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There have been substantial changes in the nutritional management of many diseases in the last 20
years, which have been accompanied by a growing recognition of its importance. Many of the
changes in clinical nutrition have been associated with the introduction of standards, clinical audit
and the implementation of evidence-based practice, which has led to a re-evaluation of some
established dietary interventions using a hierarchy-of-evidence approach. Although there are few
randomised controlled trials on which to base such work, the examination of other, often less-
robust, evidence has led to some traditional dietary interventions being modified. Examples in
gastroenterology include the use of low-fat diets in gall bladder disease and the restriction of
protein in hepatic encephalopathy, where the current evidence suggests that neither should be used
routinely in clinical practice. Where therapeutic dietary restrictions are required, as with low-Na
diets in ascites, there is very little information on how these restrictions influence total nutrient
intake and, if intake is impaired, how the detrimental effects of an inadequate intake should be
balanced with the therapeutic effects of restriction. Studies are required to ensure that nutritional
interventions are not only effective but also free from undesirable side effects. The mode and
timing of the delivery of nutritional support has also been re-evaluated and the benefits of early
enteral feeding have been recognised. The delivery of dietary advice is a new area that is being
considered, with practitioners in clinical nutrition using behaviour-change skills to facilitate
optimum nutrition rather than simply providing patients with advice. For such developments to
continue in clinical nutrition it is essential that all practice should be systematically evaluated and,
where necessary, modified in the light of sound current research findings, and that gaps in our
present knowledge base are identified and addressed.

Nutritional management of disease: Dietary interventions: Re-evaluation of evidence

The nutritional management of many diseases has changed
substantially in the last 20 years. It is difficult to quantify
this change directly, but an indication is given by the
increase in the number of practitioners working in this field
(membership of the Clinical Metabolism and Nutrition
Group of the Nutrition Society has increased from 30 to
> 1200 in the last 14 years despite overall membership of the
Society remaining stable; membership of the British
Dietetic Association has doubled over the same period and,
since its formation in 1995, so has that of the Parenteral and
Enteral Nutrition Group of the British Association for
Parenteral and Enteral Nutrition) and by the greater number
of relevant peer-review publications and scientific meetings

(the number of clinical nutrition papers published per year
has quadrupled in the same time frame). The inclusion of
clinical nutrition in the Core Curriculum for Nutrition in the
Education of Health Professionals (Nutrition Task Force,
1994) indicates that this increase is not simply numerical but
demonstrates an increasing acceptance of the importance of
work in this field.

Causes of change

Whilst few developments are brought about by single
factors, the advances that have occurred in clinical nutrition
in the last two decades can probably be linked to those
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occurring across the health care spectrum following the
introduction of the routine use of clinical standards and their
audit in the 1980s (Dixon, 1996). These developments
rapidly led on to, or at least were paralleled by, the
application of evidence-based practice or, in the absence of
evidence, an aspiration towards this approach. The concept
of evidence-based practice is, however, not new; the
philosophy originated in the mid 19th century (Sackett et al.
1996). What is new is its general acceptance as a funda-
mental principle of clinical practice. This approach has been
facilitated by the simultaneous revolution in information
technology, which has enabled most practitioners to
examine the evidence available through shared research
findings (e.g. on research databases) and to search peer-
reviewed publications via the Internet (Latchford, 2002).
The distillation and evaluation of evidence by experts
through the Cochrane Collaboration has further supported
this work (Cochrane Library, 2003). The questioning of
established practice in the light of the evidence available has
revealed that some practice has been based on perceived
wisdom that is no longer pertinent to nutritional
management in the 21st century. This finding does not
imply that past generations working in clinical nutrition
were cavalier or negligent, but that they did not have access
to the subsequent developments in other clinical areas
(including medicine, surgery, pharmacology and medical
physics) that can now facilitate further investigation and
gathering of more reliable evidence on which to base current
nutritional management. It does, however, suggest that the
evaluation of practice is an ongoing process of development
and that in due course current innovations may be shown not
to be a permanent solution.

Examining the evidence

When examining the available research findings on which
to base practice, health care professionals often use a hier-
archy of evidence to rank the importance of study results
and to inform practice (Guyatt et al. 1995; Greenhalgh,
2001; Evans, 2003). Traditionally, such hierarchies have
been headed by randomised controlled trials (RCT; Guyatt
et al. 1995), and more recently by systematic reviews and
meta-analyses (Shekelle et al. 1999; Scottish Intercollegiate
Guideline Network, 2000; Evans, 2003). Although this
approach may provide a useful tool in many disciplines,
more consideration is required to its application in clinical
nutrition where an absence of RCT, systematic reviews and
meta-analyses may suggest, perhaps erroncously, that no
good evidence is available. The areas of clinical nutrition in
which the evidence has been systematically examined are
often determined by local opportunities, available funding
or personal interest and, to date, a limited but increasing
number of systematic reviews have been completed in the
area of nutritional management of disease (Cochrane
Library, 2003).

The findings from well-conducted RCT are best used
to evaluate the effectiveness of an intervention. They may
not, however, address other aspects of care that are relevant
in clinical nutrition, including the appropriateness and
feasibility of a particular treatment, and these issues may
require research studies of different design (Evans, 2003). In
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Table 1. Hierarchy of evidence showing the relative order of

importance of research findings to be considered when making deci-

sions about interventions in clinical nutrition (adapted from Elia et al.

2000; Scottish Intercollegiate Guideline Network, 2000; Greenhalgh,
2001)

Systematic reviews and meta-analysis Strongest evidence

Randomised controlled trials with definitive l
results*

Randomised controlled trials with non-definitive
results

Cohort and case—control studies

Cross-sectional studies

Case reports

Opinions and/or clinical experience of respected Weakest evidence
authoritiest

Cee

*Definitive results are those with confidence intervals that do not overlap the
threshold clinically-significant effect.

tPublished in peer-reviewed journals or by recognised specialist societies or
committees of experts.

addition, the capacity to examine some nutrition interven-
tions by RCT may be limited, e.g. by ethical considerations
associated with not feeding patients, the lack of suitable
food-based placebos or the size of study required to show a
statistical difference between treatments. As a consequence,
a broader view of the evidence is important in clinical
nutrition and requires a hierarchy that addresses all aspects
of care and includes evidence that is practical and relevant to
the situation being examined. A number of alternative
approaches have proposed rating schemes that include other
non-RCT research evidence including the opinions and/or
clinical experience of respected authorities (Shekelle et al.
1999; Scottish Intercollegiate Guideline Network, 2000;
Greenhalgh, 2001; Mulrow & Lohr, 2001; Evans, 2003;
Table 1). A good example of the consideration of a fuller
range of evidence in clinical nutrition is the evaluation of
malnutrition screening tools by Elia et al. (2000) where no
RCT and a limited number of other studies have been
carried out. Where this type of evaluation is required, it is
essential that it is undertaken carefully; in the absence of
accepted criteria to evaluate less-robust types of evidence,
the Scottish Intercollegiate Guidelines Network (2000)
advises that non-analytical studies and expert opinion
should be considered only if published either in a peer-
reviewed journal or in a report by a recognised specialist
society or committee of experts.

Gastroenterology

Most of the systematic reviews and meta-analyses of the
nutritional management of adults with gastrointestinal
disorders published to date have been concentrated in a
number of specific areas, including inflammatory bowel
disease, irritable bowel syndrome, pancreatitis, post-surgical
nutrition support and hepatic encephalopathy (Table 2). Each
review and analysis undertaken has focused on one or two
clearly-defined research questions in order to provide a
definite answer on which future management can be based.
In some cases they have concluded that there are insufficient
data available to enable the question to be answered
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Table 2. Systematic reviews and meta-analyses of studies undertaken to examine the nutritional management of selected gastrointestinal
disorders in adults

Clinical area Reference

Main conclusion

Inflammatory bowel disease Fernandez-Bafares
et al. (1995)

Peptide-based enteral feeds are less effective than steroids in inducing remission in
active Crohn’s disease. The data on elemental and whole-protein-based diets are

less conclusive (sixteen studies)

Griffiths et al. (1995)

Enteral nutrition is less effective than corticosteroids in the treatment of active Crohn’s

disease (eight studies). There is no difference in the efficacy of elemental v. non-
elemental diets (five studies)

Middleton et al. (1995)

Long-chain triacylglycerols in enteral feeds are negatively associated with remission

rates in patients with active Crohn’s disease (twenty studies)

Messori et al. (1996)

Defined formula diets are less effective than steroids in inducing remission in active

Crohn’s disease (seven studies)

Zachos et al. (2003)

Enteral nutrition is less effective than corticosteroid therapy in inducing remission in

active Crohn’s disease (four studies). There is no difference in the remission-inducing
effects of elemental and non-elemental diets (nine studies)

Irritable bowel syndrome Niec et al. (1998)
studies)

Pancreatitis Al-Omran et al. (2003)

It is unclear if adverse food reactions are a key factor in exacerbating symptoms (seven

There are insufficient data to conclude whether enteral or total parenteral nutrition is

more effective in acute pancreatitis, although there was a trend towards a reduction
in adverse outcomes with enteral nutrition (two studies)

Hepatic encephalopathy

Eriksson & Cohn (1989) BCAA do not influence outcome in patients with acute hepatic encephalopathy (seven

studies). BCAA induce positive N balance to the same extent as dietary protein
without exacerbating encephalopathy as frequently in patients with chronic hepatic
encephalopathy (four studies)

Naylor et al. (1989)

Parenteral BCAA are associated with a marked improvement in mental recovery.

Uncertainty about effects on mortality (five studies)

Fabbri et al. (1996)

Oral BCAA may be useful in the prevention and treatment of patients with advanced

cirrhosis who are intolerant to dietary protein (two studies)

BCAA, Branched-chain amino acids.

irrefutably (Niec et al. 1998; Al-Omran ef al. 2003), and in
many cases the authors conclude that further RCT are
required. Thus, in addition to the areas that have not been
examined strenuously, there are areas in which only specific
questions have been addressed and others in which no
conclusions have been made. This lack of systematic
evidence on which to base the nutritional management of
patients requires that evidence ranked lower in the hierarchy
be evaluated. Two areas of gastroenterology in which this
type of assessment has been undertaken and has led to a
re-evaluation of dietary treatment are gall bladder disease and
hepatic encephalopathy.

A survey of eighty-seven hospital-based dietitians in the
UK showed that 92 % of them advised patients with gall
stones to follow a low-fat diet in order to avoid pain,
although 59 % considered that this dietary treatment required
clarification (Madden, 1992). An examination of published
studies shows that there is little evidence to support the use
of low-fat diets in gall bladder disease and that what is
available could be described as unconvincing.

A number of studies have shown that there is no associ-
ation between the symptoms described by individuals and
whether or not they have gall stones or an abnormal
gall bladder (Bainton et al. 1976; Rome Group for the
Epidemiology and Prevention of Cholelithiasis, 1984;
Glambek et al. 1989; Diehl et al. 1990). Similarly, studies
comparing reported dietary fat intolerance in patients with
and without gall bladder disease have found no significant
difference between the two groups (Price, 1963; Koch &
Donaldson, 1964; Sampliner et al. 1970; Jorgensen, 1989),
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and patients who describe fat intolerance have been shown
to be unable to detect dietary fat given in a blind challenge
(Taggart & Billington, 1966). Whilst an intake of dietary fat
is likely to provoke contraction of the gall bladder, by
stimulating the secretion of cholecystokinin in the small
intestine, it has been shown that an equivalent secretion of
cholecystokinin can be provoked by dietary protein
(Hopman et al. 1985). Gall bladder contractions may also
occur independently of cholecystokinin secretion in
response to cephalic stimulation and it has been shown in
healthy volunteers that the extent of gall bladder contraction
provoked by an appetising fatty meal was not significantly
different from that provoked by sham feeding (Hopman
et al. 1987). These studies suggest that there is no specific
mechanism by which fat alone is particularly likely to
provoke greater gall bladder contractions and thus cause
greater pain than other aspects of dietary intake. Even if
there were such a mechanism, it could be argued that regular
contraction of the gall bladder is potentially useful, at least
in the prevention of gall stone formation as stagnant bile is
more lithogenic. These findings suggest, therefore, that
potential benefit from severely restricting dietary fat is
unlikely (Madden, 1992). Ideally, such conclusions should
be supported by an RCT, preferably double blinded, but the
trial would be difficult to conduct in the face of entrenched
views about the values of fat restriction held by both patients
and professional staff. In terms of research and clinical
priorities it is unlikely that such a trial will be undertaken
because an unnecessary low-fat diet is unlikely to have a
grossly detrimental effect on most patients, unless it is taken
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to extremes, and for some patients it will represent a
healthier alternative to their current intake.

The same cannot be said about the use of low-protein
diets in the treatment of hepatic encephalopathy. The
restriction of dietary protein became an established treat-
ment for hepatic encephalopathy in the 1950s following the
publication of observations that nitrogenous substances
were associated with hepatic coma (Phillips et al. 1952).
Although the observations supporting this restriction were
uncontrolled and made in a small number of patients, dietary
protein restriction became a central pillar of treatment in
patients with hepatic encephalopathy (Sherlock et al. 1954,
1956) and remained relatively unchallenged for several
decades. The results from N-balance and re-feeding studies
undertaken in the 1990s showed that patients with cirrhosis
require a higher intake of dietary protein, providing a
minimum of 0-8 g/kg per d, in order to maintain N balance
(Nielsen et al. 1993, 1995; Kondrup et al. 1997). 1t is likely,
therefore, that the inadequate provision of dietary protein is
a major contributor to the high prevalence of malnutrition
observed in this patient population (Italian Multicentre
Cooperative Project on Nutrition in Liver Cirrhosis, 1994;
Caregaro et al. 1996; Loguerico et al. 1996). The dilemma
of the apparently detrimental effects of dietary protein in
patients with increased protein requirements has not been
reconciled by an RCT (Soulsby & Morgan, 1999). However,
the examination of published data suggests that the benefits
associated with restricting dietary protein are tenuous
whilst those associated with increasing protein intake to
meet requirements are more convincing. These findings
have been taken into account in European guidelines for
feeding patients with cirrhosis, stating that those with well-
compensated disease should receive 1-0-1-3 g protein/kg
body weight per d, whilst in malnourished patients and those
with decompensated disease this level should be increased
to 1-5 g/kg per d (Plauth et al. 1997). These levels are higher
than the 0-6 g/kg per d recommended for groups of healthy
adults (Department of Health, 1991) and substantially more
than the 20-30g protein/d previously recommended for
cirrhotic patients recovering from acute encephalopathy
(Uribe & Conn, 1994).

Intake recommendations in disease

One of the difficulties of making specific recommendations
about nutrient intake in particular patient groups is the need
for these recommendations to be interpreted meaningfully
at the clinical level. For example, the recommended protein
intakes described earlier are expressed per kg body weight
per d, as are energy intakes in the same guidelines, but these
recommendations do not define how body weight should be
determined (Plauth ef al. 1997). In patients with chronic
liver disease, body weight may be increased by the presence
of gross fluid retention or be reduced as a consequence of
accompanying malnutrition, and it is thus necessary to
indicate whether actual weight, estimated dry weight or
ideal weight should be used to calculate the recommended
nutrient intake. This differentiation is necessary if optimum
intake is to be achieved, as fluid-related variations in body
weight may account for #25kg (Arroyo et al. 1991).
However, it is extremely difficult to measure dry weight
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accurately and, to date, no studies have undertaken this
investigation with the purpose of informing recommended
nutrient intakes. Accurate measurement of body compo-
sition requires the application of a four-component model
for which densitometry (using either underwater weighing
or plethysmography), dual-energy x-ray absorptiometry and
total body water measurements are used to determine
fat-free mass and total body protein (Fuller et al. 1992). This
measurement has been undertaken in a small number of
patients with cirrhosis (Madden et al. 1998), and although
this method is limited by the practicality of undertaking
three techniques simultaneously, it could be used for further
studies to refine the recommendations for energy and
nutrient intakes in this patient population and others with
similar fluid-retention problems.

Until this refinement is undertaken, estimated energy
requirements will probably continue to be calculated from
BMR, determined using prediction formulae, with adjust-
ments made for activity level and disease process
(Schofield, 1985; Elia, 1990). Whilst these calculations
provide a useful and easily available goal for nutritional
support, there is increasing awareness of the limitation of
using formulae to predict BMR in individuals, especially
those with specific clinical conditions (Daly et al. 1985;
Hébuterne et al. 1996; Frankenfield et al. 1998; Aliprandi
et al. 2001; Batterham et al. 2003). For example, in 100
patients with cirrhosis a comparison of values for resting
energy expenditure calculated using seven prediction
formulae (Harris & Benedict, 1919; Cunningham, 1980;
Schofield, 1985; Owen et al. 1986, 1987; Mifflin et al.
1990; Miiller et al. 1993) with those determined using
indirect calorimetry showed substantial variation, whilst no
significant differences were observed between predicted
and measured values in a comparable group of healthy
volunteers (Madden & Morgan, 1999). This finding is not
surprising, because all but one of the prediction formulae
examined were developed for use in a healthy population.
However, the main concern is that the 95 % limits of
agreement for individual patients showed that values
predicted using the Schofield equations (1985) varied
between overestimating measured values by 1576kJ
(377 kcal) and underestimating them by 2286 kJ (547 kcal),
with the other formulae giving similar results. An attempt
to devise a specific prediction equation for this patient
population failed when an examination of other patient
variables that were significantly associated with measured
values, including fat-free mass and a clinical score (Pugh
et al. 1973), showed that only 61 % of the variation in
resting energy expenditure could be explained. This finding
suggests that the measurement of energy expenditure in this
patient population should be considered routine at least until
the means to estimate energy requirements more accurately
is available. The development of easy-to-use metabolic carts
and, more recently a portable hand-held version, make these
measurements a realistic proposition (Med Gem; Viasys
Healthcare Ltd, Warwick, Warks., UK).

Nutrient restriction v. nutrition support

Whilst the absence of absolute intake guidelines in many
disease situations is recognised, there has been an increased
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awareness that dietary restrictions that are often based on
good scientific observations may, in addition to their
therapeutic role, contribute to an impaired nutrient intake.
Although few studies have been undertaken, this effect has
been demonstrated in patients with liver disease in relation
to advising dietary Na restriction in the treatment of fluid
retention (Soulsby et al. 1997). Soulsby et al. (1997) carried
out an investigation on six cirrhotic patients with mild to
moderate ascites who were randomised to either a diet
containing 40 mmol Na or a no-added-salt regimen for a
4-week period and then treatments were crossed over.
Intakes of energy and protein, assessed by 7d weighed
dietary records, were lower on the more restrictive diet and
were associated with a reduction in mid-arm muscle circum-
ference. Whilst the number of patients was small, these
findings demonstrate a relationship between the extent of
therapeutic restriction and nutrient intake that merits further
investigation. By contrast, Wicks et al. (1995) observed no
difference between the mean adequacy of energy intake in
five patients with primary biliary cirrhosis following a low-
Na diet compared with that of patients whose diet was not
restricted. However, again the numbers were very small,
and the patients were not controlled for their demographic
or clinical profiles. The results from a larger study of thirty-
nine patients with hypertension (Korhonen et al. 2000)
showed no substantial change in nutrient intake on a
Na-restricted regimen; however, the diet was more liberal
than that of the patients in the study of Soulsby ef al. (1997)
and the patients were free-living and relatively well.
Undoubtedly, the compromising effects of specific thera-
peutic dietary restrictions on total nutrient intake can be
ameliorated, at least to a certain extent, by intensive dietetic
input and the provision of appropriate supplementation in
well-motivated and adequately-supported patients. Indeed,
this approach is fundamental to the work of most clinical
dietitians. However, more evidence is required to quantify
the negative effects of dietary restriction of Na and other
nutrients in different patient groups so that an optimum
balance between dietary restriction and nutrition support can
be achieved. The continual development of new drugs and
other medical treatments that can influence this balance
suggest that the attainment of optimum balance should be an
ongoing task.

Evaluation of nutritional status

The routine assessment of patients’ nutritional status is
essential in order to monitor any potential negative effects
of dietary restriction. The past decade has seen the
publication of a plethora of screening and assessment tools
that can be used for this purpose (Green & McLaren, 1998;
Arrowsmith, 1999; Elia et al. 2000). A recent systematic
evaluation of published papers describing forty-four tools
designed to assess a patient’s nutritional status or to identify
those at risk from malnutrition found that few papers
included sufficient details about the tools’ development or
provided adequate statistical evidence that they had been
appropriately validated (Jones, 2002). At present there are
no conclusive published data to indicate whether any of
these tools are useful in clinical practice.
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While still not meeting the stringent statistical criteria
recommended by Jones (2002), a recently developed global
assessment tool for use in patients with liver disease has
been shown to be repeatable, to have internal and external
validity and to be predictive of clinical outcome (Madden
et al. 1997; Madden, 1998). The tool categorises patients
into one of three groups (adequately nourished, moderately
malnourished or severely malnourished) on the basis of an
anthropometric evaluation and a dietary and clinical history.
From these data, approximate BMI derived from estimated
dry body weight (Mendenhall, 1992; Wicks & Madden,
1994), mid-arm muscle circumference (Bishop ef al. 1981)
and the adequacy of energy intake relative to estimated
requirements are then entered into a simple algorithm
(Madden, 1998). The presence of other potentially-
important factors, e.g. recent weight loss or severe
symptoms like steatorrhoea, that are likely to impair
nutritional status can be taken into account by making a
subjective amendment to the final nutritional category. In an
evaluation of 271 patients who had undergone liver trans-
plants the category of nutritional status attributed by the
assessment tool before surgery was found to be significantly
associated with survival on the 90th post-operative day
(P<0-005). However, independently none of the individual
variables contributing to the tool showed a significant
association with survival, suggesting that their combination
in the tool provides a useful instrument in the management
of these patients (Madden, 1998). At present, few studies
have been carried out to fully evaluate most nutritional
assessment tools and this evaluation must be undertaken
rigorously, especially in disease-specific tools, if they are to
play a useful role in clinical nutrition.

Mode and timing of nutrition support

In many clinical situations the nutritional status of patients is
unambiguous and no compromise is required between
dietary restriction and nutrition support; the patient clearly
needs feeding and the key question is then how. The mode
of delivery of nutritional support has changed considerably
over the last 20 years, with a reduction in the use of
parenteral nutrition and the use of more enteric nutritional
support provided through different routes (Waitzberg et al.
2000; Elia et al. 2001).

In addition to the introduction of clear guidelines on the
route of feeding, the issue of when to feed has also been
more clearly addressed (Lewis et al. 2001). Two decades
ago the introduction of early post-operative enteral feeding
before the restoration of gastrointestinal motility might have
been considered inappropriate and potentially dangerous.
Indeed, the restoration of bowel sounds had been used as a
determinant of when enteral feeding should re-commence
(Payne-James et al. 1987). The publication of a study by
Kudsk et al. (1992) showed clearly that early post-operative
enteral feeding could be undertaken safely and that it had
clinical advantages over parenteral nutrition. Furthermore,
these findings were supported by the conclusion of a meta-
analysis of eight other studies (Moore et al. 1992). Interest-
ingly, the benefits of enteral feeding of patients immediately
after gastric surgery had been first reported approximately
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70 years earlier in the same journal (Andresen, 1918). The
reason why it took so long for these benefits to be examined
more closely before being adopted as good practice can only
be left to speculation. The answer may relate, at least
initially, to the focus of nutrition at that time being directed
towards newly discovered vitamins (Rosenfeld, 1997) and
to the absence, until relatively recently, of the necessary
technology, e.g. fine-bore double-lumen tubes and endo-
scopic procedures (Baskin, 1992). With technological
advances came the introduction of parenteral feeding, which
then dominated the attention of many experts on nutrition
support, and a large proportion of their research efforts and
funding, at the expense of enteral nutrition support (Dudrick
et al. 1968). In the last decade this shortcoming has been
redressed and early enteral feeding is now regarded as not
only a means to provide necessary energy and nutrients but
also a tool to increase immune function and increase
resistance to complications (Bengmark, 2002).

Facilitating dietary advice

The provision of nutritional support to acutely-ill patients
may require their consent or that of their representative,
but in many clinical situations it also requires their full
cooperation. This provision may be difficult if nutrition
support with or without dietary modification is required
over a long period of time. In public health nutrition the
difficulties of helping individuals to change their eating
habits has been recognised and it has been shown that
behavioural approaches can be effective in promoting fruit
and vegetable intake (Resnicow et al. 2001) and reducing
dietary fat (Wen et al. 2002). However, until recently little
attention has been given to this area in the clinical
management of disease. Rapoport (1998) has described how
dietitians can act as facilitators of change, using behaviour-
change skills rather than simply providing patients with
advice. No RCT have yet been undertaken to examine the
potential benefits of this approach in clinical nutrition,
although it has been used effectively in other areas of health
care including depression (Fava et al. 2002), insomnia
(Edinger et al. 2001) and chronic fatigue syndrome (Deale
etal. 1997).

The future

The changes that have occurred in nutritional management
over the last 20 years can be summarised as challenging
established practice and using a scientific evidence-based
approach to consider all aspects of nutritional care. This
process requires an ongoing and continual re-evaluation of
practice in the light of developments both within the field of
nutrition and in other areas of medicine, both clinical and
research. This approach provides a huge challenge to all
practitioners and nutrition scientists and relies on the
integration of the two areas so that good clinical studies can
be based on sound nutritional science. Rather than passively
watching perspectives change, the challenge is to change
perspectives by engaging actively in this ongoing process of
evaluation.
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