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Bilateral facial palsy (BFP) is a rare clinical condition, 
representing 0.2–3% of facial paralysis cases [1]. Etiology 
is often unclear. Peripheral facial palsy (PFP) is the most 
frequent cranial neuropathy associated with human immu-
nodeficiency virus (HIV), whereas only few BFP cases have 
been described in literature. We report a case of BFP in a 
previously asymptomatic patient, as initial presenting symp-
tom in advanced stage of HIV infection.

A 37-year-old man was referred to the emergency room of 
our Hospital with difficulty in closing eyes and mouth droop-
ing on both side. He had been treated with oral prednisone 
for 10 days until hospital admission, without improvement. 
A month earlier, the patient experienced a flu-like episode 
characterized by fever, vomiting, diarrhea, and maculopapu-
lar skin rush. His previous medical history was negligible.

Neurological examination was unremarkable except for a 
bilateral peripheral facial palsy (House-Brackmann stage IV). 
Blood examination, also including cytomegalovirus (CMV), 
Epstein-Barr virus (EBV), and herpes simplex virus type 
1 and 2 (HSV) antibodies, was normal except for a slight 
rise in white blood cell count (10,930/mm3; normal value: 
4000–9000) with 44% neutrophils and 48% lymphocytes.

Brain magnetic resonance imaging (MRI) revealed no 
intracranial abnormalities. Specifically, gadolinium admin-
istration did not reveal facial nerve enhancement or signs of 
inflammation, although motion artifacts may have affected 

the image quality. Direct facial nerve conduction studies 
were normal, whereas blink reflex examination revealed 
prolonged latencies of both R1 responses and a decreased 
amplitude of all recorded responses. The cerebrospinal fluid 
(CSF) analysis showed clear and colorless appearance, with 
an increased protein content (100 mg/dl; nv: 20–50) and 
cell count (57/ mm3; nv: 0–5), but no oligoclonal bands. 
However, ELISA and Western blot analyses of serum sample 
were clearly positive for HIV-1 infection. The CD4 count 
was 13% (nv: 31–60) and the CD8 was 75% (nv: 13–41) with 
a CD4/CD8 ratio of 0.17 (nv: 1.0–3.5), revealing an asymp-
tomatic HIV in advanced stage [2]. The patient was not 
aware of the disease, but he used to conduct high-risk sexual 
behaviors, having had unprotected receptive intercourse with 
casual partners. Despite not reporting further risk factors, 
we performed serologic testing for Lyme disease using both 
ELISA and Western blot, which resulted negative. He was 
referred to the infectious disease specialist for clinical and 
laboratory follow-up and promptly started an antiretroviral 
therapy with Triumeq (dolutegravir/abacavir/lamivudine). 
No viral load measurement was available at that time. At the 
30th day follow-up the patient had a decrease in white blood 
cell count (7630 mmc/mm3; normal value: 4000–9000) with 
59% neutrophils and 31% lymphocytes. The CD4 count 
decreased to 8% (nv: 31–60), and therefore, the CD4 cell 
count calculated from total lymphocyte count (2365/mm3; 
nv: 1000–4800) was 189/mm3, confirming diagnosis. His 
clinical condition progressively improved with a BFP almost 
complete resolution in about 6 months.

Discussion

Neurological involvement in HIV is quite common 
(75–90% of HIV patients) and all neuraxis levels could 
be involved [1, 3]. PFP is the most frequent cranial neu-
ropathy associated with HIV [3]. The association of PFP 
and HIV was firstly described by Snider et al. in 1983 [4]. 
BFP is much less common than the unilateral PFP, occur-
ring in 0.3 to 2% of the general population [1]. However, 
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among HIV patients, BFP is quite rare: during the HIV 
course, excluding the present case, only 20 other cases have 
been reported [4]. Both unilateral and BFP may develop 
any time throughout the course of HIV infection and it is 
most commonly observed as an early stage complication 
[4, 5]. PFP occurring in acute HIV infection may precede 
seroconversion by 4–6 weeks, and it could be complicated 
by an aseptic meningitis [4]. Frequently, in BFP, facial 
muscle weakness does not occur simultaneously on both 
sides but, firstly, affects one side and, within few days, the 
opposite side [6]. PFP pathogenesis in HIV is not entirely 
understood: at an early asymptomatic stage, some authors 
hypothesized a direct lesion of facial nerve caused by a 
neurotropic virus. Another hypothesis is an immunological 
hyper-reaction to HIV viremia, producing demyelination 
of cranial nerves, similar to a Guillain–Barre syndrome 
(GBS). Finally, in the advanced stages, impaired cellular 
immunity may originate PFP by altering patient defenses 
against opportunistic infections [5]. BFP requires an exten-
sive differential diagnosis because it can present in several 
diseases, being GBS the most common [4]. Other etiologies 
include Bickerstaff’s brainstem encephalitis, tuberculous 
meningitis, herpes zoster, HSV, CMV, EBV, neurosarcoido-
sis, lymphomatous or carcinomatous meningeal infiltra-
tion, Lyme disease, traumatic, diabetes mellitus, and toxic 
[4]. Consequently, the work up should include complete 
blood and CSF examinations, very useful to exclude other 
neurologic infections. Although the patient did not report 
further risk factors, apart from high-risk sexual behaviors, 
we performed serologic testing for Lyme because of the 
possible risk of coinfection [7]. Recently, Cabrera Muras 
et al. [8] reported a case of severe BFP associated with 
EBV and SARS-CoV-2 coinfection. However, our patient 
first presented before the pandemic breakthrough; hence, 
we could not consider such a differential diagnosis at the 
time. Contrast-enhanced MRI scan may detect lesions of 
the central nervous system. Skull base, meninges, and 
cerebellopontine angle are the brain regions that must be 
studied above all. In this case, a specific diagnostic work up 
allowed us to exclude other diagnoses, and therefore, BFP 
was easily linked to the diagnosed HIV infection. Moreo-
ver, another quite unique aspect was that the patient was 
asymptomatic despite an advanced disease stage (absolute 
CD4 cell count < 200/mm3 or percentage < 14% [2]). The 
prognosis of PFP in HIV is usually favorable. Most cases 
have a spontaneous recovery within 15 days to 3–6 months 
[1]. The treatment of PFP in HIV infection is mainly based 
on administration of famciclovir or of a high-dose acyclo-
vir [1]. Steroids use is controversial: according to a recent 
Cochrane systematic review [6], some authors support their 
use in order to reduce the immunologically mediated neural 

inflammation of facial nerve. On the other hand, the use 
of corticosteroids could increase the possibility of oppor-
tunistic infections in HIV immunocompromised patients. 
Although the antiretroviral treatment has been successful 
in our BFP case, the efficacy of these therapeutic agents on 
HIV-associated PFP recovery is still unknown [5].

Conclusion

BFP is a very rare entity that should be rapidly investi-
gated when occurring, because it may indicate the onset 
of a systemic disease or represent the sole symptom of 
active underlying disease process. The early diagnosis of 
HIV infection in patients with BFP is crucial, considering 
that a timely management of HIV infection can produce 
the greatest benefit for the patient, as well as a preventive 
awareness, in order to avoid possible transmission of the 
virus.
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