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Case Report 
 
A 32-year-old Caucasian female with a history of idiopathic 
thrombocytopenic purpura, benign thyroid nodules, and left-
sided Bell’s palsy presented to her primary care provider with 
new-onset right-sided facial droop. One day prior, the patient 
woke up with right facial muscle tightness and inability to close 
her right eye. Over the next day, she developed severe right-
sided otalgia. She denied weight loss, facial numbness, tingling, 
pain, diaphoresis, and auditory or visual changes. She denied 
taking new medications.  
 
Eight weeks prior, the patient noted left-sided facial droop, 
inability to close her left eye, and significant left–sided otalgia. 
She was diagnosed with Bell’s palsy and prescribed a 12-day 
course of prednisone and valacyclovir, with mild improvement. 
She subsequently visited her ophthalmologist for left eye 
dryness and had near complete left-sided CNVII palsy with 
50% lid function and poor recovery. Initial laboratory work up, 
including rheumatoid factor (RF), antinuclear antibody, 
angiotensin-converting enzyme (ACE), and comprehensive 
metabolic panel, was unremarkable. Brain magnetic resonance 
imaging (MRI) was ordered. The patient reported having left-
sided Bell’s palsy four years prior that resolved within two 
weeks with valacyclovir and prednisone.  
 
Given the patient’s rapid progression of symptoms and the low 
incidence of bilateral Bell’s palsy, she warranted further 
neurological work up. Brain MRI with and without contrast 
revealed enhancement along the fundus and labyrinth segments 
of the bilateral seventh cranial nerves, more conspicuous on the 
right, indicating more recent inflammation. Her serologies were 
positive for herpes simplex virus (HSV) immunoglobulin G 
(IgG), Mycoplasma pneumonia IgG, and Epstein Barr Virus 
(EBV)-EBNA IgG. Of note, the HSV1/2 IgM, Mycoplasma 
pneumonia IgM, and EBV-Viral Capsid Antigen (VCA) IgM 
were negative. Her bloodwork was otherwise unremarkable, 
including negative human immunodeficiency virus (HIV), 
varicella zoster virus (VZV), B.burgdorferi antibodies, HSV 
antibodies, anti-Sjogrens syndrome-related antigens A and B 
antibodies, Epstein Barr Virus polymerase chain reaction 
(PCR), rapid plasma reagin, and interferon gamma release 
assay tests. A lumbar puncture (LP) demonstrated increased 
lymphocytes (95%) and an elevated EBV-VCA IgG level. The 
cerebral spinal fluid (CSF) did not reveal oligoclonal bands or 
elevated ACE level, and was negative for HSV1/2 IgG, VZV 
IgG, VZV DNA PCR, cytomegalovirus (CMV) DNA PCR and 
albuminocytologic dissociation. She completed a 12-day course  

 
 
of prednisone and acyclovir with improvement in her right 
facial droop. Based on her labwork, it was felt that her Bell’s 
palsy was likely EBV-related. Two months later, her ophthal-
mologist noted complete resolution of her symptoms.  
 
Discussion 
 
The two most common causes of acute facial paralysis are 
ischemic stroke and Bell’s palsy.1 Given the time-critical 
treatment for acute stroke, physicians must quickly make the 
distinction in order to avoid permanent damage. The difference 
in clinical findings between the two conditions may be subtle.  
 
Bell’s palsy was first described by Sir Charles Bell in the 1920s 
as facial paralysis caused by trauma to the peripheral branches 
of the facial nerve.2 Today it is defined as an idiopathic acute 
peripheral facial nerve palsy. The incidence is 25-30 cases/ 
100,000 people/year, accounting for 60-75% of all cases of 
facial paralysis.3 It affects men and women equally with the 
highest rate between the ages of 15-60.3,4 Deficits accumulate 
over hours to days. Symptom severity peaks between three to 
seven days. Roughly 85% of patients show partial recovery 
within three weeks and full recovery within six months.1 Bell’s 
palsy is caused by facial nerve damage at the level of or below 
the brainstem.4,5 The majority of proposed etiologies are viral 
infections, including HSV, VZV, EBV, CMV, HIV and influen-
za.6 Other possible triggers include microvascular insult from 
uncontrolled diabetes, third trimester of pregnancy, malig-
nancies, Lyme disease, and Guillain-Barre Syndrome (GBS).7  
 
Patients with Bell’s palsy present with weakness in the ipsi-
lateral upper and lower face that progress over hours to days. 
Clinical findings include the inability to wrinkle the forehead, 
close the eyes completely, or smile on the affected side. The 
facial nerve also innervates the stapedius muscle of the ear and 
the nervus intermedius, which provides sensation for anterior 
two-thirds of tongue. Therefore, these patients may also experi-
ence ipsilateral otalgia from stapedius muscle inflammation and 
impaired sense of taste.8  
 
Facial weakness caused by strokes is largely dependent on the 
location of occlusion within the brain and can develop within 
seconds to minutes.9 Patients with central facial palsy present 
with the inability to smile or purse lips, but retain the ability to 
wrinkle the forehead and close the eye on the affected side. This 
finding is attributed to the dual innervation of the upper face, 



  
 
which allows sparing of the contralateral upper facial muscles 
if the lesion damages the upper motor neurons in the motor 
cortex or internal capsule.4,5 Strokes involving the cortex 
generally cause central facial weakness, sparing the forehead 
and eyes, but strokes involving the brainstem can mimic a 
peripheral lesion. Here, the patient often presents with other 
focal neurologic deficits, such as numbness, dysarthria, visual 
impairment, vertigo, and ataxia.9,10 Patients suspected of having 
a stroke should visit the emergency department immediately for 
further neurological evaluation and imaging.  

 
Bell’s palsy is classified into five categories: unilateral non-
recurrent, unilateral recurrent, simultaneous bilateral, alterna-
ting bilateral, and recurrent bilateral.11 While unilateral non-
recurrent Bell’s palsy is often assumed to be idiopathic or 
associated with HSV, recurrent unilateral Bell’s palsy has been 
loosely linked to malignant hypertension, diabetes, pregnancy, 
and brain malignancies. Melkersson Rosenthal syndrome, 
characterized by recurrent unilateral facial paresis, facial 
edema, and fissured lips, should also be considered.12 An esti-
mated 4-7% of cases of Bell’s palsy have recurrent facial palsy.8 
In contrast, bilateral Bell’s palsy is exceedingly rare, noted only 
0.3-2% of cases, and often implicates an underlying systemic 
disease.7 Both sides of the face must be involved within a 30-
day period to be defined as bilateral facial paralysis. 

 
The most common causes of bilateral facial palsy are Lyme 
disease (36% of cases), GBS (5%), trauma (4%), sarcoidosis 
(0.9%), and AIDS (0.9%).13 Lyme disease is the leading cause 
of bilateral facial palsy; approximately 30-35% of infected indi-
viduals suffer from facial paralysis.7  Serologies may show IgM 
antibodies against B. burgdorferi and CSF lymphocytosis. GBS 
is typically a post infective polyneuropathy characterized by 
progressive limb weakness and areflexia. Of patients with GBS, 
35% present with bilateral facial weakness, increasing to 50-
60% in severe cases.14 Diagnosis is made clinically and with 
CSF revealing albuminocytologic disassociation. In neuro-
sarcoidosis, cranial nerve neuropathy, particularly of the facial 
nerve, is the most common complication. Upwards of 50% of 
patients with neurosarcoidosis experience a form of facial 
palsy, and 25-50% of these patients have either simultaneous or 
sequential bilateral facial nerve involvement.14  Chest radio-
graphy, (CXR) ACE serologies, and biopsy of non-caseating 
granulomas are considered in diagnosing sarcoidosis. However, 
the remainder of the physical exam, labwork, and imaging may 
be unremarkable.15 In HIV-1, it is estimated that 40-90% of 
patients with primary HIV-1 infection experience acute 
retroviral syndrome with seroconversion.16 However, facial 
paralysis may precede seroconversion by four to six weeks.17 In 
immune-depressed patients, paralysis is more likely caused by 
an AIDs-defining illness. Thus, patients with bilateral facial 
paresis who test HIV-negative, should repeat testing after six 
weeks.16 
 
Recently, EBV is gaining attention as a cause of bilateral facial 
palsy. Neurological complications are reported in about seven 
percent of EBV infections, most commonly affecting the facial 
nerve. Approximately 40% of EBV-associated facial nerve 

palsy cases are reported as bilateral.16 EBV-induced facial palsy 
is well documented in the pediatric population, but there are 
only rare reports amongst adults.  One case report of a 14-
month-old girl with bilateral facial palsy presumed to be caused 
by EBV showed negative EBV-VCA IgM and EBV-EBNA 
IgM, which should rule out acute EBV. However, her serolo-
gies revealed positive EBV-VCA IgG after one month and 
positive EBV-EBNA IgG after 5 months.18 Another case 
describes a 43-year-old female who presented with bilateral 
facial droop progressing over three days with serological tests 
that also revealed negative EBV-VCA IgM but positive EBV-
VCA IgG19 with no clinical signs of EBV. Although there is 
limited literature, one theory is that uncontrolled, chronic EBV 
may induce B-lymphocytosis, leading to Non-Hodgkin’s 
lymphoma (NHL). Facial paralysis has also been linked to early 
stages of NHL.19  
 
Diagnostic work up for Bell’s palsy is extensive, including 
brain MRI, serologic and CSF evaluation, CXR, electromyo-
graphy, nerve conduction tests, and organ biopsy in severe 
cases. Currently, the treatment recommended is typically 
prednisone 60-80mg/day for one week within 72 hours of onset, 
and only advancing to the addition of antivirals with severe or 
persistent symptoms.20-22 In cases of suspected systemic 
diseases, such as Lyme disease, GBS or neurosarcoidosis, the 
underlying disease should be treated. With EBV, there is 
insufficient evidence for treatment beyond supportive care. In a 
study of 94 patients with acute infectious mononucleosis, 
acyclovir and prednisone reduced oropharyngeal shedding, but 
did not affect symptom duration.23  
 
In our patient, there were eight weeks between the development 
of her left and right facial palsy. It is difficult to assess whether 
this is overlapping alternating unilateral facial palsy, recurrent 
unilateral Bell’s palsy with coincidental development of the 
contralateral side, or recurrent unilateral Bell’s palsy on her left 
side within eight weeks and subsequent development of 
bilateral Bell’s palsy within 30 days of the recurrence. None-
theless, her case warranted emergent imaging and work-up to 
definitively rule out an acute ischemic stroke. Extensive 
investigation, including serologic workup, lumbar puncture, 
and imaging should be performed to rule out an underlying 
systemic disease that may require alternative treatment.  
 
 
REFERENCES 
 
1. Gilden DH. Clinical practice. Bell's Palsy. N Engl J Med. 

2004 Sep 23;351(13):1323-31. Review. PubMed PMID: 
15385659. 

2. Bell C. The nervous system of the human body, Longman, 
London 1830. 

3. 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. Review. PubMed 
PMID: 12482166. 

4. Hohman MH, Hadlock TA. Etiology, diagnosis, and 
management of facial palsy: 2000 patients at a facial nerve 



  
 

center. Laryngoscope. 2014 Jul;124(7):E283-93. doi: 
10.1002/lary.24542. Epub 2014 Jan 15. PubMed PMID: 
24431233. 

5. Mahadevappa K, Vora A, Graham A, Nesathurai S. 
Facial paralysis: a critical review of accepted explanation. 
Med Hypotheses. 2010 Mar;74(3):508-9. doi: 10.1016/ 
j.mehy.2009.10.010. Epub 2009 Nov 11. Review. PubMed 
PMID: 19910126. 

6. Carswell C, Northey LC, Davies L, Yuki N, Kiernan 
MC. Progressive bilateral facial weakness. Pract Neurol. 
2015 Feb;15(1):76-9. doi:10.1136/practneurol-2014-
000989. Epub 2014 Oct 29. PubMed PMID: 25354504; 
PubMed Central PMCID: PMC4316867. 

7. McCormick DP. Herpes simplex virus as a cause of Bell's 
palsy. 1972. Rev Med Virol. 2000 Sep-Oct;10(5):285-9. 
PubMed PMID: 11015740. 

8. De Seta D, Mancini P, Minni A, Prosperini L, De Seta 
E, Attanasio G, Covelli E, De Carlo A, Filipo R. Bell's 
palsy: symptoms preceding and accompanying the facial 
paresis. ScientificWorldJournal. 2014;2014:801971. doi: 
10.1155/2014/801971. Epub 2014 Nov 27. PubMed 
PMID: 25544960; PubMed Central PMCID: 
PMC4270115. 

9. Loomis C, Mullen MT. Differentiating facial weakness 
caused by Bell’s Palsy vs. acute stroke. Can you tell the 
difference? JEMS. 2014 May 7;37(5). 

10. Tiemstra JD, Khatkhate N. Bell's palsy: diagnosis and 
management. Am Fam Physician. 2007 Oct 1;76(7):997-
1002. Review. PubMed PMID: 17956069. 

11. Swami H, Dutta A, Nambiar S. Recurrent Bell's Palsy. 
Med J Armed Forces India. 2010 Jan;66(1):95-6. doi: 
10.1016/S0377-1237(10)80115-7. Epub 2011 Jul 21. 
PubMed PMID: 27365719; PubMed Central PMCID: 
PMC4920880. 

12. Cirpaciu D, Goanta CM, Cirpaciu MD. Recurrences of 
Bell's palsy. J Med Life. 2014;7 Spec No. 3:68-77. PubMed 
PMID: 25870699; PubMed Central PMCID: PMC 
4391412. 

13. Greenberg MR, Urquhart MC, Eygnor JK, Worrilow 
CC, Gesell NC, Porter BG, Miller AC. I can't move my 
face! a case of bilateral facial palsy. J Am Osteopath Assoc. 
2013 Oct;113(10):788-90. doi: 10.7556/jaoa.2013.048. 
PubMed PMID:24084805. 

14. Hoyle JC, Jablonski C, Newton HB. Neurosarcoidosis: 
clinical review of a disorder with challenging inpatient 
presentations and diagnostic considerations. 
Neurohospitalist. 2014 Apr;4(2):94-101. doi: 10.1177/ 
1941874413519447. PubMed PMID: 24707339; PubMed 
Central PMCID: PMC3975794. 

15. Jain V, Deshmukh A, Gollomp S. Bilateral facial 
paralysis: case presentation and discussion of differential 
diagnosis. J Gen Intern Med. 2006 Jul;21(7):C7-10. 
PubMed PMID: 16808763; PubMed Central PMCID: 
PMC1924702. 

16. Serrano P, Hernández N, Arroyo JA, de Llobet JM, 
Domingo P. Bilateral Bell palsy and acute HIV type 1 
infection: report of 2 cases and review. Clin Infect Dis. 

2007 Mar 15;44(6):e57-61. Epub 2007 Feb 8. Review. 
PubMed PMID: 17304442. 

17. Schielke E, Pfister HW, Einhäupl KM. Peripheral facial 
nerve palsy associated with HIV infection. Lancet. 1989 
Mar 11;1(8637):553-4. PubMed PMID: 2564081.  

18. Terada K, Niizuma T, Kosaka Y, Inoue M, Ogita S, 
Kataoka N. Bilateral facial nerve palsy associated with 
Epstein-Barr virus infection with a review of the literature. 
Scand J Infect Dis. 2004;36(1):75-7. Review. PubMed 
PMID: 15000569.  

19. Pothiawala S, Lateef F. Bilateral facial nerve palsy: a 
diagnostic dilemma. Case Rep Emerg Med. 2012;2012: 
458371. doi: 10.1155/2012/458371. Epub 2012 Jan 23. 
PubMed PMID: 23326715; PubMed Central PMCID: 
PMC3542940. 

20. Baugh RF, Basura GJ, Ishii LE, Schwartz SR, 
Drumheller CM, Burkholder R, Deckard NA, Dawson 
C, Driscoll C, Gillespie MB, Gurgel RK, Halperin J, 
Khalid AN, Kumar KA, Micco A, Munsell D, 
Rosenbaum S, Vaughan W. Clinical practice guideline: 
Bell's Palsy executive summary. Otolaryngol Head Neck 
Surg. 2013 Nov;149(5):656-63. doi: 10.1177/ 
0194599813506835. Review. PubMed PMID: 24190889. 

21. Gronseth GS, Paduga R; American Academy of 
Neurology. Evidence-based guideline update: steroids and 
antivirals for Bell palsy: report of the Guideline 
Development Subcommittee of the American Academy of 
Neurology. Neurology. 2012 Nov 27;79(22):2209-13. doi: 
10.1212/WNL.0b013e318275978c. Epub 2012 Nov 7. 
PubMed PMID: 23136264. 

22. de Almeida JR, Al Khabori M, Guyatt GH, Witterick 
IJ, Lin VY, Nedzelski JM, Chen JM. Combined 
corticosteroid and antiviral treatment for Bell palsy: a 
systematic review and meta-analysis. JAMA. 2009 Sep 
2;302(9):985-93. doi:10.1001/jama.2009.1243. Review. 
PubMed PMID: 19724046. 

23. Tynell E, Aurelius E, Brandell A, Julander I, Wood M, 
Yao QY, Rickinson A, Akerlund B, Andersson J. 
Acyclovir and prednisolone treatment of acute infectious 
mononucleosis: a multicenter, double-blind, placebo-
controlled study. J Infect Dis. 1996 Aug;174(2):324-31. 
PubMed PMID: 8699062. 

 
Submitted February 24, 2018  
 


