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ABSTRACT We report a case ofa five-year-old child with congenital anomaly caused by
maternal cytomegalovirus infection and toxoplasmosis, hospitalized in pediatric ward
Sardjito General Hospital. The diagnosis was established from the history of illness,
physical examination, and laboratory findings. The presence of microcephaly, failure to
thrive, deaf and mute, congenitally transmitted infection was suspected. [Paediatr In-

dones 1996;36:121-125]

Introduction

Infectious disease is still a critical health
problem in Indonesia and is one of the
causes of infant and child mortality. Sev-
eral infectious diseases in the central
nervous system of infants and children
which may cause physical and mental
disability include toxoplasmosis, rubella,
cytomegalowirus (CMV) and herpes sim-
plex infections. If the infection occurs in-
trauterine, it may cause congenital ano-
maly in a newborn infant. This disease
may apper individually or together with
other disease.
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Toxoplasosis is a disease caused by
Toxoplasma gondii, a parasite which was
first isolated in 1908 from rodent Ctedon-
actihts gondii by Nicolle and Mancesaux
in North Africa. Until 1969, household
cats were assumed as the hospes defini-
tive of this parasite.1

Natural infection by CMV is species-
specific. No vector is known in the trans-
mission cycle. Man is supposed to be the
source of infection and it happens by way
of either direct or inderect contact from
one person to another.2

Toxoplasma gondii and CMV may be
transplacentally transmitted by a preg-
nant mother with toxoplasmosis and
CMYV infection and may cause congenital
CMYV and toxoplasmosis in her baby, but
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most of the cases are asymptomatic.3*
The clinical symptoms depend on the
gestational age: infection in the older
pregnancy will associated with milder
symptoms.

The aim of this paper is describe the
clinical manifestations of toxoplasmosis
and CMYV infection.

Report of the Case

A 5-year-old child was sent form TG Hos-
pital, with the diagnose of anemia, hepa-
tosplenomegaly and severe malnutrition.
Since he was 1 year old, the child was
sometimes suffered from febrile illness
and had lost of appetite. Four weeks be-
fore he was sent to the hospital his ab-
domen was getting bigger especially at
the upper abdomen. Three months before
admission he had a light fever, was weak
and pale. Eleven days before admission
the child was still weak and pale and he
still had fever. He was then sent to TG
hospital and was there for 11 days. While
he was in the hospital, he got blood
transfusion three times.

No such disease was found in the fam-
ily. Delivery process and pregnancy were
normal; there were deaf and mute prob-
lems; nutritional state was deteriorated.
He had varicella and primary tubercu-
losis.

On physical examination, he was
found weak and had anemia and somno-
lent. The pulse rate was 132/minute: the
respiratory rate was 42/minute; and bo-
dy temperature was 40"C. His weight was
11 kg, height was 82 cm; no lymph gland
enlargement was found. There was no
disorder of joints and neck. Heart

examination revealed a systolic murmur
of grade 3/6; the heart configuration was
normal; the lungs were normal. The ab-
domen was distended with liver enlarge-
ment of 8 cm below the left costal margin;
it was normal on palpation. The bowel
sound was normal. The spleen was en-
larged (Schuffrier Il). The muscle of the
upper and lower extremities were hypo-
throphic; the physiological reflexes were
normal. There was no edema. The head
circumference was 46 cm (microcephaly);
the eyes were normal (no xerophthalmia);
he was deaf.

Laboratory examination disclosed a he-
moglobin level of 8.5 g/dl; pletelet count
40.000/pl, leukocyte count 5.400/pl;
PMN count 21%; lymphocte 79% with
atypical lymphocytes; reticulocyte was
1%. RBC morphology showed normocytic
normochromic and macrocytic hypochro-
mic. The serum iron was 60gg/dl; TIBC
320 pg/dl; indirect bilirubin 0.8 mg/dl;
direct bilirubin 0.4 mg/dl, albumin 2,7 g/
dl; globulin 3.4 g/dl; AST 60 g/1; ALT 18
H/I; GGT 88 uw/1; cholesterol 47 mg/dl.
The electrocardiogram was normal; echo-
cardiography showed a moderate ASD
(atrial septal defect).

Based on the presence of fever, hepa-
tosplenomegaly and thrombocytopenia,
the initial diagnosis was sepsis, and am-
picillin 100 mg/kgBW/day and gentami-
cin 5 mg/kgBW/day were given. Results
further laboratory examination showed
that IgG CMV was 164 iu/ml, IgG toxo-
plasma was 94 iu/ml, and IgM toxoplas-
ma was 204 iu/ml. Cranial CT-scan
showed cerebral atrophy without evi-
dence of calcification. Consultation with
the Department of Opthalmology showed
that there was no chorioretinitis or xer-



ophthalmia found.

Based on the history, clinical manifes-
tations and laboratory data the diagnosis
of congenital CMV and toxoplasmosis in-
fection, anemia, severe malnutrition of
marasmus type, failure to thrive, deaf
and mute, and ASD were made.

The patient was then put on diet for se-
vere malnutrition. Spiramycin 50 mg/kg
BW/day and isoprinosin 50 mg/kgBB/
day were given for toxoplasmosis and
CMV. Consultation with the Department
of Ear, Nose and Throat for the treatment
of hearing disorder was shown that there
was 30dB hearing left. From the Depart-
ment of Psychology it was found that the
child's intelligence was still normal. The
patient was the referred to the Depart-
ment of Rehabilition for speech therapy.

Discussion

Toxoplasma and CMV infections in a
pregnant woman may be transmitted to
her fetus. This disease may have a fatal
result if it attacks the embryo. Ifthe infec-
tion occurs in the first trimester, preg-
nancy may terminate. CMV infection in
the second and third trimester may result
in brain disorder.5

Most babies with congenital CMV in-
fection in the prenatal period is asympto-
matic. Asymptomatic infection may be
detected by serologic examination of
mothers and children.2 In the longitudi-
nal research on a newborn baby with
subclinical infection, clinical symptoms
may appear in the future.278 More than
90% of congenital CMV infection in new-
born babies is asymptomatic.9 In our pa-
tient, the presentation of symptoms after
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birth did not attract the parents. Micro-
cephaly, mute, and deaf problems were
not known early. According to Williamson
et al,0children with neurosensoric hear-
ing loss as a result of congenital CMV in-
fection at birth are mostly asymptomatic.

Hepatoslenomegaly is frequently the
first sign of toxoplasmosis and CMV in-
fections, that bring the parents to seek
medical help. According to Alfort,2 hepa-
toslenomegaly is the sign mostly found in
CMYV or toxoplasma infection.

In this case the disease was thought as
a result of congenital toxoplasmosis and
CMV infection. This was based on the
positive IgG CMV (204 iu/ml) and IgG
toxoplasm (94 iu/ml) in the mother in the
presence of multiple congenital anom-
alyas (microcephaly, failure to thrive,
deaf, and mute). Trie diagnosis of con-
genital toxoplasmosis may be ensured by
the detection of specific IgG or IgM that
persists even when the mother's IgG has
disappeared.1l

Positive toxoplasm IgM in children may
be caused by toxoplasm reinfection. If re
infection happens, anti IgG tether Wi.
increase.ll Acute infection diagnosis may
be confirmed by repeated examination,
that is, if the negative 1gG tether serocon-
version changes into positive one; or'if
IgG increases significatly; or if specific
anti-IgM is found.n.

Early congenital toxoplasmosis treat-
ment is expected to decrease or avoid
brain demage after birth.2 Length of
treatment is not known yet. Volpelas-
sume that the treatment is about 21 days
and is repeated several times within one
year both in symtomic and asymptomic
infection. Most treatment using the com-
bination of pyrimethamin and sulfadoxin
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combined is effective.13 The use of spi-
ramisin for the sufferer is chosen because
it is less toxic than others. Antiviruses are
useful to stop viruses but it has no effect
on neurological diseases coused by
CMV.4 Several antiviruses used for the
treatment of congenital CMV infection
and viruses obtained are deoxyrridine, cy-
tosine arabinose, adenine arabinoside
and acyclovir.9In this case they are only
given immunodulator, i.e. isoprinosin
which is expected to increase protective
tether so as to prevent virus replication.
In a research in Iltaly, it was shown that
the use of high-dose gancyclovir for a long
time is effective for a baby with sympto-
matic congenita] CMV infection,Ilbut this
medicine is not available in Indonesia.
Growth disorder in this case predicted
to happen when the baby was 1year old
as the height of tire baby was similar to a
one-year old child. This is possibly be-
cause the child often has fewer and no
appetite. The frequent fever and decreas-
ing appetite may result in malnutrition
and anemia. It's perhaps relates to the
existing CMV replication. Anemia found
in this case was deficiency anemia which
was probably the result of poor feeding.
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