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TODAY'S DRUGS
With the help of expert contributors we print in this section
notes on drugs in current use.

Drugs for Dysentery
Bacillary dysentery is caused by shigellae, a group of Gram-
negative non-motile organisms which is divided into four
sub-groups A, B, C, and D. Group A is typified by Shigella
dysenteriae and there are 10 serotypes. Group B is named-
Sh. flexneri, and there are six serotypes. Group C is Sh. boy-
dei, and there are 15 serotypes while Group D contains Sh.
sonnei which is the predominant infective organism in Britain
and throughout Europe. Sonne dysentery is mainly an acute
diarrhoeal disease of the pre-school and young schoolchild.
The most virulent of the shigellae is Sh. shigae, which occurs
in the tropics and especially in the Far East.
A conclusive diagnosis of bacillary dysentery is made by the

recovery and identification of the causative organism by culture
of the intestinal discharge. Specific drug treatment is, how-
ever, indicated on clinical grounds without awaiting the labo-
ratory report.

Specific Treatment
Two objectives must be achieved in the treatment of bacillary

dysentery: eradication of the infecting organism and replace-
ment of the loss of body fluid, which may be considerable.

Sulphonamides
The development of resistant strains, especially of Sh. son-

nei has limited the use of sulphonamides in temperate count-
ries and particularly in Britain. They are, however, widely and
successfully used in the tropics, where their cheapness is an
advantage. The main hazard of sulphonamide therapy is
crystallization in the renal tubules, producing anuria, usually
in the dehydrated patient. Use of the relatively insoluble sul-
phonamides like sulphaguanidine and phthalylsulphathiazole
reduces this risk, as does a mixture of three soluble sulphon-
amides-trisulphonamide tablets containing sulphadiazine,
sulphathiazole, and sulphamerazine. These soluble compounds
attack shigellae by way of the bloodstream as well as in the
lumen of the intestine and are therefore more effective than
the non-absorbable sulphonamides. The following three
treatment regimens have each been found effective for adults.
Children's doses should throughout be scaled down according
to age.

(1) Trisulphonamide 3 g. stat; then 1 g. every four hours
until the number of stools is reduced to less than four per
day; thereafter 1 g. is given every six hours for three days.
(2) Sulphaguanidine 3 g. four hourly for 5-7 days.
(3) Phthalylsulphathiazole 2 g. four hourly for 5-7 days.
If after 3 days of treatment no improvement in the fre-

quency of stools occurs an alternative drug should be used.

Antibiotics

The antibiotics provide an alternative for use against sul-
phonamide-resistant strains of shigellae, and they are the
treatment of choice against Sh. sonnei infections-the pre-

dominant infection in Britain.
Tetracyctine 500 mg. four times daily for 5-7 days is a

satisfactory alternative to sulphonamides.
Streptomycin is not absorbed when given orally and is

therefore a safe and effective drug to use against shigellae.
The dose is 2 g. daily in four equal doses for 5-7 days and is
the same for adults and children. This antibiotic is also available
in combination with sulphonamides (Guanimycin,- a suspen-

sion containing sulphaguanidine and streptomycin, or Strep-
totriad tablets, containing streptomycin and three soluble
sulphonamide compounds).

Nalidixic acid (Negram) is absorbed readily from the
gastro-intestinal tract and seems free from toxic effects. It has
been found satisfactory in the treatment of Sonne dysentery at
a dosage of 1 g. four times a day for 5 days.
Neomycin, colistin, and paromomycin should -be kept in

reserve for use against strains of shigella which are resistant
to the usual drugs. There is no justification for the use of
chloramphenicol in the treatment of bacillary dysentery when.
there are so many safer alternatives.

Collateral Treatment
Prompt and adequate correction of dehydration and ionic

imbalance must be treated as a matter of urgency. In many
cases the fluid lost in the stools can be replaced by encour-
aging the patient to drink dilute normal saline (1 part in four)
and taking potassium chloride orally 2 g. four hourly. In
severe cases, and when vomiting prevents oral replacement,
appropriate fluids must be administered by intravenous drip.

Amoebic Dysentery
Amoebiasis is caused by the protozoon Entamoeba histo-

lytica. The parasite lives in the large intestine as an amoeba; it
may cause ulceration of the intestinal mucosa. Secondary
lesions may occur, most commonly in the liver, but other tissues
can be affected-lungs, brain, genital organs, and skin.
Amoebiasis has a world-wide distribution, but clinical
disease occurs most frequently in tropical and sub-tropical
latitudes. In temperate climates the infection is usually non-
pathogenic and so symptomless. The different manifestations
of infection govern the choice of therapy. The drugs men-
tioned in the following description do not not exhaust the list
of effective amoebicides-these are widely accepted and well
tried regimens rather than an encyclopaedic list covering all
possible individual preferences.

Dysentery
The discovery that metronidazole (Flagyl) is an effective

and safe tissue as well as luminal amoebicide has revolu-
tionized the treatment of amoebic dysentery, and this drug
must be given foremost place today. The ordinary acute at-
tack of amoebic dysentery will respond satisfactorily to met-
ronidazole 800 mg. orally three times daily for 5 days. An
alternative treatment is the following combination:

(1) Tetracycline (or oxytetracycline or chlortetracycline) 250
mg. orally every 6 hours for 10 days.
(2) Diloxanide furoate, 500 mg. three times daily for 10
days.
(3) Chloroquine, 600 mg. (base) stat, followed by 300 mg. 6
hours later, and then 150 mg, twice daily for 14 days.
This is given to protect the liver from invasion. All three

drugs are started simultaneously.
Unusually severe attacks of dysentery sometimes occur,

especially in young children, in debilitated patients, during
pregnancy and the puerperium, and in patients receiving
steroids and immunosuppressive drugs. All such patients
should be confined to bed under medical supervision and can
be treated in any of a variety of ways.

(1) Metronidazole 800 mg. orally three times daily for 5
days combined with tetracycline and diloxanide furoate as
given above.
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(2) Emetine hydrochloride 65 mg. daily by intramuscular
injection until the arrest of the attack of dysentery (usually
for 5 days) combined with tetracycline and diloxanide furoate
(Furamide).
(3) Dehydroemetine 15 mg./kg. daily by intramuscular
injection for 5-10 days combined with tetracycline and
diloxanide furoate (Furamide).
If none of these regimens is successful the diagnosis of

amoebic dysentery should be revised and other causes of bowel
disease suspected.

Hepatic Amoebiasis
This is the commonest extraintestinal complication of

amoebiasis. In addition to amoebicidal drugs, aspiration of
abscesses should be carried out whenever indicated.

Metronidazole 400 mg. three times daily for five days has
been found perfectly adequate; alternatively the following
combination-of amoebicides can all be given simultaneously:

(1) Emetine hydrochloride, 65 mg., or dehydroemetine, 90
mg.j intramuscularly, daily for 10 days.
(2) Chloroquine, 600 mg. (base) initially, followed by 300
mg. 6 hours later and then 150 mg. twice daily for 28 days.

(3) Diloxanide furoate, 500 mg. three times daily for 10 days
to eradicate amoebae in the bowel.
If amoebic dysentery is also present (an unusual occurrence)

tetracycline should also be added to the above regimen, or if
metronidazole is used the dosage should be increased to 800
mg. three times daily for 5 days.
A course of amoebicides as outlined above is also effective

against the other extraintestinal complications of amoebiasis.

Symptomless Amoebiasis
Asymptomatic intestinal amoebiasis acquired in Britain

does not demand treatment. A detected intestinal infection
(cyst passers) in those returning here from visits to the tropics
or in persons residing in the tropics can be treated by a vari-
ety of amoebicides which are active against amoebae in the
lumen of the gut.

Diloxanide furoate (Furamide) 500 mg.t.d.s. for 10 days can
be given or alternatively di-iodohydroxyquinoline, 600 mg.
t.d.s. for 21 days. Eradication of cysts can be also achieved
with metronidazole at a dosage of 400-800 mg. three times
daily for 5-10 days. If early favourable results are confirmed,
metronidazole will undoubtedly become the drug of choice for
asymptomatic amoebiasis.

ANY QUESTIONS?
We publish below a selection of questions and answers of general interest.

Hygiene in Space

Q.-How are faeces and urine disposed of
during space flight?

A.-Urine passes through a tube into a
container and the collected urine is period-
ically voided into space, where, on one
occasion, a drop of urine caught the sunlight
and was mistaken for a star.

Faeces are kept as liquid as possible and
are mopped up by absorbent material within
the space suit. They are brought back to
earth to be analysed. On long voyages to
other planets the water content of the urine
will be extracted and recycled. Experiments
on earth have already shown this to be
feasible.

Inhalation of Flour Dust

Q.-Is there any hazard from the inhala-
tion of flour dust over a long period?

A.-Chest illness has been observed
among bakers and flour millers for centuries.
At the beginning of the eighteenth century
Ramazzinil observed that granary workers
and millers developed breathlessness, cough,
and expectoration.
Until recent years it was assumed that

the chest conditions were caused by the
mechanical irritation of the mill dust. Now,
however, it is known that flour millworkers
can develop an allergic respiratory response
(rhinitis and asthma) to grain proteins, grain
smuts and grain rust, grain and flour mites,2
and to the grain weevil (Sitophilus gran-
arius).3 4 The grain weevil must also be
considered as one cause of baker's asthma.
In addition, the grain weevil is responsible
for an allergic alveolitis, giving an Arthus-
type reaction and precipitating antibodies in
the serum.5

Unless careful and detailed investigation
is carried out, long-standing allergic reac-
tions in workers in grain mills may go
undiscovered and be labelled as chronic
bronchitis or "bronchial asthma."

REFERENCES
1 Ramazzini, B., De Morbus Artificum Diatriba

(Diseases of Workers), 1713. Translated by
Wilmer Cave Wright, 1940. Chicago, University
of Chicago Press.

2 Wittich, F. W., Yournal-Lancet, 1940, 60, 418.
3 Frankland, A. W., and Lunn, J. A., British Yournal

of Industrial Medicine, 1965, 22, 157.
4 Lunn, J. A., British Yournal of Industrial Medi-

cine, 1966, 23, 149.
5 Lunn, J. A., and Hughes, D. T. D., British 7our-

nal of Industrial Medicine, 1967, 24, 158.

Bronchorrhoea

Q.-What is meant by the term bron-
chorrhoea, and what is its aetiology?

A.-Bronchorrhoea is defined as the
production of a large amount of thin, non-
purulent sputum. Alternative terms include
bronchitis serosa and pituitous catarrh.
Though there is no arbitrary definition of "a
large amount" of sputum, the patient pro-
ducing more than 100 ml. per 24 hours of
thin, watery sputum may be said to have
bronchorrhoea.
Bronchorrhoea may occasionally be asso-

ciated with asthma, chronic bronchitis, or
alveolar cell carcinoma. More usually it is
unassociated with other disease.' Bronchial
biopsy shows no evidence of gland hyper-
trophy but the cells seem empty of secretion
and the bronchial wall oedematous. The
sputum may have an unusually low per-
centage of neuraminic acid. Such cases may
sometimes respond to corticosteroid therapy.

REFERENCE
1 Reid, L., in The Lung, edited by A. A. Liebow

and D. E. Smith, 1968. Baltimore, Williams and
Wilkins.

Congenital Pyloric Stenosis

Q.-What is the aetiology of congenital
hypertrophic pyloric stenosis, and is it truly
congenital?

A.-The aetiology of pyloric stenosis in
infancy remains obscure. John Thomson'
propounded the theory of "prenatal inco-
ordination with postnatal hypertrophy."
Most studies of the pathology have sought
an explanation for this incoordination and
there have been histochemical studies demon-
strating a reduction in number of ganglion
cells and also a reduction in the maturity of
ganglion cells. This work, however, has
remained rather inconclusive.
The condition should certainly be regar-

ded as congenital in that a pyloric tumour
has been demonstrated at necropsy in still-
born and premature babies. The fact that
the symptoms do not normally appear before
the end of the first week of life is accounted
for by the large part which inflammation
and oedema of the mucosa of the pyloric
canal play in producing the obstruction. It
is not, therefore until the child has been
taking feeds for several days that the obstruc-
tion manifests itself.

Further evidence of the congenital nature
of the condition is provided by the familial
incidence of the disease. The incidence of
pyloric stenosis in children with affected
parents is about twelve times that of the
incidence in the general population, and,
while the condition is four times more
common in boys than in girls, the offspring
of a mother who had pyloric stenosis are
four times more likely to present with the
condition than the offspring of a father so
affected.

REFERENCE
1 Thomson, J., Edinburgh Medical Yournal, 1921, 26,
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