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A b s t r a c t

Herpes simplex virus (HSV) oesophagitis is well described 
in immunocompromised patients. In immunocompetent 
individuals HSV oesophagitis is rare. We present a case 
of HSV oesophagitis in a pregnant woman. A possible 
explanation for HSV oesophagitis during pregnancy is 
the decreased cellular immunity, leading to an increased 
frequency and severity of viral infections. Antiviral therapy 
is advocated in pregnancy.
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I n t r o d u c t i o n

Herpes simplex virus (HSV) oesophagitis is a well-known 
phenomenon in immunocompromised hosts. In 
immunocompetent individuals this condition is rare. HSV 
oesophagitis during pregnancy has never been described 
before in the English literature. We present a case of a 
pregnant woman with HSV oesophagitis, together with an 
overview of the characteristics of HSV oesophagitis, within 
the scope of pregnancy. 

C a s e  r e p o r t

A 25-year-old woman, gravida 2 para 0, was admitted to 
our hospital at 22 5/7 weeks gestation with a four-week 
history of epigastric pain. One week before hospitalisation 
she noted fever, together with aggravation of the epigastric 
pain radiating to the back. Intake of food was hampered by 

odynophagia and vomiting. The medical history revealed 
nephrolithiasis. Antacids and laxative suppositories were 
prescribed for the symptoms, next to antibiotics because of 
a supposed cystitis. Advanced ultrasonography at 20 weeks 
had shown no signs of congenital abnormalities. 
Physical examination revealed a tachycardia of 104 beats/
min and a body temperature of 39.2 °C. There was 
epigastric tenderness on palpation. Blood testing showed 
elevated inflammatory markers: leucocytes 13.4 /nl and 
C-reactive protein 101 mg/l. There were no signs of 
preeclampsia or HELLP syndrome. Ultrasonography 
of the upper abdomen showed no abnormalities. 
Oesophagogastroduodenoscopy revealed mucosal erythema 
and multiple fibrin exudates of the entire oesophagus, 
which became partially confluent in appearance (figure 1). 
Biopsies were taken for histopathological analysis and 
culture. Histopathology showed multinucleated giant 
cells and Cowdry’s type A inclusion bodies (figure 2). 
Immunohistochemical stains were positive for HSV 
(figure  3), fungal stains were negative. HSV type 1 was 
cultured from the oesophageal tissue. 
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What was known on this topic?
Herpes simplex virus oesophagitis is a well-known 
phenomenon in immunocompromised hosts. In 
immunocompetent individuals this condition is rare. 

What does this add?
We present a case of herpes simplex virus oesophagitis 
in a healthy, pregnant woman, which has never been 
described before. A possible explanation is the decreased 
cellular immunity during pregnancy, leading to an 
increased frequency and severity of viral infections.
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She was treated with acyclovir intravenously for seven 
days (15 mg/kg in four doses). Within two days she 
was able to drink and eat a soft diet. Complete relief of 
symptoms was achieved in five days. She was discharged 
from the hospital on the 13th day. Serology for HSV 
showed seroconversion, indicating primary infection. The 
patient had no history of HSV infection and no genital 
lesions were seen during gynaecological inspection. 
Retrospectively, her partner had had possible orolabial 
HSV lesions several weeks before, indicating a possible 
source of infection. Human immunodeficiency virus 
serology was negative. 
At 41 2/7 weeks gestation she delivered a healthy daughter 
of 3280 gram with Apgar scores of 9 and 10 at one and five 
minutes, respectively. No congenital abnormalities were 
noticed. At follow-up three months postpartum she had 
normal levels of serum immunoglobulins. T-lymphocyte 
quantitation revealed high-normal values: CD4 lymphocyte 
count 2.15 x 109/l (0.56-1.49 x 109/l), CD8 lymphocyte count 
1.17 x 109/l (0.26-0.99 x 109/l). The CD4/CD8 lymphocyte 
ratio was 1.84 (normal). 

D i s c u s s i o n

HSV type 1 (HSV-1) and 2 (HSV-2) belong to the human 
herpes viruses.1 Orolabial herpes infections are usually 
caused by HSV-1.2 As a consequence HSV oesophagitis is 
also predominantly caused by HSV-1 while HSV-2 is mostly 
responsible for genital herpes infections.2,3 

The incidence of HSV oesophagitis is 1.8% in autopsy 
patients.4 Most of these patients were immunocom-
promised. In immunocompetent individuals HSV 
oesophagitis is rare. HSV oesophagitis may represent 
primary disease or reactivation of a latent infection. The 
characteristic patient is a young adult male with the 
acute onset of the triad odynophagia, retrosternal chest 
pain and fever.3 Prior exposure to a family member with 
possible HSV lesions has been reported in about 20% of 
the cases.3,5 

Oesophagogastroduodenoscopy is the diagnostic 
procedure of choice. HSV oesophagitis has typical 
endoscopic findings.5 In the early stage vesicles are seen, 
which then deepen and confluence to form discrete, 
circumscribed ulcers with raised edges. These lesions 
may have a punched-out or volcano-like appearance. 
Cobblestoning can be seen when the lesions coalesce. 
Exudates are present in a substantial number of patients. 
Biopsies from the ulcer edges should be obtained for 
histopathology and viral culture to make the definitive 
diagnosis. The histological characteristics of HSV 
oesophagitis are ground-glass appearance in the nuclei, 
Cowdry type A nuclear inclusion bodies and multinuclear 
cells.6 

Figure 1. Oesophagogastroduodenoscopy showing HSV 
oesophagitis. There is extensive ulceration throughout the 
oesophagus, volcano-like in appearance, with raised edges

Figure 2. Histopathology of HSV oesophagitis. There are 
multinucleated giant cells showing characteristic nuclear 
inclusion bodies

Figure 3. Positive immunohistochemical stains for HSV 
in the oesophagus
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During pregnancy significant changes occur in the 
maternal immune system. The alterations are initiated at 
the placental site by the hormones of pregnancy. Sridama 
et al. demonstrated a decrease of CD4 lymphocytes 
throughout pregnancy which is responsible for the 
maternal immunodeficiency.7 This mechanism may be 
important for the protection of the foetus. However, due 
to the decreased levels of CD4 lymphocytes, pregnant 
women have a higher risk of viral infections and severity of 
symptoms.1,7 After pregnancy, the CD4 lymphocyte levels 
normalise within five months. 
In case of a primary HSV infection in pregnancy the 
risk of intrauterine transmission is less than 5%.1 After 
intrauterine transmission there is an increased risk of 
disseminated infection of the foetus which may lead to 
early embryonic or foetal damage, intrauterine growth 
restriction, preterm birth, major developmental or 
congenital anomalies, or even miscarriage or stillbirth.1 
Treatment of HSV oesophagitis with acyclovir, a nucleoside 
analogue, is well established in immunocompromised 
patients.8 In immunocompetent individuals HSV 
oesophagitis is generally a self-limiting disease. However, to 
prevent complications such as bleeding or perforation and 
to hasten recovery, it is advisable to initiate antiviral therapy 
in an early stage of disease also in immunocompetent 
patients, particularly in those with severe odynophagia.8,9 
The essence of treatment of HSV infections in pregnancy 
should be prevention of vertical transmission of HSV to 
the foetus or neonate. Acyclovir crosses the placenta and is 
excreted by the foetal kidney, but there is no accumulation 
in the foetus.10,11 Stone et al. have studied the effects of 
systemic acyclovir administration during pregnancy.12 
The risk of birth defects of live births exposed to systemic 
acyclovir during first trimester is 3.2% and for exposures 
during any trimester is 2.6%. As the expected rate of 
congenital abnormalities in the general population is 3.2%, 
no difference is seen in the acyclovir versus the general 
population and acyclovir is therefore classified as a category 
B drug.1 Pregnant women are relatively immunocom-
promised and therefore antiviral therapy is indicated in case 
of HSV oesophagitis. 
In conclusion, HSV oesophagitis is a rare occurrence 
in pregnancy. It should be considered in patients 
with odynophagia, retrosternal chest pain and fever. 
Oesophagogastroduodenoscopy with biopsy for 
histopathology and viral culture should be performed to 
confirm the diagnosis. Antiviral therapy is advocated in 
pregnancy. 
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