
America, and Australia.10 The belief that continuous monitor-
ing of the patient is beneficial has led to recommendations
throughout the world that it should be used whenever
possible.5

Equally, it is accepted that oxygen saturation should not be
permitted to fall below 900/o-that is, an arterial oxygen
tension of 7 9 kPa-as below this value a minor fall in oxygen
tension results in a rapid fall in oxygen content. Pulse
oximeters are subject to error, but they are convenient and
accurate in most cases when used within the clinical range
and will detect hypoxaemia. A review of 2000 anaesthetic
incidents showed that pulse oximetry detected more incidents
than any other monitor. The authors of this study considered
that proper use of pulse oximetry would have alerted the
anaesthetist in over 80% of all applicable incidents during
anaesthesia and recovery had the incidents remained un-
detected by other means.1'
Many endoscopic techniques require sedation and thus

carry the risk of loss of consciousness. Every effort should be
made to ensure patients' safety, and this should include the
routine use of oxygen supplementation and monitoring of
arterial oxygen supplementation by pulse oximetry. Indeed,
these recommendations should be seen as a bare minimum, as
a mortality of one in 2000 requires urgent action. If any doubt
exists about the use of supplemental oxygen and pulse
oximetry it follows that the only logical step to improve
patients' safety during endoscopy is to widen the remit of the

national confidential inquiry into perioperative deaths. This
will permit thorough assessments of all factors contributing to
mortality and morbidity after endoscopy.
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Wonderful albumin?

Not all it is cracked up to be

Albumin solutions are commonly used to treat low serum
albumin concentrations and hypovolaemia. Human albumin
effectively replaces volume and supports colloid oncotic
pressure. Unlike synthetic colloids, it has transport functions
and binds reversibly with anions, cations, and some sub-
stances that are active or toxic only in the free form. It is a
scavenger of free radicals' and improves prognosis in the
sheep model of the adult respiratory distress syndrome.2 It has
anticoagulant properties, inhibiting platelet aggregation and
enhancing the inhibition of factor Xa by antithrombin III.3 4 It
may also have a role in preserving microvascular integrity,
which is possibly mediated by glycoproteins distributed
through the capillary membrane.5
Common reasons for using albumin rather than synthetic

alternatives are generally clinical associations and beliefs
related to the importance of hypoalbuminaemia. Hypo-
albuminaemia is associated with a poor surgical outcome and
a longer stay in hospital and is a marker of higher risk in
critically ill patients. It is associated with oedema and,
by implication, with low serum colloid oncotic pressure.
Starling's law is commonly invoked to suggest cause and
effect. Serum albumin concentration fails rapidly in critically
ill patients. This is often blamed on catabolism or failure of
synthesis of albumin, which then implies albumin deficiency
and that replacement is necessary.

Unsurprisingly, albumin replacement is popular. It has
tremendous theoretical advantages while at the same time
either preventing or treating the fall in serum albumin
concentrations, which carries such fearful connotations.
But let us consider the evidence for such beliefs. Although

hypoalbuminaemia may be associated with a poor outcome,
there is always an underlying problem. Correcting this

problem-not the serum albumin concentration-influences
the outcome. A return of serum albumin concentration
towards normal usually indicates improvement.
Oedema in critically ill patients has the same pathophysio-

logical basis as hypoalbuminaemia; hypoalbuminaemia is
usually an effect rather than a cause.6 Serum albumin
concentration correlates poorly with colloid oncotic pressure,7
but Starling stated that, even if the correlation was high,
the oncotic gradient-not the absolute plasma value-was
important. Albumin distributes across the capillary mem-
brane, thereby minimising the transcapillary gradient, and
this process is accelerated in critically ill patients.68 Con-
sequently, the absolute serum albumin concentration may fall
with minimal change in the transcapillary gradient. The fall in
serum albumin concentration seen in sepsis, trauma, and
major surgery occurs too rapidly to be due to either catabolism
or failed synthesis, which together account for less than a
tenth of circulating albumin a day. Redistribution is more
likely, which is probably also relevant in conditions such as
pre-eclampsia.
Hypoalbuminaemia is associated with poor gut motility,

but increasing the serum concentration by giving albumin
does not increase gut motility. Conversely, correcting the
underlying problem, and incidentally improving the serum
albumin concentration, improves gut motility.9
Should we support a particular range of serum albumin

concentrations? Undoubtedly, giving albumin will help to
maintain the serum albumin concentration, but if this is a
marker of rather than a cause of pathophysiology then why
treat it? Several studies have failed to show that treatment
with albumin improves outcome."'" One study found more
infections in patients whose serum albumin concentrations
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were not supported"; other studies have failed to confirm
this.""-12
What of the impressive theoretical arguments for using

albumin as the preferred colloid solution? If albumin is
effective for binding drugs and toxic substances, is a scavenger
of free radicals, and is important for vascular integrity and
blood coagulation we would expect it to be better than other
agents. As administration ofcolloid is a substantial component
in the management of critically ill patients the long term
benefits of albumin should be easily identifiable. Curiously,
there is a dearth of studies on this. While many studies have
shown the comparative haemodynamic efficacy of albumin
and synthetic colloids, few have examined longer term use.
One study comparing gelatin and albumin found no difference
in outcome, length of stay in an intensive care unit, or
requirement for blood products and coagulation factors.'0

Should we use albumin for volume replacement? It is
expensive. It is a human product. In critically ill patients its
impressive array of theoretical advantages over synthetic
agents does not translate into overt clinical benefits. If it is
unhelpful in this population then whom is it likely to benefit?
What is the role of albumin solutions? There is no

convincing evidence that albumin is better than synthetic
alternatives for volume replacement; nor is there clear
evidence for maintaining the serum albumin value con-
centration above a certain level. Currently, the widespread
use of albumin has more to do with word association and the
treatment of items that are marked on the pathology form

with an asterisk than with scientific medical management. At
a time when molecular biology and genetic engineering are the
focus of our research we would do well to review critically
some of our beliefs about more basic science.
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Professional negligence: a duty ofcandid disclosure?

Doctors should explain infull when care has gone wrong

Lawyers, whether barristers or solicitors, owe their clients a
duty to disclose any conflict of interest that has arisen and to
inform their clients that they should thereafter go to another
lawyer for advice and help. In legal terms, a conflict of interest
arises between a lawyer and client when their interests are no
longer the same. There are many ways in which this may arise
in practice-for example, if a lawyer has conducted a client's
case negligently. Lawyers are in breach of their professional
code of conduct if they fail to comply with these duties.
Understandably none of us like to find ourselves in such a
position; but no client should suffer from a lawyer's mistakes
or ineptitude. We all, however, make mistakes. No sensible
lawyer thinks that it can never happen to him or her.
Why should the same rule not apply to doctors? Why

should it not be part of doctors' ethical code to inform their
patients if they have been negligent in their care and
treatment? Why should doctors not be subject to disciplinary
action if they fail to comply with such a duty?

In 1987 the then master of the rolls, Sir John Donaldson,
stated, "I personally think that in professional negligence
cases, and in particular in medical negligence cases, there
is a duty of candour resting on the professional man. ...
It is but one aspect of the general duty of care, arising out
of the patient/medical practitioner or hospital authority
relationship...."'' His views were not, however, necessary for
the purposes of deciding the case, and thus far no binding
decision of the courts has been given that recognises such
a duty in medical practitioners. Should not the medical
profession itself recognise such a duty and bring it into effect?

It is invariably the experience of those who practise in the
field of medical negligence that if a patient's care has gone

wrong then a full and frank explanation will do much to
defuse the anger, upset, and resentment that the patient feels
and may substantially reduce the risk that the patient will seek
redress in court. Obviously, if major injury has been suffered
then, however full the explanation, patients are likely to sue to
obtain damages to compensate them-for example, for their
continuing loss of earnings or for the cost offuture care.
A full and candid explanation will go far to ameliorate the

problems that have arisen and also to identify a cause so as to
prevent recurrence. A recent study found that one of the four
main reasons why people sue doctors is "the need for an
explanation-to know how the injury happened and why."2
Medical care no longer goes unquestioned; nowadays if
something goes wrong patients want to know why.
Although many doctors already give an explanation to their

patients, the practice is not universal. The relationship
between doctor and patient is based on trust, and doctors may
well feel that they do not wish to prejudice that trust or
demean themselves in front of their patients or colleagues. In
our view, however, the mentality of "never admit anything"
(as drivers in car accidents are advised) has no place in the
professional world. A doctor would probably wish to discuss
the matter with a colleague before giving his or her explanation
to the patient and occasionally would want to discuss it first
with the defence union. But a prompt explanation is vital;
delay will be seen as a cover up.
We believe that the relationship between patient and doctor

is likely to be enhanced by a willingness to talk to (not down
to) the patient, to explain what has gone wrong, and to show a
little humility. Leaving this to "good practice" is not enough;
that has not worked in the past. Some doctors will argue that
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