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PAEDIATRIC PATHOLOGY CLUB

Proceedings of the Tenth Annual Meeting

The Tenth Annual Meeting was held in Manchester
on October 16, 1964, at the Clinical Sciences Building
and Royal Infirmary, and on October 17 at the
Children's Hospital, Pendlebury. Drs. Jennison,
Langley, Marsden, and White acted as chairmen.
Dr. A. D. Bain was elected President for 1965 and
the members of the Committee of Paediatric Patho-
logy were all re-elected. A proposal to change the
name of the Club to the 'Paediatric Pathology
Society' was carried. 38 members signed the
attendance book.

Scientific Communications

The following papers were read at Manchester.

H. B. MARSDEN (Manchester). 'Addison's Disease and
Cerebral Sclerosis.' Addison's disease due to cytotoxic
atrophy was described in a 7-year-old boy with sudano-
philic cerebral sclerosis. The accumulating reports
suggest that the association is due to more than chance.
The aetiology was discussed and it was considered that
the most important feature was that all the recorded cases
were young males, suggesting genetic or endocrine
influences affecting the integrity of myelin. (To be
published in full.)

J. L. EMERY (Sheffield). 'Nuclear Abnormality and
Cytomegaly in the Islets of Langerhans of Newborns.'
While examining the islets ofLangerhans ofstillborns and
neonatal deaths, we noticed that the islets occasionally
contained larger cells with big hyperchromatic irregular
nuclei. These cells appear very like those seen in the
involuting foetal cortex ofthe adrenal. It has been shown
that there is a physiological partial involution of the islets
of Langerhans following birth (Emery and Bury, 1964).*
It is now suggested that the abnormal nuclei seen are due
to endo-reduplication associated with this involution.

J. HUBER (Groningen). 'Hereditary 18-oxidation
Defect in the Biosynthesis of Aldosterone.' A girl of 7
months with a salt-losing syndrome died with hyper-
pyrexia and dehydration probably caused by an inter-
current virus infection. During life aldosterone was

absent even after ACTH stimulation. The child had
been maintained on a salt-rich diet and DOCA therapy.
The adrenals were of normal weight, the outer layer of

the cortex showed tubular atrophy and locally an
adenomatous aspect, with total lack of lipid matter. The
juxta-glomerular apparatus and the axial areas of the
glomeruli showed hypertrophy and accumulation of PAS-
positive material.
Upon post-mortem analysis of the adrenals no

aldosterone was found, while precursors were present.
The salt-losing syndrome was in all probability due to an
isolated enzyme defect of 18-oxidation, the last step in the
synthesis of aldosterone. The pedigree of the family,
traced back for six generations, revealed 16 consangu-
ineous marriages and 2 more salt-losers in the patient's
generation with similar features, pointing to an inborn
error of metabolism due to a recessive autosomal gene
with clinical expression in the homozygous state.

G. R. OSBORNE (Derby). 'Congenital Diabetes.'
K.O. died on September 16, 1963, at the age of 14 days.
Two previous babies were full-Eerm and weighed just over
7 lb. (4,535 g.). This baby was also full-term but weighed
only 2 lb. 10 oz. (1,190 g.). Delivery was normal and the
condition at birth was good, though the baby was describ-
ed as scraggy. When 4 days old he had an attack during
the night, becoming pale and grey with shallow respira-
tions and startled movements; he improved after 1 hour.
Clinical diagnosis of hypoglycaemia was made and 20%
glucose was given. His condition was then good until 11
days old when it was noted that weigbt was static and that
he was still very scraggy, and had neither gained nor lost
weight. When 14 days old the blood sugar was found to
be 585 mg./100 ml. Hewas given 2 unitsofsoluble insulin
before each feed, later the same day the blood sugar had
risen to 1,090 mg./100 ml. and the soluble insulin was
increased to 3 units. The following day he vomited after
feeds, had an apnoeic attacK, and died. Blood sugar at
time of death was 1,450 mg./100 ml.
At necropsy the brain, heart, and lungs appeared

normal. The abdomen was grossly distended, mostly
the result of acute dilatation of the stomach which was
filled with milk curds. Milk curds formed discrete hard
masses throughout the majority of the small bowel. The
liver was only about one-third normal size. Remaining
abdominal organs appeared normal. Microscopically
the liver cells had rather scanty eosinophilic cytoplasm,
the intralobular bile canaliculae contained inspissated
bile. The pancreas showed unusually large numbers of
islets of Langerhans.

* Reference: Emery, J. L., and Bury, H. P. R. (1964). Biol. Neonat.
(Basel), 6, 16-25.
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M. SANDLER and C. R. J. RUTHVEN (London).

'Catecholamine Metabolites in Neuroblastoma.' Child-
ren with tumours belonging to the dopamine-secreting
neuroblastoma-ganglioneuroma group rarely present with
any severe degree of hypertension, in contrast to subjects
with phaeochromocytoma, though both tumours elabor-
ate large amounts of noradrenaline.

In the present study, by measurement of urinary
0-methylated metabolites (normetadrenaline plus met-
adrenaline) and deaminated metabolites (4-hydroxy-3-
methoxymandelic acid and 4-hydroxy-3-methoxyphenyl-
glycol), data were obtained suggesting that the tumours
fall into distinct biochemical groups: the ratio of
0-methylated to deaminated metabolites was always
greater than 0 2 in phaeochromocytoma and less than 0*1
in neuroblastoma and in normals. In accordance with
the findings of other workers in the experimental animal,
this finding indicates the following: that whereas in
phaeochromocytoma free catecholamine is released
directly into the blood stream to be inactivated primarily
by catechol 0-methyl-transferase (COMT), further
metabolism and inactivation of the amines is likely to
occur by both COM1! and monoamine oxidase in the
tumour tissue itself in neuroblastoma.

B. IVEMARK and B. ROBERTSON (Stockholm). 'Pulmon-
ary Microangiography in Congenital Malformations of
the Heart.' In the normal full-term neonatal lung the
bronchial arteries can be filled by injection of contrast
medium into the pulmonary artery. The comumunication
seemed to be localized at capillary level, around peripheral
intralobular bronchi. The bronchial arteries always
followed the course of the bronchi in the normal lung.

In 8 cases, aged 1 day to 7 weeks, with transposition of
the great arteries, an abnormal pattern of the bronchial
arteries was found. In all cases the bronchial arteries
were wider and more tortuous than normal and gave off
abnormal branches which left the bronchial wall to ramify
in the adjacent pulmonary parenchyma. Many alveolar
groups displayed a double arterial vascularization, and
there seemed to be widespread capillary anastomoses
between branches of the pulmonary and bronchial
arteries. In addition, some vessels with the structure and
course of bronchial arteries were found to be branches of
the pulmonary artery, originating near the hilum.
Particularly wide and tortuous bronchial arteries and a
marked capillary filling were present in the case that
survived for seven weeks.

In transposition, the abnormalities are apparently
already present at birth. Whether the arterial abnormali-
ties in transposition are the result of an intrauterine
adaptation to the malformation of the great trunks or a
collateral malformation, cannot as yet be established.
Their functional significance cannot be ascertained from
this study, but the findings suggest an intrapulmonary
shunt between the two arterial systems. A study of the
pulmonary vasculature in other types of cardiovascular
malformations is in progress.

F. A. LANGLEY (Manchester). 'Thymic Hyperplasia
and the Choice of a Suitable Biometric Framework.'

7

During late foetal life the weight of the thymus increases
proportionately with the body weight. In large babies
born after term this relation does not hold. After birth
the thymus grows little, if at all, in relation to the body
weight for the first six to nine months of life. Parallel
with this there is a diminution in the number of PAS
positive cells in the organ. Based on these studies a case
of thymic hyperplasia is assessed. It occurred in an
infant who had been given vole bacillus BCG at 9 days
and died at 7 months with acute meningitis. There was
generalized lymphoid hyperplasia, some glands showing
tuberculous lesions and an increase in the PAS positive
cells in the thymus.

Using maturity, based on the mother's menstrual
history, as the independent variable, it can be shown that
there is a linear relation between the logarithm of the
thymus weight and the maturity of stillborn infants and
infants dying under 24 hours. On this basis it can be
shown that there is no hyperplasia of the thymus in
anencephalic foetuses.

M. ELVES (Manchester). 'Recent Studies on the
Thymus.' Recent studies have shown that the small
lymphocyte is a relatively long-lived cell which is pro-
duced at a slow rate. A smaller proportion of the small
lymphocytes of the peripheral blood are, however, short
lived with a life-span of about two weeks; these cells are
produced at a more rapid rate. The high lymphocyte
output from the thoracic duct into the blood stream is due
to the recirculation of the long-lived lymphocytes via the
lymph nodes.
Removal of the thymus causes a marked fall in the

thoracic duct output in young rodents. After neonatal
thymectomy the weight of the lymph nodes decreases, and
the number of small lymphocytes in the peripheral blood
falls to about 60% of the normal value. There is a
marked lymphocytic aplasia in such animals. These
facts clearly suggest that the thymus is an important
source of small lymphocytes.

Using tritiated thymidine it has been shown that a
majority of the thymic small lymphocytes are of the short-
lived variety, in contrast to those of the thoracic duct and
the lymph glands. There is evidence that the thymus
also produces many of the long-lived cells of the body.
The small lymphocytes are formed in the thymic cortex,

probably by the maturation of reticulum cells. From the
cortex they pass into the medulla where they become
actively amoeboid and eventually enter the blood by
crossing the walls of the venules via the perivascular
channels.

Neonatal thymectomy results in a severe impairment of
the immunological capacity of the animal. This is
associated with a failure of development of lymphoid
germinal centres. The small lymphocyte has also been
shown to play an important role in immunological
responses. It may, therefore, be postulated that the
thymus is the chief producer of the lymphocytes of the
body, and as the long-lived cells are immunologically
competent, the thymus is important- for the immune
response.
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A. H. CAMERON (Birmingham). 'Malformations of

the Thymus and Cardiovascular System.' In the past six
years, necropsy disclosed no evidence of thymic tissue in 4
infants. In 4 other infants the thymus was extremely
small and anomalous in position, being either entirely
cervical or entirely within the thorax. In all, there were
major anomalies of the cardiovascular system including
defects of the ventricular septum, common truncus,
Fallot's tetralogy, atresia and coarctation of the aortic
arch, right aortic arch, and anomalous subclavian
arteries.
Two further infants with hypoplasia and anomalous

location of the thymus had almost identical associated
malformations, the most striking being an enormous
pulmonary artery of almost saccular proportions. In
both, the pulmonary valve was represented by a hypo-
plastic fringe without stenosis and there was a small
VSD. The ductus arteriosus was absent and the
innominate artery lay behind the innominate vein.
There was anomalous lobation of the lungs with emphy-
sematous enlargement of the right lower lobe due to
compression of the bronchus.
None of the 10 cases showed asplenia which is also

associated with cardiovascular anomalies, and none
showed positive evidence ofimmunological incompetence.
Nor was there any indication of hypoparathyroidism.
The development of the thymus and the arterial trunks in
relation to the branchial arches was briefly discussed.

H. Fox (Manchester). 'The Villous Cytotrophoblast
as an Index of Placental Ischaemia.' Langhan's cells can
be demonstrated in many of the terminal villi of the
mature placenta. Using a PAS stain the negatively
staining cytoplasm of these cells contrasts well with the
weakly positive cytoplasm of the syncytial trophoblast.
With a PAS stain the trophoblastic basement membrane
is also stained and confusion with stromal cells is hence
avoided. In the normal mature placenta usually less than
20% of the terminal villi contain Langhans' cells, but
there is a tendency for proliferation of these cells in the
placentae of elderly mothers, in the placentae of 'grand
multipara', and in placentas delivered at or after the 42nd
week of gestation. There is a marked tendency to
proliferation of villous Langhans' cells in toxaemia of
pregnancy and the degree of proliferation is related both
to the severity of the toxaemic process and to the length of
time for which symptoms have been present. In the
placentae of anoxic stillbirths there is a marked prolifera-
tion of villous Langhans' cells.
A high villous Langhans' cell count in the placenta is

related to a high incidence of foetal distress during labour
and with a high incidence of neonatal asphyxia. It is
suggested that proliferation of villous Langhans' cells is an
indication of placental ischaemia and that a villous
Langhans' cell count may enable a quantitative assess-
ment of the degree of such ischaemia.

P. K. KALPAKTSOGLOU (Athens). 'Crown-rump
Length in Vital Statistics of the Newborn.' The purpose
of this study was to determine in the living newborn child
which of the measurements, weight, gestation age, or

length, gives the least variability when related to the other
two. Greek babies born between February and July 1964
were observed at the University Maternity Hospital
'Alexandra', in Athens. There were 1,590 babies, all
apparently normal, of which 841 were boys and 749 girls.
The material was first classified according to sex and

then the data were analysed in three ways. First, each
criteria was charted arithmetically against the other two,
then, using the same method, we studied the difference of
the mean values of body weight and crown-rump length
between boys and girls. Finally, we charted the loga-
rithms of the mean values ofeach criteria against the other
two.
There appeared to be a greater uniformity of growth

pattern when the crown-rump length was used than with
weight or gestation age. By using the crown-rump
length, the difference between the sexes was least, which
suggests that using this criteria, girls and boys can most
safely be studied together.

J. O'H. TOBIN and L. L. R. WHITE (Manchester).
'Virus Isolation from Manchester Children with Acute
Respiratory Disease.' From November 1961 to March
1964, 878 viruses were isolated by the direct inoculation
of rhesus monkey kidney and HeLa cultures with throat
swabs from children admitted to Booth Hall and other
hospitals in South-east Lancashire. Swabs were taken in
the admission room or at the bedside and, after incuba-
tion for up to four days locally, were sent to the Public
Health Laboratory, Manchester, for further examination.

In children without respiratory disease virus was found
in 7%, mainly herpes virus from cases of stomatitis, and
enteroviruses and adenoviruses from cases of Bornholm
disease, pyrexia, meningitis, or mediastinitis.
About one-third of the cases of respiratory disease

yielded virus. The commonest was respiratory syncytial
virus (439 strains), mainly from infants with lower
respiratory infections. This virus caused epidemics
during each of the three winters of the study. Para-
influenza viruses (111 strains) were less frequent; though
present throughout the period, an increased incidence was
associated with a rise in the number of cases of croup.
The commonest manifestation of this virus, however, was
upper respiratory tract infections with or without coryza.
Adenoviruses (83 strains) produced tonsillitis more
frequently than the other viruses, while the enteroviruses
(64 strains) were the commonest cause of respiratory
disease during the summer.
The respiratory syncytial virus was found before death

four times and after death once in infants who died with
respiratory disease. The morbid anatomical findings
included changes described by Adams in 1941* as 'Primary
Virus Pneumonitis with Cytoplasmic Inclusion Bodies'.
One case showed extensive pneumonia with hyaline
membrane formation, and in another the lung changes
resembled those commonly encountered in 'cot deaths'.

J. R. S. MORE and BANTI DEVI (Manchester). 'A Case
of Bilateral Pulmonary Agenesis and the First of Total
Tracheo-pulmonary Agenesis.' In addition to absence of

* Reference: Adams, J. M. (1941). J. Amer. med. Ass., 116, 925.
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the lower portion of the larynx, the trachea, and the
lungs, there were a number of cardiac abnormalities,
including a common atrio-ventricular canal, a common
truncus arteriosus, and total absence of the pulmonary
trunk and arteries. Additional malformations included
absence of the spleen, gastric hypoplasia, and a hemi-
vertebra. The embryology of the defects was discussed
with particular reference to their time of onset and the
important findings compared with those of the previously
published cases.

P. E. CONEN and B. ERKMAN (Toronto). 'Chromosome
Studies in Paediatric Intersex Problems.' A review of
these studies during the past 4 years at The Hospital for
Sick Children was illustrated by typical and atypical cases.
Two infants with chromatin-positive Klinefelter's
syndrome (47/XXY) had a bifid scrotum and penile
hypospadias. Phenotypic females with some features of
Turner's syndrome showed a spectrum ofX chromosome
abnormalities. These included 45/XO, 45/XO-46/XX,
and 45/XO-46/X isochromosome long arm X mosaics and
46/X-isochromosome long arm X and a case with a
deletion of part of the X chromosome. One of these
patients has been menstruating regularly. An infant
with an XO chromosome pattern was found to have
normal ovaries. A boy with Turner's syndrome had
45/XO-46/XY mosaicism in blood with only the XO cell
line in skin, muscle, and testes tissue cultures. Double
chromatin masses in buccal smears and a 47/XXX super-
female chromosome pattern in blood cultures from a girl
with Turner's syndrome suggested the presence of an
additional undetected 45/XO cell line. One other super-
female girl (47/XXX) was detected during investigation of
patients with multiple anomalies.
A 14-year-old true hermaphrodite with 46/XX pattern

and an infant true hermaphrodite with a mosaic 46/XX-
46/X deletion short arm X were described. Several
variants of male pseudo-hermaphroditism were also
presented.

J. H. EDWARDS (Birmingham). 'Classification of
Malformations.'* Since the classification of malforma-
tions is mainly based on structure rather than mechanism,
the method of classification must be based on the presence
or absence of a multiplicity of signs, and this involves
procedural difficulties in analysis.
Some problems of classification were discussed and a

classification designed to conform to the limitations of
conventional punch-cards was presented.

K. M. LAURENCE (Cardiff). 'Progressive Familial
Infantile Cerebral Cortical Degeneration.' This condi-
tion arose in 2 sisters of a sibship of 4, who suffered from
progressive spasticity and retardation and repeated
sweating attacks. Pregnancy, delivery, the neonatal
period, and development in the first three months were
normal. One died of bronchopneumonia at 10 months,
the other of diarrhoea and vomiting at 8 months. In

both the main post-mortem findings were confined to the
central nervous system. The brains were almost
identical and weighed 188 g. and 230 g. They showed
gross atrophy of the whole of the cerebral hemispheres
which resembled large walnut kernels with severe
external and internal hydrocephalus. Microscopically
the cortical neurones had disappeared, with some
neurophagocytosis still evident. There was microglial
proliferation, compound granular corpuscle formation,
myelin loss, and gliosis. The basal nuclei were almost
normal and the cerebellum and brain-stem appeared to be
completely spared.
The condition bears a resemblance to Alper's disease

but affected the whole of the cerebral hemispheres without
softening or severe changes in the basal nuclei and
cerebellum. It is open to question whether this is yet
another form of Alper's disease or is a separate entity.
In any case, it is likely to be a hereditary condition due to
a recessive gene.

A. E. CLAIREAUX (London). 'Congenital Renal
Anomalies in the Newborn.' Between 1947 and 1963,
2,287 necropsies were performed at Queen Charlotte's
Maternity Hospital and these yielded 50 severe congenital
malformations of the kidney, an incidence of 2-2%.
There were 17 examples of bilateral cystic dysplasia
(34%), 10 of bilateral hydronephrosis (20%), and 7 of
bilateral renal agenesis (14%). In 35 of the 50 cases
(70%) other severe malformations such as anencephalus,
hydrocephalus, or congenital heart disease were present.
The striking facial appearances commonly associated
with bilateral renal agenesis were also observed in over
half the cases of cystic dysplasia and in one-fifth of the
cases of bilateral hydronephrosis. Of the 50 infants, 31
were stillborn and only 5 survived longer than 48 hours.
In 8 of the 50 infants severe pulmonary hypoplasia was
noted. The high incidence of associated malformations
appears to indicate that surviving children with severe
unilateral renal disease may also be suffering from other
congenital anomalies.

B. OCKENDEN (London). 'Absent Abdominal Muscles
and Associated Genito-urinary Abnormalities.' 16 cases
of the rare but well-recognized syndrome of absent
abdominal muscles, megaureters, and undescended testes
have been seen at The Hospital for Sick Children: of these
9 have died. Necropsies were carried out on 6, all under 7
months of age: 5 had a variable degree of renal cystic
dysplasia; they all had complete or almost complete
absence of the anterior abdominal wall muscles, and
intra-abdominal testes attached to the lateral aspects of
dilated, tortuous, thin-walled ureters; 4 had one or more
ureteric stenoses but all had patent ureteric orifices; only
2 showed dilatation of the renal pelves. In all cases the
bladders were large, pear shaped and very thick walled
without gross trabeculation; 3 had abnormal trigones
with a central pouch in the interureteric bar. The
bladder apex was elongated and attached to the anterior
abdominal wall near the umbilicus. In 3 cases the
urachus was patent, and in these there was urethral
obstruction due to atresia of the penile and/or membran-

* Reference: Edwards, J. H., Leck, I., and Record, R. G. (1964).
A classification of malformations. Acta genet. (Basel), 14, 76.
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336 ARCHIVES OF DISEASE IN CHILDHOOD
ous urethra. The prostatic urethra was funnel shaped in
1 and dilated in the other 5 cases. Other associated
congenital anomalies were partial universal mesentery in
5, bilateral talipes equinovarus in 4 and left talipes
equinavarus with agenesis of the right leg in one.
The clinical features were compared with the post-

mortem findings to show that once the abnormal
abdominal musculature is recognized one can fairly
accurately predict the underlying genito-urinary abnor-
malities.
Chromosome studies have been performed in one

living boy and the karyotype was normal.
(To be published in full elsewhere.)

J. L. S. SMITH and J. K. STEWART (Manchester).
'Spontaneous Regression of Retinoblastoma.' Since
1900 there have been 160 proven cases of retinoblastoma
in the Manchester Hospital Region, in addition to
approximately 50 children who had one or both eyes
removed with a purely clinical diagnosis of retino-
blastoma. Of these, 75% were cured. By examining
the eyes of the survivors or relatives it was possible to find
7 cases of spontaneous regression of the tumour.
The end result of spontaneous regression was either a

shrunken eye with a characteristic histological picture, or a
sighted eye which showed chorio-retinal atrophy, raised
grey masses, and good preservation of the retinal vessels.

Since multifocal and bilateral tumours regressed, a
general factor must be implicated. Regression seemed
more common in boys than girls and could occur in
infancy. In affected families one sib might die of the
disease while in another the tumour might regress.

A. M. MAcDONALD (Glasgow). 'A Case of Apparent
Adrenal Hypoplasia in the Neonate.' Reference was
first made to a previous paper (Boyd and MacDonald,
1960)* describing adrenal cortical hypoplasia in sibs.
The third member of this family has since died of this
lesion, the adrenal glands being identical with those seen
in the other sibs.
A case was then presented of a male infant with the

clinical features similar to those in the family with adrenal
hypoplasia. The diagnosis was based on the urinary
steroid analysis and the clinical features of failing to
regain birth weight by the 10th day, vomiting, and a high
serum potassium. There was no response to ACTH
stimulation. Only on the last day of life, aged 15 days,
were coliform organisms grown from the urine and the
probability of a renal lesion recognized. The blood urea
was 400 mg./100 mnl.
At necropsy both adrenals were normal in size and in

their histology, but both kidneys showed gross hypoplasia
with superadded pyelonephritis. This infers that
urinary steroid analysis provides insufficient evidence for
the diagnosis of adrenal hypoplasia, as low levels of
urinary corticosteroids may be due to gross renal hypo-
plasia or dysfunction, with failure of steroid excretion.

A method of estimating plasma corticosteroids must be
developed.

S. F. CAHALANE (Dublin). 'Pinealoma with
Aldosterone-like Activity.' Hyperaldosteronism with
recovery in a woman who had a hyperplastic pineal gland
removed has been recently described.

This patient was admitted when 2l years old for
investigation of abdominal pain and vomiting and she was
treated for Esch. coli urinary infection and severe
anaemia. A low serum potassium (2- 2 to 2 - 5 mEq/litre)
and a high urinary output of potassium (up to 25 mEq
per day) with consistently dilute and generally alkaline
urine were features throughout her hospital stay. A
second admission was necessary for return of symptoms,
and eventually a renal calculus was removed. Muscle
weakness, lethargy, vomiting, and pyuria continued, and
the hypokalaemia and urinary findings persisted until she
died.
At necropsy a 2 cm. rounded firm grey mass occupied

the site of the pineal and the liver was enlarged and
yellow. Histologically, the tumour was composed mainly
of rather plump cells arranged in an alveolar pattern with
copious interstitial acellular stroma. There were some
clumps of small round cells and no calcification. The
picture recapitulated the developmental stage of the
normal gland in a child of some 18 months. The liver
sections showed diffuse toxic changes with cell necrosis,
fatty metamorphosis, and portal lymphocytic infiltration.
The renal tubules exhibited well-marked cytoplasmic
vacuolization. The adrenal glands were normal.

K. and J. BOROWICZ (Warsaw). 'The Mouse Placenta
in Experimental Toxoplasmosis.' Gravid mice were infect-
ed with Toxoplasma gondii by intraperitoneal injection.
Nodular lesions of the liver developed in 49 of the 56 mice
and most contained toxoplasms. Lesions in the spleen
were not so intense. The mucosa of the uterus showed
no evidence of infection, but there were lesions in the
tunica serosa, uterine muscle, and broad ligament.

Histological examinations were carried out on 346
placentas from 56 mice. The placentas from 15 mice
showed toxoplasma in a free extracellular form, with no
inflammatory or degenerative changes in the trophoblast.
In 22 mice there were aggregates of degenerate leucocytes,
among which there were 'toxoplasma-like bodies'. In 19
mice there was no evidence of toxoplasma infection of the
placenta. The foetuses from 38 infected mice showed no
evidence of toxoplasma infection on histological exami-
nation. However, toxoplasms were identified biologic-
ally in the liver and brain of the foetuses from 18 mice,
and in 10 the toxoplasms were identified by both biologic-
al and histological examination. In 8 cases with positive
biological tests there was no histological evidence of
toxoplasms in the placenta.

It was concluded that the placenta did not appear to be
a suitable substrate for multiplication of toxoplasms and
that lesions in the placenta were not essential for passage
of infection from mother to foetus.

In man, congenital toxoplasmosis appears to be
related to parasitaemia in the mother during the primary
infection or during exacerbation of a chronic infection.

* Reference: Boyd, J. F., and MacDonald, A. M. (1960). Arch. Dis.
Childh., 35, 561.
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