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Case Report

Isolated facial nerve palsy: Rare manifestation of dengue haemorrhagic fever
A case report
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Abstract
Dengue is a common arboviral infection and is one of the tropical diseases which occur in Sri
Lanka. Neurological manifestations due to dengue are very rare but can be caused by serotypes 2
and 3. Here we report of an isolated facial nerve palsy occurring as a manifestation of dengue
haemorrhagic fever (DHF) in a young boy who presented with fever and constitutional
symptoms.
Haematological parameters were suggestive of dengue with dengue IgM being
positive. Subsequently, he developed right side lower motor neuron type of facial nerve palsy.
He was treated with a high dose of steroids and facial nerve stimulation therapy. He clinically
recovered without residual weakness.
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Introduction
Dengue is a common arboviral infection and is among the tropical diseases which occur in Sri
Lanka. Dengue virus has four serotypes. Neurological manifestations are very rare and are
caused by serotypes 2 and 3.1 Encephalopathy, meningitis, acute pure motor weakness,
mononeuropathies, transverse myelitis, stroke, acute disseminated encephalomyelitis, GuillainBarre Syndrome, hypokalemic paralysis and neuromyelitis optica are the recognized
neurological manifestations associated with dengue fever.2 There were few cases of isolated
facial nerve palsy in dengue haemorrhagic fever which had been reported in literature in Sri
Lanka.3 Here we report of an isolated facial nerve palsy occurring as a manifestation of dengue
haemorrhagic fever in a young boy.
Case report
A previously healthy 18 year old boy presented with fever, myalgia, arthralgia and headache of 3
days duration. He had no other systemic symptoms. On examination, he was febrile and flushed.
His pulse rate was 92/minute and blood pressure 100/60mmHg without postural drop. He had no
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evidence of leakage on admission. His initial full blood count showed leukopenia (3250/mm 3)
with predominant lymphocytes (36%) and thrombocytopenia (96,000/mm3). His NS 1 antigen
was positive on day 3 and dengue IgM antibody was positive on day 7. On the 6th day, his
platelet count dropped to 56,000/mm3 with a raised packed cell volume (42% to 48%). His white
cell count dropped to 2840/mm3 (neutrophils – 45%, lymphocytes – 42%). His liver enzymes
were high (AST – 78 IU/l, ALT – 62 IU/l) but renal function tests were normal. His ultrasound
showed moderate ascites and pleural effusion suggestive of the critical phase of dengue fever.
He was managed according to the national guidelines of dengue haemorrhagic fever published
by the Ministry of Health, Sri Lanka.4 He improved clinically, and platelet counts returned to
normal limits.
On the 8th day, in recovery phase, he developed deviation of his mouth to the left side, difficulty
in closing his right eye and wrinkling of the right side of his forehead. He had no limb weakness,
facial numbness, swallowing difficulty, double vision, unsteady gait, earache or parotid swelling.
On neurological examination, he had a right sided lower motor neuron type of facial nerve palsy.
His nerve conduction study confirmed the diagnosis. Imaging of his brain was normal and
inflammatory markers and autoimmune screening were negative. His work up for viral etiology
(HSV, EBV and retroviral screening) was negative.
The patient was treated with prednisolone 1mg/kg/day for 10 days and facial nerve stimulation
therapy. He was followed up at the clinic and he recovered without residual weakness at 4
weeks.
The timeline of the patient’s clinical course is shown below.
Timeline of clinical progression
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Discussion
Dengue is the most commonly encountered arboviral disease among tropical diseases in Sri
Lanka. Neurological manifestations in dengue are a rare phenomenon but the incidence of
unusual presentations and complications of this common viral infection is on the rise.
Neurological manifestations are very rare and are usually seen with serotypes 2 and 3.1
Neurological signs were first described in 1976 as atypical symptoms of dengue infection.5 The
pathogenesis of neurological complications and the contribution of viral and host factors are not
well understood but can be related to neurotrophic effects of the virus, systemic effects of the
infection or can even be immune mediated.6
The neurological complications of dengue virus infection are classified into three categories:
metabolic disturbances (encephalopathy), viral invasion (encephalitis, meningitis, myositis, and
myelitis) and autoimmune reactions (acute disseminated encephalomyelitis, neuromyelitis optica,
optic neuritis, myelitis, encephalopathy, and Guillain-Barre syndrome).2
Dengue is gradually becoming a major public health problem worldwide. A growing number of
related studies will increase awareness and understanding of the neurological complications of
dengue infection. Physicians will continue to play important roles in its diagnosis and treatment.
A high level of suspicion can lead to rightful early diagnosis and prompt timely management
leading to a significant improvement in mortality and morbidity in cases of neurological
complications due to dengue. It should be considered as a cause for lower motor neuron type
facial nerve palsy in an endemic area in clinical practice.
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