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Primary varicella zoster virus infection-related
hemiparesis and fatal neurological complications in an
immunocompetent girl

Hemiparesis associated with primary varicella zoster virus (VZV)
before eruption of rashes and within 10 days of infection has not been
reported so far. VZV is sustained in the population almost exclusively
through human-to-human transmission.! Although the Indian Academy
of Pediatrics (IAP) recommends dual VZV vaccination at 15 months
and at 4-6 years of age,” uptake of the vaccine through private
healthcare providers is low. It has been estimated that 0.01%-0.25%
of patients with VZV develop neurological complications.> Almost
half of childhood hemiparesis has been associated with VZV. The
middle cerebral artery (MCA) is reported to be involved in a majority
of cases.*”

An 8-year-old immunocompetent girl from a poor socioeconomic
background presented to our tertiary care hospital with fever, rashes
and hemiparesis. The patient presented to the emergency department
on27November2016, with ahistory of feversince 21 November. The
patient developed malaise with slight weakness on the right side on 22
November. On 23 November, she developed sparse rashes over the
face and abdomen. On 24 November, she developed headache, neck
pain and high-grade fever, followed by right-sided hemiparesis with
deviation of the right angle of the mouth; she was unable to talk
(dysarthria) and walk and she had altered sensorium. There was no
history suggestive of an immune-compromised state. She had a pulse
rate of 76/minute, respiratory rate of 32/minute, blood pressure 90/70
mmHgand weighed 25 kg. No pallor, icterus, clubbing, pedal oedema,
facial puffiness or lymphadenopathy was present. The Glasgow coma
scale (GCS) score was 11 at admission, which became 7 on day 3 of
hospitalization. Both pupils were semi-constricted and reacting
sluggishly to light, neck rigidity was absent, muscle tone was slightly
increased bilaterally, deep tendon reflexes were normal, superficial
abdominal reflexes were absent and plantar reflexes were recorded as
bilaterally extensor (which may be due to irritation of the central
nervous system). She had weakness on the right side with power of
both the rightupper and lower limb 2+, whereas the left side had normal
5+ power.

We followed the guidelines of the IAP for the treatment of patients
with acute encephalitis syndrome® and started with paracetamol,
azithromycin, phenytoin, ranitidine, acyclovir, vitamin B, vitamin A
and vitamin K. The patient was put on synchronized intermittent
mechanical ventilation (SIMV). Her investigations revealed a
haemoglobin of 10.8 g/dl, total leucocyte count of 5100/cmm and a
platelet count 0f263 000/cmm. Her blood urea at admission was 64.5
mg/dl with a serum creatinine of 0.72 mg/dl. Her aspartate
aminotransferase and alanine aminotransferase levels were normal.
Her cerebrospinal fluid (CSF) examination was non-contributory
(normal pressure, clear fluid, leucocyte count 4 cells/cmm, glucose 114
mg/dl, protein 35.2 mg/dl). The CSF analysis was not suggestive of
bacterial infection. Her arterial blood gas values showed hypoxaemia
(TableI). On day 4 of admission, her condition suddenly deteriorated
and she died. The cause for deterioration was not apparent. Her rapid
diagnostic tests for HIV I/II antigen, hepatitis B surface antigen,
Salmonella typhi 1gM and IgG and malaria antigen were negative.

Serological and genomic assays used for the diagnosis of encephalitic
viral/bacterial infections tested negative, except the anti-VZV IgM
antibody (serum as well as CSF) and VZV polymerase chain reaction
(fluid and scrapings from the lesions).” Although computed tomography
(CT) scan is recommended before lumbar puncture (LP) in a patient

TaBLE 1. Laboratory parameters of the patient
At admission Day 2 Day 3 Day 4

Arterial blood gases

pH 7.41 7.45 7.32  7.27
pO, (mmHg) 31 23 47 42
pCO, (mmHg) 46 63 42 174
Na* (mmol/L) 139 144 152 156
K* (mmol/L) 3.9 3.3 3.3 4
Ca™ (mmol/L) 0.98 0.79 0.98  0.89
HCO, (standard) (mmol/L) 21.3 19.4 22.6 19.4

with altered sensorium, it is delayed in patients with clinical signs of
raised intracranial pressure (ICP). This patient had no papilloedema
or other signs of raised ICP and she could not be shifted to another
centre as she could have required ventilation support. Hence, an LP
was performed as per the protocol on the day of admission (day 1).

Primary VZV infection or reactivation of the virus can cause
haemorrhagic/vasculopathic complications in cerebral tissue.* 8
Symptoms such as hemiparesis and deviation of angle of mouth on the
same side are indicative of MCA stroke-like pathology, which has
been reported in many cases.” The patient was put on SIMV
immediately after admission; the GCS scores did not improve
subsequently and hence she could not be taken for magnetic resonance
imaging or CT assessment. The absence of this information remains
a limitation of this report.

VZV virus can cause hemiparesis/hemiplegia and a rapidly
progressive fatal complication. In a case of otherwise unexplained
childhood hemiparesis/hemiplegia, a suspicion of VZV infection and
subsequent treatment may prove life-saving. Vaccination against VZV
during childhood and/or before visiting endemic regions is advisable.
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