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The largest group falls under 'prematurity', and though
immaturity of the infant must be the usual cause of
the death, there were probably a good number in whom
atelectasis and the hyaline-membrane syndrome were th.e

Of the Caesarean sections 2 were done for diabetes,
and 1 for foetal distress in the first stage of labour.
. The causes of the 206 neonatal deaths is presented
most briefly in the form of a table:

Cause
Prematurity ..
Prematurity associated with pre­

eclampsia
Prematurity associated with

diabetes
Atelectasis
Bronchopneumonia
Cerebral haemorrhage
Rh antibodies :. ..
Gross congenital abnormalities
Congenital syphilis __ _.
Cerebral oedema and adrenal

haemorrhage __ . _
Gastro-intestinal haemorrhage
Cause unknown (no cause of

death found P.M.) ..

Number
96

10

3
39
4

18
9

22

;1
d

Percentage
46·6%

4-9%

1-5%
19-0%
2-0%
8-7%
4·4%

10-9%

2·0%

factors which actually precipitated death. Of the 18
cases of cerebral haemorrhage, 1 w~s delivered by
forceps and 1 by Caesarean section; the remaining 16
were spontaneous deliveries. 0 doubt some of these,
cerebral haemorrhages were caused by an asphyxial
state during the delivery.

CONCLUSIO

Perinatal mortality therefore, is a challenge which must
be met in a diversity of ways. Basically it is associated
with the health of the nation, particularly the standard
of nutrition and the general standard of society. More
specifically it is concerned with expert antenatal super­
vision and with adequate facilities and organization for
recognizing any abnormality early and dealing correctly
with it. In Nature's way of things, the perinatal mortality
will never be completely eliminated, but the constant
striving towards this ideal should bring out all that
is best in obstetric practice.
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The first reported case of choledochal cyst was described
by Vater 230 years ago; In 1946 Shallon, Eger and
Wagner1 reviewed the literature. In 1955 Alton and
Obeid2 added 17 more cases, making the total reported
<:ases 201. Fleming3 in 1947 reported a case that occured
in South Africa. In the records of the Mayo Clinic,
Everett Shocket et aJ.4 found 6 cases to add to the records.

A choledochal cyst is an aneurysmal dilatation of a
segment of the biliary tract. It is a disease much more
prevalent in women than in men and an analysis of the
.above cases shows it to be 3 times commoner in females
than in males. The usual age of onset is under 25 years,
but many cases wait several years before surgical treat­
ment is undertaken.

The origin of the cysts is unknown, but generally it
is accepted that they are congenital, because the majority
-occur in children and the incidence diminishes with
.age. Cysts have been described in an unborn child,5
as well as in newborn children.G, 7, 8 Another factor
.supporting the congenital origin of these cysts, is that
they have been described associated with other congenital
.abnormalities of the biliary tract and liver. Gross9

advances the theory that there is a congenital weakness
of the duct associated with a valve of the lower end
causing obstruction. The congenital cyst usually in­
volves the supraduodenal portion of the common
bile-duct, and is confined to the common bile-duct.
There is no associated dilatation in the hepatic duct.
The cyst varies in size and may reach an enormous

. magnitude. Reel and BurrelllO reported a case which

contained 8 litres. The cyst wall is made up of fibrous
tissue..- .

Symptomatology and Diagnosis
The commonest symptom-:traid is a right upper

abdominal tumour associated with jaundice and pain.
The m~ss is 'usually large, cy"stic and easily palpable.
Jaundice is·found in 3 out of every 4 cases and is usually
of the obstructive type. Pain may be slight and usually
there is a fairly long history. The nature of the pain may
be colicky, or it may be due to pressure on the sur­
rounding structures, causing a 'dragging' sensation.

The mass is commonly misdiagnosed as a pancreatic
cyst. Only about 50 % of the cases are correctly diag­
nosed pre-operatively. The diagnosis may be made with
this symptom-triad and X-ray studies of the case. Barium
meal usually shows the duodenum pushed outwards, and
forwards as can be seen demonstrated in the X-rays of the
patient now descrjbed. Pancreatic cysts usually push the
duodenum outwards pnd backwards. Cholecystogram,
if concentration occurs, usually reveals the gall-bladder
pushed upwards and indented, giving a comma shape.
Alton and Obeid,2 however state, that both the gall­
bladder and the choledochal cyst do not concentrate
even when intravenous Biligrafin is used.2

Treatment
Since the diagnosis is commonly not made pre­

operatively, complications may occur if an attempt is
made to resect the cyst without realizing what it is. The
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safest procedure is to aspirate the cyst when, if bile is
obtained, the condition should be recognized and a
small opening is made into the sac. The contents are then
aspirated ar d the communications to the ducts can be
demonstrated. If the opening to the duodenum cannot
be seen, this does not preclude the diagnosis.

Excision of the cyst is an extremely difficult and
dangerous procedure and should not be embarked on,
because of the high mortality. The procedure of choice is
a short-circuiting operation. Alton and Obeid2 reviewed
210 cases and found that 22 were not operated on, all
of which died. The cause of death was rupture of the cyst,
suppurative cholangitis and cirrhosis of the liver, The
child will suffer recurrent attacks of pain and jaundice.
Anastomosis with the duodenum results in a 24 %
mortality due to shock, ascending cholangitis, bleeding
or liver failure. Roux Y anastomosis of the cyst with the
jejunum would appear to be the treatment of choice,
for the possibility of ascending cholangitis is avoided.
The case now described is the 11 th of all the collected
series in which this procedure was carried out; all these
cases survived.

CASE REPORT

Mrs A.M.P., a housewife aged 39, complained of jaundice and a
mass in the epigastrium. She was an extremely poor witness and

Fig. I. Showing the 'C' curve of the duodenum greatly en­
larged and the descending loop of the duodenum depressed.

Fig. 2. The duodenum is displaced markedly forward by the
choledochal cyst. .

stated that this mass and jaundice suddenly appeared 2 weeks.
previously. Pain had been intermittent over the same period.
There was nothing significant in her past history except that she
was an alcoholic.

She was a thin woman, deeply jaundiced. Abdominal exami­
nation revealed a liver that was 3 finger-breaths enlarged below the
costal margin and there was a large smooth cystic mass below it.
The mass was 8 inches in diameter and was freely mobile, especially
in the horizontal plane. Liver function and blood tests were
performed with the following results (Dr. I. Bersohn, 11 August,
1955):

Hb. 14· 2 %. Red cells 4,840,000 per c.mm. Leucocytes 10,400­
per c.mm. (neutrophils 69'5%, monocytes 4'5%, Iymphocytes.
23· 0 %, eosonophils 3· 0 %).

The red cells show slight anisocytosis and a tendency towards
hypochromasia.

Platelets were present in normal·numbers. Occasional target
cells were seen.

ESR 33 mm. in I hour.
PCV 43·5.
PI 89% (control clotted in 11·0 sec., specimen clotted in 12·4­

sec.).
Bilirubin++++., Urobilin++++'., Urobilinogen present,

Wallace Diamond dil. 1/30.
Thymol turbidity 1· 0 unit, Thymol flocculation negative_
Colloidal-red test-negative.
Cephalin cholesterol flocculation +++.
Takata Ara reaction-negative.
Zinc sulphate turbidity-15'8 units.
Totallipid-934 mg.
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Alkaline phosphatase-90 units.
Van den Bergh-prompt direct.
Bilirubin direct-3· 2 mg., bilirubin total-4· 6 mg.
Total protein-6· 9 g. %, albumin-3· 3 g. %, globulin-3· 6 g. %,

gamma globulin-I· 54 g. %.
Serum cholinesterase-69% of the average normal activity.
Mucoprotein-163 mg. %.
Polysaccharide of mucoprotein-29 mg. %.
P/M Ratio-l8.

X-rays (Dr. E. Samuel) taken on the same date revealed that the
stomach was displaced towards the left side and a large. mass
occupied the lesser sac, displacing the stomach forwards and
towards the left (Fig. 1). The 'c' curve of the duodenum was
greatly enlarged and the descending loop of the duodenum was
depressed and markedly displaced forwards (Fig. 2). Cholangio­
gram revealed a virtual obstruction of the common duct.

Operation was performed on 15 August 1954. A transverse upper
abdominal incision was made and, when the peritoneum, was
{)pened, a large mobile cyst was found pushing the duodenum
forward. The duodenum was markedly stretched. The gall-bladder
and common hepatic duct were markedly dilated. The gastTO-colic
omentum was divided and the cyst shelled easily to its attachment
10 the common duct. The cyst was then punctured and 20 oz. of
bile evacuated. The diagnosis being made, a Roux Y
anastomosis was performed 12 inches from the duodeno-jejunal
f1exure, and a proximal loop of 10 inches was brought up and
anastomosed to the cyst.

The patient made an uneventful recovery.
The biliary fluid was sent for examination .and tests for bile

pigments were positive. On spectroscopic examination, methaemo­
globin was detected. Biopsy of the waJ] of the cyst was also taken

and this revealed chronically inflamed connective ti ue lined on
the one side by granulation tissue.

SUMMARY

1. A review of the literature on congenital cysts of
the bile ducts is presented.

2. Anastomosing the cyst with the jejunum by means
of the Roux Y procedure is suggested as the method of
choice. _

3. The dangers of excision and marsupulization of
the sac are shock and ascending cholangitis.

4. An additional case of choledochal cyst is described.
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AN OPHTHALMOLOGICAL SURVEY OF A SERIES
OF CEREBRAL PALSY CASES

L. SeHRIRE, M.Se., M.B., CH.B., D.O.M.S.

Kimberley,

Cerebral palsy (in this paper denominated CP) has
been defined by Phelpsl as 'a group of conditions which
.affes;t the control of the voluntary motor system and
which have their origin in lesions of various parts of the
brain.' The con,dition is classified according to the
situation of the lesion. Three main groups into which
95 %of the cases fall, are recognized:

1. Spastic. The lesion is in the cerebral cortex or
pyramidal tract.

2. Athetotic (dyskinesic-BreakeylO). The lesion is
in the basal ganglia.

3. Ataxic. The lesion is in the cerebellum.
There are 3 other rare types, namely the rigid, the

flaccid and the tremor types.
CP was first described by Little, in his communications

of 1853 and 1862. His concept of a natal aetiology of the
condition was challenged later by McNutt (1885), OsIer
(1889), Sigmund Freud (1897), and many investigators
in the 20th century (see Anderson2).

Before 1939, treatment was directed mostly to
operations perfonned on the most affected muscle­
groups of the limbs but, as a result of the pioneer work of
Phelps, Carlson and Perlstein, the line of treatment has
swung to treating the child as a whole, with team-work
by the parent, teache~, family doctor, medical specialists,

physiotherapist, occupational therapist, etc. Special
clinics, hospitals and institutions have been set up,
notably in the USA. In South Africa, too, them are
several institutions which cater for these cases.

AETIOLOGY

The condition is for the most part unavoidable and a
decrease of its frequency in the near future is not to be
expected. Evans3 , 11 pointed out, however, that if our
present knowledge was applied the incidence might be
reduced by 1/3rd. The aetiological factors fall into 3
chronological periods (Phelps4):

1. Prenatal
(a) Congenital normal variations III the size, shape

and functions of the brain.
(b) Congenital defective development (interference

at any state of pregnancy, independent of heredity or
specific prenatal environmental influences).

(c) Pathological prenatal conditions (e.g. vitamin or
calcium deficiencies, disturbances of endocrine glands,
ljver or kidney, etc.)

2. Natal
Birth trauma, e.g. prematurity with rapid birth,

forceps delivery, anoxaemia, Rh-negative mothers, etc.


