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ment, may be advisable. In cases recelvmg protracted
heavy dosage the development of listlessness, apathy, weak
ness and diminution or loss of tendon reflexes should be
watched for, serum electrolyte concentrations should be
determined, and monitoring with the electrocardiogram for
the changes of hypokalaemia is advisable.

There appear to be a few contra-indications to the use of
chlorothiazide in oedematous patients, as follows: (1) Pre
existing hypokalaemia and (2) marked elevation of the blood
urea concentration (although several of our patients with
blood ureas ranging between 50 and 100 mg. % received
chlorothiazide without obvious deterioration). (3) In patients
with cirrhosis of the liver and ascites it should be administered
with caution. Sherlock et al. 29 have emphasized the develop
ment of hypokalaemia in such patients with, in some, the
appearance of hepatic foetor, tremor, confusion and, in one
case, the loss of consciousness-the usual features of hepatic
pre-eoma and coma.

It is clear that certain patients with oedema who responded
well initially became refractory to treatment. The reasons for
this are not apparent. Certain patients who were refractory
to all other diuretic therapy did not respond to chlorothiazide
even in doses of as much as 5·0 g. daily. We have little reason
to recommend a dose above a maximum of 2·0 g. daily.

SUMMARY

1. Short-term studies in 3 patients suggest that chloro
thiazide acts by inhibiting the renal tubular reabsorption of
chloride and sodium. In this it resembles the organic mer
curial diuretics, but there is a rise in urinary pH and a slight
increase in the urinary bicarbonate.

2. Clinical experience in 33 patients with oedema is
reported. The results indicate that in a high proportion of
cases it is an effective oral diuretic. A maximum daily dose
of 1-2 g. is advisable in the adult. This may be given as a
single dose or twice daily.

3. In this series of patients chlorothiazide administration
was devoid of toxic effects. The main complication is hypo
kalaemia, and this may necessitate supplementary potassium

chloride and the adjustment of the dosage schedule to the
requirement of a particular patient. Prolonged unsupervised
use of the drug is to be avoided.

4. Patients may become refractory to chlorothiazide after
having previously responded well.
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THE EMERGENCY TREATMENT AND TRANSPORT OF PATIENTS
WITH RESPIRATORY FAILURE

A. B. BmL, n.A., F.F.A.R.C.S. and P. J, HORRIGAN, M.B" CH.B., Department of Anaesthesia,
Groote Schuur Hospital and University of Cape ~own

Acute respiratory failure may occur in a number of conditions
and may vary in severity from a minor degree of impairment
of respiratory exchange to complete cessation of breathing.
The most obvious and serious concomitant of such failure
is anoxia, with all of its secondary manifestations on the
cardiovascular and central nervous systems. Less often
thought of, but yet of as great importance, is the consequent
inadequate elimination of CO2, which may produce effects
as disastrous as those due to lack of oxygen.

The conditions most commonly associated with acute
respiratory insufficiency are the following:

1. Poliomyelitis involving the muscles of respiration and/or
the muscles of the pharynx and larynx.

2. Polyneuritis, e.g. infective and that due to porphyria.
3. Head injuries.

4. Injuries of the upPer Cervical region of the spinal cord.
5. Poisoning, e.g. from narcotics, insecticides of the anti

cholinesterase group, shellfish which have ingested poisonous
plankton (see below).

6. Respiratory paralysis deliberately induced as a thera
peutic measure, e.g. in cases of tetanus.

The occurrence of recent casesl ,! of fatal paralytic mussel
poisoning has re-awakened interest in this uncommon condition
and has shown that here is another cause of acute respiratory
failure which the practitioner may.be called upon to treat.
Mussels and clams may become poisonous when they have
strained the dinoflagellate plankton Gonyaulax out of the
water; the poison has been shown to be a neuromuscular toxin
with effects on both skeletal muscle (curare-like) and peri
pheral nerves. 3 In addition the poison is said to have a
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depressant action on the myocardiwn and its conducting
tissues.~ As there is no known antidote to this poison the
treatInent remains purely symptomatic and with this in mind
it might be of help to have a clear regime to follow in the
cases showing signs of respiratory failure.

It is important from the outset to bear in mind that in
patients apparently suffering from respiratory failure there
are two equally vital functions to be considered. These are
(1) the mechanism responsible for the provision of pulmonary
ventilation-i.e. the diaphragm and the intercostal muscles,
and (2) the mechanism responsible for the protection of the
re.spiratory tract from foreign material-the pharyngeal and
laryngeal mechanisms. Either one or both of these may be
affected, according to the nature and extent of the condition
responsible, thus giving rise to the three broad categories
described by Crampton Smith, Spalding and Russell, 5 each
of which requires different management.

1. Patients with paralysis or weakness 0/ the muscles 0/
ventilation only

Here there is involvement of neither the larynx nor the
pharynx, so that swallowing is intact and the patient can
prevent the entry of foreign material into the respiratory
tract. Respiratory exchange however, is inadequate, and a
varying degree of suboxygenation will be present, depending
on the degree of paralysis. Retention- of CO2 is also likely
and again its extent depends upon the degree of underventila
tion. The patient in fact, is suffering from both lack of
oxygen and accwnulation of carbon dioxide and it is necessary
to correct both of these.

If the paralysis is incomplete the administration of an
oxygen enriched atmosphere will help to correct the anoxic
element, but will do nothing to correct the CO2 retention;
it is important to realize that CO2 itself, when present to
excess, may eventually cause complete respiratory failure
through its depressant effect on the x;espiratory centre.

In cases of more extensive paralysis, even the administration
of pure oxygen will not correct the anoxia and it is quite
futile to administer oxygen if the patient's lungs are not ade
quately ventilated with it. Only too often does one see the
patient with markedly impaired respiratory ventilation being
'given oxygen', which ineffectively fans the face and does
little to correct the oxygen deficiency of the haemoglobin
and nothing to correct the CO2 accwnulation which is
taxing the pH-regulating mechanism to its utmost. These
patients need active mechanical ventilation to make up for
the inadequacy of their own diaphragms and intercostal
muscles and, if such ventilation is adequate, there should
be no need even to administer oxygen-air is quite good
enough and the CO2 retention will be corrected. Additional
oxygen should only become necessary when pulmonary
collapse or pnewnonia or interference with diffusion across
the alveolar membranes complicates the picture.

ll. Patients with involvement 0/ the protective mechanism only
Cases of bulbar palsy are frequently treated incorrectly,

with disastrous results. The muscles of ventilation are
acting adequately, but there is disorganization of the pharyn
geal and laryngeal mechanisms, so that saliva or anything
else that may be in the pharynx tends to enter the trachea.
This may lead to a variety of complications, from atelectasis
due to plugs of mucus to severe acute pulmonary oedema due
to regurgitated acid gastric juice, but severe pulmonary in
fection is the most frequent result and often the ultimate

cause of death. Because the vocal cords cannot close, an
effective cough is not possible and severe respiratory distress
rapidly ensues because insufficient alveolar surface is available
for normal gas exchange.

Treatment here is aimed firstly at prevention, by early
accurate assessment of the condition. Pooling of secretions
in the pharynx or trachea is usually accompanied by a
characteristic rattling sound on respiration. Movement of
the thoracic cage will be good. Phonation may be impaired,
the voice being weak or merely a whisper. Attempts to
swallow show that movement of the palate and pharyngeal
muscles is weak or absent and dribbling of saliva may be
evident.

At this stage, if little or no foreign material has entered the
respiratory tract, treatment consists of providing protection
only. This is adequately secured by posture alone, it being
best to place the patient in a head-down position, lying on
his side or prone but never on his back, for this will cause
pooling of secretions in the posterior pharynx with eventual
spill into the trachea. No active ventilatory assistance need
be given, as the diaphragm and intercostals will be working
well. If, on the other hand, the patient has already inhaled a
fair amount of foreign matter when first seen, there will,
in addition to the signs mentioned above, be some degree of
respiratory distress with clinical signs of pulmonary collapse.
It is this stage that is very frequently managed wrongly.
What is needed is again immediately to put the patient in a
posture which will enable gravity to protect him from further
inhalation of foreign matter, and active tracheal and bronchial
toilet by suction, either via a sterile rubber catheter passed into
the trachea or by bronchoscopy. Too often one sees such
patients being nursed in the sitting position, which seems to
be the traditional position in which to place the dyspnoeic
patient. This can only lead to further entry of foreign matter
into the trachea and bronchi.

Oxygen administration is often indicated in these cases
and is of value if posture and active suction and physio
therapy fail to clear obstructed bronchi or where simple
mechanical obstruction has already progressed to broncho
pnewnonia.

ill. Patients with impairment 0/both ventilatory and protective
components

In this grouP. it is obvious that both active ventilation of
the lungs and protection of the respiratory tract are necessary
-in fact a combination of the treatments outlined above.
The means of providing protection, however, may need to be
modified to prevent the active ventilation from forcing
secretions into the respiratory tract against gravity in spite of
posture.

MANAGEMENT

It is the active ventilatory assistance required in groups
I and III above that is most frequently neglected in respiratory
emergencies, and often no attempt is made to supply this
assistance until complete cessation of all respiratory efforts
on the part of the patient. By this time myocardial failure is
imminent and anoxia may have been present for a sufficient
length of time to cause permanent damage to the central
nervous system.

In the main, patients in category I require active ventilation,
and tbis should be started too early rather than too late.
A rapid clinical assessment of ventilatory adequacy can be
made quite easily, without the use of spirometric apparatus,
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by simply asking the patient to take as deep a breath as
possible and count out loud for as long as possible. The
average normal adult can count up to 40 or 50 with a single
full breath. If this ability to count is found to be reduced to
20 or 30, active ventilatory assistance will most probably be
neces ary if a further degree of respiratory failure due simply

Fig. 1. The self-inflating Ruben resu citator in use.

to retention of CO2 is to be avoided. A count of below 20
indicates that assistance is already overdue and is therefore
most urgently needed. Adequate ventilation should be
maintained by whatever method is available and artificial
respiration by Schafer's method or Eve's rocking method may
be necessary in the first instance if paralysis is complete.
Such methods however, soon become tiring, and a hand
respirator or even an anaesthetic machine should be used if
available or if paralysis is incomplete. Various pieces of
equipment are obtainable for providing ,manual artificial

Fig. 2. The Oxford inflating bellows (left) and Kreiselmann
resuscitator.

respiration, this being far more effective than the first-aid
methods. Good examples of these are the Ruben resuscitator,
the Kreiselmann resuscitator and the Oxford inflating
bellows (Figs. 1 and 2). It does not matter what method is
used, so long as it is efficient and sustained.

Patients in category 11 require no more than correct
posture and tracheo-bronchial toilet as has been mentioned.

Patients in category III present a combined problem in that

they require both protection and ventilation. They should be
placed in a head-down position at once and maintained thus
with the application of first-aid methods of artificial respira
tion until more adequate measures can be taken. As soon as
possible, a cuffed endotracheal tube should be passed and the
cuff inflated. This can very often be done without any
anaesthesia or with topical anaesthesia alone. Once in position
with the cuff inflated, such a tube at once isolates the trachea
and bronchi from the mouth and pharynx. It provides
excellent protection against the entry of foreign matter into
the lungs and will enable a suction catheter to be passed.
Active ventilation can be carried out via this tube by any
method available, preferably an efficient manual inflator
such as the Oxford bellows or Ruben resuscitator. Thus

Fig. 3. Foot-operated portable suction machine in use.

protected and ventilated the patient can be safely transported
to a centre where prolonged respiratory therapy can be
carried out. If a cuffed endotracheal tube is used, it is ad
visable to deflate the cuff for 1 minute at intervals of 4-6
hours. This is in order to prevent ischaemic damage to the
tracheal mucosa from pressure. Before releasing the cuff it is
important to tip the patient head down and aspirate all
saliva etc. from the pharynx (Fig. 3). Every effort should be
made to reach a properly equipped centre for prolonged
respiratory treatment within a period of 8 hours so that a
cuffed tracheotomy tube may be substituted. If the journey
is to be one of less than 100 miles then it may be made by
road, but for greater distances it is far more practical to travel
by air. During the journey ventilation still has to be main
tained and the services of a trained anaesthetist should be
obtained for this task if possible.

In the above, 3 clear-cut categories have been dealt with.
It must be realized however that varying degrees of overlap
will occur and that a patient in say, category I may rapidly
or insidiously change to category III. Continued vigilance is
therefore necessary on this score.

SUMMARY

1. The causes of respiratory failure, with or without,
paralysis of the protective mechanisms of the pharynx and
larynx, are discussed; together with the recognition of these
conditions.

2. Stress is laid on the fact that accumulation of CO2 is
as dangerous as lack of oxygen, and that, without adequate
ventilation of the lungs, neither can be properly corrected.



20 September 1958 S.A. TYDSKRIF VIR GENEESKUNDE 943

3. The emergency treatment of patients with these condi
tions, and their transport to a centre fully equipped for the
necessary long-term management is outlined.

We wish to thank Mr. B. Todt for kindly taking the photo
graphs.
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THE PREVENTION OF POST-OPERATIVE ULCER AFTER SURGERY FOR
DUODENAL ULCER*

H. J. BESSELAAR, M.D. (ZOR.), Pretoria

Apart from the duodenal ulcer which is left in situ at the
original operation for reasons of irresectibility, and apart
from those ulcers which remain in short-circuiting operations
(which residu-ulcers sometimes give rise to symptoms), we
must admit at the very outset that secondary or post-opera
tive, newly formed ulcers are peptic in origin.

Whatever the contributary factors in peptic ulceration,
whether they be mechanical, or vasomotor, or other, the
primary factors are the gastric juices. Notwithstanding
the fact that peptic ulcer has been described in a so-called
anacid stomach, we are still obliged to accept that our
procedure has failed in these cases because we have not
adequately suppressed the erosive acid effects; that is, that
our surgical attack has been inadequate. Let me briefly
review various surgical procedures as I see them:

I. Gastro-Enterostomy
There may be amongst you those who feel with Farquharson1

'that the incidence of post-gastrectomy symptoms varies
directly with the amount of stomach removed', and therefore
give preference to gastro-enterostomy for the treatment
of a surgical duodenal ulcer. I admit that good results have
been obtained with gastro-enterostomy, but I have never
adopted it except for the really poor-risk, old-age case who
has an organic pyloric stenosis.

I think it is universally admitted that:
(a) The bulk of stomal ulcers must be debited to an

original gastro-enterostomY. I need hardly refer here to
statistical proof (Glenn2).

(b) We find, when we turn to the experience of the largest
clinics, that that most distressing sequela to ulcer surgery,
a gastro-jejuno-colic fistula, has been preceded in almost
80% of cases by a retro-colic gastro-enterostomy (Lowdon,3
Marsha1l4).

(c) A further drawback is that the passage of time does
not afford the security one desires. After a resection stomal
ulcers are prone to recur within a relatively shorter period,
whereas over 50% of stomal ulcers following gastro-enteros
tomy occurred in the 5-lOth post-operative year, i.e., a late
period (ThompsonS).

More and more stomal and jejunal (quite aptly called
'man-made') ulceli' are discovered the longer the follow-up
period after gastro-enterostomy: a forcible reminder that
only long-term assessments will offer us a true reflection of
the value of any operation for duodenal ulcer.

2. Vagotomy
Vagotomy as such has been replaced by vagotomy plus

gastro-enterostomy owing to disturbances in motility caused

• Paper read at the First Congress of the South African Associa
tion of Surgeons, Cape, Town April 1958.

by ",agotomy without the latter. Whether this addition to
gastro-enterostomy will restore it to a competitive place'
in surgery for duodenal ulcer time will have to show.

I have thus far used vagotomy only in re-resections for
stomal ulcer, for it seems that these cases demand every
possible additional safeguard against the erosive effects by
hydrocWoric acid. Vagotomy may also be advisable in
addition to resection in the young person where surgery is
indicated.

3. Resection
The term partial gastrecto!ny has turned out to be an

unfortunate one, for it denotes removal of anything from a
small segment to a large portion of the stomach, and, therefore
interpretation of its results becomes most confusing. This was
effectively shown by Capper'ss survey of a large series of
cases. He drew a comparison between cases with less than
70% and those with more than 70% of the stomach resected.
In the Billroth II operation the difference for stomal ulcer
was insignificant. The continual flush of bile over the stoma
in this type of operation gives an added protection which is
lacking in the Billroth I type. In Billroth I the recurrence
rate was 8· 2% for the smaller resections, and 0·9 % for the
large resections.

Then again, the term 'subtotal resection' conveys a too
total conception. The history of gastric resections started
with a truly partial sacrifice of this viscus. As time went on
and post-operative ulcers were still developing, more stomach
was extirpated. The portion of the stomach resected in
creased from one-half to two-thirds, and then to three
quarters and more than three-quarters. The less of the
stomach left, the more frequently .the patient presented
with other post-operative morbidity: dumping, and inability
to regain body-weight. It is at this cross-road in the problem
of resection that we have arrived today!

Because of all this confusion I want to submit that the
time has arrived when we are compelled to come to some
definite agreement regarding the extent of our resection.
It is useless persisting in talking about 'partial gastrectomy'
when we really do not know what exactly we are talking
about!

Unfortunately there are no precise anatomical points to
select, as our landmarks. Attempts at exact measurement
(by the use of a polar planimeter) have for practical reasons
not replaced the surgeon's guess.

May I emphasize that it is folly to gauge the extent of a
resection by checking on how large a portion of stomach
is removed. One must assess the extent by what remains.
The fundic portion is the least visible part of the stomach,
and one must actually see this portion clearly. This is best
accomplished by bringing it down together with the spleen




