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Cytomegalovirus (CMV), a frequent known cause of viral infection in
the fetus and neonate, occurs in approximately 1% of all newborn infants.
In Thailand it has been found that 10.2% of infants with signs of intrauterine
infection have antibody to CMV. The important routes of transmission are
Transplacental, from cervical secretion, breast milk and transfusion with sero-
positive blood. More than 90% of congenital and perinatal infections are
subclinical. The features of congenital infection are smallness for gestational
age, microcephaly, thrombocytopenic purpura, hepatosplenomegaly and jaundice.
A large number of infected infants usually have late neurological sequelae in-
cluding mental retardation and auditory impairment. Eventhough the symptoms
and signs of a congenital infection seem to be trivial, most premature infants
and infants of seronegative mothers who acquired CMV through having been
transfused with seropositive blood had a severe course of disease. Interstitial
pneumonia with respiratory distress and disseminated infection are common
causes of death in these patients.

Presently, no effective therapy is available. Many antiviral agents, in-
terferon, interferon inducer, transfer factor and hyper-immune globulin have
only a transient depressive effect on viral excretion. Live attenuated CMV
vaccines are being investigated, their safety and efficacy are still in the process
of clinical trial.
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Table 1 Incidence of Congenital CMV Infection According to Rate of Maternal Immunity(l)'

Location No. Infants | % Congenital | Rate Maternal
Studied CMYV Infection| Immunity
Manchester, England, 1978 6,051 0.24 25%
Aarhus-Voborg, Denmark, 1979 3,060 0.40 52%
Hamilton, Canada, 1980 15,212 0.42 44%
Halifax, Canada, 1975 542 0.55 37%
Birmingham, AL (upper socioec.), 1981 2,698 0.60 60%
Houston, TX (upper socioec.), 1980 461 0.60 50%
London, England, 1973 720 0.69 58%
Houston, TX (low socioec.), 1980 493 1.20 83%
Abidjam, Ivory Coast, 1978 2,032 1.38 100%
Sendai, Japan, 1970 132 1.40 83%
Santiago, Chile, 1982 118 1.70 98%
Helsinki, Finland, 1977 200 2.0 85%
Birmingham, AL (upper socioec.), 1980 1,412 2.20 85%

Table 2 Severity of Congenital CMV Infection According to Type of Maternal Infection

During Pregnancy.(l)

Type of Maternal Infection

Symptomatic at Birth

Sequelae

Primary1

Presumed primary2
Total

Recurrent3

Presumed recurrent®
Total

4/40 (10%)
3/12 (25%)
7/52 (13%)
0/15 (0%)
0/17 (0%)
0/32 (0%)

4/30 (13%)
4/12 (33%)
8/42 (19%)
0/15 (0%)

2/17 (11%)
2/32 (6.2%)

Seroconversion during pregnancy.

1
2
3
4

Patient known to be seropositive before conception.

Seropositive patient with positive IgM antibody test in early gestation.

Seropositive before 12 weeks of gestation with negative lgM antibody tests at time of enrollment.
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Table 3 Newborn Clinical Findings in 34 Patients with Congenital CMV Infection all of
Whom Were Symptomatic by 2 wk of Age.(s)
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Abnormality Positive/Total Examined (%)
Petechiae 27/34 (79)
Hepatosplenomegaly 25/34 (74)
Jaundice 20/32 (63)
Microcephaly 17/34 (50)

Small of gestation age 14/34 (41)
Prematurity 11/32 (34)
Inguinal hernia 5/19 (26)
Chorioretinitis 4/34 (12)
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Table 4. Outcome of Infants and Children Presenting With Symptomatic and Asympto-

matic Congenital CMV Infection"

Complications

Fatal
Psychomotor retardation

or neuromuscular disorder
Hearing loss

bilateral

unilateral
Chorioretinitis

optic atrophy
Learning disability
Dental defects
Total with one or

more complications

Symptomactic % Asymptomatic %

20 ’ 0
70 2-17
50 10
25 5
25 5
14 1
20 4
33 3

90-95 5-15
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Table 5 Laboratory different in congenital and perinatal cytomegalovirus infection

Congenital infection

Natal infection

Viruria

CF
FA early antigen
FA late antigen

+ ve at birth
— less than 3
high persist
high persist
high persist

+ ve at 4-8 wk
wk
low — high
low — high
high — low

Floxuridine, Ara A, Ara C, Acyclovir,
Interferon, Interferon inducer, Transfer
factor W39 hyperimmune globulin #1ina1il
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