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Cytomegalovirus Infection
Acquired Through Blood
Transfusions
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Cytomegalovirus (CMV) infection is
found worldwide and is spread by close
contact. The prevalence of congenital
CMV infection varies from 0.2-2.4%(1).
Neonates may be infected transplacen-
tally or during birth through a CMV
positive mother (congenital CMV infec-
tion) or may acquire infection in the
neonatal period through blood transfu-
sions and breastmilk of infected moth-
ers(1-3). We report three infants with
symptomatic CMV infection, presum-
ably acquired through blood transfu-
sions in the neonatal period.

Case Reports

Case 1: A premature baby (birth
weight 1890 g and gestation 33 weeks)
was admitted to the neonatal ward with
respiratory distress syndrome. The neo-
nate received assisted ventilation for six
days and blood/plasma transfusions for
a low hematocrit and shock. The patient
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was discharged at 15 days of age and
followed in the neonatal follow up
clinic. At 4 months of age the baby
had jaundice, hepatosplenomegaly
and thrombocytopenia. Investigations
showed presence of TgM antibodies
against CMV in the infant's blood.
Maternal CMV IgM antibodies were
absent. At the age of 2.5 years the
growth and development was normal.
There was no icterus or chorioretinitis
but splenomegaly and hepatomegaly
was present.

Case 2: This neonate was born to a
primigravida mother at 34 weeks gesta-
tion and weighed 1720 g at birth. The
baby had multiple problems in the neo-
natal period including unconjugated
hyperbilirubinemia, apnea, sepsis,
thrombocytopenia and anemia. The
baby received multiple blood and plate-
let transfusions. The patient was dis-
charged at 9 weeks of age and readmit-
ted a week later with jaundice,
hepatosplenomegaly, thrombocytopenia
and central nervous system bleeds. The
infant showed IgM antibodies to CMV
and simultaneous maternal CMV IgM
was negative. The baby was treated
symptomatically and discharged after
10 days. On follow up at 1 year 3
months of age there was no icterus or
choreoretinitis. Hepatosplenomegaly
was present and the developmental age
of the child was 1 year (not corrected for
gestational age).

Case 3: This baby was born at 30
weeks gestation with a birth weight of
1160g. The baby had unconjugated
hyperbilirubinemia requiring exchange
transfusion on day 2. At 7 days of age
the baby presented with features of
sepsis, jaundice, hepatosplenomegaly
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and thrombocytopenia. IgM antibodies
against CMV were positive in the neo-
nate and negative in the mother. Mater-
nal CMV IgG was also negative. On
follow up at 6 months of age there was
no jaundice, choreoretinitis or hepato-
splenomegaly. The developmental age
was 3 months (uncorrected).

All our cases had received blood
transfusions and CMV TgM was nega-
tive in the mothers. We feel that these
babies may have acquired it through
blood. All the babies were preterm and
were symptomatic.

Discussion

CMYV infection is found worldwide
and CMV is known to be endemic in In-
dia also. Pal et al.(4) from Chandigarh
reported a prevalence of CMV antibody
positivity in 90-100% of the population.
CMV infection has been reported in
India(5). One fifth of children with
intrauterine infections have GMV anti-
body positivity. However, transfusion
acquired CMV has not been reported.

CMV infection may be acquired
perinatally through a CMV positive
mother(6) or through breastmilk(7). One
study has shown that 13.5% of infants
transfused with CMV positive blood de-
veloped CMV infection of whom 50%
were symptomatic(8). Majority of the
babies who develop CMV infection are
asymptomatic but may have sequelae,
the most common being deafness(9,10).
In contrast, preterm babies are usually
symptomatic, symptoms include
jaundice, hepatosplenomegaly and
thrombocytopenia.

Transfusion acquired CMV can be
prevented by donor screening; donor

576

titres of less than 1:4 do not result in
transfer of infection(3). Use of washed
packed cells and deglycerolized blood
has also been shown to reduce CMV
infection(ll).
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Sarcoidosis is a chronic multisystem
disease of unkmbwn etiology, usually af-
fecting adults. Only a few reports de-
scribing the clinical features and course
of sarcoidosis in children have been
published. Only one case in a child has
previously been reported from this
country(1). The rarity of the condition
prompts us to report the clinical fea-
tures in two such patients.
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Case Reports

Case 1. Two and a half year old girl
presented with fever, weight loss and
cough of 5 months duration. The weight
and height were below the fifth percen-
tile for the age. Examination showed
marked pallor. The liver and spleen
were palpable 5 cm and 3 cm, respec-
-lively below the costal margin. Rest of
the systemic examination was normal.
Investigations showed a hemoglobin
level of 7 g/dl, total leucocyte count of
7800/cu mm with 60% polymorphonu-
clear leucocytes, 30% lymphocytes and
10% eosinophils. The blood levels of
transaminases, alkaline phosphatase, se-
rum proteins, creatinine, calcium and
phosphate were normal. The liver biop-
sy showed non-caseating granulo-
matous lesions. An X-ray film of the
chest showed bilateral enlarged hilar
lymph nodes. The Mantoux test (using 1
TU injected intradermally) and VDRL
test were negative.

A diagnosis of disseminated tubercu-
losis was made and the patient treated
with isoniazid (5 mg/kg), rifampicin (10
mg/kg) and pyrazinamide (30 mg/kg)
daily for 2 months. Subsequently
pyrazinamide was stopped and therapy
continued with rifampicin and isoniazid.
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