CASE REPORT

Neonatalvaricellainfection:arewebeingfalsely
reassured byamaternal history of chickenpox?

Introduction
Neonatal varicella infection can be serious,
with up to 25% mortality (Speer, 2012).
Babies at greatest risk are those whose
mother was exposed to varicella zoster virus
7 days before delivery and developed clini-
cal manifestations of chickenpox within
7 days of delivery (Department of Health,
2006; Health Protection Agency, 2008).
Such babies should be given varicella
zoster immunoglobulin without antibody
testing as the consequences of chickenpox
infection can be fatal (Department of
Health, 2006; Health Protection Agency,
2008). Varicella zoster immunoglobulin
should not be given to infants (more than
7 days of age) when the mother develops
chickenpox or in cases where the mother
has developed zoster infection before or
after delivery as these infants are consid-
ered to have protection via maternal anti-
bodies (Health Protection Agency, 2008).
Varicella zoster immunoglobulin does
not provide complete protection and par-
ents should be counselled about the signs
and symptoms of chickenpox and the need
for treatment with aciclovir if the baby
develops chickenpox (Reynolds et al,
1999). The same may be true for babies
born to mothers with a previous history of
chickenpox who are considered to be
immune because of the transfer of mater-
nal antibodies (Sauerbrei, 2010). This
article describes such a case and discusses
the management of these cases.

Discussion

This case demonstrates the need to treat
a neonate with aciclovir if chickenpox is
suspected and not be falsely reassured by
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a history of previous maternal chickenpox
infection. This baby was not given varicella
zoster immunoglobulin as his mother had a
positive history of chickenpox in her child-
hood and maternal antibodies were expect-
ed to provide protection to the neonate
(Department of Health, 2006; Health
Protection Agency, 2008). Neonatal vari-
cella in the context of a previous maternal
history of chickenpox is expected to be
mild, as in this case (Sauerbrei, 2010).
Severe presentations are known to occur
but usually in patients with underlying

Universal varicella vaccination is associ-
ated with reduced incidence of both con-
genital and neonatal varicella infections
(Khandaker et al, 2011). Clinicians treat-
ing young infants should have a high
index of suspicion for diagnosing varicella
infections. The authors suggest that sam-
ples should be taken for polymerase chain
reaction for varicella zoster virus analysis
coupled with a proactive approach of early
initiation of antivirals and/or varicella
zoster immunoglobulin administration
(post-exposure) where the index of suspi-

congenital immunodeficiencies.

Although IgM to varicella zoster virus
may be detected as early as 3days after n
exposure in some cases (Speer, 2012), a
negative IgM should not give false reassur-
ance as experience is limited with IgM
antibody tests and the actual timing of the
IgM  response (Lopez et al, 2011).
Polymerase chain reaction for varicella
zoster virus DNA is currently the most reli-

LEARNING POINTS

Vesicularrashinaneonateshouldraise
suspicionofchickenpoxinfection.
n  Ahistoryofpreviouschickenpoxinthe

mother can befalselyreassuring.
n  Polymerasechainreactionofthevesicular
fluidisthemostreliable methodfor
detectingvaricellazosterviral DNA.

able and sensitive method for confirming a n  Neonateswhodevelopchickenpoxshould
varicella zoster virus infection and the be treated with aciclovir.
clinical specimen should ideally be scabs, n  Introductionofvaricellazostervaccine

vesicular fluid or cells from the base of a
lesion (Lopez et al, 2011; Speer, 2012).

wouldbebenefidialforchildrenintheUK.

Case Report
A15-day-oldbabybomatterm,presentedwitha24-hourhistoryofablister-likerash Hiseldersiblinghad
developedchickenpoxontheseconddayafterthebaby’sbirth Hewasreportedtohaveamildfeverandto
befeedingpooriylnitialobservationsrevealedaheartrateof136/mintemperatureof37.6°Crespiratory
rateof35/minandacentralcapillaryrefilltimeoflessthan2seconds.Systemicexaminationwasnormal
andafevwesideswerenoticedonhistrunk Hismothemeportedhavinghadchickenpoxinfectionwhileshe
wasinprimaryschoolTherashwasthoughttobecausedbyastaphylococcalskininfectionwithadifferential
diagnosisofvaricellazostervirusinfectionconsideredpossiblebutunlikelyinviewofthemothershistory.

Hewasadmittedforsuspectedsepsistoanisolationcubicle Hisbloodinflammatorymarkers,blood
cultureandvaricellazosterviruslgGandigMserologyweretakenasbaselineinvestigationsVesicularfluid
wassentformicroscopyandvaricellazostervirusandherpesDNAnudleicacidanalysisusingpolymerase
chainreactionIntravenousflucloxacillinandacidovirwerestartedtocoverthepossibilityofstaphylococcal
andherpesinfectionrespectivelyBloodinflammatorymarkerswerewithinnommallimitsandthebacterial
skinswabwasreportedasnegative.Howevermicroscopyofthevesicularfluiddidnotshowanyviral
inclusionbodies.Asheremainedwellandtherashdidnotspreadtootherareasofhisbody,hewas
dischargedhomeafter48hoursofintravenousantibioticsandaciclovirwithaplantocompleteanother
5-daycourseoforalaciclovirVaricellazostervirusigGwasreportedaspositive(confirmingpresenceof
matemalantibodies)andvaricellazostervirusigMwasreportedasnegative Howevervaricellazoster
virusDNAwasdetectedbypolymerasechainreactionofvesicularfluid(becameavailable48hoursafter

sampling)whichconfirmedaperinatallyacquiredchickenpoxinfectionThebabymadeafullrecovery.
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cion is deemed to be high (Sauerbrei,

2010). This would likely reduce morbidity

and mortality in serious neonatal varicella

infections which often are associated with

poor outcomes. BJHM
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IMAGES IN MEDICINE

Two cases of tuberculous meningitis
with stroke sequelae

is article describes two patients who
presented to the authors’ local stroke
unit with preceding tuberculous
meningitis complicated with acute stroke.
The first patient was a 68-year-old
Filipino woman, resident in the UK, who
was unwell with disseminated tuberculosis
(renal, miliary and tuberculous meningitis).
She had been taking antituberculous treat-
ment for 3months before developing sud-
den right-sided weakness and dysphasia.
Magnetic resonance imaging of the brain
revealed bilateral basal ganglia infarcts,
basal meningeal enhancement and tuber-
culosis-associated secondary hydrocephalus
(Figure I). Unfortunately, she had a compli-
cated inpatient stay and died on the unit.
The second patient was a 69-year-old
Somalian man who had lived in the UK for
9years. He had been treated for tuber-
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culous meningitis with cauda equina syn-
drome for the last 4months. He had a
ventriculoperitoneal shunt in situ for his
tuberculosis complicated by hydrocepha-
lus. He developed sudden right-sided
weakness and aphasia. Magnetic resonance
imaging of the brain confirmed several
small recent infarcts in the left fronto-
parietal lobes and in the right basal ganglia
and right cerebellum with signs of basal
meningitis. He was eventually discharged.

It was thought that both patients had a
stroke as a result of tuberculous meningi-
tis, given the relative paucity of vascular
risk factors and the predisposition of the
infarcts in the territory of the middle cer-
ebral artery perforating vessels.

Stroke is the most serious complication of
tuberculous meningitis, occurring in up to
30% of cases (Anuradha et al, 2010).
Patients with tuberculous meningitis-associ-
ated hydrocephalus have increased risk of
stroke and a worse prognosis (Chan et al,

2003). Other predictors of poor outcome are
CSF leucocytosis and meningeal enhance-
ment on brain imaging (Koh et al, 2007).
Magnetic resonance imaging is the modality
of choice in detecting brain in-farcts, typi-
cally revealing multiple or bilateral lesions in
the territories of the middle cerebral artery
perforating vessels (Lammie et al, 2009).
Anti-tuberculous chemotherapy seems rela-
tively ineffective in preventing vascular com-
plications (Lammie et al, 2009). BJHM
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Figure1.Diffusionweightedmagneticresonanceimagesfromthefirstpatient,showingbilateralareasof
restricted diffusion within the basal ganglia bilaterally which is consistent with acute infarcts.
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