
even be harmful.2–4 Clearly the standard practice of
debriefing after disasters and catastrophes should end.
But for managing the chaos, material losses, grief, and
anger—for example, after a terrorist attack—no conclu-
sive evidence is available yet on how a disaster stricken
community regains control.

According to the NICE guideline, treatment is nec-
essary when, in the aftermath of trauma, post-
traumatic stress disorder, depression, suicidality, addic-
tion, medically unexplained physical symptoms, or
dissociative disorders arise. The risk of developing
post-traumatic stress disorder after trauma is 8-13%
for men and 20-30% for women,5 with a 12 month
prevalence of 1.3% to 3.9%,6 creating a huge burden on
society.

Post-traumatic stress disorder is primarily a
deregulation of the fear system. Fear is a necessary
emotion at times of danger, and is followed by a stress
response—fighting, freezing, or fleeing. This survival
system depends on appraising threats in order to initi-
ate survival behaviour.7 Once the threat or trauma is
over, the fear system normally calms down after a few
days or weeks. In post-traumatic stress disorder this
system fails to reset to normal, keeping the sufferer
hyperalert, scanning for dangerous cues as if the event
may happen again.

The disorder is thus characterised by involuntary,
persistent remembering or reliving the traumatic event
in flashbacks, vivid memories, and recurrent dreams.
The individual tries to avoid recollecting the trauma, by
avoiding its location or television programmes about it.
Persistent symptoms of increased arousal, such as
hypervigilance, exaggerated startle response, sleeping
problems, irritability, and difficulty concentrating, are
part of the disorder. Comorbidities such as depression,
substance abuse, and other anxiety disorders are the
norm rather than the exception. Emotional numbing,
such as feeling detached from others, is also seen—for
example in soldiers after peacekeeping missions.

The NICE guideline systematically reviews the evi-
dence for both psychological and pharmacological
interventions. As first line treatment NICE recom-
mends trauma focused psychological therapy. Both
published and unpublished data indicate only limited
efficacy for a small number of pharmacological
interventions, so NICE recommends not using drugs
as first line treatment.

The most effective treatment for resetting the fear
system is cognitive behaviour therapy.8 By imaginary
exposure to the traumatic event the fear reaction will
decrease in time. Concepts about the self that are
prompted by the event, such as feeling “weak,” guilty, or
invulnerable, are replaced by more realistic cognitions.
The guideline also supports, albeit not as strongly,

treatment with eye movement desensitisation repro-
cessing, which uses a distractive manoeuvre of bilateral
stimulation after exposure to decrease the emotional
lability related to the trauma.

An unanswered question remains whether the
heightened sense of fear in post-traumatic stress
disorder is related to the event or to the suppression of
unusually strong emotions of grief and aggression
brought about by the traumatic experience.9 Like
Summerfield we believe that more attention should be
paid to the meaning of tragic experiences, shattering
the sufferer’s views about life,10 although evidence on
this aspect is lacking. We also agree with the guideline
about paying attention to the common comorbidities
of post-traumatic stress disorder (such as depression
and anxiety), though the evidence is still quite limited.1

Despite the existence of effective psychosocial
treatments, a third of patients will not recover fully.11

Comorbidity, chronicity, and the accumulation of acute
and chronic stress may explain the limited response to
treatment. Also, from an evolutionary viewpoint one
can see how “the gift of nature” of remembering and
learning from danger may restrict what is attainable in
treating post-traumatic stress disorder.12 We cannot
delete the memory of trauma.
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Management of chronic kidney disease
Primary and secondary care need to set up a model of combined care

Epidemiological studies have shown that renal
disease is common. In the United States, the
third national health and nutrition survey

(Nhanes III) has shown that 4.3% of the population has

chronic kidney disease with a glomerular filtration rate
of 30-59 ml/min/1.73 m2, and 0.2% has chronic kidney
disease with a glomerular filtration rate of less than
15-29 ml/min/1.73 m2.1 In the United Kingdom,
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screening for renal disease by retrospective surveys of
plasma creatinine measurements from chemical
pathology laboratories serving defined populations
has shown a similar prevalence of more severe chronic
kidney disease (0.2-0.5% general population).2 3 In
both studies, patients were followed longitudinally;
very few developed end stage renal disease, as the
major cause of death was cardiovascular disease. So
what model of care should we use to look after this
large number of patients with varying degrees of
chronic kidney disease?

Increasing numbers of studies have shown that the
presence of chronic kidney disease is an independent
and significant cardiovascular risk factor in the general
population and in those with pre-existing cardiovascular
disease.4 5 Furthermore, the complications of renal
failure such as anaemia and hyperparathyroidism
develop at higher glomerular filtration rates than usually
thought and are common when the rate is as high as
30-40 ml/min. In the study of Stevens et al,
haemoglobin was less than 11g/dl in 27.5% of the
patients with chronic kidney disease not referred to
renal clinics.2

Patients who have potentially reversible causes of
renal failure or whose renal function is deteriorating
rapidly need to be identified to allow for rapid
assessment by a nephrologist. The question remains
how best to manage the remaining large cohort of
patients with stable chronic kidney disease of varying
degrees. The use of calculated glomerular filtration
rate is likely to identify patients with less severe degrees
of chronic kidney disease, who may be missed if serum
creatinine is used to assess kidney function. We do not
have enough nephrologists or nephrology outpatient
clinics to manage the workload that this would gener-
ate, and evidence shows that using nephrology outpa-
tient clinics is not the most effective means of
managing chronic diseases.6 Such patients would be
best managed in a partnership arrangement between
primary and secondary care. In this model, many pro-
fessional groups including general practitioners with a
specialist interest, specialist nurses, pharmacists, and
dieticians all have a role in the management of the
chronic condition. Patients also need to take on a
greater responsibility for their own care.

Patients with a glomerular filtration rate of less
than 15 ml/min are highly likely to require renal
replacement therapy and will need close follow-up to
prepare them for this event. The renal national service
framework has highlighted the importance of involv-
ing patients in this process, and considerable time will
also be needed to inform them fully of the treatment
options available.7 Such care can best be provided in a
nephrology clinic, with access to support from renal
specialist nurses, renal dieticians, and vascular access
surgeons.

Patients whose glomerular filtration rate is between
15 ml/min and 30 ml/min may also require consider-
able input from specialists. However, many of these
patients remain stable for long periods, and the
interventions required could easily be managed by a
specialist nursing clinic with support from a nephrolo-
gist. Seemingly complex issues such as the recognition
and treatment of renal anaemia and hyperparathy-
roidism can be managed by using practice guidelines.

For the larger number of patients with a glomeru-
lar filtration rate between 30 ml/min and 60 ml/min
the main interventions required are basic ones. Com-
mon approaches exist to preventing the progression
of chronic kidney disease and cardiovascular disease.
These include tight control of blood pressure, correct-
ing lipid abnormalities, and various lifestyle changes
including the cessation of smoking.8 9 The general
practitioner with a specialist interest and many
non-specialist nurses working within primary care
should be able to contribute to this process, as long
as they are able to work to guidelines and have
ready access to medical support from general
practitioners and advice from renal specialist nurses
and nephrologists.

The challenge is for primary and secondary care to
set up together the necessary systems to implement
such a model. These systems may require novel
approaches to commissioning and clarity with regard
to clinical responsibility for the patients. As the patients
move through this pathway, they will need to be man-
aged according to guidelines, with targets for the con-
trol of blood pressure, diabetes, lipids, and smoking.
This will have to be provided in a patient centred envi-
ronment, which gives the patient a role and an
incentive for achieving these goals. With optimum
treatment cardiovascular complications can be
reduced and patients can have the progression to end
stage renal disease delayed by many years.

Considering this approach to managing chronic
renal disease is the only way in which we are likely to
cope with this large cohort of patients and to produce
the results that will reduce the impact of end stage
renal failure and reap a sizeable financial reward for
the health services.
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