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Abstract

Cytomegalovirus (CMV) is the most common cause of intrauterine infection, occurring in upto 2% of all live births.
Most women are asymptomatic or experience nonspecific symptoms, which can lead to long-term sequelae in new-
borns including neurological impairment, hearing loss, and mental retardation. In this study, the reveal of congenital
CMV diagnosed after the calcification in the brain upon the increasing number of attacks in brain during the
treatment with the diagnosis of cerebral palsy, mental retardation and epilepsy is presented.
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Introduction
Cytomegalovirus (CMV) is a common cause of congenital viral

infections. While 90% of all infants with congenital CMV are
asymptomatic, 10% of the mare symptomatic [1]. CMV is a highly
prevalent infectious agent in the general population, and the rates of
the cero positivity in adult women range from between 40% (in most
European countries) and 90% (in most African and Asian countries)
[2,3]. Congenital CMV infection cases constitute only 5% to 10%, and
are asymptomatic in birth with the diagnosis of preterm births i.e.,
5-10, intrauterine, microcephaly, chorioretinitis, hepatomegaly,
splenomegaly, sensorineural hearing loss, hyperbilirubinemia,
retardation in liver functioning tests and petechiae [4]. This study
presents a 24-year-old male case diagnosed with congenital CMV
infection while following the patient with the case of cerebral palsy,
mental retardation and epilepsy diagnosis. Due to the increase in the
frequency of attacks, the patient’s Brain CT calcifications and Anti
CMV IgG 207 [5-8] were examined.

Case Presentation
A 24-year-old male was brought to our hospital with the complaint

of frequent epileptic seizure. It was learned that the patient was
medical history and was born in 2100 g with no infection story of the
30-year-old mother. Starting from the birth, it was also realized that
the patient was suffering from microcephaly, epileptic seizure, and
retardation of extreme motor and mental growth, not being able to talk
and the loss of hearing. It was stated in that the patient was diagnosed
with cerebral palsy and antiepileptic treatment. In his systemic
examination, there was a microcephalic view with the length of 110 cm
and weight of 40 kg. In his neurological examination, he was
diagnosed not having the speaking and understanding ability, extreme
mental retardation as well as spastic quadriparezi. The patient was
given valproic acid with the dose of 600 mg/day for the epileptic
seizure. Upon the diagnosis of the increased frequency of the epileptic
seizure, Brain CT of the patient was examined, which allowed us to
determine the intracranial calcification (Figures 1a and 1b).

After the examination of the serological examinations, Anti CMV
IgM 0.15 AU/ml (0.85-1), Anti CMV IgG AU/ml 207 (5.9-6), CMV
IgG Avidite AU/ml 75.1 (50-60), Anti rubella IgM 0.14 AU/ml
(1.2-1.6), Anti rubella IgG 0.5 AU/ml (5-10) Antitoxoplasma IgM 0.03
AU/ml,  Antitoxolpasma  IgG 0.3  AU/ml  (4.9-10)  were diagnosed. These
findings led us to diagnose congenital CMV infection.

Figure 1: Brain CT: Calcification in periventricular area and
parenchyma.

Discussion
Histologically, mild to moderate cerebrovascular mineralization,

predominantly in the basal ganglia, hippocampus, and dentate nucleus,
is a common incidental finding in elderly brains and is considered a
nonspecific aging phenomenon. There is also a great variety of rare
causes of advanced and/or more severe cerebrovascular calcification,
mostly in the basal ganglia, such as hypoparathyroidism or
pseudohypoparathyroidism (exceptionally hyperparathyroidism),
idiopathic cerebrovascular ferrocalcinosis (Fahr disease), hereditary
diseases such as Albright’s osteodystrophy, Cockayne’s syndrome,
Down’s syndrome, mitochondrial cytopathies (oculocraniosomatic
disease, mitochondrial myopathy), birth anoxia, carbon monoxide
poisoning, lead intoxication, CNS infection (such as cytomegalic
inclusion disease, toxoplasmosis, cysticercosis, herpes or measles
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encephalitis, and tuberculous meningitis) or hemorrhage, acute
leukemia, therapeutic cranial irradiation, and methotrexate therapy
[3]. In our case he was diagnosed with congenital cytomegalovirus
infection.

Congenital CMV infection is the most common congenital infection
worldwide, with an estimated incidence in developed countries that
ranges from 0.6% to 0.7% of all live births, resulting in approximately
60,000 neonates born every year with congenital CMV infection in the
United States and the European Union combined. Since the incidence
of congenital CMV infection parallels maternal seroprevalence, the
estimated incidence in developing countries is even higher, between 1
and 5% of all live births [4]. The two known main sources of primary
CMV infection during pregnancy are through sexual activity and
contact with young children [5]. Infected women often present with
nonspecific signs and symptoms, but the majority is asymptomatic.
Approximately 10% of new borns show symptoms at birth but this
increases to 20% to 30% if their mothers were infected in the first
trimester [6]. In this case, the mother was asymptomatic.

There is 30% mortality in the affected infants and 90% will have
long-term neurological impairment [7]. The presentation in this latter
group is a continuum of disease expression whose more common
findings are petechiae, jaundice, hepatomegaly, splenomegaly,
microcephaly, and other neurologic signs. Laboratory and imaging
findings include thrombocytopenia, transaminitis, and direct
hyperbilirubinemia, chorioretinitis, and neuroimaging abnormalities
indicative of central nervous system (CNS) involvement [4]. 70% of the
congenital CMV infection cases are reported that they may have
microcephaly, and that half of these cases may have periventricular
calcifications in Brain CT [8]. In our study, it was also diagnosed that
there was microcephaly from birth and calcification was observed in
periventricular and intraparenchymal regions of the Brain CT. What is
more, it is stated that these cases are more associated with mental
retardation, hearing loss and chorioretinitis. There was strong mental
retardation and the hearing loss in our study as well. However,
chorioretinitis was not diagnosed. In their study with 35 patients,

Dakovic and etc. observed that 85.7% of the patients had cerebral
palsy, 77.1% epilepsy. In our case, there was cerebral palsy and epilepsy.

Conclusion
In conclusion, congenital CMV infection, a disease diagnosed with

clinical findings usually revealed in new born period can also be
observed in the following ages. This case is presented to emphasize the
necessity of getting the cranial image and the importance of keeping
the congenital CMV infection in mind with the patients who also
suffer from cerebral palsy and epilepsy.
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