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Abstract
Congenital rubella syndrome (CRS) is a consequence of rubella infection that can occur when the virus is transmitted in utero during maternal 
primary infection. A newborn male baby was admitted for delayed cry, respiratory distress, having a birth weight of 2,150 g. A history of con-
sanguinity marriage of parents. Intrauterine growth restriction (IUGR), cataractous lens, patent ductus arteriosus (PDA), and a positive serology 
test are present. Vaccination at high-risk groups is necessary in order to avoid the appearance of CRS.
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1. INTRODUCTION

CRS is a consequence of rubella infection that can occur when the virus is transmitted in utero during maternal primary infection 
[1]. It has a wide spectrum of presentation which ranges from silent viremia to spontaneous abortions, blindness, deafness, con-
genital heart disease, and mental retardation [2]. Both deafness and cardiac manifestations occur if viremia takes place before 11 
weeks, and viremia between 13-16 weeks results in isolated deafness [3]. Cataracts and microphthalmia occur 60-70%; congeni-
tal glaucoma and intracranial calcifications are rare, more so in the neonate [4-7]. Though the exact teratogenic mechanism of 
in utero rubella infection remains unidentified, viral replication in the cells during fetal organogenesis seems to be accountable 
for CRS [8].

Infection occurring in the first 12 weeks of pregnancy causes CRS in 90%, with almost a 100% risk of congenital 
defects. From 13 to 17 weeks, the risk of infection is about 60%, and risk defects about 50%. From 18 to 24 weeks, the risk of 
infection is about 25%, with hardly any risk of congenital defects [9].

2. CASE REPORT

A newborn male baby was admitted for delayed cries and respiratory distress in the hospital. His history revealed that gestational 
age at birth was 37 weeks, having a birth weight of 2,150 g. The mother’s age was 22 years and age at marriage was 19 years. 
A history of consanguinity marriage of parents. Amniotic fluid—Meconium stained.

On general examination, the child was lethargic; color, pale; cry, feeble; tone, limp; length, 48 cm; head circumference, 
31 cm; and had IUGR.

On clinical examination, the child was moderately active, with temperature 36°C, heart rate 138 beats/min, res-
piratory rate 68 breaths/min, blood pressure 62/44 mmHg, blood sugar 52 mg/dL, and oxygen saturation 98% with O2. 
Cataractous lens, ejection systolic murmur, and seizure-like activity are present; he had splenomegaly, hepatomegaly, and 
abnormal skull shape—parietal bone upper than temporal and frontal. In lungs, red-color small nodular lesions were present 
on lower alveolar.

The lab exams revealed normocytic normochromic blood picture, C-reactive protein (CRP)—negative, serum biliru-
bin—9.8 mg/dL, serum calcium—3.5 mg/dL, and GRBS—88 mg/dL.

The ultrasound revealed prominent ventricles along with a PDA, Grade I germinomatrix hemorrhage noted at bilateral 
caudothalamic groove, and lenticulostriate calcifiaction seen on bilateral side. The ophthalmologic exam revealed the presence 
of a cataractous lens; cornea was clear.

The antibodies for cytomegalovirus IgG, toxoplasma gondil IgG, and rubella both IgG and IgM were positive, but HIV 
and herpes simplex were negative. 

Treatment: 

1. Warm care
2. O2 inhalation (sos)
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3. Inj. Ampicillin 108 mg IV BID
4. Inj. Amikacin 16 mg IV BID
5. IVF 10% Dextrose 32 mL IV QID
6. Inj. Calcium gluconate 2.15 mL IV QID in IVF
7. Inj. Fluconazole 12 mg IV OD
8. Inj. Phenobarbitone 5 mg IV BID
9. EBM with paladai 2nd hourly

3. DISCUSSION

CRS results from a chronic infection of the fetus with rubella virus with progressive damage to various organs. The virus spreads 
by droplet infection. It leads to a wide array of systemic manifestations ranging from acute multiorgan involvement in neonatal 
period to deafness and progressive mental retardation in infancy [5].

However, maternal infection can transfer the infection transplacentally and causes congenital defects in the fetus. 
During the period of maternal viremia, the placenta may become infected. These culminate in placental hypoplasia and placen-
titis, which in turn result in viral entry into the fetal circulation by embolic transport [10]. CRS manifestations may be transient 
such as purpura, permanent structural manifestations (deafness, central nervous system defects, congenital heart disease, cata-
ract), or late-emerging conditions (diabetes mellitus) [11].

Intrauterine growth retardation and prematurity frequently manifest in CRS. The commonest defect is central hearing 
loss [5]. Characteristic cardiac defects that occur in CRS include PDA, pulmonary stenosis, and ventricular septal defect (VSD). 
Cardiac lesions are more frequently prevalent in neonates with ocular lesions [2, 5, 12].

Other manifestations include intracranial calcifications, hepatosplenomegaly, rubelliform rash, microcephaly with men-
tal retardation, thyroid abnormalities, and polycystic kidney disease.

Isolating rubella virus from oropharynx and urine and detecting rubella-specific IgM in the cord blood or neonatal 
blood along with elevated rubella IgG titers over time are diagnostic modalities of CRS [13]. IgM in a fetus indicates intrauterine 
infection. IgG is the only maternal immunoglobulin that is normally transported across the placenta [14].

There is no specific treatment for congenital rubella. However, preventing CRS by immunizing all susceptible adults 
plays a paramount role in eliminating or reducing the incidence of this dreadful disease. Conception should be delayed for three 
months after rubella vaccination to avoid the risk of fetal infection.

4. CONCLUSION

We presented a case report of a newborn with CRS; though uncommon nowadays, it is still present in India. Its rare manifesta-
tions include congenital nuclear cataracts and lenticulostriate calcification. Coexistence of many other less frequent systemic 
manifestations and positive serology makes this case unique. Vaccination of high-risk groups is necessary in order to avoid the 
appearance of CRS.
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Figure 1: Cataractous lens in a congenital rubella syndrome patient.
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