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SUMMARY

The different methods of treatment for fingertip injuries
are discussed. The importance of saving the nail and nail
bed is stressed.

I wish to thank Prof. J. H. Louw, Head of the Department
of Surgery, for his advice and encouragement, as well as Dr.
J. G. Burger and Dr. J. Mostert, Medical Superintendents of

Groote Sehuur Hospital and the Red Cr065 War Memorial
Children's Hospital, for pennission to publish.

REFERENCES

I. Moynihan. F. J. (1961): Brit. Med. J .. 2. 802.
2. GOlllieb. O. and Mathiesen. F. R. (1961): Acta chir. scand .. Ill. 166.
3. RoberlSOn. D. C. (1962): Canad. J. Surg .. S. 379.
4. Jargen Bojsen-Moller. M. and Schmidt. A. (1961): Acta chir. scand ..

J:Z2. 177.
5. Buncke. H. J. and Gonzalez. 1. R. (1962): Plas!. Reconstr. Surg .• 30.

452.

FASCIOLIASIS IN SOUTH AFRICA

W. F. Scon, M.D. (RAND), M.R.C.P., and K. G. IRVING, B.A., M.B., B.CH. (CANTAB.), D.C.P. (LOND.), Johannesburg

Fascioliasis is the condition that results from infestation
by the liver fluke, Fasciola hepatica. It is an uncommon
cause of abdominal pain with recurrent bouts of fever, but
the disease when diagnosed is often amenable to treatment.
As far as we are aware, no previous case occurring in a
White person in South Africa has been described, although
ova of F. hepatica are occasionally found in the faeces
of African children and mine workers. This case history
seems to us to be of interest (1) because of the apparent
rarity of the 'condition in Europeans in this country, (2)
because 18 months elapsed between the onset of symptoms
and the making of the correct diagnosis-probably be­
cause the disease was never suspected-and (3) because
we believe the condition may be commoner here than is
generally supposed, since farm animals in the neighbour­
hood are quite often infested by this parasite.

CASE HISTORY

A European woman, aged 51 years, first experienced what she
described as a 'queasy feeling' in the epigastrium in March
1961. This sensation persisted for about 2 months, and in
May 1961 she felt a pain in this region for the first time.
The pain was severe, 'like a skewer being pushed into her',
and attacks of pain recurred about every 11 days, usually in
the daytime and very occasionally during the night. Among
the actions that appeared to precipitate the attacks of pain
were taking aperients such as magnesium sulphate, eating a
meal, or even drinking tea. Besides the epigastric pain she
often noticed an ache between the shoulder-blades when
sitting and knitting. When an attack of pain started she often
experienced a feeling of apprehension and emptiness. The
pain did not radiate from the epigastrium. It was relieved by
pethedine. In March 1962 she sought medical advice on account
of the recurrent abdominal pain. Radiological examinations of
her stomach, intestine and gallbladder were carried out. Apart
from pylorospasm, no abnormality was reported.

During her illness she suffered no 1065 of weight, which
remained constant at 153 lb. (70 kg.).

There was a family history of coronary-artery disease, but
nothing else of significance was elicited.

On 8 June 1962 she consulted one of us (W.F.S.) for the
first time. She was found to be tender in the epigastrium and
her liver was tender and palpable (two finger-breadths below
the costal margin). The blood pressure was 190/120 mm.Hg
when lying down, and 160/110 mm.Hg on standing up.
Further physical examination revealed no abnonnality and
the urine was found to be free of protein and sugar.

An electrocardiogram on 17 June 1962 was suggestive of
a coronary-artery occlusion, which was of interest because
of the family history and because, on account of it, a diagnosis
of fascioliasis might have been missed.

Investigations leading to the Diagnosis
On 25 June 1962 very scanty ova of Fasciola hepatica

were found in the patient's faeces. Several more specimens

were examined and F. hepalica ova were again found on
30 June. The finding of ova on 2 occasions at an interval
of 5 days excluded the possibility of this being a chance
ingestion of ova from foodstuffs without actual infesta­
tion.

A blood count on 27 June revealed a haemoglobin con­
centration of 14·8 G. per lOO rnI. with a definite eosino­
philia (11 % of 8,500 leukocytes per cu.mm.). The sedimen­
tation rate was 9 mm. in one hour (Westergren)-normal
range for women 4 - 7 mm. The bilharzial compl'ement­
fixation test was negative.

A diagnosis of fascioliasis was now established and, in
view of the experience of Facey and Marsden,' it was of
considerable significance to learn that our patient had
eaten a large amount of watercress during the summer of
1960·61 as several of their patients had done; she had
obtained it from a small river in one of the Johannesburg
suburbs.

Treatment
On 1 July 1962, treatment was begun with 'aralen' tab­

lets (250 mg.). The dose was varied between 2 and 3 tab­
lets a day, and at the end of 6 weeks she had taken 24·5
G. During this period she remained relatively free from
pain but, at the end of 6 weeks, she had 3 attacks of pain
in quick succession, one of the attacks being as severe as
any she had ever experienced. On 8 July, treatment was
changed and emetine injections (I gr. daily) were given
for 10 days. On the 7th day of the treatment another
electrocardiogram was taken, but there was no significant
change as compared with one taken on 3 August before
treatment with emetine was begun.

At the time of writing the patient has had no recurrence
of pain and states that she is feeling well (23 October
1963).

DISCUSSIO

A few hundred cases of human fascioliasis have been re­
ported in the world literature. The disease is rare in
Britain, although an outbreak of 6 cases in Hamp hire
was reported in 1960 by Facey and Marsden.' The inci­
dence of the disease among farm animals in England is
high and becomes more marked in wet summers.' As far
as we have been able to ascertain, only one case of human
fascioliasis has been reported in the USA, although about
one-third of the Jack-rabbits in Texas have been found
to be infested.' There has been a marked increase in the
number of human cases in France in the last few years,
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and sporadic cases have been reported from other couo­
tries, including Germany, Cuba, and South America.'

A history of having eaten watercress or uncooked vege­
tables is significant, especially in areas where farm animals
are heavily infested with the parasite.'" As mentioned
above, our patient ate large quantities of watercress from
September 1960 to February 1961.

Fasciola hepatica is a parasite of herbivora (Figs. 1 and
2). The flukes live in the host's bile ducts, their eggs being
passed in the faeces. The eggs hatch in water and motile
miracidia enter certain types of snails. After multiplying

Fig. 1. Adult Fasciolata hepatica and its inter­
mediate host, the snail Limnaea trllncatllla, both
actual size. Fig. 1 and also Fig. 2 (photographs by
R. H. Hunt) are from Facey and Marsden,' British
Medical Journal (1960), 2, 619, by kind permission.

in the snails they emerge as cercariae, which lose their
tails and encyst on waterside vegetation. When this vege­
tation is ingested, the parasite excysts in the host's duo­
denum. It penetrates the gut wall, passes through the peri­
toneal cavity, and enters the dome of the liver through
Glisson's capsule or occasionally by the portal vein. The
larvae then traverse the liver substance to reach the bile
ducts, where they mature and lay eggs. The time interval
from the ingestion of the cysts to the laying of the eggs
is about 3 - 4 months.

The invasive phase, with the larvae in the tissues, is
usually characterized by symptoms of dyspepsia, abdomi­
nal pain, and possibly fever. The pain is very severe, often
stabbing in character, and is usually situated in the right
hypochondrium. Between attacks the persistence of indi­
gestion may be the sole symptom. The liver is enlarged,
often grossly so, for the parasite produces necrotic lesions
when traversing the liver substance to the bile ducts. Other
symptoms are urticaria, cough, wasting and asthenia.
There may be latent periods during which the patient may
have no symptoms for months or years. The presence
of eosinophilia is characteristic. In the obstructive phase
of the disease the adult flukes in the bile ducts irritate
the biliary epithelium, causing thickening and fibrosis.

The snails that carry the parasite in South Africa are
Limnaea natalensis, Limnaea truncarula and Physopsis
africanus. They can be found in dams all the year round,
and also in certain rivers.

In Johannesburg abattoirs in 1960, 4,245 (1,5%) of
about 290.000 cattle slaughtered, and 3,721 (0-4%) of
940,000 sheep slaughtered, were infested with Fasciola
hepatica.

Fig. 2. Ovum of Fasciola hepatica (X 340).

The diagnosis of fascioliasis is not easy. Certain diag­
nosis depends on the finding of the ova in the faeces,
which is not an easy matter and is best accomplished by
the use of a formol-ether concentration technique, or on
the discovery of flukes in the biliary apparatus at opera­
tion. The fascioliasis complement-fixation test is helpful,
and most cases appear to have a definite and well-marked
eosinophilia.

As regards the treatment of fascioliasis, the use of
'cWoroquine' (aralen) usually produces symptomatic relief,
but it is not curative. Kirk' described a case of an Egyp­
tian physician who presented with a localized mass; an
exploratory laparotomy was performed and a fluke was
subsequently found in one of the bile ducts. Treatment of
this case with chloroquine produced good results. Emetine
treatment was first introduced in 1932, and is the treat­
ment now commonly adopted. It is difficult to know how
effective it is, especially as some cases of human fascio­
liasis have a fatal outcome:

The apparent rarity of human fascioliasis in regions
where farm animals are frequently infested may be due
in some measure to incorrect diagnosis, and there is the
possibility that some patients are symptomless carriers of
the parasite.

SUMMARY

A case of fascioliasis occurring in a White woman in Jo­
hannesburg is discussed. As far as we are aware, no pre­
vious cases of this infestation in Europeans in South
Africa have been reported. The literature on the subject
is briefly reviewed and the diagnosis and treatment of the
disease is discussed. A short survey of the incidence in
animals at the Johannesburg abattoirs is given.
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Our thanks ire due to Dr. H. J. Heinz, parasitologist at the
University of the Witwate~rand, for confinning the diagnosis
of fascioliasis and for advising us of the necessity of finding
the ova in more than one specimen; and to Dr. W. H. Ehret,
veterinary surgeon at the Johannesburg abattoir and live­
stock market for furnishing us with details of the disease in
animals. We are also indebted to the Editor of the British

Medical Journal and Drs. R. V. Facey and P. D. Marsden
for permission to publish Figs. 1 and 2.
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PRACTICAL THERAPEUTIC DIETETICS

VI. MODIFICATION OF PROTEI

JOAN M. DREOSTI, n.Se., H.Ec. (DIETETICS), formerly Dietitian-in-Charge, Dietetic Department, Groote Schuur

Hospital, Cape Town*

DIET IN LIVER DISEASE

For patients with cirrhosis in which diet or alcohol has
played a major role in the pathogenesis, a liberal protein
intake and abstinence from alcohol usually result in great
improvement, and even complete remission of symptoms
may occur.

However, caution must be exercised since drastic and
immediate protein restriction is essential if hepatic coma
becomes evident. Some cirrhotic patients on a high-protein
diet develop encephalopathy owing to the presence of
ammonia and other protein breakdown products in the
circulation. An important symptom of this condition is
fluctuating personality change and confusion, and one of
the first indications is an abnormal EEG.

When this syndrome becomes apparent protein is re­
duced to the minimum and then slowly increased over a
period of several days till the boundary of the patient's
tolerance is reached.

Another cause of the syndrome is K-depletion in these
patients, and supplements are necessary if K-depleting
diuretics have been used. Sources such as fresh fruit juices
and bananas should then be liberally incorporated in the
low-protein diet.

If the patient has ascites or oedema, a Na-restricted diet
is given; otherwise the Na intake may be normal. The
need for a high-protein diet is stressed in the presence of
ascites, since much protein is lost to the retained fluid.
Oesophageal varices following impairment of the portal
circulation necessitate a diet low in roughage, because this
may provoke haemorrhage. All hard, crisp and fibrous
foods must be avoided and the patient kept on a semi-solid
diet (see 'Practical Therapeutic Dietetics, Part 1').

Although infective hepatitis and cirrhosis may be cor­
related with cystine or choline in experimental animals,
there is little evidence to indicate that supplementing a
balanced high-protein diet with lipotrophic factors or vita­
mins brings about a more prompt or complete recovery
than the diet alone.

*At present part-time dietitian to the Department of
Medicine, Unive~ity of Cape Town.

DIET FOR ACUTE RENAL FAILURE

(Acute tubular necrosis, acute cortical necrosis, acute
glomerulonephritis.)

1. Oliguric Phase

Principles of Management
(a) Marked fluid restriction is essential.
(b) Protein, sodium, and potassium-free solutions only are

permitted.
(c) If possible, at least 100 G. of carbohydrate should be

provided.
In general, feeding by mouth is preferable to parenteral

methods.
Daily fluid intake (Average, 7Q..kg. patient.) Basic 400-500

ml. for insensible loss. (Occasionally 750 m!. are given, i.e.
when fever is present.)

Add to this the volume of:
1. Previous day's urine output.
2. Loss from gastro-intestinal tract (vomiting, diarrhoea,

aspiration, fistulae, etc.).
3. Loss from body surface (sweating or exudation).

Fluids allowed
(A) Moderately severe cases (daily rise in blood-urea con­

centration, more than 30 mg. per 100 ml.).
(a) 10-15% lactose in water
(b) Iced carbonated sweetened drinks-ginger beer, cream

soda, cola. N.B. All fresh fruit drinks are forbidden
(c) Black tea sweetened with sugar

Additional calories are desirable and may be provided by:
(d) Glucose sweets ad lib.
(e) Special ice-cream (see 'Recipes')
(t) Alcohol in selected cases. Whisky once or twice a day.

(This must not be given in the presence of liver disease
including carbon tetrachloride poi oning)
(B) Mild cases (daiJy rise in blood-urea concentration less

than 30 mg. per 100 ml.).
In addition to the above the following are permitted:

(a) Crisp toast (toast melba) with a thin mear of butter
with hOlley or syrup

(b) Comstarch pudding }
(c) Sago pudding ee 'recipes'
(d) Apple cha.rlotte

2. Early Diuretic Phase

Fluid. Fluid intake needs daily adjustment, usually rn-




