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Editorial

Preventing neonatal herpes?

In the United Kingdom no national management
policies exist for women with genital herpes during
pregnancy. Some women are subjected to frequent
genital examinations and multiple viral cultures,
some have unnecessary caesarean sections, and
others receive no additional monitoring. The
number of cases of herpes simplex infection seen in
genitourinary clinics in England and Wales more
than doubled between 1978 and 1988.' A recently
established voluntary notification system within the
United Kingdom shows an incidence of neonatal
herpes of less than 3 per 100,000 live births.2
Insufficient data exist to establish a trend but this
incidence is probably an underestimate because
notification is voluntary; many mothers are both
asymptomatic at the time of delivery and have no
history of genital herpes;3 the condition may develop
after infants have left hospital, making diagnosis less
likely; and classical lesions may never develop. Early
treatment of neonates with anti-virals has not been
shown to eliminate the considerable risk of death or
serious sequelae of this condition4 so the reasons for
the failure of current policies must be examined and
rational alternatives proposed.

Whilst most infants with neonatal herpes are
thought to be infected during labour, transplacental
infection does rarely occur. Infection from non-
genital maternal sources, for example, the breast,5
has been documented, as has infection from relatives
and medical or paramedical personnel.3 The role of
invasive monitoring techniques such as scalp elec-
trodes in facilitating transmission is unknown. Clear
advice to hospital personnel and pregnant women
about the risks to neonates from herpetic lesions
might prevent some such cases.

Primary maternal genital herpes during pregnancy
has been shown to pose a high risk of transmission to
the neonate as large amounts of virus are present, the
cervix is frequently affected, lesions are larger and
present for longer and maternal antibody levels may
be lower than in recurrent disease.6 Recurrent genital
herpes presents a lower risk to the neonate but factors
which probably affect transmission including dura-
tion of labour, duration ofmembrane rupture, site of
herpes lesions, amount of virus present, maternal
antibody levels and fetal instrumentation during
labour have rarely been considered in studies of
women with recurrent disease.

Recent prospective studies have described seven

women with primary herpes simplex during the third
trimester or at term. Of the seven babies, three had
neonatal herpes infection and two others had serious
perinatal morbidity with no known cause.78 Four
prospective studies identified women with recurrent
herpes who were shedding virus at term and observed
the outcome for the infants. These studies showed
transmission rates of between 0% and 4.3%.
However, a number of the recurrences were asymp-
tomatic, and where lesions were present the site was
seldom reported.7"

Retrospective studies have identified that between
15% and 19% of neonates with herpes infection are
born to mothers with recurrent herpes,`" but since
maternal history alone is an insensitive marker of
prior herpes infection and serological assessment is
not possible in retrospective studies, these results
must be interpreted with caution. Large scale pros-
pective studies ofpregnant women and the outcomes
of their pregnancies with recording of past history of
herpes infection, serological evidence of herpes
infection and carefully recorded details of labour are
needed to help determine the true risks to neonates.

Present screening, where it exists at all, usually
depends upon maternal history of past herpes
simplex virus (HSV) infection (a poor marker of
prior exposure) and repeated viral cultures near to
term, a poor predictor of viral shedding during
labour.9

Alternative strategies might include serological
detection of women with HSV infection, using the
new type specific serological assays."'4 This would
enable the clinician to detect women with previous
exposure to HSV 2 and therefore at risk of recurrent
infection, as well as those who seroconvert during
pregnancy. Counselling, recognition of recurrences
and early presentation in labour could prove helpful.
The use of anti-virals during pregnancy requires

assessment by controlled clinical trials. Whilst the
safety of acyclovir during pregnancy has not been
established there have been no reports ofany adverse
effect on pregnancy outcome where it has been given
inadvertently.'5 Acyclovir suppression has been
proved to decrease the frequency of herpes recur-
rence. ' An option for the future might therefore be
to offer all pregnant women identified as having
recurrent genital herpes or with serological evidence
of past HSV 2 infection suppressive acyclovir treat-
ment from, for example, 36 weeks gestation until

1



2 Editorial

term. This has the advantage of avoiding multiple
examinations and viral cultures, would eliminate the
need for caesarian section and would also reduce
haematogenous spread. The disadvantages are the
dependence upon patient compliance and that
women with genital HSV 1 would not be identified.
A recent report of the use of acyclovir in late

pregnancy was non-blinded and apparently non-ran-
domised and has therefore not provided satisfactory
evidence of the efficacy of this approach.2`
Without large scale carefully monitored trials of

women with and without histories of genital herpes,
with recording of greater detail about the nature
of any recurrence and the characteristics of labour,
the question of the best method of reducing neonatal
herpes will remain unanswered and serious
morbidity and mortality will continue.
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