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are unaffected. Although first discovered in adult life,
there is no reason to believe that the renal disease in
L.W. and his 3 sons was caused by external agents and it
is con idered more 1ikely to be of hereditary o~igin.

Because of the lack of significant impairment of renal
function in the father at the age of 57, the disease may
be expected to follow an equally benign course in the sons.
A further reason for expecting this is the relatively mild
degree of pathological change demonstrable at renal
biopsy in the on with the most marked proteinuria. On
the other hand, the pos ibility that renal insufficiency will
en ue in the course of time cannot be completely excluded.

The splenomegaly present in S.W. and H.W. is a feature
which has not previously been noted in association with
hereditary nephropathy, but nevertheless it does not seem
likely that it is merely coincidental. The true significance
of this unusual finding remains a matter for speculation.

It is interesting to note that renal disease, especially
pyelonephritis, has recently been described in combination
with Marfan's yndrome8 which may also, in some cases
at least, be a genetically determined condition." However,
evidence of Marfan's syndrome was not present in our
patients, nor was' it mentioned in any of the other reports.
Another a pect which could be relevant from the genetic
view-point is the relatively high proportion of Jewish
families among those suffering from hereditary renal
di ease, viz. the families reported by Sohar' and Gold
bloom et al." and the one we describe. Whether this
represents a real racial susceptibility is uncertain.

On reviewing the histological appearances of the kidneys
in those examples of hereditary nephropathy referred to,
it is possible to classify them into cases of pyelonephritis
and into those which seem to conform to the diagnosis
of glomerulonephritis in its various phases. If this inter
pretation is correct, all these cases of hereditary renal
disease fall into two categories despite their widely differ
ing clinical presentations.

It is even possible that the relationship between these

two is closer than is apparent, in view of the occurrence
of eighth-nerve and eye disorders in both. This 'unitarian
concept', as far as the various forms of glomerulonephritis
are concerned, is supported by Vernier et al.· In the family
he studied, the clinical manifestations included transient
'pure' nephrosis, persistent 'pure' nephrosis, so-called
mixed nephrosis-nephritis, and chronic glomerulonephritis.
At biopsy, the corresponding histological features ranged
from the normal to severe chronic glomerulonephritis.

SUMMARY

A family is described in which the father and his 3 sons
were found to have symptornless proteinuria.

Unexplained splenomegaly was present in 2 of the sons.
Addis counts revealed an increase in formed elements,

especially red cells, in all 4 patients.
A renal biopsy was performed in the most markedly

affected of the 4; this showed a mild glomerular lesion
suggestive of glomerulonephritis.

In all probability the nephropathy in this family is
hereditary in origin.

Thanks are due to Dr. John Barlow who performed the
renal biopsy, to Dr. Priscilla Kincaid-Smith and Dr. John
Gluckman who examined the histological preparations, and to
Miss O. A. Abrahams for the quantitative determination of
the amino acids. We are grateful to Prof. H. B. Stein who
afforded us facilities for many of the laboratory investigations
and to Prof. G. A. Elliott for his interest. Mr. M. Ulrich
prepared the photographs.
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TOXOPLASMOSIS
A REPORT OF FOUR CASES

W. E. B. EDGE, M.B., M.R.C.P., D.C.H., D. (OBSf.)R.C.O.G. and H. L. WALLACE, M.D., ER.C.P:, Durban

To date only 5 cases of toxoplasmosis have been reported this has recently been done in this Journal by Spencer;5
from this country, and of these 3 were diagnosed postmortem. and other excellent reviews, such as that by Feldman,S are
Klenerman1 recorded the first case in 1951-an African available to the interested reader.
child presenting with an encephalitic picture at the age of It is not out of place, however, to recall that the parasite,
6 weeks and dying after 2 days, in whom the diagnosis was a protozoon, first described in 1909 by Nicolle and Mailceaux7

made on autopsy material. The mother's serology provided in the North African rodent, Ctenodactylus gondii, is widely
confirmatory evidence. The second case, that of a 4-year-old distributed geographically and has an unusual lack of host
European child with mental retardation, choroido-retinitis specificity, infection having been reported in a great variety
and cerebral calcification, was reported by Rabkin and of vertebrates. Human infection, apart from the congenital
Javett in 1952.2 Becker, in 1954,3 recorded 2 cases diagnosed form, is presumably acquired accidentally from contact with
postmortem-an infant of 5 months with hydrocephalus, animals. Since 1939, when the first human cases were de
and a child of 4t years who presented a picture of acute scribed,8,9 it has become evident from serological surveys
encephalitis and died after a 6 weeks' illness. Fasser, in 1955,4 that toxoplasmosis is a common infection in man. The
reported the case of a 2-year-old Indian child with mental vast majority of acquired infections, however, are sub
retardation, hydrocephalus, and cerebral atrophy, but with clinical, giving rise to no recognizable disease. Conventional
no retinal changes or cerebral calcification. classification groups the manifestations of acquired disease

The purpose of this paper is to report a further 4 cases, into glandular, ocular, encephalitic, and exanthematous
all diagnosed during life, and all in European children in forms.. .
Durban. It is not our intention to review the subject, for Of the 4 cases presented here, the first 2 illustrate the
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congenital type of toxoplasmosis, case 3 the ocular type,
and case 4, reported in some detail, shows widespread
systemic involvement with the production of a most confusing
clinical picture.

CASE REPORTS
Case 1

L.G. was the fourth child of normal, healthy parents. Pregnancy
had been perfectly normal and labour was uncomplicated. The
birth weight was 7 lb. 11 oz. The 3 elder siblings were well.

She presented first on 18 March 1954, at the age of 4t months,
with a history of feeding difficulty since birth, and generalized
convulsions with loss of Consciousness. The mother had observed
16 convulsions during the previous 3 weeks.

Examination revealed a well-nourished child with a head cir
cumference of only 14t inches, who was obviously grossly retarded.
Apart from some questionable pallor of the discs, the fundi were
normal. X-ray of the skull revealed paraventricular and tentorial
calcification. Subsequent pneumo-encephalography showed 'dila
tation of the falcine and tentorial spaces and of the cisternae,
and ? ventricular dilatation. The hemispheres appear retracted'.
The cerebrospinal fluid (CSF) showed no abnormality. Serum
calcium was 12·0 mg. per 100 ml., alkaline phosphatase 17 K-A
units, and WR negative.

Serological tests for toxoplasmosis were carried out in Hanover,
Germany, and were reported as follows: Sabin-Feldman test,
positive 1 : 64; complement-fixation test, uncertain negative; and
cadmium-sulphate test, +++. The maternal serum unfortunately
became contaminated.

The child was seen repeatedly until the age of 1 year, when
admission to a mental institution was arranged. She made virtually
no progress and the fits were not controlled by a variety of ami
convulsants.

Case 2
M.W. presented on 30 January 1956, at the age of 4 months,

with a history of diarrhoea for 2 months, vomiting for 3 weeks,
and fever and irritability for 12 hours. He was the only child of
healthy parents and the product of a normal pregnancy and
delivery. Birth weight was 8 lb. 12 oz.

Examination revealed an extremely irritable baby with a tem
perature of 1020 F.; the eyes were constantly deviated to the,
left. There was no neck stiffness, but the fontanelle was slightly
tense. Lumbar puncture produced clear CSF containing 3 Iym
phocytes per c.mrn. and protein 70 mg. per 100 ml., with a moderate
ncrease of globulin.

The following day he developed a left sixth-nerve palsy, and the
fever continued for 9 days, during which time he was drowsy and
irritable when disturbed. Examination of the fundi on 2 February
showed pigmented areas of choroido-retinitis in both eyes, typical
of toxoplasmosis. The blood count was normal. Head X-ray
revealed no intracranial calcification or other pathology. He was
treated with sulphadiazine, and when he was discharged on 22
February the strabismus had disappeared and he seemed well.
The CSF at this time contained I Iymphocyte per c.mm. and
protein 35 mg. per 100 m\., with only a slight increase of globulin.
A month later he was apparently well and thereafter could not
be traced. Both the patient's and his mother's sera were sent for
dye and complement-fixation tests, but the records of these results

were 10 t. The clinical picture in itself, hm ever, leaves little doubt
that this child was suffering from to oplasmo is.
Case]

L.B., a girl of 12 years, was admitted in ugust 1959 for in
vestigation of deteriorating vision. This had first been complained
of in 1957 when a choroido-retinitis of the right macular region
was discovered. Since then the lesion had progressed until she had
no central vi ion in the right eye. Recently similar changes had been
observed in the left eye though vision was, as yet, unimpaired.

Her past history was complex, including 3 epi odes of 'glandular
fever'in 1951, 1953 and 1954, each time, it wa said, with a po iti e
Paul-Bunnell test. In 1952 she had a febrile illness and wa in
vestigated for, inter alia, tuberculo is and leukaemia. In 1956 he
was treated for alleged amoebic hepatitis. In January 195 she
\ as said to ha e had tick-bite fever, and up to the time of admis-
ion was getting recurrent episodes of fever with glandular swel

lings.
Examination was essentially negative apart from the eyes.

The right macular region \ as destroyed by a patch of choroido
retinitis which appeared inactive. Similar, but much less marked,
changes were present in the left eye. A blood count showed no
abnormality, and the ESR was 6 mm. per hour (Wintrobe). The
Paul-Bunnell test was negative. Head and chest X-rays revealed
no abnormality. The CSF was normal.

The whole history was so suggestive of toxoplasmosis that we
were surprised and disappointed when the tests proved negative.
However, the child was subsequently seen and re-investigated in
Johannesburg when the Sabin-Feldman dye te t was positive
(1 : 64) and the toxoplasma complement-fixation test positive
at 1 : 4 and dubious at 1 : 8. Opinion differed among the 8 ophthal
mologists who saw her regarding the activity of the lesion, but
she was treated with methylprednisolone, sulphadimidine and
pyrimethamine, and to our knowledge there has been no further
progression of the disease.

Case 4
F.M., a boy of 11 years, was admitted in July 195 , with a 4-day

history of fever, headache, pain in the neck, lethargy, vomiting,
constipation, photophobia and a dry cough. Previous illnesses
included pertussis, measles and rubella. Later a history of haema
turia 4 years before admission was obtained, and he admitted to
frequent exposure to bilharzia in the Urnhlatuzana River, a notori
ous local source of both S. haematobium and S. mansoni.

Examination revealed a small, ill boy, febrile (Fig. 1), with
slight non-tender cervical lymphadenopathy, a liver enlarged 2
inches below the costal margin, and a very large, firm, tender
spleen extending to below the level of the umbilicus. There were
no signs of meningitis, and the fundi were normal on admission.
He presented, therefore, as a patient with pyrexia of unknown
origin associated with hepatosplenomegaly.

Special investigations were performed as follows:
I. Blood count. Haemoglobin 10·0 G. per 100 ml., PCV 29%,

MCHC 34 %, ESR 28 mm. per hr. (Wintrobe), WBC 4,000 per
c.mm., neutrophils 40%, Iymphocytes 54%, eosinophils 5%,
basophils I %. Repeated counts failed to demonstrate an absolute
eosinophilia of more than 440 per c.rnm. Red-cell fragility was
normal. LE cells were not found.

2. Urine examina
tion. Repeated ex
aminations, including
24-hour specimens,
failed to reveal any
ova.

3. Stool examina
tion. Repeated ex
aminations howed
trichuris ova only.

o ohi tosomal ova
were demonstrated.

4. X-ray studies.
Ch t: 31 July-' 0
evidence of any pa
thology noted'. 6
August-'right upper
and mid-zone inter-

1
TWloaTA,..CP- ...... H.

.21
T"'06TAI"I

DAYS I N HOSPITAL
Fig. 1. Temperature chart and treatment in case 4.

..

.......
LL

2." tOf
W
ex:
~

J-

~"~J.LL..ll..J-lf.J-...I+l----4A~t'Hf-l-r-fJl:--fTt--4:-fin:---;T-:-T
~,.

1:"
UJ

J-,.

3



728 S.A. MEDICAL JOURNAL 2 September 1961

stitial consolidation. Remainder of the lung fields how
generalized plethora with appearances uggestive of alveolar
involvement. There is hilar calcification'. 21 August-'Perihilar
adenopathy. There i bilateral, diffuse, in reasingly confluent
lung moUling with pulmonary hyperaemia-? reticulosi , sar
coidosis or lymphoma'. 0 pathology was demonstrated in the
skeleton.

5. Agglutinatian lesls. All tests for typhoid, paratyphoid,
typhus, and brucellosis were negative. The Paul-Bunnell test was
al 0 negative.

6. Tuberculin lests. Patch and intradermal tests were negative.
Gastric washings were negative for acid-fast bacilli.

7. 1.iver-funclian lesls:

test proved positive to a titre of I : 1024, and the complement
fixation test was positive I : 4. Since there was then no evidence
of activity of the di ease he was given no further treatment.
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SUMMARY

Four cases of toxoplasmosis in European children-2 con
genital and 2 acquired-are reported, all of which were
diagnosed during life.

OlSCUSSJO

Cases 1 and 2 illustrate the congenital form of toxoplasmosis
in which the infection is acquired by the foetus in utero as
a result of (usually clinically inapparent) maternal infection
with parasitaemia. This type may present various manifesta
tions, among which cboroido-retinitis and cerebral calcifica
tion are common. Other features include hepatomegaly,
splenomegaly, jaundice, skin rashes, hydrocephalus, micro
cephalus, myocarditis, and still-birth. Later, convulsions and
mental retardation are found in the vast majority of sur
vivors.

Case 3 illustrates the common glandular manifestations
of acquired disease. Glandular fever may be simulated, not
only clinically, but also in regard to the blood picture.
The Paul-Bunnell test is, however, alleged to be always
negative in toxoplasmosis. In this child it was said to have
been positive on several occasions before we saw her, but
was completely negative when done in hospital. In addition
to the febrile lymphadenopathy this case demonstrated
typical toxoplasmic uveitis, which may occur as a very late
manifestation of acquired infection.

Case 4 presented with extensive visceral involvement,
manifested by marked hepatosplenomegaly, pulmonary
infiltration and fever. The subsequent choroido-retinitis
should, perhaps, have led to an earlier diagnosis. Of con
siderable interest in this case was the apparent favourable
response to treatment with antimony. This has not, to our
knowledge, been previously recorded, and it would appear to
be a line of therapy worthy of further investigation. The
results of standard treatment-sulphadiazine and pyrime
thamine-are generally satisfactory in the acquired case,
in that the disease is halted and further damage prevented.
In the congenital form, however, there is usually extensive
and irreversible destruction of cerebral tissue and treatment
is, therefore, of little avail.

14 August 24 Ocraber
neg. neg.
0·5 1·0

5 August
neg.
0·7

Van den Bergh reaction
Bilirubin (mg. per 100 m!.)
Alkaline phosphatase (K-A

units) 4·0 40·0 18
Zinc turbidity (units) 18 16 10
Cephalin cholesterol 4 4 1
Thymol turbidity (units) 9 10 7
Totalprotein(G.perlooml.) .. 9·2 8·8 8·8

albumin (G. per 100 m!.) .. 3·7 3·7 4·7
globulin (G. per looml.).. 5·5 5·1 4·1

8. Bane-marrow examinarion. This showed a slight leucocytosis
with a mild eosinophilia only.

9. Rectal biopsy done on I1 August demonstrated old de
generate ova of S. haemalobiull1, but S. mansoni ova were not
found.

10. 1.iver biopsy on 27 August. Serial sections showed focal
granulomata with an eosinophilic cellular reaction suggestive of
bilharzia, but no ova were seen on differential staining. A mild
periportal fibrosis was also present.

11. Splenic biopsy also performed on 27 August merely showed
increased fibrosis and pigment deposits. No ova were found.

(Subsequent re-examination revealed no toxoplasma in either
liver or spleen biopsy specimens.)

After 2 weeks in hospital the boy's general condition had de
teriorated considerably. He was still pyrexial and cough was a
troublesome symptom. The only positive findings were the pul
monary radiological changes and the schistosomal ova on rectal
biopsy. In spite of the low eosinophilia it was decided to treat him
for bilharzia, and he was accordingly given a course of antimonyl
gluconate ('trinstam'), 75 mg. daily for 10 days. In spite of the
unusual febrile response (Fig. I) he improved remarkably towards
the end of the treatment.

Three weeks after admission fundoscopy was repeated, and
lesions were seen consisting of small yellow patches, one in each
eye, located about 2 disc-diameters above the optic discs. These
were so suggestive of tubercles that the patient was started on a
course of streptomycin and I H, but this was stopped when it
was felt that his clinical condition was incompatible with a diag
nosis of miliary tuberculosis. The ocular lesions progressed,
gradually hardening in appearance, until at the time of discharge
from hospital they appeared as white areas of choroido-retinitis
with a thin rim of pigment, indistinguishable from healed tubercles.
They have remained unchanged.

Although the ocular lesions should have suggested a diagnosis
of toxoplasmosis, they were regarded as possibly bilharzial granu
lomata, and a second course of triostam was administered. The
patient was then well, but the enlargement of the liver and spleen
persisted, receding slowly over the following year. Only in May
1959 was the patient investigated for toxoplasmosis. The dye
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Cardiomyopathy of unknown origin is extremely com
mon in the African population of Johannesburg.' -< As in
the cardiomyopathies in general; the heart valves are
normal and the principal auscultatory findings are gallop
rhythm and functional systolic murmurs caused by dila-

tation of the 'mitral and tricuspid rings. Diastolic mur
murs are generally absent.

The object of this paper is to describe 2 cases of idio
pathic cardiomyopathy which presented with both
diastolic and systolic murmurs of functional origin.


