• Bénéfice marginal des antiviraux (combiné aux CS)

• Aucune vésicule associée à la parésie faciale
(vs feu sauvage ou herpès génital... ou zona/RHunt)

• Évidences sérologiques : rares, virus ubiquitaire

• PCR HSV-1:

• Bx de l’Orbicularis de 13 cas Bell : 0%

• Contrôle : GG géniculé prélevé à l’autopsie de 
patients n’ayant jamais eu de Bell : 86%

• Aucun bénéfice des antiviraux seuls contre placebo
(vs très efficace pour encéphalite herpétique)

CONTRE

CAUSE OU ASSOCIATION : HSV-1 ?

Demeure « idiopathique » – aucune façon de le prouver lors du dx !

Kennedy PG. Herpes simplex virus type 1 and Bell's palsy-a current assessment of the controversy. J Neurovirol. 2010 Feb;16(1):1-5
Linder T, Bossart W, Bodmer D. Bell's palsy and Herpes simplex virus: fact or mystery? Otol Neurotol. 2005 Jan;26(1):109-13
Murakami, S et al. (1996). Bell Palsy and Herpes Simplex Virus. Annals of Internal Medicine, 124 (1), 27-30.

*liquide endoneural de NF
muscle auriculaire postérieur



DXD

causes secondaires de paralysie du nerf facial



RECHERCHER UN DXD SI...

• Parésie subite, sans progression

• Progression après 7-21 jours

• Bilatéral

• Autres neuropathies crâniennes ou sx neurologiques

• Sx systémiques: éruption, fièvre, œdème, adénopathies

• Autres signes/sx suggestifs de cause 2e

• Aucune amélioration à 4 mois



Dxd du Bell :  causes de paralysie du NC facial NON idiopathique 

VZV (varicelle/zona) 4.5% / 5% 🤰
Ramsay-Hunt : zona du gg géniculé. Vésicules dans le CAE et pavillon + dlr/dysesthésie de l’oreille.
+ sévère, atteinte auditive et vestibulaire.  Rehaussement structures oreille (IRM).  PCR VZV + sur lésions.
(Zoster sine herpete: dysesthésie et douleur de l’oreille sans vésicule)  ↓ pronostic malgré antiviraux.

Lyme (Borréliose) : Borrelia burgdorferi Érythème migrans, céphalée, arthralgies, zone endémique & saison... mais peut se développer semaines à mois + 
tard . Parfois bilat. Sérologies (ElISA/IFA), répéter 2-6 sem si nég. PAS de PL. *enfants, printemps à automne ou bilat

Sarcoïdose
Neurosarcoïdose. Bilat simultané, séquentiel, récurrent. Autres NC/sx neuro/atteinte cognitive. 
Sx respi, arthrite, uvéite, érythème noueux, lupus pernio. Syndrome de Heerford : parotidite, fièvre, uvéite et NC7. 
IRM: rehaussement méningé ou parenchymateux, CRP, Rx pm, PL (↑Ig, lymphos), Bx.

Sjögren 7 seul rare, mais neuropathies périphériques fréquentes précédant le sicca. Bilat simultané, séquentiel, autres NC... 
* Tester slmt si Syndrome sec, ↑ vol parotides, autres sx collagénoses. ANA, ENA, CRP, FR, ex opthalmo

Syndrome de Guillain-Barré Habituellement paralysie progressive symétrique/ascendante (mi→ms→visage) Parfois visage 1er: Bilat, 7-10j.
PL (Prot ^ GB N), EMG

VIH/SIDA 7 seul rare. Mononévrite multiplex ou PNP.  VIH seul +/- Varicelle, CMV, Syphillis, TB, méningite lymphomateuse

Méningite Parfois bilat, autres NC. Moche, fièvre, céphalées, etc. Hémocs/FSC/CRP & PL (Scan avant si sx focaux)

Otite moyenne, mastoïdite ou cholestéatome examen et IRM. Syndrome de Gradenigo: mastoïdite + Parésie NC 6 & 7 + douleur rétro-orbitale. 

Tumeur, infarctus ou hémorragie  sur le trajet Tumeur: paralysie lentement progressive, récurrente ou persistante >4 mois. Myokimie, ↓audition.  
Primaire: Schwannome du NF ou tumeur parotide. 2e: métastase leptoméningée. Infarctus ou hémorragie = soudain.

SEP Plaques démyélinisantes dans le tronc cérébral.  Autres sx neuro associés

Syndrome de Melkersson-Rosenthal Épisodes récurrents de paralysie faciale (uni ou bilat, progressif ou soudain) + oedème visage + langue plicaturée. 
Incomplet > Triade classique.  Granulomatose faciale. Étiologie inconnue, origine génétique?

Néonatal Congénital, infectieux ou traumatique à la naissance. Très bon pronostic



Justin Bieber : qui veut examiner son oreille à la recherche de vésicules ???





ASSOCIATION AVEC BELL ? VS 2E

• Autres virus : CMV,  EBV,  Adéno, Rubéole, Oreillons, Influenza, Coxsackie, 
SARS-CoV-2 (ou vaccination)... prodrome viral? Clusters, saisonnier.

• Bactéries : Rickettsiose, Ehrlichiose (transmis par des tiques)

• Diabète : 3 à 10 % des Bell. Dommages microvasc et inflammation. Mauvais 
pronostic

• Séries familiales (4 à 8%) : segment osseux étroit?

• Récurrent, alternant (6.8 à 9%)

Ø Gillman 2002: 12% de récurrence/alternance si cas index en 🤰 dont 22% lors d’une 
prochaine G

• Forme frustre de GBS : signal anormal à EMG pour autres NC

***Pas toujours classés idiopathiques



 

 

Paralysie de Bell survenue à la suite de la 
vaccination contre la COVID-19 au Québec 

RAPPORT DE SURVEILLANCE 
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 La paralysie de Bell ou paralysie faciale 
idiopathique est une faiblesse ou une paralysie 
des muscles faciaux liée à un dommage au 
niveau du 7e nerf crânien dont la cause est 
souvent inconnue.  

 Ce rapport présente une description des cas 
de paralysie de Bell survenus après une dose 
de vaccin contre la COVID-19 qui ont été 
rapportés au système de surveillance passive 
de la sécurité des vaccins (effets secondaires 
possiblement reliés à l'immunisation, ESPRI) et 
l’investigation faite de ce signal.   

 Le taux de paralysie de Bell rapporté au 
système de surveillance passive était plus 
élevé après la première dose qu’après la 
deuxième ou la troisième, et plus élevé chez 
les femmes que chez les hommes. Presque la 
moitié des cas sont apparus dans les 7 jours 
suivant la vaccination. 

 Une investigation de ce signal réalisée à partir 
des visites aux urgences du Québec a montré 
que le taux de paralysie de Bell rapporté dans 
les 41 jours après la vaccination est 
comparable à celui rapporté entre 42-83 jours 
après la vaccination. 

 Après la COVID-19, le taux de paralysie de Bell 
diagnostiqué à l’urgence reste semblable au 
cours des semaines suivant la maladie, ce qui 
suggère que la COVID-19 n’est pas associée à 
cette paralysie.   

 En conclusion, ni le vaccin contre la COVID-19 
ni la maladie ne semblent associés à un excès 
de cas de paralysie de Bell.

 

 

Paralysie de Bell survenue à la suite de la 
vaccination contre la COVID-19 au Québec 

RAPPORT DE SURVEILLANCE 

Février 2023 

Sommaire 

Mise en contexte 2 

Paralysie de Bell suite à la vaccination 
contre la COVID-19 selon les données de 
surveillance passive 

3 

Investigation des paralysies de Bell suite 
à la vaccination contre la COVID-19 à 
partir des données de visites aux 
urgences 

7 

Paralysie de Bell à la suite de la 
COVID-19 14 

Discussion 15 

Conclusion 17 

 La paralysie de Bell ou paralysie faciale 
idiopathique est une faiblesse ou une paralysie 
des muscles faciaux liée à un dommage au 
niveau du 7e nerf crânien dont la cause est 
souvent inconnue.  

 Ce rapport présente une description des cas 
de paralysie de Bell survenus après une dose 
de vaccin contre la COVID-19 qui ont été 
rapportés au système de surveillance passive 
de la sécurité des vaccins (effets secondaires 
possiblement reliés à l'immunisation, ESPRI) et 
l’investigation faite de ce signal.   

 Le taux de paralysie de Bell rapporté au 
système de surveillance passive était plus 
élevé après la première dose qu’après la 
deuxième ou la troisième, et plus élevé chez 
les femmes que chez les hommes. Presque la 
moitié des cas sont apparus dans les 7 jours 
suivant la vaccination. 

 Une investigation de ce signal réalisée à partir 
des visites aux urgences du Québec a montré 
que le taux de paralysie de Bell rapporté dans 
les 41 jours après la vaccination est 
comparable à celui rapporté entre 42-83 jours 
après la vaccination. 

 Après la COVID-19, le taux de paralysie de Bell 
diagnostiqué à l’urgence reste semblable au 
cours des semaines suivant la maladie, ce qui 
suggère que la COVID-19 n’est pas associée à 
cette paralysie.   

 En conclusion, ni le vaccin contre la COVID-19 
ni la maladie ne semblent associés à un excès 
de cas de paralysie de Bell.



E. Peitersen8

Table V. Etiologies of the 2,570 study patients

Etiology n

1,701Idiopathic palsy
169Neonatal age

Herpes zoster 116
95Trauma
76Diabetes mellitus
46Pregnancy

Polyneuritis 44
43Parotid tumor
34Vascular (brainstem)
27Hemifacial spasm
21Sarcoidosis
20Multiple sclerosis
19Melkersson–Rosenthal syndrome
18Collagenosis
18Cholesteatoma of the middle ear

Children with bilateral palsy 18
16Breast cancer with metastasis
15Chronic otitis

Infectious mononucleosis 9
6Leukemia
6Malignant lymphoma

Cholesteatoma of the inner ear 5
Cancer of the middle ear 5

4Borreliosis
AIDS 4

3Neurinoma of the VIIth extracranial nerve
3Bronchial cancer with metastasis
2Nephropathia
2Non-deénite paresis

Hypothyreosis 2
1Pemphigus
1Granuloma eosinophilia
1Tuberculosis
1Poliomyelitis
1Smallpox vaccine sequelae

Herxheimer reaction 1
1Paget’s disease
1Hysteria

Fig. 1. Number of patients with Bell’s palsy per month
over the 25-year period of the study.

The Shapiro–Wilk test for normality revealed no
signiécant difference from month to month (pæ0.1)
and thus no seasonal variation or clustering was
found.

Decade variation
Variations from year to year or from decade to
decade could not be demonstrated because the num-
ber of patients with Bell’s palsy has largely remained
constant over the study period: mean 68 (range 48–
89) (Fig. 2). The Shapiro–Wilk test showed no sig-
niécant difference from year to year (pæ0.4).

Sex distribution
The question of a gender predominance among pa-
tients afèicted with idiopathic facial palsy has been
discussed in the literature. One of the main reasons
for the discussion has undoubtedly been the small
amount of material available. This study included
1,701 patients with Bell’s palsy, 818 (48.1%) of whom
were male and 883 (51.9%) female. The underlying
population comprises 47.8% males and 52.2% fe-
males, clearly indicating that there is no difference in
sex distribution among patients with Bell’s palsy
(0.8BpB0.9).

the same or the opposite site of the face. Some
authors use the term ‘‘recurrent’’ palsy exclusively to
describe paresis occurring on the same side of the
face; paresis on the opposite side is termed ‘‘alternat-
ing’’. Although this classiécation is logical, the term
‘‘recurrent’’ is in general use and is therefore used in
this study to describe both ipsi- and contralateral
palsies. The occurrence of familial Bell’s palsy is well
known. In this study, 4.1% of all cases of Bell’s palsy
observed represented familial Bell’s palsy.

Seasonal variation and clustering
The seasonal incidence of Bell’s palsy has been dis-
cussed for many years. The explanation of éndings of
seasonal variation or clustering in some samples
could be that the patient sample was too small. In
this study the mean number of patients per month
with Bell’s palsy was 142 (range 126–156) (Fig. 1).

Fig. 2. Number of patients with Bell’s palsy per year over
the 25-year period of the study.
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Abstract

Objectives: Data on the association between Bell's palsy (BP) and pregnancy is scarce

and there is an ongoing debate regarding the association of BP and pregnancy.

Main Outcome Measures: We aimed to investigate the prevalence of BP among

pregnant patients and determine the frequency of pregnant women in BP cohorts

and vice versa, assess which term of the pregnancy and peripartum bears a higher

risk for BP occurrence, and determine the prevalence of maternal comorbidities asso-

ciated with BP during pregnancy.

Design: Meta analysis.

Settings: Screening standard articles and extracting data from Ovid MEDLINE

(1960–2021), Embase (1960–2021), and Web of Science (1960–2021). All study

types were included except for case reports.

Measures: Data were pooled by means of both fixed and random-effects models.

Results: The search strategy identified 147 records. Twenty-five of the studies that

met our inclusion criteria described 809 pregnant patients with BP in a total of

11,813 BP patients and they were included in the meta-analysis. The incidence of BP

among the pregnant patients was 0.05%; The incidence of pregnant patients among

all BP patients was 6.62%. Most of the BP occurrences were during the third trimes-

ter (68.82%). The pooled incidence of gestational diabetes mellitus; hypertension;

pre-eclampsia/eclampsia and fetal complications among the pregnant patients with

BP was 6.3%, 13.97%, 9.54%, and 6.74%, respectively.

Conclusions: This meta-analysis revealed a low incidence of BP during pregnancy. A

Higher proportion occurred during the third trimester. The association of BP and

pregnancy warrants further exploration.
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25 études
1964 à 2020
809 Bell en G
11813 Bell hors-G



BELL EN GROSSESSE:
ASSOCIATION INCERTAINE...

• Association suggérée par M. Bell lui-même en 1830

• 1ère fois décrite dans le contexte T3/périnatal:  Edwards1964 dans le Green Journal

• Prévalence ↑ 3 à 6 x en G (Hilsinger1975, Falco 1989) ???

• 45.1 vs 17.4 : 100 000 p-a → ad 118 en T3/péripartum

• VS Carmel 2023: 0.05%  = quasi similaire à la pop gén

• Timing classiquement en T3 (OR 2 à 4) ou 7-10 jours PP

Ø Carmel 2023 :    6% T1-T2 – 69% T3 – 18% PP 

Ø Phillips 2017 :      2% – 80% – 15% (n=51)
Shmorgun 2002 : 2.4 – 80 % – 10% (n= 41)
Gillman 2002 :    10% – 70% – 20% (n=77)



PHYSIOPATHO EN GROSSESSE: 
HYPOTHÈSES

• Immunosuppression relative de la G : réactivation HSV-1 gg géniculé

• Rétention d’eau : oedème & compression du nerf facial
• peakVEȻ au 3eT corrèle avec peak Bell et de TC (☞ PÉ)

• ↑ facteurs de coag, thrombose des vasovasorum et ischémie du nerf (☞ PÉ)

• Résistance à l’insuline de la G : ↑ infections, dommages aux nervi vasorum

• Rôle de l’ œstrogène ? cycle menstruel : 2/3 des cas 14 premiers jours

• Rôle de l’épidurale ? (GBS post épi ou feux sauvages réactivés par morphine 
intrathécale)

• Altération de l’homéostasie !!!

• Autres maladies neuro induites pas la G :  Angiopathie du péripartum (RCVS)
Chorée gravidarum, etc.



BELL... 
PROBABLEMENT ASSOCIÉE À LA PÉ

• Quelques cases reports :  Apparition avant/pendant/après la PÉ

• Falco 1989 : suggère que la paralysie de Bell ↑ R de PÉ... le contraire ? Manif de l’oedème ?

• Shmorgun 2002 (Toronto): 22% PÉ + 7% HTAg = 29% de troubles hypertensifs gestationnels 
chez les Bell en G soit 5x+ que le taux au Canada

• Méta-analyse Carmel 2023:
14% des Bell en G ont de l’HTAg(↑)
10% des Bell en G ont de la PÉ/É (↑ ↑ ↑)
7% des Bell en G ont des issues NN défavorables (=)

• Leelawai 2021 (n=8) ↑ significative des TAs, TAd et PPN (vs contrôle apparié sans Bell)



PEU DE DÉTAILS SUR LEURS HISTOIRES...

4 | DISCUSSION

This is the first meta-analysis of studies on the prevalence and inci-

dence of pregnancy among BP patients and vice versa. It included

25 studies on a total of 809 pregnant patients with BP, and 11 813

BP patients. The general incidence of BP is 23–37 per 100 000

(.023%–.037%) worldwide.16,17 It is considered to effect both genders

in equal proportion.18–20 The pooled proportion of BP among preg-

nant patients in our study was found to be .05% (Figure 2a). Even

though BP was thought to be more common during pregnancy, we

did not find this incidence to be very different from the general

incidence.

The proportion of pregnant patients who sustained BP during the

first or second trimester of pregnancy that had been revealed in this

meta-analysis is relatively low, assuming an even distribution of BP

during pregnancy. On the other hand, BP diagnosed during the third

trimester was more common, pointing towards a possible correlation

between this specific period during pregnancy and the occurrence of

F IGURE 4 The pooled
incidence of pregnancy and
perinatal complications among
pregnant patients with Bells
palsy. (A) The incidence of GDM
among pregnant patients with
Bell's palsy. (B) The pooled
incidence of HTN among
pregnant patients with Bell's
palsy. (C) The pooled incidence of
Pre-eclampsia among pregnant
patients with Bell's palsy. (D) The
pooled incidence of fetal
complications among pregnant
patients with Bell's palsy.

CARMEL NEIDERMAN ET AL. 583
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Cas de Bell associés à HTAg: 
14%



PEU DE DÉTAILS SUR LEURS HISTOIRES...

Carmel 2023
Cas de Bell associés à la PÉ:
10%

4 | DISCUSSION

This is the first meta-analysis of studies on the prevalence and inci-

dence of pregnancy among BP patients and vice versa. It included

25 studies on a total of 809 pregnant patients with BP, and 11 813

BP patients. The general incidence of BP is 23–37 per 100 000

(.023%–.037%) worldwide.16,17 It is considered to effect both genders

in equal proportion.18–20 The pooled proportion of BP among preg-

nant patients in our study was found to be .05% (Figure 2a). Even

though BP was thought to be more common during pregnancy, we

did not find this incidence to be very different from the general

incidence.

The proportion of pregnant patients who sustained BP during the

first or second trimester of pregnancy that had been revealed in this

meta-analysis is relatively low, assuming an even distribution of BP

during pregnancy. On the other hand, BP diagnosed during the third

trimester was more common, pointing towards a possible correlation

between this specific period during pregnancy and the occurrence of

F IGURE 4 The pooled
incidence of pregnancy and
perinatal complications among
pregnant patients with Bells
palsy. (A) The incidence of GDM
among pregnant patients with
Bell's palsy. (B) The pooled
incidence of HTN among
pregnant patients with Bell's
palsy. (C) The pooled incidence of
Pre-eclampsia among pregnant
patients with Bell's palsy. (D) The
pooled incidence of fetal
complications among pregnant
patients with Bell's palsy.
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IMPACT SOCIAL – EN G/PP

• 1 seul article en G (Bose 2022),  aucune donnés réelles

• Période de bonheur contaminé par l’anxiété et l’impuissance

• Fuit les rencontres familiales et 1ères présentations

• Évite les caméras

• ↓ expressions des sentiments envers l’enfant (expression physique & 
émotionnelle)

• QQ études hors-G : ↑ phobie sociale, anxiété et dépression

Bose S, Anjankar A. Incidence of Facial Nerve Palsy in Pregnancy. Cureus. 2022 Nov 12;14(11):e31426.



CROYANCES GÉNÉRALES

• 50% croient faire un AVC

• 25% craignent une tumeur cérébrale

• 25% n’ont pas d’idée mais sont très anxieux

• Crainte d’une distorsion permanente

Peitersen E. Bell's palsy: the spontaneous course of 2,500 peripheral facial nerve palsies of different etiologies. Acta Otolaryngol Suppl. 2002;(549):4-30.



PRONOSTIC

Peitersen 2002: Évolution naturelle sans traitement



PRONOSTIC

• 71% de récup complète sans tx (Peitersen 2002)

• Études AVEC Prednisone: 77-88% à 6 mois

• 2 Éléments pronostics majeurs:

• Profondeur de la parésie initiale

• Vitesse d’amorce de récup initiale



2 ÉLÉMENTS PRONOSTICS MAJEURS

Profondeur de la 
parésie

‘Amorce’ de récup Taux de récup 
complète
à 6 moisTemps écoulé proportion

Parésie partielle 
(30%)

Au dx
30% 94%

Parésie complète 
(70%)

1 sem 6% 88%

61%

2 sem 33% 63%

3 sem 16% 61%

RIEN entre 3 sem et 3 mois :
dégénérescence partielle (hibernation) VS totale

3-5 mois 10% 0%

5-6 mois 5% 0%

100% ont une ‘amorce’ de récup
71% ont une récup complète (94% de 30% + 61% de 70%) Peiterson 2002



RÉSULTAT À 6 MOIS SANS TX

E. Peitersen14

Table XI. Comparison of the Peitersen and House and Brackmann grading systems

Patients with Bell’s palsyPeitersen House and Brackmann

Grade Degree of palsy nDegree of palsy %Grade

None I None 1,202 710
II Mild dysfunction 211 12I Slight
III Moderate 220Moderate 13II

SevereIII IV &V Moderate:severe and severe 68 4
VI Total paralysis 0 0IV Complete

Table XII. Distribution of sequelae of Bell’s palsy in
the total patient sample

%Sequela

29Paresis
16Associated movements
17Contracture

Crocodile tears 2
Dry eye 2

the infection is not only localized to the ganglion but
is, according to Miehlke (43), a generalized muco-
dermato-polyneuro-encephalo-myelo-meningitis
disease.

In this study the 116 patients with peripheral facial
nerve palsy caused by herpes zoster comprised 51
males and 65 females. The age of the patients ranged
from 11 to 89 years. Fig. 13 demonstrates the age
distribution of these patients in comparison with that
of the underlying population. There is a maximum
incidence of peripheral facial nerve palsy caused by
herpes zoster above the age of 45 years; only a few
children and young people suffer from it.

Table XIII shows that 102 (88%) of the herpes
zoster patients had paralysis and only 14 (12%) suf-
fered from incomplete paresis. Compared with Bell’s
palsy patients, herpes zoster patients have more
severe lesions. Table XIII also shows that there was a
high incidence of associated symptoms such as hear-
ing loss (73%) and vestibular disturbances (64%). In
55% of the patients combined cochleovestibular le-
sions were found. The very typical hearing loss is a
sensory neural high-tone loss and as a rule is non-re-
versible. More severe hearing losses can be seen but
anacusis has not been observed.

The results of topographical testing are shown in
Table XIV. It is evident that the number of sequelae
is much higher in the herpes zoster patients than in
the Bell’s palsy patients.

The diagnosis of herpes zoster oticus is to a large
extent based on clinical observations. Table XV
shows the localization of the herpes zoster vesicles in
all 116 patients. Only two-thirds of the patients had
blisters localized in the ear, proving that it is neces-
sary to inspect the head, neck, oral cavity, pharynx
and thorax. Another problem concerns when the
vesicles appear. There are no diagnostic problems if
the vesicles occur before the facial nerve palsy. How-
ever, if the vesicles do not occur érst then the paresis
could be diagnosed as Bell’s palsy. In this sample,
paresis occurred after the vesicles in 60% of cases, in
25% they occurred simultaneously and in 15% the
vesicles occurred after the facial nerve palsy.

sequelae occurring in only 2% of all Bell’s palsy
patients.

The prognosis for Bell’s palsy
The prognosis depends to a great extent on the time
at which recovery begins. Early recovery gives a good
prognosis and late recovery a bad prognosis. Age is
another parameter that inèuences the énal result.
Young people have a good prognosis and old people
a worse prognosis. Normal taste, stapedius reèex and
tearing give a signiécantly better prognosis than if
these functions are impaired. The prognosis for Bell’s
palsy is signiécantly negatively affected if postauricu-
lar pains occur. Finally, the recovery proéle is signié-
cantly better for patients with incomplete paresis
compared to those with complete paralysis.

PERIPHERAL FACIAL NERVE PALSIES
CAUSED BY HERPES ZOSTER

The Copenhagen Facial Nerve Study includes 116
cases of untreated peripheral facial nerve palsy
caused by herpes zoster. The combination of this
viral infection with facial nerve paralysis is not un-
usual: in this sample the ratio of idiopathic facial
nerve palsy to herpes zoster palsy was 15:1.

Herpes zoster oticus generally has a poor prognosis
and many patients are left with permanent facial
nerve sequelae. The syndrome was described by
Miehlke in 1904 (14), but is better known as Ramsay
Hunt syndrome. Hunt (42) described the pathological
éndings in the geniculate ganglion in 1907. However,



TIMELINE DE LA 
RÉCUP COMPLÈTE

E. Peitersen10

week 6% of patients achieved remission, in the second
week 33% and in the third week 16%. No patients
achieved remission between 3 weeks and 3–5 months
after the onset of paresis. This is because patients
who showed improvement in the érst 3 weeks had
only partial degeneration and blocking of nerve con-
duction whilst patients who showed improvement
after 3–5 months had total degeneration. After 3–5
months 10% of patients experienced remission and
after 5–6 months an additional 5% experienced re-
mission. This investigation shows that all patients
diagnosed with Bell’s palsy achieve some degree of
muscular function. However, this does not imply that
all patients achieve normal function. The period be-
tween the érst 3 weeks without remission and after
the third month without remission is one character-
ized by ‘‘hibernation of the facial nerve’’. Although
the nerve seems to be dead it is in fact still alive and
in the process of repairing the damage.

Complete recovery
The next question is naturally how many patients will
achieve complete remission? In this study, of a total
of 1,701 patients, 1,202 (71%) achieved normal facial
nerve function. The second question is how long does
it take before patients achieve normal function?

Prospects are decidedly better for the group with
some remission within the érst 3 weeks (Table VII).
Patients with the poorest prognosis are of course
those with total degeneration and late return of func-
tion. This group does not regain normal mimical
function. Normal function is regained as early as
within 2 months for the majority (58%) of all patients
(Fig. 5). The possibility of normalization is very small
after 3 months, at which time 64% of patients have
regained normal function, and beyond 6 months no
patients regained normal mimical function (Fig. 6).
As noted before (Table VII), the incomplete Bell’s
palsy patients have a very good prognosis for full
recovery (481:512; 94%). Of the patients with com-
plete Bell’s palsy, 721:1,189 (61%) regained normal
facial muscle function. The difference between the
two groups in terms of the number of patients who

Fig. 5. Distribution of time of complete recovery after the
onset of paresis.

achieved full recovery was highly signiécant (pB
0.001).

Gender and recovery
The numbers of males and females who experienced
full recovery were 564 (69%) and 638 (72%), respec-
tively. There was no statistically signiécant difference
between the two groups (p\2).

Factors inèuencing the énal resuls
Time of beginning remission. The number of days

between the onset of paresis and the beginning of
remission is a very decisive factor in the degree of
recovery (Fig. 7). A total of 94% of patients with
incomplete paresis regained normal function. Of pa-
tients who showed remission in the érst week, 88%
regained normal function, as opposed to 83% of
those who showed remission in the second week and
61% of those who showed remission in the third
week. The prognosis for patients with incomplete
paresis was signiécantly better than that for the
group who recovered in the érst week (pæ0.03).
There was no signiécant difference in prognosis be-
tween patients who recovered in the érst and second
weeks (pæ0.2) but patients who recovered in the

Fig. 6. Distribution of time of complete recovery (cumula-
tive) after the onset of paresis.

Table VII. Distribution of patients with initial incom-
plete and complete paresis who make a full recovery
from Bell’s palsy

Initial FinalParesis with
full recovery

n% %n

Incomplete 9448130512
721701189Complete 61

Après 6 mois on l’oublie!



IRM – RÔLE DX ET PRONOSTIC

• Si parésie ne récupère pas des mois + tard, même si 
imagerie initiale (-): 
R/O tumeur croissance lente

• Rehaussement des structures internes de l’oreille :  VZV

• Rehaussement du NC 7 uniquement : 57-100% des Bell

• surtout segment labyrintine

Ø Bell sans rehaussement : meilleur pronostic



ENOG ET EMG
– RÔLE DX ET PRONOSTIC

• Si autres signes de PNP pour R/O GBS

• Pour le pronostic de récupération: Guidelines Européens 2020

• ENoG (10j à 2 semaines):

• Selon le % de potentiel évoqué: <10% = >90% de destruction axonale 
= mauvais pronostic.  

• Selon le seuil d’excitabilité nerveuse: >3.5mA (bilat) = mauvais px

• EMG (2 sem à 3 mois) :  1ers signes de régénérescence nerveuse

• fibrillation et ondes pointues = signes de dégénérescence axonale =  
mauvais px.  Absence de ces signes: OR 3.38 pour récup 
complète/quasi complète. (Yoo 2020)

Guntinas-Lichius, O., Volk, G.F., Olsen, K.D. et al. Facial nerve electrodiagnostics for patients with facial palsy: a clinical practice guideline. Eur Arch Otorhinolaryngol 277, 1855–1874 (2020)
Yoo MC, SohY, Chon J, et al. Evaluation of Factors Associated With Favorable Outcomes in Adults With Bell Palsy. JAMA Otolaryngol Head Neck Surg. 2020;146(3):256–263



PRONOSTIC ( I I I )  :
AUTRES ÉLÉMENTS 

DÉFAVORABLES

• >40-45a ou > 60 ans

• Douleur post-auriculaire / mastoïde

• Atteinte du goût, du larmoiement et du 
réflexe stapédien = atteinte proximale
(GG géniculé)

• Diabète

• HTA non contrôlée

• Cause 2nd

• Grossesse...



Bell’s palsy 17

Table XVIII. Congenital abnormalities and facial
nerve palsies in neonates

Abnormality n

Treacher Collins syndrome 16
2Moebius syndrome
113-trisomy (Patau’s syndrome)

18-trisomy (Edward’s syndrome) 1
4Multiple defects

24Total

Fig. 15. Proportions of patients who achieved complete
recovery from facial nerve palsies of different etiologies.

ginal mandibular branch is the most vulnerable and
that its regeneration is the poorest in Bell’s palsy
patients, with :10% never recovering function of
this branch. Third, the number of birth traumatic
palsies has decreased to :15% during the last 25
years as a result of improved obstetric techniques.
Finally, electrical tests, such as electromyography and
EnoG, allow one to distinguish between peripheral
and central lesions. However, babies untouched by
hands and forceps in utero can still have paralysis of
the marginal mandibular branch. Experience shows
that if the marginal mandibular branch is paralyzed
then function will never be restored. Details are
shown in Table XVII. Table XVIII shows some
congenital abnormalities and facial nerve palsies in
neonates. The majority of cases suffer from Treacher
Collins syndrome. The other children had multiple
defects or chromosomal abnormalities with one-sided
or bilateral palsies.

Figure 3 demonstrates the age distribution of pa-
tients with Bell’s palsy in comparison with that of the
underlying population. The disease is signiécantly
less common below the age of 15 years (pB0.001).
Furthermore, children have the most favorable prog-
nosis, with 90% achieving full recovery (Fig. 8).

PERIPHERAL FACIAL NERVE PALSIES
IN PREGNANCY

Peripheral facial nerve palsy is uncommon in preg-
nant women. The ratio of idiopathic facial nerve
palsy in women to palsy in pregnancy was 19:1 in this
study. A comparison of recovery between non-preg-
nant females aged 15–44 years and pregnant women
showed that normal function was obtained in 80%
and 61%, respectively. The prognosis of peripheral
facial nerve palsy for pregnant women is signiécantly
worse than that for non-pregnant women of the same
age (pB0.001).

PERIPHERAL FACIAL NERVE PALSIES OF
DIFFERENT ETIOLOGIES

Figure 15 shows a comparison of the énal results of
facial nerve palsies of different etiologies. It can be

seen that 71% of the idiopathic group, 61% of preg-
nant women, 21% of herpes zoster patients, 25% of
diabetes mellitus patients and 24% of polyneuritis
patients recovered completely. The majority of pa-
tients suffering from B. burghdorferi infection were
included in the polyneuritis group. These égures lead
to the conclusion that idiopathic palsy has the best
prognosis of all the types of peripheral facial nerve
paralysis.

AN EVALUATION OF TREATMENT OF
BELL’S PALSY

Can Bell’s palsy be treated?
As mentioned in the Introduction, Friedreich was the
érst doctor to attempt to treat patients suffering from
idiopathic peripheral facial nerve palsies. During the
last two centuries an unknown, but large, number of
these patients have been treated with almost every
kind of medicine, physiotherapy, electrical stimula-
tion and surgery. More than 1,000 papers have been
published and the conclusions, with very few excep-
tions, have been that the patients beneéted from the
treatment and that the authors were convinced of its
efécacy, even though there was no real proof.

Fortunately, reviews of the literature on the treat-
ment of facial paralysis exist. Cleveland gave a review
covering the period 1932–38 (45) and Ghiora and
Winter (45) reviewed the literature on conservative
treatment of Bell’s palsy between 1939 and 1960.
These reviews make very interesting reading and it is
stressed that the evaluation of therapy is made
difécult by the usually high percentage of sponta-
neous and complete recovery. Many patients show
signs of returning function as early as 10 days after
onset, even without treatment. Conservative treat-
ment is of course designed to reduce edema, ischemia,
congestion and compression, and thus to prevent
total degeneration. In the following sections a short
overview of treatment methods will be presented.

♀15-44a: 80%

Peiterson 2002



GROSSESSE = 
PRONOSTIC DÉFAVORABLE

• Gillman 2002: Taux de récup complète/quasi complète à 6 mois chez
les 🤰vs pop gén (traités ou non) 

• 69% 🤰 vs 91%♀ vs 95% ♂
si parésie complète au départ : 52% 🤰 vs 81% ♀ et 88% ♂
si parésie partielle au départ : 100% dans tous les groupes

• RAISONS ÉVOQUÉES?

1. RETARD ou TRAITEMENT INADÉQUAT +++ : sécurité, non nécessaire (hypercortisolémie)

• Gilman 2002: 33% reçoivent des stéroïdes 🤰 – vs 55% contrôle
Phillips 2017: 60% vs 86%

• Si traitées: récup complète 90% (Kunze 2012) : comparable à la pop gén

2. + de paralysies complètes dès le départ ? 70-30 vs 50-50 (Gillman 2002)

3. rôle + grand de la physiologie de la G... Peitersen 2002 (Non-traitées): 61% 🤰 vs 80% 



PHILLIPS 2017
51 CAS EN G – 60% PRED
57 HORS G – 86% PRED

systemic corticosteroids have not been linked to the
development of any major congenital anomaly.37 Pro-
longed high-dose corticosteroid use in pregnancy may
trigger fetal adrenal suppression38; however, use of
pulsed systemic corticosteroids in late pregnancy
appears safe. Long-term follow-up studies of infants
born to mothers who received antenatal systemic high-
dose betamethasone to prevent neonatal respiratory dis-
tress syndrome demonstrated no adverse effects into
young adulthood.39,40 Although evidence supports the
concurrent use of antivirals such as valaciclovir in addi-
tion to systemic corticosteroids in BP,16 these were pre-
scribed to only 29.5% of PABP patients in this study,
despite demonstrated safety throughout all phases of
pregnancy.41,42

The present findings are limited by the retrospec-
tive nature of the study. They are biased by patient self-
selection to our center and biased in that the sample
population is principally representative of the smaller
subset of BP patients who develop postparalysis FP. This
study was further limited by the lack of high-resolution
documentation of facial function at the time of BP onset,
which is known to correlate with outcomes.8,28,43

CONCLUSION
The present findings suggest that BP onset in late-

term pregnancy and the immediate puerperium is a risk
factor for worse long-term facial function outcomes.
Although there exists a strong tendency for medical
therapy to be withheld in pregnancy-associated cases of
BP, factors intrinsic to pregnancy appear principally

responsible for the worse prognosis. Avoidance of sys-
temic corticosteroids in the first trimester of pregnancy
is prudent; however, use of corticosteroid and antiviral
therapy in the late phase of pregnancy appears safe and
should be discussed with patients presenting with PABP.
A prospective controlled study would clarify the efficacy
of such therapy in this cohort.
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score eFACE : Échelle visuelle analogue graduée de
fonctionnement facial et des expressions volitionnelles
Standardisée et validée 

Le pronostic défavorable de la 
grossesse ne peut être expliqué 

entièrement par une discordance 
de traitement

...
Facteurs intrinsèques à la 

grossesse



SÉQUELLES (ET RETOUR SUR MME S)

+ fréquentes en G



SÉQUELLES

1. Degré de parésie restante (I à V, pas de VI)

2. Contracture/spasme permanent de l’hémi-
visage:
• fente palpébrale pliée

• Élévation commissure labiale

• Plis du visage + profonds

3. Synéchies motrices mouvement involontaire 
qui suit un mouvement volontaire
• Fermeture de l’oeil en souriant

• Élévation commissure labiale en fermant les yeux

4. Synéchies autonomes: 
Larmes de 🐊 : Larmoiements lors de la salivation 
= Pleurer en mangeant (très rare - 2%)

5. Sécheresse et abrasion cornéenne
(très rare – 2%)

Peitersen 2002: 
• 12% de séquelles légères

• 13% de séquelles modérées

• 4% de séquelles sévères

• 0% de paralysie complète

*Synéchies : résultat de connexions anormales lors de la guérison du NC VII



TRAITEMENT MÉDICAL

• controversé car amélioration spontanée dans la plupart des cas



PREDNISONE
H Y P OT H È S E  I NF L A MMATO I R E

• Cochrane 2016 (update 2006 et 2010): bénéfice significatif, évidences mod-élevées

• 7 RCT contre placebo, 895 patients, 1954 à 2008

• Récup partielle à 6 mois:  17% vs 28%,  RR 0.63 (0.5-0.8), NNT 10 pour empêcher 1 récup partielle
• AUTREMENT : 83% vs 72% de récup complète donc 11% de plus

• Synéchies motrices : RR 0.64 (0.45-0.91) (n=485)

• = effets 2nd

• 1 mg/kg (max 60mg, vs 60-80 mg) x 7 jours : + simple & sevrage non nécessaire
• vs 60mg x 5 j puis sevrage-10mg/j  x 5 j = la plus grosse RCT

• Tx <72h pour la + part (idéalement < 48h – 1 RCT: ∅ bénéfice entre 48 & 72h)



ANTIVIRAUX:
COMPLEXE ET EN MOUVANCE

H Y P OT H È S E  H S V

• Cochrane 2019 (update 2009 et 2015): 14 RCT, 2488 patients (petites RCT, biais ++) 1996-2016

• Récup partielle à 6 mois: (faible qualité)

• Seul vs placebo (n=658) : aucun bénéfice. RR 1.1 (0.87-1.4)

• Combinaison vs corticos seuls (n=766): 14% vs 17%,  RR0.81 (0.38-1.74) : aucun bénéfice
MAIS 10 études exclues... 

• Toutes les études (n=1729): 12% vs 20% RR 0.54 (0.38-0.77) ajustée pour I2:  bénéfique

• Bell sévère V-VI (n=98): RR 0.82 (0.57-1.17) :  aucun bénéfice

• Bell sévère toutes les études (n=478): RR 0.64 (0.41 à 0.99): bénéfique

• Combinaison vs placebo (n = 658): RR 0.56 (0.42 à 0.76): bénéfique



ANTIVIRAUX (II)

• Synéchies motrices et larmes de crocodiles (qualité modéré)
• Combinaison vs corticos seuls (n=496): RR 0.56 (0.36-0.87)

• = effets 2nd

• CONCLUSION:  Addition d’antiviraux:  « little or no effect »?

• Experts/Guidelines canadiens 2014 : Ajout d’antiviraux si sévère (V et +) :
bénéfice potentiel & absence de tord
Perso : pour tout le monde ...

• Acyclovir 400 mg 5x/j pour 10j

• IV 10mg/kg q 8h pour 10-14j si complications neuros de VZV (R-Hunt avec méningite/encéphalite)

• Valacyclovir 1g TID x 7j (10j pour R-Hunt)



AUTRES TRAITEMENTS ÉVOQUÉS EN G

• Diurétiques (McGregor 1987): Bell sans PÉ, 28 sem pred + lasix. Récup sur 2 mois

• Magnésium IV : nuisible ? (Shmorgun 2002, Aditya 2014) : Effet bloqueur neuromusculaire. 
« plus d’études sont nécessaires » - aucun exemple

• Induction de l’accouchement (si non requis pour la PÉ) : prématurité 2e, non recommandée

• Pulec 1974 : Permettrait décompression sous AG

• Mc Gregor 1987 : Bell récurrent : G1 et G2 récup per-G (28 et 19 sem), vs G3 24 sem: aucune 
amorce d’amélioration avant l’accouchement

• Falco 1989 « Another claimed that recovery was precipitated by the delivery of her child »



TRAITEMENT NON PHARMACO

• Larmes artificielles sans agent de conservation

• Onguent la nuit

• Si fermeture incomplète:  ruban médical (1ers 48h + la nuit)... ∅ patch ∅ vertical

• Physiothérapie = Automassages, exercices passifs/actifs  ± électrostimulation de la 
musculature faciale. Bénéfices (et évidences) limitées → MÀJ Cochrane 2022
(vs guidelines canadiens 2014 sont contre l’électrostimulation)

• Consult en physio

• Vidéos :  https://www.youtube.com/@ghupitiesalpetriere/playlists

• **** Pas de mvts de grimace, mâcher de la gomme, etc.

• Acupuncture, thérapie hyperbare : pas prouvé

Khan AJ et al.. Physical therapy for facial nerve paralysis (Bell's palsy): An updated and extended systematic review
of the evidence for facial exercise therapy. Clin Rehabil. 2022 Nov;36(11):1424-1449.

https://www.youtube.com/@ghupitiesalpetriere/playlists


SELFIES ???



DÉCOMPRESSION CHIRURGICALE

• Autrefois controversé :

• Si aucune amélioration & EMG montre >90% d’atteinte axonale à 3-14j

• IRM pour guider la façon de décomprimer

• Maintenant non recommandé

• Revue 2021(2 RCT) et AAN 2001(4 études sans groupe contrôle) :
aucune évidence de bénéfices

• Risques potentiels: surdité, convulsions, fuite de LCR, lésion permanente VII 



SUIVI RECOMMANDÉ

• À 3-4 semaines :  AUCUNE amorce de récup, aggravation ou nouveaux sx

• IRM & autres investigations prn pour revoir le diagnostic

• Référer en physiothérapie

• ? ENoG ou EMG

• à 3-4 mois : Paralysie partielle persistante

• IRM & EMG pour évaluer réinnervation subclinique ?

• à 6 mois :  Gestion des Séquelles

• Référence ORL, Plastie, Ophtalmo



GESTION DES SÉQUELLES

• Ergothérapie et Orthophonie

• Douleur aigüe : « analgésiques »  à court terme.
Chronique = comme dlr post herpétique ?

• Botox pour: spasme, synéchies motrices, larmes de crocodiles ou compensation 
controlatérale

• Liftings & chx faciales

• Multiples procédures ophtalmo (poids dans la paupière, blocage de canaux, tarsoraphie, 
botox)



MESSAGES 🗝

• Association incertaine avec G – T3 certainement

• Association probable avec PÉ

• Nécessité d’éliminer des causes 2nd ? Selon

• Pred +/-Valtrex <48h

• Taux de récup complète :

• selon la parésie initiale

• selon la vitesse de récup initiale (2-3 premières semaines)

• selon tx administré

• autres facteurs pronostics: âge, HTA, DB, etc

• La paralyse complète (au final) n’existe pas

• Moins bon pronostic en G malgré traitement

• Suivi recommandé pour causes 2es manquées et séquelles



RESSOURCES 🗝

• https://www.youtube.com/@ghupitiesalpetriere/playlists :  Site YouTube de 
l’hôpital de la Pitié-Salpêtrière. 33 vidéos sur la paralysie faciale périphérique

• explications étiologiques

• Différence centrale vs périphérique

• Automassages externes, internes

• Exercices passifs, semi-actifs et pour les séquelles

• Protection oculaire

• Gestion de l’expression émotionnelle !

• Grossesse !

https://www.youtube.com/@ghupitiesalpetriere/playlists
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