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Blood Dyscrasias and Myocarditis
in Infectious Mononucleosis
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Infectious mononucleosis is a common disease and serious
complications rarely occur. Haemolytic anaemia with thrombo-
cytopenia has been reported previously though rarely with
accompanying myocarditis.

Case History

A 47-year-old male nurse was admitted to hospital in August 1970.
He had previously enjoyed good health with the exception of a
spontaneous pneumothorax in 1962 and slight chronic "smoker's
cough" for several years. Eight days before admission he noticed
the gradual onset of "tiredness" accompanied by mild generalized
aching in his muscles, headache, nausea and vomiting, and fever.
The day before admission he passed "black" urine but his faeces
remained normal. His doctor had treated him with soluble aspirin
and ampicillin.
On examination he was found to be pale, sweating, and mildly

icteric. His temperature on admission was 40'C, with pulse rate
100/min and blood pressure 130/70 mm Hg. Slightly enlarged
lymph nodes were palpable in the neck and left axilla. The liver
appeared to be slightly enlarged and the spleen was palpable 3 cm
below the left costal margin. A mild wheeze and basal crepitations
were audible in his chest.
On admission the haemoglobin concentration was 11-7 g/100 ml

and the white blood count 16,900/mm3 (lymphocytes 32%, mono-
cytes 14%). Erythrocyte sedimentation rate was 23 mm in the
first hour (Westergren). No atypical mononuclear cells were seen
initially but two weeks later these appeared. Two days later the
haemoglobin concentration had dropped to 6-1 g/100 ml and there
were signs of intravascular haemolysis. Platelet counts were per-
sistently below 60,000/mm3. Serum bilirubin was 2-7 mg/100 ml
(unconjugated) initially and rose to 3-8 mg/100 ml. No pathogens
were grown from the throat swab, blood culture was negative, and
the red cell fragility test was normal. Cold agglutinins were present
in a titre of 1/256 at 4°C and 1/4,096 at 24°C, and at 37'C they
were absent. Serum proteins totalled 7 0 g/100 ml (albumin 2-8 g,
globulin 4-2 g). Direct antiglobulin test was positive and the sensi-
tizing antibody was of IgM type. Anti-i antibody was present, as
is commonly found in this disorder.
Ham's test for paroxysmal nocturnal haemoglobinuria was

negative. Bone marrow showed pronounced erythropoietic hyper-
plasia and much leucopoietic activity but there was no evidence of
leukaemia. No L.E. cells were seen. Lymph node biopsy showed mild
inflammatory changes and occasional plasma cells and one or two
atypical reticulum cells were present. The appearances were in keep-
ing with the provisional diagnosis of glandular fever. Paul-Bunnell
test was positive seven days after admission. Titre unabsorbed was
1/15,000, titre absorbed by guniea-pig kidney cells was 1/1,500, and
titre absorbed by ox red blood cells was 1/40. Later the titre
decreased and when the patient left hospital titres were unabsorbed
1/160, absorbed guinea-pig 1/160, and absorbed ox cell 1/10. Tests
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for bilirubin and urobilinogen in the urine were positive and
haemoglobin was present. The chest x-ray picture was normal.
Wassermann and Kahn tests were falsely positive initially but
reverted to negative. Viral studies were negative and mycoplasma
antibody was absent.
He was treated with prednisolone. This was started on 7 August

in a dose of 80 mg daily in divided doses for one week, after which
it was reduced to 60 mg daily. Thereafter it was reduced steadily
over a period of six weeks, being stopped on 23 September.
Haemolysis appeared to be controlled almost immediately after
starting treatment. The haemoglobin rose steadily together with
platelets, and the reticulocyte count gradually returned to normal.
During the early stages of convalescence he developed pulmonary
infarction and anticoagulant therapy was given, resulting in un-
eventful recovery. On discharge from hospital six weeks later the
haemoglobin was 13-7 g/100 ml and leucocytes, platelets, and liver
function tests were within normal limits. E.C.G. showed changes
suggestive of myocarditis, with T inversion in chest leads during
the early part of the illness, but later returned to normal.

Comment

Since Dameshek (1943) reported acute haemolytic anaemia
associated with infectious mononucleosis just over 30 cases
have been reported in the literature.
Thrombocytopenia was first described by Minot (1929), and

since then numerous reports have appeared in the literature
showing in most cases recovery within six weeks. Schumacher
(1961) reported a case in which thrombocytopenia persisted
for about a year. Evans and Duane (1949) emphasized the
relation between thrombocytopenia and haemolytic anaemia
of an autoimmune type and suggested that thrombocytopenia
and leucopenia might depend on the formation of autoanti-
bodies of rather wide specificity capable of destroying platelets
and leucocytes as well as erythrocytes. The presence of plate-
let antibodies in this patient was indicated by the positive in-
direct platelet antiglobulin consumption test. The serological
findings were discussed in detail by Dacie (1962), and the
direct antiglobulin test on the patient's red cells was positive
in nine of his cases.
The cause of the haemolysis has been attributed to several

mechanisms. A direct action of the virus particles of in-
fectious mononucleosis on erythrocytes resulting in agglutina-
tion and haemolysis has been postulated and hypersplenism
secondary to the splenomegaly in this disease has been con-
sidered. In most cases autoimmune antibodies have been
shown, and the presence of abnormal globulins adds further
weight to the suggestion of an autoimmune process as the
cause of the haemolysis. Most cases of haemolytic anaemia
complicating infectious mononucleosis recover spontaneously,
but patients trea-ted with corticosteroids usually recover more
rapidly and, as in the present patient, severe anaemia and
serious illness may make such therapy urgently required.
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