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Simultaneous primary infection with
varicella zoster and Epstein-Barr
viruses
Simultaneous infection with multiple herpes viruses is rare in healthy
individuals.' We report on a 6 year old boy who, during an episode of
clinically apparent infectious mononucleosis caused by Epstein-Barr virus,
had a concomitant varicella zoster infection. The clinical course was
uneventful except for a prolonged atypical varicelliform exanthema.

Case report

A previously healthy 6 year old boy was admitted with a two day history of
slight fever and sore throat. According to his mother he had had chickenpox at the
age of 2, but otherwise he had been in perfect health. During the weeks before his
illness there had been a small epidemic ofvaricella at the day care centre which he
attended.

Physical examination on admission showed generalised enlargement of the
lymph nodes, especially on the anterior aspect of the neck. The tonsils were
swollen with a white exudate, and a moderate hepatosplenomegaly was also
found. His temperature was 37-7'C. No exanthema was noted. A preliminary
clinical diagnosis of infectious mononucleosis was made, and he was sent home.
Two days later he was admitted to hospital because of a rise in temperature
(39-5'C) and inadequate fluid intake. One day before readmission a sparse
generalised vesicular exanthema had developed. The lesions were about 1 cm in
diameter and contained serous fluid. An indirect immunofluorescence test of
vesicle fluid showed varicella zoster virus antigen.

Results of laboratory investigations on admission were: haemoglobin 116 g/l,
leucocytes 15 0x 10/1(20% neutrophils, 76% lymphocytes, and 4% monocytes).
Atypical lymphocytes were also found. Erythrocyte sedimentation rate was
32 mm in the first hour, an4 C reactive protein concentration was 50 mg/l (normal
value <10 mg/l). Serum creatinine concentration was normal (47 ttmol/l). Blood
cultures yielded negative results, and virus isolation from the nasopharynx was
also negative. The results ofa Paul-Bunnel test performed two days after the onset
of illness was positive (titre 1/160).- The table shows antibody titres to varicella
zoster and Epstein-Barr viruses.

Serum antibody titres w Epstein-4arr and varcella zoster viruses determined
by complement fixation test, enzyme linked immunoassay ELISA, :and indirect
immunofluorescence technique

Days after Epstein-Barr viral capsid antibodies* Vancella zoster viruis
onset of
illness IgM IgG Complement fixation IgGt

2 Neg < 1/40 < 1/8 <1/100
7 1/20 1/80 <1/8 <1/100

21 1/40 ND > 1/256 ND

Neg=Negative result; ND=No data.
*Determined by indirect immunoflumrescence technique.
tDetermined by enizyme linke4 jmxnunoassay (ELISA).

During his stay in hospital he was given intravenous fluids for three days, but
no specific treatment was required. His temperature fell to 38'C, and he was
discharged after five days. At follow up 17 days after the development of
exanthema most of the vesicles were encrusted, but some new vesicles were still
developing. Two months later he was in good health, all the crusts had
disappeared, but some residual scarring was noted.

Comment

The lack of antibodies to varicella zoster virus in the first serum sample
and the subsequent seroconversion indicate primary varicella zoster
infection in our patient, despite the information given by his mother. The
course of his varicella infection was prolonged, with new vesicles still
appearing 17 days after the development ofexanthema. The presence ofIgM
antibodies to Epstein-Barr viral capsid antigen, a- positive result on Paul-
Bunnel testing, and a substantial rise in titre of IgG to Epstein-Barr viral
capsid antigen suggest that our patient also had a primary Epstein-Barr virus
infection.

Several viruses, such as Epstein-Barr virus, are known to induce immune
suppression.2 Primary Epstein-Barr virus infection is associated with
depressed cell mediated imnmunity and disturbed monocyte and macrophage
function.3 We believe that in this patient the prolonged varicella infection
was the result of immune suppression caused by Epstein-Barr virus. To our
knowledge this is the first reported case of simultaneous primary infection
with Epstein-Barr and varicella zoster viruses.
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Delusional depression after infectious
mononucleosis
The psychiatric complications of infectious mononucleosis include depres-
sive illness' 2 and a postviral fatigue in which emotional distress is a feature.3
Delusional depression has not been reported. We report on two patients who
developed delusional depression, one of whom also had encephalopathy,
itself an unusual complication.4

Case 1

A 21 year old man had a month long febrile illness with rash and splenomegaly;
a Paul-Bunnell test gave a positive result. He missed two university terms owing
to lassitude and on returning to university developed increasingly depressed
mood with withdrawal, early waking, and weight loss. On admission to hospital
he showed severe psychomotor retardation, was incontinent of urine, and refused
food and drink. He wanted to die and expressed delusions ofguilt and persecution
in clear consciousness. Physical examination showed no abnormality.
A Paul-Bunnell test gave a negative result, and white cell count and erythrocyte

sedimentation rate were normal. Serum IgG but not IgM titres against Epstein-
Barr virus capsid antigen were raised. The T cell helper:suppressor ratio was
normal, and serum titres of antibodies to other likely infectious agents were
negative. A computed tomogram of the brain was normal.

There was no history of affective disorder. Full doses of imipramine produced
no improvement, but five unilateral electroconvulsive treatments led to full
recovery, sustained at six month follow up.

Case 2

A 16 year old schoolboy had a three week febrile illness with sore throat and
cervical lymphadenopathy. Four months of lassitude were followed by a similar
illness; heterophilic antibody testing gave a positive result. Slow recovery
preceded an acute relapse of lethargy six months later. He developed an
increasingly depressed mood with withdrawal, early waking, and weight loss. On
admission to hospital he showed psychomotor retardation, was doubly in-
continent, and refused fluids, requiring nasogastric feeding. He was actively
suicidal and expressed delusions ofguilt and contamination in clear consciousness.
Physical examination showed a fourth nerve palsy and chorioretinitis.
A Monospot test gave a positive result, but white cell count and erythrocyte

sedimentation rate were normal. Serum IgM and IgG titres against Epstein-Barr
virus capsid antigen were'raised as were Epstein-Barr virus early antigen antibody
titres. Cerebrospinal fluid did not contain antibody to Epstein-Barr virus, but the
protein concentration was raised at 09 g/l with no white cells. Serum and
cerebrospinal fluid titres of antibodies to other likely infeitious agents were
negative. An electroencephalogram showed bilateral slow waves; a computed
tomogram of the brain was normal.
There was no history of affective disorder. Full dose clomipramine and later

imipramine produced little improvement. A course of 13 unilateral electro-
convulsive treatnents brought about recovery, sustained at four month follow
up.

Comment

In the more intensively investigated of these two cases there was clinical,
electroencephalographic, and cerebrospinal fluid evidence of an encephalo-
pathy, with serological findings consistent with a persistent infection or
immune response.3 The association between infectious mononucleosis and
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