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Discussion

Although a definite diagnosis of renal cortical
necrosis can be made only by biopsy or at necropsy
(Lloyd-Thomas, Balme, and Key, 1962), the history,
clinical course, and radiological findings in our
case provide good evidence of this. According
to McAlister and Nedelman (1961), renal cortical
necrosis must be considered in acute renal failure
in children, especially when diarrhoea, vomiting,
and dehydration are part of the clinical picture.
The necrotic lesions are attributed to renal ischae-

mia and the numerous causes of the disease have
been extensively reviewed (Lauler and Schreiner,
1958; McAlister and Nedelman, 1961; Black,
1967; Remy et al., 1968). Though the first
radiological manifestation is renal enlargement,
recognition of this may well be difficult. Gradual
decrease in kidney size, owing to shrinkage of the
necrotic tissue follows, and calcification of the
necrotic areas become the outstanding features.

According to Black (1967) renal calcification is
of three types: (1) fine diffuse and chiefly cortical,
(2) coarse and mainly medullary, and (3) localized.
In our case shrinkage of the kidneys and irregu-
larity of the renal contour became evident, and
the pattern of nephrocalcinosis was of the first of
the above types. Black (1967) states that the most
frequent causes of this type of nephrocalcinosis are
renal cortical necrosis and chronic glomerulone-
phritis. Lloyd-Thomas et al. (1962) considered a
'tram-line' pattern of calcification characteristic of
renal cortical necrosis.
There must be a time relation between the onset

of the disease and the x-ray appearance of renal
calcification (Whelan et al., 1967). In our case
nephrocalcinosis was detected radiologically on the
50th day of the illness. McAlister and Nedelman
(1961) suggested that 11 to 2 months may elapse
before calcification occurs.
There is no doubt that our patient survived

mainly because of prolonged peritoneal dialysis.
This procedure is especially applicable to infants
and small children, and its application is likely to
lead to an increasing number of patients with this
disease surviving.

Summary
A 10-month-old infant developed renal cortical

necrosis, leading to nephrocalcinosis shown radio-
graphically. The infant survived after prolonged
peritoneal dialysis.
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Cytomegalovirus Infection
Presenting as Acute Haemolytic

Anaemia in an Infant
Cytomegalovirus (CMV) infection is now known

to be common at all ages. A recent survey (Colla-
borative Study, 1970) in the North West of England
gave an incidence of virus isolation in babies as
0-4%, rising to 5 2% at 5 years and 40-45% in
women of child-bearing age. Lamb (1971) gives
even higher figures for children according to their
environmental conditions. The majority of infants
who excrete the virus have minimal or no symptoms,
so that it may be difficult to correlate virus excretion
with clinical diseases in many cases (British Medical
Journal, 1971). CMV infection, if congenital,
commonly presents either as a glandular fever-like
syndrome with hepatosplenomegaly, or as disease
of the central nervous system with microcephaly
and mental retardation (Weller and Hanshaw, 1962).
Except in the neonatal period (Emanuel and Kenny,
1966; McEnery and Stern, 1970), acute haemolytic
anaemia may be a rare presentation of acquired
disease, one fatal adult case being reported by
Coombs (1968) and 22 cases in children suggested by
Zuelzer et al. (1966), associated with lymphadeno-
pathy, 7 of which had a fatal outcome.

Case Report
A 4-month-old male baby was admitted with a history

of rapidly increasing pallor over the previous 3 days
associated with noticeable pink staining of the napkin
by the baby's urine. He had had a cough and cold
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lasting nearly 6 weeks. His birth was normal at 39
weeks, weight 2835 g. The only neonatal problem
was a transient mild jaundice considered to be physio-
logical, but no investigations were carried out at this
time. His mother had been well throughout pregnancy
and subsequently apart from having one or two 'colds',
and the baby had made normal developmental progress,
and was fully breast-fed. Mother had not received
any blood transfusions (King-Lewis and Gardner, 1969).

Examination revealed a very pale baby with an en-
larged abdomen. The liver edge was two fingers
breadth and the spleen edge four fingers breadth below
each costal margin, both being firm in consistency and
apparently non-tender.

Investigations showed Hb 5 g /100 ml, white cell count
25,000/mm3, with 80% lymphocytes and no blast cells,
platelets 360,000/mm3, prothrombin time normal,
Coombs test negative, reticulocytes 11%, bilirubin 0 * 67
mg/100 ml. The red cell fragility test showed 95%
RBCs within the normal range. There was no evidence
of G6PD deficiency nor of pyruvate kinase deficiency.
Renal function and urine examination were normal but
subsequent reports showed a positive culture of CMV
from the urine, but not from the throats, of both the
child and his mother (repeated). Complement-fixation
tests for CMV showed a titre 1: 128, regarded as indica-
tive of active infection at this age (Dr. S. D. Gardner,
Public Health Laboratory, Colindale). The mother's
serum was tested about two weeks after the child's
serum.
He was treated by blood transfusions, and prednisone

20 mg daily was begun with the second transfusion 3
days after the first when Hb had fallen again to 5 *7 g.
Evidence of continued haemolysis ceased after about
one week and from then onwards the liver and spleen
gradually decreased in size; he remained well and the
prednisone was reduced and discontinued after a further
4 weeks.
One year later he was reviewed. He appeared normal

in all respects, with no hepatosplenomegaly. Repeat
urine cultures from mother and child showed no
evidence of CMV and the serum complement-fixation
titres had both fallen to 1: 32.

Comment
Although it is difficult to relate the excretion of

virus to clinical disease, it is difficult to escape the
conclusion that this case of haemolytic anaemia was
due to CMV infection. It is possible that this
was a congenital infection, in spite of the normal
appearance at birth and the apparent complete

recovery without neurological sequelae. It is also
possible that mother and child were infected
simultaneously in the postnatal period.

In Zuelzer's cases two distinct groups were
defined according to the antiglobulin test. Most of
the fatal cases were associated with positive anti-
globulin tests, lymphadenopathy, a prolonged illness,
and in only one case was virus isolated. The
diagnosis was mainly based on histological evidence
from glands biopsied or necropsy material. Some
of the cases were congenital in origin and no
reference is made to transfusion during pregnancy.
The present case fits better into Zuelzer's smaller

group of four cases in which the antiglobulin test
was negative, lymphadenopathy was minimal, the
disease was acute, short lived, and recovery followed,
and virus was isolated in three cases.
Maybe other cases of what has in the past

been called 'Lederer's anaemia' could be given a
more precise aetiology if a search for CMV were
made.

Summary
A case of severe acquired haemolytic anaemia

with recovery, associated with cytomegalovirus
infection, is described.
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