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ABSTRACT 
Varicella zoster virus fetopathy occurs in infants after infection with varicella-zoster virus from mother during the 
fi rst two trimesters of pregnancy. The authors describe the case of a female infant, aged 4 months, which came 
under observation for neuro developmental delay for chronological age. Neurological exam, abnomalities de-
tected on ophthalmologic examination, maternal history of gestational varicella and increased IgG titer to vari-
cella-zoster virus supported the diagnosis of varicella zoster virus fetopathy. Varicella zoster virus fetopathy is 
a condition characterized by severe skin damage, ocular, skeletal and nervous system anomalies to whom the 
primary prophylaxis is extremely important. In rare cases, like that presented, the clinical picture may be incom-
plete only neurological and ophthalmic manifestations was present.
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CASE PRESENTATIONS

Varicella zoster fetopathy, fi rst described by La-
foret and Lynch in 1947, is a rare disease deter-
mined by the varicella-zoster virus after maternal 
varicella onset during the fi rst two trimesters of 
pregnancy. The literature reports to an estimated 
100 infants diagnosed with varicella zoster fetopa-
thy more than ¾ of cases being reported in the last 
20 years (Sauerbrei, 2003). Currently the disease 
incidence is estimated at 2% of newborns (Harish, 
2010).

Clinical manifestations are represented by the 
skin lesions, neurological disorders, eye damage 
and skeletal abnormalities. Approximately 30% of 
infants which presenting a complete clinical picture 
dies in the fi rst months of life (Sauerbrei, 2003). 
The diagnosis is supported by maternal history of 
varicella in the fi rst two trimesters of pregnancy 
and the presence of suggestive clinical manifesta-
tion in the newborn.

CLINICAL CASE

AF, female, aged 4 months, born at term, from 
unrelated parents, with G = 2,500 g and Apgar = 8, 
apparently without particular historical data regard-
ing previous ante/perinatal antecedents reach our 
observation for neurological assessment.

General physical examination revealed somatic 
slight defi cit. 

Neurological examination revealed neuromotor 
retardation (inability to align the head and thorax in 
prono position, lack of trunk control in prono posi-
tion and lack of eye-hand-mouth coordination), 
fl uctuating muscle tone, polikinetics osteo-tendi-
nous refl exes at lower limb, refl exes archaic absent.

Eye examination revealed partial atrophy of the 
optic nerve.

The patient was investigated neuroimaging, 
brain CT-scan revealed fronto-parietal subarach-
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noid bilateral fl uid accumulation; absence of the 
expansive intracranial arterial-venous malforma-
tions; ventricular system with normal morphology 
and uniform content of CSF (Fig. 1).

Hematologic balance was normal, biochemical 
balance blood revealed mild hepatic cytolysis.

TORCH syndrome serology was negative.
From the resumption anamnesis revealed that 

the mother presented, in the second trimester of 
pregnancy, chickenpox that occurred after fever, 
being located on the trunk and limbs. Symptoms 
began after contact with a child who had chicken-
pox. The mother was diagnosed with gestational 
varicella and received only treatment with anti-py-
retic.

Immunological examination revealed elevated 
IgG varicella-zoster virus (730 mUI/ml). 

Anamnesis, abnormalities recorded to neuro-
logical and to the eye examination associated with 
the presence of elevated serum IgG to varicella-
zoster virus led to the diagnosis of varicella zoster 
virus fetopathy. The indications at hospital dis-
charge were global stimulation, proper prevention 
of rachitis, age-appropriate diet and for 1 month 
hepatoprotective treatment.

At the age of 7 months when she presented for di-
agnosis of development neurological exam revealed 
severe neuromotor retardation, fl uctuating muscle 
tone, ROT polikinetics and psychomotor agitation.

DISCUSSIONS

Chickenpox contacted during pregnancy can 
cause serious maternal and fetal complications 

whose severity depends on the time of onset of dis-
ease at the pregnant woman. If occurs in the fi rst 20 
weeks of gestation fetal risk of varicella zoster vi-
rus fetopathy is 2% with a mortality of 30% (Sauer-
brei, 2001). If chickenpox occurs in the third tri-
mester of pregnancy may increase the risk of 
neonatal varicella up to 50%. Currently there is no 
consensus regarding antiviral treatment of chicken-
pox during pregnancy and its effectiveness in pre-
venting or decreasing the severity of varicella zos-
ter virus fetopathy. Harish (2010) suggests the use 
of antiviral drugs to pregnant women diagnosed 
with chickenpox only in cases where the benefi t to 
the mother outweighs the risk to the fetus because 
the treatment with acyclovir is classifi ed as catego-
ry C by Agency of Food and Drug Administration 
concerning the teratogenicity risk. Also, American 
Academy of Pediatrics recommends treatment with 
acyclovir in pregnant women who contacted chick-
enpox only in cases complicated with pneumonia 
or encephalitis, when antiviral medication adminis-
tration will be done intravenously. In the case pre-
sented mother was diagnosed with chickenpox in 
the second trimester of pregnancy, received only 
anti-pyretic treatment. 

Since both varicella zoster fetopathy and neona-
tal varicella are serious illness and infants affected 
are poor prognosis for neuropshychomotric devel-
oping, prophylaxis of gestational varicella is very 
important. Many authors indicate immunization 
with live-attenuated varicella vaccine at nonpreg-
nant women of child-bearing age without a history 
of varicella, considering that this ensures complete 
protection against severe forms of chickenpox. For 
at least 4 months pregnancy should be avoided be-
cause live-attenuated varicella vaccine is contrain-
dicated in pregnant woman (Sauerbrei, 2001). Also, 
in cases where a pregnant woman has come into 
contact with people with chickenpox immunization 
with inactivated virus must be done within 72-96 
hours of exposure, as recommended by the Robert 
Koch Institute in 2000. Although passive immuni-
zation of pregnant women prevents the disease at 
mother and their complications and may theoreti-
cally reduce the risk of fetal infection, there is no 
evidence that prevents varicella zoster fetopathy.

The literature data contend that injuries during 
fetal varicella-zoster virus are stationary because 
there is no postnatal viral replication at that mo-
ment (Kohli, 2006). Varicella-zoster virus, as the 
causative agent of varicella zoster virus fetopathy, 
can revealed rare in children. From the literature 
review, Sauerbrei (2003) noted that in only 60% of 
cases have been demonstrated intrauterine infec-
tion with this virus.

FIGURE 1. Brain CT-scan revealed fronto-parietal 
subarachnoid bilateral fl uid accumulation
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Clinical varicella zoster virus fetopathy is char-
acterized by signs and symptoms due to damage 
skin, nervous system and osteoarticular system. 
Sauerbrei (2003) observed that skin lesions are 
present in 76% of cases, neurological defects in 
60%, eye lesions in 51% of cases and skeletal ab-
normalities in 49% of patients. Also, Andreas 
(2000) noted that skin lesions are the most com-
mon, being recorded at 3 of 4 children and eye dis-
ease and nervous system that occurs in about 1/2 
and 2/3 of patients. Impaired skin is the zigzag scar 
that generally complies distribution of dermatomes 
(Harish, 2010). Ocular involvement may cause cat-
aracts, chorioretinitis, corneal opacities, microph-
thalmia and optic atrophy (Myers, 2007). In vari-
cella zoster fetopathy neurological manifestations 
may be caused by cerebral atrophy or, in some 
cases, lesions occur in the sympathetic fi bers in the 
cervical and/or lumbosacral cord what causes 
Horner’s syndrome and sphincter disorders (Har-
ish, 2010). In rare cases, were described only cere-
bral and ocular manifestations (Sauerbrei, 2003). In 
the described case the child has not had skin le-
sions, but showed signs of ocular affectation repre-
sented by partial atrophy of the optic nerve and 
neurological disorders manifested by neuropsycho-
motor retardation. 

The diagnosis of varicella zoster virus fetopathy 
is supported by the history of gestational varicella 
associated with clinical signs observed in newborns 

(Myers, 2007). In the presented case the diagnosis 
of varicella zoster virus fetopathy was made at 4 
months of age when the child showed clinical signs 
of neurological and ocular affectation and medical 
history revealed the presence of maternal varicella 
in the second trimester of pregnancy. Positive se-
rology for varicella-zoster virus supported the diag-
nosis. 

CONCLUSIONS

Varicella zoster virus fetopathy is a condition 
characterized by severe skin lesions, ocular and 
neurological signs. In rare cases, like that present-
ed, clinical manifestations may include only ocular 
and neurological abnormalities. The diagnosis is 
mainly based on positive history of gestational var-
icella, on the clinical signs and positive serology 
for varicella-zoster virus. Because varicella zoster 
virus fetopathy is a severe disease, the primary pro-
phylaxis is extremely important. So, at the routine 
control of a young woman who wants to become a 
mother should be performed serology for varicella-
zoster virus, and if it is negative immunization 
should be offered. In cases where a pregnant wom-
an without a history of chickenpox has had a sig-
nifi cant exposure to this illness she should be im-
munized, after she is informed that this form of 
prevention may not reduce the risk of infection to 
the fetus.
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