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The use within a hospital of a restricted list of drugs solves
several problems at once. Expensive drugs for which there are
cheap, equally satisfactory alternatives can be excluded; so,
too, can drugs and drug combinations thought to have an
unacceptably high risk of side effects or addiction. The
preparation of an agreed hospital formulary of this kind is,
however, a formidable undertaking. After ten years' effort
Professor Ariel Lant and his colleagues at the Westminster
Hospital had completed only four of their proposed nine
sections. A second problem is gaining acceptance of the
restrictions by the doctors concerned: few hospitals were
prepared to issue anything more than recommendations. Here
the crucial factor seems to be the quality of the evidence
available to justify the restrictions. In general, drugs com-
mittees have found it easier to restrict antibiotics (based on
clear evidence of resistance patterns) than, say, beta-blockers.
"Dictatorial edicts will stick only when people see their
ju;tification as having been proved," said Professor C T
Dollery, and too often the data were just not available.

Clearly preparing a comprehensive formulary-and the
regular updating that is essential if it is to remain useful and
acceptable-is beyond the scope of any single drugs and
therapeutics committee; yet all were agreed on the need for
such a guide to prescribers. One solution put forward was for
much more interchange of information among committees, so
sharing the work of making and justifying selections. Another
possibility is revamping the British National Formulary-
agreed at the meeting to have failed to answer the need for a
pocket-book prescribing guide. More investment in producing
an annual version, up-to-date and seen to be both authoritative
and in touch with reality, would pay dividends not only in
costs but also in the safer, more effective use of drugs.

Unilateral pulmonary
oedema
Pulmonary oedema is rarely unilateral, but, when it is, the
condition may cause confusion and present diagnostic
problems, since the radiological appearances may resemble
those of a unilateral interstitial infiltrate. Pulmonary oedema
is the result of complex mechanisms.' 2 The force tending to
push fluid out is the capillary hydrostatic pressure less the
hydrostatic pressure of the interstitial fluid. The force tending
to keep fluid in is the osmotic pressure of the blood proteins
less that of the proteins in the interstitial fluid. When the
balance ofthese factors is upset fluid passes from the pulmonary
capillaries to the interstitial spaces-and, when the capacity of
the lymphatics is exceeded, to the alveolar spaces. This
movement of fluid is also influenced by the pressure of the
gas in the alveoli and by the presence of surfactant.

Unilateral pulmonary oedema may occur when there is an
alteration of one or a combination of these factors on the
affected side (ipsilateral type) or when there is a pulmonary
perfusion defect on the opposite side (contralateral type).3

Ipsilateral pulmonary oedema may be caused by systemic-
pulmonary artery shunts and unilateral veno-occlusive disease,
both of which raise the hydrostatic pressure in the pulmonary
capillaries. Bronchial obstruction may cause unilateral
pulmonary oedema; possibly the hypoxia damages those
alveolar cells which produce surfactant. Another cause is
unilateral infusion of hypotonic saline through a catheter
misplaced in the pulmonary artery; here the mechanism may
be a local decrease in colloid osmotic pressure. Gravity
probably contributes in some cases: unilateral pulmonary
oedema may occur in the dependent lung of unconscious or
ventilated patients whose posture is not frequently altered.
Aspiration of gastric contents may be one sided, when damage
to the surfactant system and irritation of the pulmonary
capillaries may again cause oedema on one side only. Contusion
of the lung may also be unilateral.

Rapid removal of large amounts of pleural fluid or air by
thoracocentesis may be followed by unilateral pulmonary
oedemaA ) Swift re-expansion of the decompressed lung
causes a change in the hydrostatic pressure in the pulmonary
capillaries. The production of surfactant may also have been
inhibited while the lung was collapsed. Whenever pleural fluid
is aspirated not more than 1 litre should be taken off at a time
-especially in the elderly and in patients in whom the effusion
has been present and the lung compressed for some time.
When an intercostal tube is inserted into a pneumothorax and
attached to an underwater seal a suction apparatus should not
be attached to "bring the lung up quickly." Suction should be
applied, and then cautiously, only if the lung has failed to
re-expand with an intercostal tube and underwater seal alone.

Contralateral pulmonary oedema occurs when there is an
abnormality in the capillaries of the opposite lung. Blood flow
in the pulmonary capillaries may be diminished owing to
hypoplasia of one of the pulmonary arteries or to unilateral
pulmonary thromboembolism, and after Potts procedure
(anastomosis of the left pulmonary artery to the descending
aorta). The pulmonary capillaries may be damaged or reduced
in primary emphysema, or in association with compensatory
emphysema after lobectomy. In all these circumstances there
may be underperfusion of the abnormal lung, so that if
pulmonary oedema then occurs from any cause it may affect
only the lung with the more normal vasculature. Similarly,
pulmonary oedema occurring in the presence of a pneumo-
thorax may affect only the uncompressed lung. Unilateral
pulmonary oedema has been reported in a patient with a
thoracic sympathectomy: the lung which had been denervated
was spared."
While many of these conditions are rarities, the clinician

should be aware that pulmonary oedema need not necessarily
affect both lungs. Otherwise diagnosis may be mistaken and
treatment delayed.
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