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We must not seek to erect structures to last a hundred years when
it is quite possible that they will outlive their usefulness within a
generation.

4. General Considerations
DR. B. CROWHURST ARCHER, M.D., Psychiatrist, Durban,
writes:

The provision of a satisfactory mental health service for South
Africa presents certain difficulties because of the size of the country
and the uneven distribution of its multiracial community.

With the introduction of successful methods of physical treat­
ment and the recently-proved economic and therapeutic advan­
tages of early treatment centres situated in the 'catchment areas'
of mental hospitals, the problem is not, however, as great as it
would at first appear.

Early Treatment Centres
The present overcrowding in mental hospitals could be relieved

by the gradual establishment throughout the Union of early
treatment centres in the 'cat hment areas' of the mental hospitals.
They should be run on similar lines to the Antwerpl and Worthing'
experiments which provide a small number of beds on a day­
patient system which is a compromise between an in-patient and
out-patient service, and full facilities for domiciliary treatment.
It has been shown that this district mental hospital system has so
reduced the number of admissions to the neighbouring mental
hospitals that it is contended that no further mental hospital
need be built until these experiments have been fully worked out.
As I have pointed out elsewhere3 a pilot scheme of this kind
should be started immediately in Durban. This city which is
over 50 miles away from the amenities of the nearest mental
hospital, will have to rely on its own resources, and is large enough
to do-so.

I have also recommended' a pilot scheme, on similar lines to
the psychopathic hospital which has been established in Denmark,
for the control and socialization, if possible, of persons suffering
from psychopathic personality.

General Hospitals
The importance of the specialized mental hospital and its

district mental hospital system should in no way excuse the general
hospitals from providing facilities for treating mental illness.

The psychiatric department of every university medical school
should be under the direction of a full-time professor of psy­
chiatry who should have at his disposal for teaching purposes
an adequate number of beds and out-patient clinic and auxiliary
services-psychiatric social workers, non-medical psychologists
and occupational therapists.

The range of activities of the psychiatric teaching unit should
provide adequate training in psychiatry-in the out-patient
department and tbe wards of the unit, for general practitioners

and intending specialists, and psychiatric auxiliaries, including
probation officers, health visitors, and similar workers. This
unit should also establish, for teaching purposes, a close working
liaison with institutions and services outside the unit so as to
provide supplementary instruction and teaching material.

A children's psychiatric clinic should be an integral part of the
psychiatric teaching unit and act in a consultative capacity to
the child guidance centres in the region. Such a unit should
also be a psychiatric teaching centre and coordinating focus of
psychiatric research.

The Nursing Problem
The enrolment of auxiliary nurses, both in the early treatment

centres and the psychiatric units of general hospitals, might
contribute towards a solution of the problem of the acute shortage
of nurses, provided the necessary teaching and training facilities
are made available.

During the last war I commissioned and had charge of two
Royal Naval Hospitals which I staffed in part with specially
sele~ted Red Cross V.An. nurses. They not only made a definite
contribution to the morale and discipline of these establishments,
so essential to any form of rehabilitation, but after training for
a period of 3 - 6 months they became useful members of the
psychiatric team. It is also iJiteresting to record that some of
these nurses, as a result of the teaching and training they received,
qualified after the war as psychiatric social workers. Such auxiliary ­
nurses would again become ne~essary in the events of war, national
emergencies or other disasters.

Promotion of Mental Health
The preventive and rehabilitation aspects of mental illness

should be the responsibility of the Public Health Services and
Regional Officers of Mental Health should be appointed by the
Commissioner for Mental Hygiene. The function of these full­
time psychiatrists would be to work outside the mental hospitals
and to coordinate and cooperate in all matters of mental health,
especially with the Departments of Education, Social Welfare,
Labour, the local authorities and the various voluntary social
organizations.

Conclusion
The need to investigate the whole question of a mental health

service for this country in a scientific and constitutional manner
at the highest level is now urgent because there is a danger that
the outmoded recommendations of the last Commission of En­
quiry, which were published as long ago as 1937, may be imple­
mented. This would mean that the old uneconomic and thera­
peutically sterile policy of custodial care and 'bigger and better
hospitals' would be further entrenched.
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THE EXCRETION OF PORPHYRINS AND PORPHYRIN PRECURSORS BY
BANTU CASES OF PORPHYRIA

H. D. BARNES, M.Se., PH.D., A.R.I.C., The South African Institute for Medical Research, Johannesburg

It has recently been shown' that Swedish patients with
intermittent acute porphyria and White South African
patients with variegate porphyria, who may present either
cutaneous manifestations or acute symptoms and not in­
frequently both, differ markedly from each other in their
patterns of excretion of porphyrins and porphyrin pre­
cursors. Many hundreds of cases of porphyria have been
seen in the Bantu of South Africa in recent years and the
pattern of excretion in some of these has been determined
for comparison with those of the two groups mentioned
above.

The patients were seen by doctors in hospitals and clinics
in and around Johannesburg, and the provisional diagnosis

of porphyria, based on the observation of characteristic
skin lesions, was confirmed by the detection of an excess
of porphyrin in the urine. Arrangements were then made
for fresh specimens of urine and faeces, passed at about
the same time, to be collected and delivered promptly for
analysis. The results in 15 adult patients (10 females and
5 males) are recorded in Table I. The means and ranges of
these figures are given in Table IT for comparison with those
from 7 Swedish and 11 White South African patientsl ob­
tained during remission from acute symptoms.

The methods employed in the analysis were as follows:
Urine. Total porphyrin was determined directly on a

suitably diluted specimen by the spectrophotometric method
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and are given in Table ill together with the corresponding
medians. The judgments of significance at this level (S)
or non-significance (N) of differences between pairs of
medians are shown in Table IV.

SN

TABLE IV. ASSESSMENT OF SIGNIFICANCE (S) OR NON-SIGNIFICANCE (N)
OF THE DIFFERENCES BETWEEN THE MEDIANS TAl(E IN PAIRS

ALA PBG Copro. Proto.
S S (?) S S

S S
N S

Swedish-White
Bantu-Swedish
Bantu-White

of Sveinsson, Rimington and Barnes,2 and o-amino-laevulic
acid and porphobilinogen by the method of Mauzerall and
Granick. 3 Because of the lability of the latter substance
all these analyses were commenced within 2 hours of collec­
tion, and mostly within 1 hour.

Stoofs were screened for porphyrin by examining in
Wood's light an acetic acid and ether extract of a small
fragment; coproporphyrin and protoporphyrin were deter­
mined quantiiatively as described by Holti et a/.'

TABLE I. PORPHYRINS AND PORPHYRIN PRECURSORS IN URINE Mm
FAECES FROM BANTU CASES OF PORPHYRIA

Urine Faeces
Case No.
and Sex ALA PBG Porphyrin Copro. Proto.

mg.jlitre /Lg.jloo ml. /Lg.jg. dry wt.
1 F 44 16 2,360 20 11
2F 8 0 1,710 31 11
3F 5 2 1,490 91 25
4M 1 1 98 52 74
5M 2 1 335 37 35
6M 6 2 594 32 53
7F 6 1 392 60 46
8F 4 2 75 23 38
9F 14 11 1,460 29 23

10 F 10 2 716 38 19
11M 0 0 560 90 57
12 F 47 11 2,220 11 13
13M 3 1 445 89 51
14F 6 1 1,140 screen test normal
15 F 8 1 1,790 50 71

TABLE n. MEAN VALUES AND RANGES OF THE FIGURES RECORDED
IN TABLE I COMPARED WTIR- SIMILAR FINDINGS IN SWEDISH AND

WHITE SOUTH AFRICAN PORPHYRICS IN REMISSION

Urine Faeces

ALA PBG Porphyrin Copro. Proto.
mg.jlitre /Lg./1oo ml. /Lg./g. dry wt.

Bantu Mean 11 3·5 1026 47 38
Range 0-47. 0-16 75-2360 11-91 11-74

Swedish Mean 20 23 17 24
Range 4-37 2-42 13-26 11-38

White S. African
Mean 3·0 1·6 393 557
Railge 1-8 0-3 54-1220 131-2000

The numbers of observations are small and in several
of the groups the distributions are markedly skewed so
that the validity of the conventional t test is questionable.
Professor Kerrich suggested using distribution free methods5

to assess the confidence limits of the medians in order to
gauge the significance of the differences between the findings
in the three populations. The 90 per cent confidence range
for each group was obtained by linear interpolation between
th!l pairs of observations at either' end of the ranked series
which bracketed the upper and lower limits of this range

TABLE m. MEDIANS AND 90 PER CENT CONFIDENCE RANGES
DETERMINED BY DISTRIBUTION FREE METHODS ON THE DATA IN

TABLE n
ALA PBG Copro. Proto.

Bantu 6 1 37·5 36·5
3·2-9,4 1-2 28-65 18-54

Swedish 23 29 15 25
5 '4-31 2-40 13-25 13-35

White 2 2 315 348
1-5 1-2'2 95-630 160-754

DISCUSSION

It is known that excretion of o-amino-laevulic acid and
porphobilinogen increases markedly during acute porphyric
episodes both in Swedish and in White South African patients.
These attacks are very rare in the Bantu and were not knmVD
to have occurred in any of the patients in the present group.
In order to avoid the disturbances associated with these
episodes the findings during quiescent phases only have
been compared.

Inspection of Table IT shows that the Swedish and White
South African groups differ in that the urinary excretion of
precursors is high in the former and virtually normal in the
latter, while the converse is true of the faecal excretion of
porphyrins. Except for a very slight overlap of the con­
fidence ranges for the median values for porphobilinogen
(Table lll) the differences between these two are significant
at the 5 per cent level. The findings in the Bantu group
occupy intermediate positions, differing significantly from
the Swedish in excretion of porphobilinogen and faecal
coproporphyrin and from the White South African
with respect to both fractions of faecal porphyrin.

The urinary porphyrins of the Bantu group (Table m,
determined on fresh urine, are all abnormally high as this
was the finding used to substantiate the provisional diag­
nosis of porphyria. Corresponding figures are not available
for the other two groups but it has been pointed out else­
where8 that urinary porphyrins in White South African
patients during remission from acute attacks, while often
slightly increased, may sometimes not be detectable on
direct spectroscopic examination, i.e.. would be less than
about 50 /Lg. per 100 ml. None of the urines from the 11
White patients in this group showed a marked excess of
porphyrin on spectroscopic examination. It is our common
experience that examination of urine is the better test for
detection of porphyria in the Bantu and examination of
faeces in quiescent White cases. Assessment is more difficult
in the Swedish patients since once the urine becomes acid
in the renal tubules non-enzymatic transformation of por­
phobilinogen into uroporphyrin commences and the amount
of the latter in the 'urine when voided has been artifactu­
ally increased. one of these urines was regarded as con­
taining a gross excess of porphyrin when screened by Dr.
Dean in ultraviolet light. On these grounds it seems justifiable
to infer that freshly voided urine from Bantu patients con­
tains more preformed porphyrin than that from the other
two groups.

It is visualized that the successive reaction in the bio­
synthesis of protoporphyrin are catalysed by a series of
intracellular enzymes. The findings here presented support
the hypothesis that in these three group of patients the
fundamental disturbances which Tesult in the release of
the various metabolites from their normal sites to escape
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from the cells and become available for excretion occur at
different stages of the process. The degree of divergence
from normal may be diagrammatically represented as
follows:

The suggestion that the primary metabolic error in inter­
mittent acute porphyria lies at the precursor level is not
new. It has been put forward by others on the grounds
that the uroporphyrin found in the urine of these patients
arises from spontaneous transformation of porphobilinogen
during the interval between secretion and excretion men­
tioned above. It is further supported by the finding that
faecal porphyrins are virtually normal in this condition.
Localization of the error at the later copro-protoporphyrin
stage in White porphyrics in South Africa was first discussed
by Barnes' and amply confirmed by subsequent studies.
The deduction from the findings on the Bantu is put forward
tentatively in the hope of confirmation by the discovery of
similar cases elsewhere.

The relationship of the porphyria seen in the Bantu to
other forms of the disease presents several problems for
discussion. This is of an involved nature because of the
confusion which exists in current classification and nomen­
clature.

Latency. The Bantu cases considered in this study all
showed active cutaneous eruptions or scars of old lesions
which directed the clinician's attention to porphyria. It is
quite likely that disturbed porphyrin metabolism may exist
in other patients prior to clinical manifestations. These
have not been sought by surveys of random urine specimens.
Mentz8 found varying increases of coproporphyrin only
in the urine of the majority of a number of patients with
liver disease, but 3 patients, who had no stigmata of por­
phyria, also showed 290, 880 and 930 p.g. of uroporphyrin
in 24-hour specimens of urine. For lack of further evidence
the question of latent porphyria in these patients was left
open.

Duration. Few of the Bantu patients gave reliable in­
formation about the duration of their skin lesions, and
statements that these had been present for a few months
only could not always be accepted. Though a great many
cases have been found in the past 10 years, little or nothing
can be done for them by way of treatment, so that there is
no incentive for patients to maintain contact with the clinic
and follow-up studies are difficult. In a few instances in
which the same patient has been seen again after an interval
of several months or years, some still had active lesions
but in others these had ceased though the scars of fomler
eruptions were still evident. Nevertheless, persistence of
the metabolic anomaly was confirmed by appropriate tests.
The evidence, though slender, is thus that the anomaly in
these patients is not a transient disturbance.

.......................

Heredity. The great majority of the Bantu patients fall
into the middle years of the life span. Our records include
only 3 under the age of 20, and 2 of these were under 10
years old. Of the latter two cases, the mother and a sibling
of one provided no clinical or laboratory evidence of affec­
tion but the father refused to be examined; family studies
were not carried out in the other. A few examples of multiple
occurrence in a family unit have been found but these
cases were all adults. Eighteen children with ~ porphyric
parent have been examined and no clinical or metabolic
evidence of porphyria was detected in any of them. There
is thus, as yet, no conclusive indication of a hereditary
factor in the aetiology of porphyria in the Bantu, a marked
contrast to the convincing evidence of a Mendelian dominant
inheritance for susceptibility to acute intermittent por­
phyria in the Swedish9 and variegate porphyria in the White
South African" groups. While this gap may be filled in the
future the possibility must be maintained for the present
that porphyria may be an acquired disease in the Banru.
I have never accepted the suggestion put forward in a recent
paper19 that the name porphyria should be restricted to
the genetically conditioned disturbances of porphyrin meta­
bolism and hereby disclaim agreement with it.

Precipitating incident. A mechanism whereby the dis­
turbance may be acquired has already been suggested,'
viz. that a liver, weakened in some way by infantile mal­
nutrition, which is common amongst the Bantu, breaks
down under stress in adult life and that this form of por­
phyria is one of its manifestations. For practical purposes
all these cases have occurred in urbanized communities,
since most of the very few first detected in rural clinics have
acknowledged a period of residence in an urban township.
Rural Bantu meet their need for alcohol, which is considered
to be an important aetiological factor in cutaneous por­
phyria, with comparatively innocuous home-brewed fer­
mented drinks. On the other hand, the preparation and
sale of a variety of adulterated and often toxic concoctions
is a major illicit industry in the townships. TO statement
has been found that kwashiorkor is commoner in urban
than in rural areas, but it is well known that infant mor­
bidity is high in large semi-sophisticated urban communities
and much of it is ascribed to malnutrition. Severe mal­
nutrition in infancy does not, of itself, provoke disturbances
of porphyrin metabolism, for excreta from 10 infants hospi­
talized for severe malnutrition did not contain excessive
amounts of porphyrin. While these observations are purely
speculative it is felt that the occurrence of possible predis­
posing and precipitating factors in a community where
porphyria is not uncommon points a way to further studies.

Though the remarkable patient described by Tio1o does
not indicate an actual precipitating incident it provides
evidence that erstwhile normal liver cells can acquire a
disordered porphyrin metabolism. This elderly woman
first showed skin lesions and excreted excessive amounts of
porphyrin when she developed a hepatic adenoma, which
was found to be richly infiltrated with porphyrin. 0 evid­
ence of porphyria was found in relations and at her death
some years later no fluorescence was observed in the internal
organs. -It is suggested that a similar deviation of pigment
synthesis of diffuse distribution and without the neoplastic
tendency might account for the findings in the Bantu.

Hepatic impairment as a modifying factor. Disturbances
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of liver function are widespread in the Bantu and excess of
urobilinogen, sometimes gross, is seen more frequently in
the urine from these patients than in specimens from White
cases. MentzS has shown that increased urinary copropor­
phyrin in Bantu subjects is related to impairment of liver
function. The question then arises, might the porphyria
in these two groups be the same condition and the differences
in excretion be ascribed to hepatic impairment in the Bantu?
On this supposition the urine of the Bantu cases should
contain the marked excesses of coproporphyrin and proto­
porphyrin excreted by the Whites in their stools. This is
not supported by the available evidence, since many analyses
and . recovery experiments have demonstrated that the
urinary porphyrin from Bantu patients is predominantly
uroporphyrin. Coproporphyrin is often increased but of
the numerous paper chromatograms on total recovered
porphyrin none has ever suggested the presence of proto­
porphyrin.

Classification. The name porphyria cutanea tarda has
been llsed in various ways. When it was coined by Walden­
stromll the statement was made that colics (cause?) occurred
in these patients. Watson,12 in subdividing cases of hepatic
porphyria, reserved this naml7 for the cases with cutaneous
manifestations only and introduced a mixed or intermediate
category for those presenting both acute and cutaneous
features. HoIti et at.; discussing affected members in the
family of an English patient with porphyria cutanea tarda,
state, '... in this condition abdominal and neurological
manifestations may be the most prominent features, while
the skin may be insignificantly affected, or indeed appear
quite normal'. This is also true of many South African
White patients and it is almost certain that many similar
patients have been erroneously regarded as cases of inter­
mittent acute or purely cutaneous porphyria, according to
the predominating symptom complex.

Rimington13 and his associates have frequently stressed
the importance of high faecal porphyrins as a diagnostic
feature of porphyria cutanea tarda. On this basis the Bantu
cannot be included in this group, since stool porphyrins
are relatively slightly increased and, indeed, are sometimes
within normallirnits. The White patients, on the other hand,
conform to this requirement, but many are entirely free
from cutaneous manifestations, while on the other hand
these have been observed in several young children in affected
White families in addition to the case reported by Barnes
et al.,14 in whom they began at 6 months of age and have
persisted ever since.

The present situation points to the necessity for distin­
guishing two groups of cutaneous porphyria in addition to
the erythropoietic (congenital) form. This is discussed at
some length by Tio,!5 who culled many cases from the
literature and pointed out that the mixed cases (with cutane­
ous and acute features) tended to commence earlier in adult
life and to give family hjstories more frequently than purely
cutaneous cases, who began later in life and were more
often solitary. The latter he designated as porphyria cutanea
tarda SS (sensu strictiori). Waldenstromll has recently
proposed hereditary and symptomatic sub-groups of por­
phyria cutanea tarda.

Mixed porphyria in Watson's sense has not been en­
countered in Bantu patients; very few have presented with
acute manifestations and none of these has had conspicuous

skin lesions (Woods and Barnes1&-). None has been available
recently for full metabolic study. In one acute case elective
appendicectomy was performed and he recovered com­
pletely despite an exacerbation of acute symptoms during
convalescence. In several large hospitals in this vicinity,
no other instance is known of acute porphyria following
surgery or medical treatment in a Bantu. Cutaneous por­
phyria in the Bantu might, therefore, be equated with Tio's
porphyria cutanea tarda SS or Waldenstrom's symptomatic
sub-group. Against the former, however, is the fact that
many cases have occurred as early as the third decade of
life, while the admittedly slender evidence already presented
that the condition is not transient is rather against the
latter.

Metabolic studies along the lines indicated herein will
help to overcome some of the djfficulties of classification
and more thorough family studies are clearly important.

It is noteworthy that the Bantu cases, who on metabolic
findings seem to lie between the Swedish and White South
Africans, on the basis of clinical manifestations 'would be
placed at the opposite extreme to the Swedish with the
White South African group intermediate. This leads to the
inference that Watson's hypothesis that the clinical findings
in hepatic porphyria are varied manifestations of a single
underlying metabolic anomaly, though true of the White
South African patients, cannot be extended to cover all
three of these groups.

It has been observed that skin sensitivity to solar radiation
in humans17 and to ultraviolet light in albino rats IS is en­
hanced after administration of o-amino-laevulic acid. Cu­
taneous reactions in the patien ts under discussion cannot
be harmonized with this finding, since the Swedish patients,
who would presumably have the highest concentrations of
this metabolite in the circulating blood, have no skin lesions
such as are present in many patients in the other two groups.

SUMMARY

The excretion of porphyrins and porphyrin precursors by
15 adult Bantu patients with a cutaneous type of porphyria
is reported and shown to differ from corresponding findings
in patients with intermittent acute and variegate forms of
porphyria. . (

The implications of this observation in relation to the
aetiology and classification of the porphyria in Bantu patients
are discussed.

Prof. J. E. Kerrich, Department of Statistics, University of the
Witwatersrand, advised on the statistical procedure. The speci­
mens from patients with infantile malnutrition were sent by
Dr. E. Kahn, Baragwanath Hospital; access to the adult patients
was afforded by Dr. J. W. Scatt MiLlar, Medical Officer of Health,
Johannesburg and his staff, Dr. M. Rose, Ba.ragwanath Hospital,
and Dr. S. Grieve, Coronation Hospital. The Director of the
Institute granted facilities for the laboratory work entailed.
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ONOMKEERBARE KONSTRIKSIERING VAN DIE UTERUS TYDENS BARING
P. F. VE TER, M.MED. (0. & G.) (PRETORIA), M.R.C.O.G. EN F. W. VA ' DER WESTHUlZEN, M.B., CH.B. (RAND)

Departement Obstetrie en Ginekologie, Universiteit van Pretoria

'n Konstriksiering kan gedefinieer word as 'n getokaliseerde
ring van kontraksie en hipertoous van die miometrium wat
in eruge stadium van die baring kan voorkom en wat die
uitstoot van die produkte van swangerskap verhoed.' ie­
teenstaande duidelike uiteensettings deur verskeie skr)'\vefs
in die verlede2,3 heers daar nog baie verwarring oor hierdie
onderwerp. Twee soorte konstriksiering word beskrywe
in baring. 2

1. 'n Spasmodiese, omkeerbare konstriksiering wat ver­
slap onder die invloed van narkose, insnyding, morfien,
rus, adrenalien, of na die dood.

2. 'n Permanente, ooornkeerbare konstriksiering wat Die
verslap onder narkose of ander rniddels nie, seIfs Die na die
dood ingetree het Die.

Die ornkeerbare kODStriksiering word redelik dikwels in
die verloskunde teegekom eo dit is 'n erkende entiteit. Baie
min outentieke gevalle van die onornkeerbare tipes word
egter in die literatuur gevind. Al sulke gevalle behoort ge­
pubtiseer te word om ons in staat te stel om die ware voor­
koms van die toestand te kan vasstel en die geval wat hier
aangehaal word regverdig dus publikasie.

VERSLAG VA DIE GEVAL

n 36-jarige aturellevrou is op 4 Oktober 1956 om 8.15 vm.
toegelaat tot die aturelle-kraamafdeling van die Algemene
HospitaaJ, Pretoria. Sy is met 'n ambulans na die hospitaal
gebring vanaf 'n afgelee distrik en slegs 'n baie swak geskiedenis
kon verkry word.

Ceskiedenis
Die pasient was 'n para 7, maar geen besonderhede kon verkry

word van die vorige of die huidige swangerskappe Die. AI wat
bepaal kon word was dat die pasient reeds 2 dae in kraam wa .
Die fetale hart was waargeneem 6 uur voor opname, maar het
daarna verdwyn.

Ondersoek
Die pasient was in 'n baie swak algemene toestand. Sy was

koud en het gesweet. Die pols was nie voelbaar nie en die bloed­
druk kon nie bepaal word nie. Asemhaling was vinnig en opper­
vlakkig. Die buik het die grootte van 'n voltydse swangerskap
gehad. Die uterus was hard saamgetrek, het hoog opgestyg in
die buik en daar was geen verslapping nie. Die laer segment
was teer en die kop was gefikseer. Die posisie van die skedel was
beskou as regter oksipito-posterior. Geen fetaJe hart was hoor­
baar rue.

Met rektale ondersoek was die voorliggende deel stand 0, en
geen cervix kon gevoel word nie. Die vulva was baie edemateus,
en 'n bloederige vaginaJe afskeiding was teenwoordig.

'n Voorlopige diagnose van uterusruptuur is gemaak en daar
is dadelik begin met pogings tot resussitasie, maar die pasient
is 30 minute na opname oorlede.

Post-mortem-ondersoek
Die Iykskouing is uitgevoer op 5 Oktober 1956. 'n Algemene

peritonitis was teenwoordig en omtrent 200 c.c. groen-ettenge
loeistof is in die perilOneale holte gevind. Die hart, longe, spys­

verteringskanaal, en organe, asook die niere, was normaal, maar
die ureters was uitgesel.

Die uterus het 'n voldrae fetus bevat waarvan die kop gedeeltelik

in die vagina was. Daar was 'n kJein skeur teenwoordig in die
linkerkant van die vaginaJe wand. Geen ruptuur van die uterus
is waargeneem by uitwendige ondersoek rue. Die uterus met die
fetus is in toto verwyder en ondersoek van die monster het gewys
dat die uterus baie sty[ om die fetus saamgetrek was. 'n Sagitale
seksie van die uterus het bevestig dat die uterus baie sty[ om die
fetus was (Afb. I). 'n Opvallende konstriksiering by die aan­
sluiting van die laer en hoer segmente, wat die fetus rondom die

AI/>. I. Oopgesnyde uterus (met fetus gesien van kant). A. Konstrik­
siering.
Afb. 2. Konstriksie om fetus. B. Ring om fetus.
A/b. 3. Oopgesnyde uterus (gesien van kant). G. Konstriksiering,
D. Vagina. E. Cervix. F. Blaas, P. Plaseola en H. Penorasie.

borskas omknel het, was sigbaar en 'n baie duidelike induiking
is rondom op die kind gelaat (Afbs. 2 en 3). Die kind het IO lb.
3 onse geweeg en die skedel, wat in die bekken ingekerkef,was
wa vervorm met 'n groo! kaput.

Die cervix was vol ontsluit met 'n dun uitgerekte laer segment.
Die plasenta was anterior geimplanteer. Daaf was 'n opening




