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Congenital Background: Toxoplasmosis, caused by Toxoplasma gondii, is transmitted to humans in several
toxoplasmosis; ways, such as transplacental spread. It is estimated that this parasite infects a third of the world
Chorioretinitis; population and it is associated with congenital infection and fetal loss. Only 10 to 20% of the
Newborn cases are symptomatic.

Case report: We present the case of a pre-term newborn that had been referred to a tertiary
care center. During the in-hospital period, diagnosis of congenital toxoplasmosis with many
systemic manifestations was performed.

Conclusions: Most cases of congenital toxoplasmosis are asymptomatic. Diagnosis tests and a
complete physical examination should be performed on all newborns with suspicion of infection
to detect all possible manifestations as in the case reported.
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PALABRAS CLAVE Toxoplasmosis congénita

Toxoplasmosis

congénita; Resumen

Coriorretinitis; Introduccién: La toxoplasmosis causada por el Toxoplasma gondii se transmite a los humanos de

Recién nacido manera transplacentaria, entre otras. Se estima que infecta a un tercio de la poblacion mundial
y esta asociado con infeccion congénita y abortos. Solo son sintomaticos del 10 al 20% de los
casos.

Caso clinico: Se presenta el caso de un recién nacido pretérmino referido a un hospital de mayor
complejidad. Durante la hospitalizacion se realiza el diagnoéstico de toxoplasmosis congénita con
diversas manifestaciones sistémicas.
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Conclusiones: La mayor parte de los casos de toxoplasmosis congénita suelen ser asintomaticos.
Es necesario realizar pruebas diagndsticas y un examen fisico completo ante la sospecha de la
infeccion para detectar tempranamente todas las manifestaciones posibles.

© 2014 Hospital Infantil de México Federico Gomez. Publicado por Masson Doyma México S.A.

Todos los derechos reservados.

1. Introduction

Toxoplasmosis is caused by Toxoplasma gondii, a protozoan
parasite with a complex life cycle with three stages: tachy-
zoites, bradyzoites and sporozoites.' Its definitive host is
felines, including domestic cats. Transmission takes place
in three ways: consumption of infected meat, ingestion of
oocysts of cat’s feces, and transplacentally.! It is estimated
to infect a third of the world’s population and is associated
with congenital infections and abortions.?

Of the total number of cases, only 10-20% are sympto-
matic. It is possible that the congenital infection presents
itself as a neonatal disease. Symptoms depend on the time
in which the infection is acquired, being more severe be-
tween 10 and 24 weeks of gestation.? There is a classic triad
of symptoms suggestive of toxoplasmosis. These include
chorioretinitis, intracranial calcifications and hydrocepha-
lus." Other manifestations include strabismus, blindness,
seizures, psychomotor developmental delay, mental retar-
dation, anemia, jaundice, rash and petechiae due to throm-
bocytopenia, encephalitis, pneumonitis, microcephaly,
hepatomegaly, splenomegaly and nonspecific symptoms?3
(Table 1). Toxoplasmosis is usually diagnosed by antibody
detection.?

The objective of this work was to present a case in which
the majority of the manifestations reported for toxoplasmo-
sis were observed.

Table 1 Clinical manifestations of patients with
toxoplasmosis and their frequency of appearance.

Clinical manifestation Frequency of appearance (%)°

Prematurity

<2,500 g 3.8

2,500-3,000 g 71
Icterus 10
Hepatosplenomegaly 4.2
Anemia, eosinophilia 4.4
Hydrocephaly 3.8
Hypotonia 5.7
Intracranial calcification 11.4
Chorioretinitis 66
Bilateral 5.7
Deafness 10

2. Clinical case

A 7-day old newborn was admitted after being transferred
from a rural hospital. The patient is the product of a vagi-
nal delivery, preterm at 32 weeks, weight 2,030 g and Ap-
gar scores of 4 and 7. Physical examination found distended
globular abdomen, hypotonia, scrotal sac hydrocele, cepha-
locaudal cyanosis, intercostal retractions and nasal flaring.
The mother, 31 years of age, had urinary tract infection
during the last trimester of pregnancy, which was treated.
There was a history of prenatal care. Ultrasound revealed
signs of severe polyhydramnios and fetal ascites.

The patient was admitted with the diagnosis of congenital
ascites, neonatal icterus and probable sepsis for which anti-
biotic treatment was given. Complement examinations were
negative for neonatal sepsis, including negative Hemoccult.
The patient had chorioretinitis and hydrocephaly with pa-
renchymal calcifications (Fig. 1).

During the patient’s hospitalization, varied results were
found for laboratory tests (Table 2). Due to suspected
TORCH infection, consultation with the Infectious Disease
Department was requested who performed serological tests
for cytomegalovirus (CMV) and toxoplasmosis on the patient
and the mother. The mother had positive IgG results for CMV
and toxoplasmosis, and the patient showed IgM positivity for
toxoplasmosis. Other proposed diagnoses were encephalitis,
hepatitis, neonatal cholestatic syndrome, pericarditis and

Table 2 Relevant results of laboratory exams during
hospitalization.

Exam Result Unit
Hemoglobin 9.5 mg/dl
Leucocytes 4,310 mm3
Eosinophils 27 %

TB 3.00 mg/dl
DB 0.92 mg/dl
1B 2.08 mg/dl
AST 425 1U/L
ALT 170 1U/L
AP 583 1U/L

TB, total bilirubin; DB, direct bilirubin; IB, indirect bilirubin;
AST, aspartate transaminase; ALT, alanine transaminase; AP,
alkaline phosphatase.
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Figure 1

sterior coronal

Multiple periventricular calcifications and increase in size of ventricles are observed. Severe noncommunicating

hydrocephalus and multiple parenchymal calcifications are diagnosed.

peritonitis. At 1 month of age the patient was admitted to
the intensive care unit (ICU) due to periods of apnea, fever
of 39 °C, desaturation to 77%, marked weight deficit and
diabetes insipidus.

The patient was discharged with a diagnosis of systemic
toxoplasmosis and being treated with a guarded prognosis.

3. Discussion

Congenital toxoplasmosis is a rare disease in our environ-
ment because obligatory screening for TORCH diseases in
pregnant patients is carried out.* The severity of the case
will be greater or lesser in accordance with the time in
which the disease is acquired during gestation. Generally,

the disease has little symptomatology and may in fact be
asymptomatic.> When it exists it is mainly focused on the
central nervous system or the retina." In toxoplasmosis
the classic triad of chorioretinitis, hydrocephalus and intrac-
ranial calcifications that occurs in <1/10 cases is described.®
Only few cases present systemic disease.

The case presented is naturally complex because of the
number of clinical manifestations observed in the patient.
Usually it originates from a maternal infection during the
first trimester of pregnancy. The classic triad previously
mentioned of hydrocephaly, chorioretinitis and intracranial
microcalcifications was present. Also, a variety of symptoms
were found that are present in a very limited number of
cases such as hepatosplenomegaly and hypotonia. Multiple
publications have described different findings and, in many
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cases, findings that are nonspecific.”® In fact, the disease
itself could be the cause of the patient’s prematurity.

The prevalence of clinical manifestations in patients with
toxoplasmosis may be variable. However, the appearance of
icterus, intracranial calcifications, chorioretinitis and hydro-
cephaly tend to be more common??® (Table 1).

It is very important that during the diagnosis other etiolo-
gies that could explain the clinical picture be ruled out. As
in the case presented, it should be differentiated from other
intrauterine infections. Once an early diagnosis is made,
timely treatment may be given to decrease possible compli-
cations. An evaluation of the mother as well as the child is
recommended and should include ophthalmological exami-
nation, neurological examination (including cerebrospinal
fluid examination) and hearing exam, as well as correspond-
ing serological studies.>’
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