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EDITORIAL

As we celebrate ten years of publishing the New Zealand Medical 
Student Journal, with the first issue released in March 2004, we 
would like to reflect upon some of the difficulties that face modern 
academic publishing. 

PUBLICATION BIAS  

Positive or statistically significant results are more likely to be 
published than studies reporting negative results, giving us a false 
impression of the true effect of interventions by over-representing 
the positive or negative effects of drugs and interventions, while 
many of the studies showing no-effect are hidden. Publication bias 
creates a systematic and often deliberate difference between what 
we know and what we don’t know. 

PAYWALLS IN ACADEMIA

A paywall is a system that prevents users from accessing articles 
online without a paid subscription to that journal, or without paying 
a fee for use of that article. This limits access to research to those 
who can afford it. Supporters of this model say it maintains quality 
in academic publishing, however, authors are not paid for their 
submission, and in fact they can incur quite heavy costs during the 
process. Large publishers control hundreds or even a few thousand 
different academic journals.

“PUBLISH OR PERISH”

This is a phrase that describes the pressure in academia to rapidly 
and continuously publish academic work. Publishing demonstrates 
productivity and helps disseminate ideas to the wider community of 
academics. Ranking of research institutions and resource allocation 
to them can be based on their output. Although the number of 
publications has merit as a tool for evaluation, it fails to measure 
other important contributions such as teaching, mentoring and 
services to the public. Excessive focus on publications alone can also 
be counterproductive, with less time for in-depth analysis, leading to 
fewer high-quality publications and more ‘noise’.  

REPRODUCIBILITY

This refers to the ability of an experiment to be replicated 
independently and accurately, producing the same result. It is an 
important principle of the scientific method that tests the validity 
of results. Although it has long been discussed, recent concerns 
have been raised about the degree of reproducibility of laboratory 
research and how this is impacting further studies using them as a 
basis.

IMPACT FACTOR

Does good science have a value? The impact factor of a journal 
shows the average number of citations per paper published in that 
journal over two years, and is often used to gauge the influence of 
a journal in its field. It has become a convenient though potentially 
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misleading measure of a journal’s ‘importance’. This problem is made worse 
when individual papers or researchers are assessed based on the impact 
factor of the journal they publish in.

On a positive note, the world of academic publishing is undergoing a 
major change in its structure. Increased digitisation and increased journal 
subscription prices have fuelled the open access moment, which aims to 
make the dissemination of already publicly funded research freely available 
to other researchers and to the public, as well as promoting free re-use 
rights. In particular, the last decade saw a rapid growth in the number of 
open access articles and open access journals.

As we become part of an increasingly scientific profession, it is vital that we 
familiarise ourselves with the strengths and shortcomings of the research 
enterprise which continues to shape modern medicine. With that, we hope 
that you will enjoy this special issue and invite you to write to us with your 
thoughts and comments. We would like to express our heartfelt gratitude 
to Associate Professor Stewart Mann, Associate Professor Peter Larsen, Dr 
Andrew Smith, Dr Stephen Ritchie and Dr Anthony Jordan for their input 
and expert opinion on the scientific content of this issue. Finally, we would 
like to acknowledge the year-long effort of the 2013 Editorial Team, whose 
content has been partly incorporated into this issue.

This article is adapted from a session provided by Ahmed Abdile during the 
2014 NZMSA Conference

FURTHER READING

Bohannon J.
Who’s afraid of peer review? 
Science. 2013 342(6154):60-5.

Prinz F, Schlange T and Asadullah K. 
Believe it or not: how much can we rely on published data on potential 
drug targets? 
Nat Rev Drug Discov. 2011 10(9):712

Noorden RV.  
Open access: The true cost of science publishing. 
Nature News Feature, March 2013. http://www.nature.com/news/open-
access-the-true-cost-of-science-publishing-1.12676 (accessed 22 July 2014)
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LETTERS TO THE EDITOR

To The Editors

Thank you for the invitation to comment on the remarkable occasion of 
the tenth anniversary of the NZMSJ.  I am thrilled the Journal continues to 
be in print.  I am even more heartened to see that it has truly become a 
nationally produced journal since its establishment in Dunedin 2003/2004.  
Congratulations are due to all those involved over the last ten years.

Looking back, I am struck by the feat that was creating the NZMSJ.  It was 
the brain-child of Dr Ayesha Verrall, an Otago medical student at the time.  
Under her leadership, Dr Maartje Beckers, Dr Ajay Sud and I somehow 
managed to create a respectable medical journal for medical students 
by medical students.  Did we know what we were doing?  Certainly not.  
But with the support of the Dunedin School of Medicine and the Higher 
Education Development Centre, University of Otago, we were able to 
produce an inaugural issue that demonstrated the potential of such a 
publication.

Drs Ajay Sud, Ayesha Verrall and Mel Lauti pictured with the first 
issue of the NZMSJ.

The purpose of the NZMSJ is to act as a stepping stone for medical 
students between writing for medical school and academic writing for 
submission to professional journals.1  The first issue of the NZMSJ did so 
with an impressive eight articles, six features and an education piece.  Of 
the articles, four were research papers and four were review articles.  In 
doing so, it provided an opportunity for exemplary work produced by 
medical students for research projects and course work to be show-
cased; benefiting others and themselves as they experienced the journal 
submission process.  The importance of such a process is exemplified by 
the recent establishment of the Australian Medical Student Journal.2 

I hope celebrating ten years in print motivates the medical student 
community, editors and contributors, to continue the NZMSJ with passion 
and innovation.  Let us continue to show case exemplary work by our 
future doctors.  

Thank you to all those who went after us and long may NZMSJ continue.

With kind regards,

Mel Lauti
Co-editor First Edition NZMSJ

1. Lauti M. 
NZMSJ: New Zealand medical student journal takes off. 
ANZAME. 2004;31(1):1.

2. Schiller MD. 
What is the place of a student medical journal? 
Med J Aust. 2010;193(4):247.

To the Editors,

Congratulations on the tenth anniversary edition of the NZMSJ.

Ten years ago, a group of medical students, supported by members of the 
Faculty of Medicine, and Mr Russell Butson from the Higher Education 
Development Centre, University of Otago, were excited about the 
possibility of establishing a journal that would allow students to publish and 
share research. Our aim was always to achieve a high quality publication 
of interest to medical students, which provided a learning environment for 
authors as well as the editorial board.

It involved a lot of effort and determination at the time, but we also had 
a lot of fun, learnt a lot and were proud of the first edition. However, the 
most difficult part was yet to come - for this we handed over the reigns of 
the journal as we moved on with our medical careers. Subsequent medical 
students shared our enthusiasm and continued to shape the journal to be 
what they felt it should be.

Looking back at my time working on the NZMSJ, I feel proud and privileged 
to have had the experience, and I encourage anybody considering 
becoming involved in the production of the journal, or submitting material 
to the journal to seize the opportunity. 

Congratulations again to all the members of the current NZMSJ board, 
and to all the past members and contributors. You can feel proud of your 
achievement!

“We are all apprentices in a craft where no one ever becomes a master” 
- Ernest Hemingway

Yours sincerely,

Maartje Lyons 
Co-Editor, First edition of the NZMSJ
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BETA-LACTAMS

Avoid other beta-lactams under the same sub-heading. There is a 
risk of cross-sensitivity exists between penicillins, cephalosporins and 
carbapenems. Use carbapenems with caution in penicillin allergy.

PENICILLIN
Amoxicillin
Augmentin/Co-amoxiclav (contains amoxicillin)
Benzathine penicillin
Benzylpenicillin (Pen G, CP)
Cloxacillin
Dicloxacillin
Flucloxacillin
Phenoxymethylpenicillin (Pen V)
Piperacillin (found in Tazocin)
Ticarcillin (found in timentin)

CEPHALOSPORIN
Cefaclor
Cefalexin
Cefazolin
Cefepime
Cefotaxime
Cefoxitin
Ceftazidime
Ceftriaxone
Cefuroxime

CARBAPENEM
Ertapenem
Imipenem
Meropenem

MONOBACTAM
Aztreonam (safe in patients with penicillin, but not ceftazidime allergy)

References

1. British National Formulary 57. UK: BMJ Group and RPS Publishing 2009
2. Klasco RK (Ed): DRUGDEX® System. Thomson Reuters, Greenwood 
Village, Colorado.
3. Katzung BG. Basic & clinical pharmacology. USA: McGraw-Hill 
Companies 2007. 
4. Medsafe medicines data sheet; 2014.

ABSTRACT

Penicillin is the most common cause of drug allergies. As penicillin and 
other beta-lactam antibiotics share a beta-lactam ring, there are concerns 
about potential for cross-reactivity. These concerns served as an impetus 
for subsequent studies that were conducted to evaluate the therapeutic 
implications of beta-lactam cross-reactivity. This paper seeks to review 
the literature and assess the risk of cross-reactivity between beta-lactam 
antibiotics.      

CASE

A 17 year old with penicillin anaphylaxis presents with bacterial meningitis 
– which antibiotic do you choose?

INTRODUCTION

Adverse drug reactions occur in 1% - 10% of patients treated with penicillin 
antibiotics and of these, 10% are reported to be allergic phenomena.1 

Since all beta-lactam ring-containing antibiotics (penicillins, cephalosporins, 
carbapenems and monobactams) are structurally related, they have the 
potential to share allergens that might evoke cross-reactivity. Cross-
reactivity involves the ability of the immune system to recognize similarities 
between related medications, such that antibodies produced against 
allergenic determinants will react against structurally related compounds. 
The pertinent question is which non-penicillin beta-lactam antibiotics can 
be safely administered to penicillin-allergic patients? 

Penicillin allergy may occur in the form of immediate or delayed 
hypersensitivity reactions.2 Immediate reactions are usually IgE-mediated 
(urticaria, angioedema, anaphylaxis) while delayed hypersensitivity reactions 
(skin rashes, erythema multiforme) are usually T-cell mediated. These 
allergic reactions can be classified by immunologic mechanisms into 4 main 
types: Type 1 (IgE-mediated), Type 2 (antibody-mediated), Type 3 (immune-
complex-mediated) and Type 4  (T lymphocyte-mediated).

Commonly, a patient’s self-reported allergy history plays a pivotal role in 
influencing treatment choices. As such, the validity of the reported allergy 
is crucial.  Many patients misinterpret gastrointestinal symptoms as a sign 

Safety of Cephalosporin, Carbapenem, and Monobactam 
Antibiotics in Penicillin Allergic Patients

ARTICLE : REVIEW

Aaron PC Ong
3rd year Medical Student
Auckland School of Medicine
University of Auckland

of allergy. Some clinicians tend to acknowledge patients’ claims without 
getting a detailed history of the reaction, resulting in over diagnosis of 
penicillin allergy.3 Up to 90% of patients, who report penicillin allergy, have 
negative skin testing results and can subsequently tolerate an oral penicillin 
challenge.4 Incorrect labeling of patients as being allergic to penicillin not 
only limits treatment options but is also associated with increased health 
care costs.5 

Aaron is a 3rd year medical student at the University 
of Auckland.  Before starting his medical degree, he 
graduated from the National University of Singapore with 
a BSc (Pharmacy)(Hons) and has been actively involved in 
ambulatory care. He has an interest in pursuing a career in 
cardiology, but at the same time is keeping his options open. 
In his spare time, he enjoys running and reading biographies 
and memoirs

Table 1. List of beta-lactam antibiotics
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The objective of this paper is to review some of the available studies that 
evaluate the risk of cross-reactivity in patients with penicillin allergy treated 
with non-penicillin beta-lactam antibiotics.

CEPHALOSPORIN ANTIBIOTICS

Both penicillin and cephalosporin antibiotics possess a 4-member beta-
lactam ring, but cephalosporins have a 6-member dihydrothiazide ring in the 
cephalosporin nucleus that replaces the penicillin 5-member thiazolidine 
ring. 

A retrospective review by Petz, et al,6 which looked at the use of 1st-
generation cephalosporins (cephalothin, cephalexin, cefazolin), reported an 
8.1% incidence rate of cephalosporin allergy in patients with penicillin allergy 
as compared to 1.9% in patients without penicillin allergy. Similarly, Dash, et 
al,7 demonstrated a 7-fold increase in cross-reactivity between penicillin 
and 1st-generation cephalosporins (cephalexin and cephaloridine). They 
found that 7.7% of cases, who had penicillin allergy, were also allergic to 
1st–generation cephalosporins compared with 0.8% of cases, who did not 
have penicillin allergy.

Later generations of cephalosporins have lower rates of cross-reactivity 
with penicillin than earlier generations. This is likely to be due to differing 
side chain profiles in the structure of newer cephalosporins, which result in 
reduced cross reactivity.8 A meta-analysis by Pichichero, et al,9 reported an 
increase in allergic reactions to 1st-generation cephalosporins (OR 4.8, CI 
3.7 – 6.2) in patients with penicillin allergy but no increase in 2nd-generation 
cephalosporins (OR 1.1, CI 0.6 – 2.1) or 3rd generation cephalosporins 
(OR 0.5, CI 0.2 – 1.1). The relative safety of 3rd generation cephalosporins 
was further illustrated by another study where none of 142 patients, 
who had positive skin test results for penicillin allergy, experienced any 
allergic reactions to ceftriaxone, a 3rd generation cephalosporin.10 It is also 
important to note that early cephalosporin formulations contained trace 
amounts of penicillin,11 and 1st-generation cephalosporins  (cephaloridine 
and cephalothin)  have similar side chains to penicillin. These confounders 
may have contributed to an increased risk of cross-reactivity. A study by 
Novalbos, et al, 12 showed that none of the patients with positive penicillin 
skin tests, who were challenged with cephalosporins that had different side 
chains from the penicillin antibiotic, had an allergic reaction or experienced 
adverse effects.  

CARBAPENEM ANTIBIOTICS

Saxon, et al,13 examined the cross-sensitivity between imipenem and 
penicillin in 40 patients with a reported history of penicillin allergy. Out of 
20 patients who had positive IgE-mediated skin test responses to penicillin, 
9 also had positive IgE-mediated skin test responses to imipenem. The 
clinical relevance of this high degree of skin test cross-sensitivity (9/20, 
45%) between imipenem and penicillin is unclear, because studies that have 
given test doses of imipenem to penicillin-allergic patients have not been 
reported. Furthermore, the Saxon trial data was collected at a time when 
carbapenems were synthesized from penicillin antibiotics, which might have 
led to contamination and inflated rates of cross-reactivity.

More recently, a retrospective study by Sodhi, et al,14 reported 9.2% of 
penicillin-allergic patients and 3.9% of non-penicillin-allergic patients 
experienced hypersensitivity reactions (predominantly a maculopapular 
rash) to meropenem or imipenem/cilastatin. These findings are comparable 
to 2 other retrospective studies that revealed a cross-reactivity incidence 
of 9.5% and 11% to imipenem/cilastatin.15,16 Cunha, et al, 17 examined the 
safety of meropenem use in patients with a history of penicillin allergy – all 
110 patients with anaphylactic (51/110, 46%) and non-anaphylactic (59/110, 
54%) reactions to penicillin tolerated up to 4 weeks of meropenem  
without any cross-reactivity.

MONOBACTAM ANTIBIOTICS

Aztreonam is a monobactam antibiotic with a beta-lactam ring. Unlike the 
rest of the beta-lactam antibiotics, which contain a bicyclic ring structure, 

aztreonam’s beta-lactam structure is monocyclic in nature. 

There have been no reports of cross-reactivity in penicillin-allergic patients 
receiving aztreonam.18,19 Similarly, aztreonam was found to be safe in 
patients with IgE-mediated responses to other beta-lactam antibiotics.20 

However, ceftazidime has been demonstrated in-vitro to trigger cross-
reactivity with aztreonam.21,22 This is a result of ceftazidime sharing side 
chain antigens with aztreonam.

SUMMARY 

While penicillin allergies can be life threatening, up to 90% of patients 
who report penicillin allergy have negative skin tests. The vast majority of 
these patients can be safely treated with penicillin. As such, it is of vital 
importance to determine the nature of the “allergic” reaction before 
making decisions about antibiotic treatment. Furthermore, 2nd and 3rd 
generation cephalosporins have lower rates of cross-reactivity in penicillin-
allergic patients than 1st generation cephalosporins. In patients with IgE-
mediated allergy to penicillin, cephalosporins with different side chains 
from penicillin can be cautiously considered. Based on results from recent 
studies, the true incidence of meropenem cross-reactivity may be lower 
than previously reported. As such, carbapenem use in penicillin-allergic 
patients may be considered if caution is exercised. With the exception of 
ceftazidime, aztreonam may be safely given to patients with a history of 
penicillin-allergy or IgE-mediated responses to other beta-lactams.   

RECOMMENDATIONS 

If penicillin anaphylaxis is reported, it is sensible to use a non-beta-lactam 
antibiotic, whenever possible. If penicillin use is desirable (e.g. rheumatic fever 
prophylaxis, endocarditis, tertiary syphilis), referral to a clinical immunologist 
for review, skin testing and/or graduated penicillin challenge is prudent. A 
negative skin test does not always exclude past or future anaphylaxis, but 
the risk of anaphylaxis with the current course of treatment falls to that 
of the background population. For delayed hypersensitivity reactions (skin 
rashes), it is almost always safe to switch to another beta-lactam antibiotic 
(e.g. from penicillin to cephalosporin or vice versa). 

In the case of the 17 year old with a life-threatening illness such as bacterial 
meningitis, where penicillin is the preferred option - but contraindicated 
because of a history of anaphylaxis - ceftriaxone given cautiously in the 
emergency department is a good option whilst you seek further advice.
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had a previous major depressive episode and was on long-term paroxetine.

Her cardiovascular risk factors were reasonably significant with a 5-year 
cardiovascular disease risk of 5-10%,1 including the fact that her father 
had a myocardial infarction before the age of 55; this risk was increased 
by hormone therapy for menopause. She had hypertension treated with 
quinapril.

The social history was of a nursing tutor living independently at home 
with her husband. She was an ex-smoker of six pack years with no alcohol 
intake.

ExAMINATION

She appeared well, fully alert but slightly anxious. The vital signs were 
within normal limits. She conversed appropriately but could not remember 
a conversation from ten minutes ago. The headache increased on neck 
extension and rotation, and the range of lateral neck flexion was limited 
by neck pain. She dropped two points in the Ten Point Mental Status 
Questionnaire shown in Figure 1. Examination was otherwise unremarkable 
with no focal neurology.

Figure 1. Ten Point Mental Status Questionnaire used at Waikato 
Hospital

DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS

Likely transient global amnesia (TGA), with the differential diagnoses listed 
in Figure 2., of which certain could be ruled out on history:2

1. Transient epileptic amnesia also features repetitive questioning but usually 
has a duration less than one hour, recurrent episodes, and occurs on waking.

2.  A temporal lobe stroke or TIA is likely to have associated visual symptoms 
or signs.

ABSTRACT

Isolated, acute amnesia is an uncommon neurological presentation and may 
only be mentioned in passing during medical school. This report discusses a 
typical case and debates whether neuroimaging is required.

CASE INTRODUCTION

Mrs B, a 61-year-old European nurse, was brought in by ambulance to 
Waikato Hospital with two hours of sudden-onset confusion, repeating 
sentences and amnesia. She also complained of nausea and a headache.

HISTORY

The episode began at 10:30am while Mrs B was at home on the phone 
with her sister, with husband Mr B in the adjacent room. All three were 
present in the hospital to contribute to the history.

There were no preceding symptoms. Midway through a distressing 
conversation, Mrs B suddenly seemed confused and began to repeat 
sentences every two minutes, such as, “Is [granddaughter] due to have a 
baby?” She was crying and could not remember that her granddaughter 
was pregnant.

Thirty minutes later, she developed a constant, occipital headache that was 
six out of ten in severity with uncertain acuity of onset. She also felt mildly 
nauseated but there was no vomiting.

At the hospital, her last memory was of being in the ambulance. She could 
not remember anything else from that day. She also could not recall that 
Mr B’s birthday was on the previous day.

Mrs B was fully conscious, her language function was intact and she 
recognised herself and her relatives. There was no visual loss, numbness, 
weakness, incontinence or history of head trauma. Further questioning 
revealed no symptoms suggestive of epilepsy or meningitis. Mrs B also 
denied any chest pain, dyspnoea and palpitations. There was no previous 
history of similar episodes.

The past medical history was significant for migraines, occurring once or 
twice per year and associated with unilateral periorbital pain, blurry vision, 
nausea and vomiting. She also suffered from constant musculoskeletal lower 
neck pain, and was uncertain if this was causing her headache. Lastly, she 

ARTICLE : CASE REPORT

An Episode of Acute Amnesia: To CT or not to CT?

Dr. Thomas Wong
First Year House Officer
Waikato Hospital
Hamilton

Thomas Wong recently graduated from the Auckland School 
of Medicine and is a first year House Officer at Waikato 
Hospital. This case history was written during his General 
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 Place
 Year
 Time to nearest hour
 Birthday
 Age

Give address for recall at end of test.

 Year WWII started or finished
 Name of the Prime Minister
 Count backwards from 20 to 1
 Recognition of two persons
 Recall address

Total 8/10

Also did not know the date
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(EEG) recordings during and after TGA attacks have never supported the 
epileptic hypothesis. Finally, there may be a link with psychiatric illness given 
that higher rates of psychiatric disease are seen in these patients.2 Because 
no single hypothesis has explained the aetiology, it may be that TGA is a 
syndrome with multiple causes but the same presentation.

DIAGNOSIS

Figure 3: Diagnostic criteria 8

TGA is a clinical diagnosis that can be made by fulfilling all seven criteria 
outlined in Figure 3. Despite advances in neuroimaging the criteria have 
not changed since first derived from 153 cases in 1990 by Hodges and 
Warlow.8 The key differential diagnoses have been discussed during the 
case presentation. Although non-specific, Figure 4 lists other clues that may 
clinch the diagnosis to the astute clinician.

Figure 4: Other features in a typical history 2,4

MANAGEMENT

Blood glucose, serum electrolytes and urine toxicology are important 
screening tests.4

EEG recording should be performed if querying the diagnosis of transient 
epileptic amnesia. The debate around neuroimaging is discussed below.

If symptomatic, the patient should be admitted to hospital for safety reasons 
until the episode resolves. No treatment is indicated. No driving restrictions 
are necessary following a single episode, as recurrence is rare.

TO CT OR NOT TO CT?

The problem is that there is no way to diagnose TGA with the criteria 
unless the episode resolves within 24 hours. Serious differential diagnoses 
must be excluded and cannot wait.

Despite being over two decades old, the diagnostic criteria have not 
changed since they were outlined in Hodges and Warlow’s 1990 study. 

3. Delirium features inattention and Mrs B would not have been able to 
count backwards from 20 to 1 if this were the case.

4. Korsakoff ’s syndrome also features inattention and is usually associated 
with chronic alcoholism or thiamine deficiency, not evident in Mrs B.

5. Psychogenic amnesia may feature a psychosocial or emotional trigger but 
is characterised by a loss of identity.

Subarachnoid haemorrhage and vertebral artery dissection could not be 
ruled out on history alone.

Figure 2. Differential Diagnosis

MANAGEMENT

Serum electrolytes and glucose were normal. Urine toxicology was clear. 
A head computed tomography (CT) was performed and also came back 
normal.

Mrs B was observed in hospital for 24 hours. By then, her amnesia had 
resolved, though an amnestic gap remained. She was discharged in time to 
see her granddaughter deliver her baby the next day.

DISCUSSION

OVERVIEW

Described in 1956,3 TGA is a benign neurological syndrome lasting less 
than 24 hours characterised by acute onset, severe anterograde amnesia 
and repetitive questioning in the absence of focal neurology.2

The incidence is 1 in 20000 per year, rising to 1 in 4000 per year in those 
aged 50 years and older.4 It mainly affects individuals aged 40 to 80 with an 
average age of 61 – Mrs B’s age exactly.2 There is no gender predilection 
and no relationship with cardiovascular disease. Higher rates of migraine 
and psychiatric disease are seen in those with TGA compared to healthy 
controls, both notable in Mrs B’s past medical history.2 

Diffusion-weighted magnetic resonance imaging (MRI) confirms that the 
neurological lesions are located in the CA1 subfield of the hippocampus. 
During an episode the CA1 neurons undergo a physiological disturbance 
that resolves without any structural changes or long-term consequences.5 
The mechanism of injury to these neurons is still uncertain. Arterial, 
venous, migrainous, epileptic and psychological hypotheses have not been 
confirmed.2

Arterial or thromboembolic aetiology is tempting to entertain given 
the sudden onset of this condition, but a meta-analysis6 has shown no 
relationship between stroke risk factors and TGA; and the lesions seen 
on MRI do not look or act like infarcts. Venous aetiology was considered 
since Valsalva manoeuvres are often the precipitating event but dedicated 
studies of jugular vein flow have not found a relationship with TGA. The 
cortical spreading depression of migraine has not been replicated in the 
hippocampus for TGA, although there may be a link given that there 
are higher rates of migraine in these patients.7 Electroencephalography 

POSSIBLE

Transient epileptic amnesia
Subarachnoid haemorrhage
Temporal lobe stroke or transient ischaemic attack (TIA)
Vertebral Artery Dissection

UNLIKELY
 
Delirium (Acute Confusional State)
Korsakoff ’s syndrome
Psychogenic amnesia

Must have reliable collateral history from witness who was 
present during episode

Must have anterograde amnesia

No clouding of consciousness

No loss of personal identity

No cognitive impairment other than amnesia

No focal neurological symptoms or signs

No epileptic features

Must resolve in 24 hours

No recent head injury, no seizures in the last two years and 
not on medication for epilepsy

Triggering events – strong emotions, physical activity, Valsalva 
manoeuvre, changes in posture, medical procedures, high 
altitude, contact with water, and changes in body temperature

Retrograde amnesia – from hours to years

Disorientation – to time and place

Associated symptoms – agitation, anxiety, nausea, paraesthesias; 
headache occurs in 10 to 40 per cent

Duration – six hours on average
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However, their recommendations on neuroimaging are more difficult to 
adhere to. In their study, 95 of the 114 cases that fulfilled all seven diagnostic 
criteria (83%) had serial head CTs; all of the CTs were normal. Thus they 
recommended against routine CT scanning of patients who fulfilled the 
criteria, with an episode over one hour, and no focal neurology. They 
recommended CT for episodes less than one hour, recurrent attacks or for 
those who did not fulfil the criteria.8

Consensus remains that there are no CT changes to be seen in TGA. Its 
purpose is to rule out sinister pathology. Given the availability of CT scanning 
nowadays, current guidelines recommend for routine neuroimaging even if 
all of the diagnostic criteria are fulfilled.4

The detection rate of hippocampal lesions is up to 85% with ideal MRI 
parameters and timing of 24 to 72 hours after the onset of the episode.7 

However, routine MRI for every patient is expensive and the costs are not 
justified: MRI performed earlier than 24 hours has a low detection rate and 
its purpose at this stage to rule out other pathology could be carried out 
by CT; after 24 hours the clinical diagnosis can be confirmed, and so an MRI 
positive for hippocampal lesions would not change management.

For Mrs B, a “textbook” account of the episode was provided, which 
satisfied six out of seven of the diagnostic criteria and all other features of a 
typical history. She was the average age of those affected, and had both risk 
factors of previous migraines and psychiatric disease. The dilemma arose 
from Mrs B’s occipital headache. The fact that she had amnesia made it 
difficult to determine whether this was new or old. In the end a head CT 
was justified, as she did not satisfy all seven of the diagnostic criteria on 
admission. With her background of hypertension the benefits of ruling out 
vascular pathology outweighed the harms of irradiation.

Had Mrs B’s episode resolved by the time she was admitted to hospital, 
then she would have fulfilled all seven criteria, and a CT would not have 
been necessary according to Hodges and Warlow’s recommendations. 
However, most clinicians would still perform a CT scan even if all seven 
criteria were fulfilled3,4 because TGA is rare compared to stroke, which is 
common in this age group. CT is quick and easy and it is reassuring to rule 
out sinister pathology for such an unusual presentation.
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James Shand grew up in Drury in South Auckland before 
studying medicine at the University of Auckland. After having 
an incredible experience in Whangarei as a 5th year, James 
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An Unusual Cause of Atrial Fibrillation

CASE REPORT

A 74 year old Maori woman presented to hospital following a collapse at 
her GP practice.

She had a three week history of increasing anxiety, global weakness and 
new palpitations. These were not associated with chest pain or shortness 
of breath. She saw her GP the morning of her admission and collapsed after 
the consultation.

She did not lose consciousness, had no seizure activity, palpitations or chest 
pain and attributed the fall to leg weakness.

She was hospitalised where an ECG showed atrial fibrillation, and serial 
troponins came back at 123 and 112 units mEq/L. Blood tests showed a 
serum potassium of 1.7 mEq/L (normal range 3.5-4.5). Urine potassium 
was not checked.

Her potassium level was normal when last measured in 2008. 

Symptomatically, she continued to describe increased weakness, palpitations 
and anxiety, but denied muscle cramps. She did note that her skin appeared 
unusually tanned recently despite minimal sun exposure.

She was not on any new medications, took no steroids and had no 
vomiting or diarrhoea. Her weight was stable and there were no significant 
respiratory symptoms.

The most notable aspect of her past medical history was her 10 year history 
of hypertension which was well-controlled with diltiazem, doxazosin and a 
combination cilazapril/hydrochlorothiazide tablet which was stopped on 
admission. She had a mild chronic idiopathic thrombocytopenia, mild renal 
impairment and diet-controlled dyslipidaemia.

Aside from the previously mentioned antihypertensive medications, she 
was taking the over-the-counter medication “Res-V plus” (Resveratrol) and 
vitamin B tablets. She had no known allergies.

There was no family history of hypokalaemia and apart from an unspecified 
“thyroid problem” affecting one of her daughters, there was no family 
history of endocrine or autoimmune disease. 

Notable positive findings on examination were increased pigmentation in 
the palmar creases and over the elbows, a 2/6 ejection systolic murmur 
loudest over the right upper sternal edge and global symmetrical 4+to 5 

power with decreased reflexes throughout. She had no clinical findings of 
Cushing’s, was not cachexic and her chest was clear.

Relevant blood results on admission were:

Further tests revealed a raised 8 AM cortisol of 3100 nmol/L (200-700) 
and a raised ACTH of 60 pmol/L (2-11).

In light of these results, a diagnosis of probable ACTH-dependent Cushing’s 
syndrome was made. The patient had a negative high dose dexamethasone 
suppression test and this, combined with her markedly elevated ACTH 
levels, meant ectopic ACTH production was most likely.

Chest and abdominal CT scan revealed a large mass in her mediastinum 
with multiple metastases in her liver and spine. She proceeded to 
bronchoscopy and biopsy which revealed an invasive small cell lung cancer. 
She was referred to oncology and received one course of chemotherapy 
before passing away from neutropenic sepsis.

DISCUSSION

Cushing’s syndrome is a relatively rare endocrine condition, having a global 
incidence of 0.7-2.4 people per million per year.¹ However, it is associated 
with a five-fold increase in mortality if untreated and, as such, requires 
prompt recognition and appropriate management.¹

The disease itself is marked by “extended exposure to excessive 
glucocorticoids from endogenous or exogenous sources”.² Exogenous 
(iatrogenic) administration is a much more common cause of Cushing’s 
syndrome than endogenous excess, though such cases are usually 
identifiable from the history.³

Endogenous cortisol excess, on the other hand, is a disease state which may 
arise due to derangement at any point along the hypothalamic-pituitary-
adrenal axis. Around 80 % of cases of endogenous hypercortisolism are 
due to ACTH-secreting pituitary adenomas, manifesting as the so-called 
Cushing’s disease.4The remaining cases are largely due to adrenal hyper-
secretion of cortisol by an autonomous adenoma with around 5% 
attributable to ectopic ACTH-secreting tumours and a small number from 
other causes such as CRH-secreting tumours.4 

Ectopic ACTH secretion is associated with a variety of solid tumours, most 

Blood Test Value Normal Range

Potassium (mEq/L) 1.7 3.5 - 4.5 

Sodium (mEq/L) 145 135 - 145

VBG pH 7.62 7.32 - 7.42

VBG Base Excess (mEq/L) 16.4 -2.0 - 3.0

Blood Sugar Level (mmol/L) 9.3 3.5 - 7.7

Platelets (x109/L) 117 150 - 400

White Cell Count (x109/L) 15.1 4 - 11

Neutrophils (x109/L) 14.2 1.9 - 7.5
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of which are neuroendocrine in origin.5 Amongst these tumours, the vast 
majority are thoracic, with bronchial carcinoid tumours being the largest 
group.5

Hypokalaemia is a relatively uncommon feature in Cushing’s syndrome, 
with a reported prevalence of 10%.6 Interestingly, this rate is much higher 
amongst the subgroup of patients with ectopic ACTH secretion. A 2002 
study found the rate of hypokalaemia within these patients to be 57%, with 
the incidence of hypokalaemia being directly related to the urinary cortisol 
level but not the serum ACTH level.6 

In normal physiology, serum potassium is regulated by the actions of 
the mineralocorticoid aldosterone on the proximal tubule of the kidney. 
Aldosterone is released by the adrenal glands and acts on the Na+/K+ 
exchanger in the distal renal tubules to increase sodium reabsorption and 
potassium secretion.7

The mechanism behind the hypokalaemia of Cushing’s syndrome is 
incompletely understood but is thought to be related to the saturation 
of the enzyme 11-B hydroxysteroid dehydrogenase (11-BHSD2) which is 
expressed in exceptionally high concentrations by renal tubule cells.7 This 
enzyme is responsible for the local conversion of circulating cortisol into its 
11-oxo form, cortisone.6 

Cortisol actually has an in vitro mineralocorticoid effect comparable to 
that of aldosterone. However, when cortisol is catalysed to cortisone, it 
loses its ability to bind to the mineralocorticoid receptor and hence its 
mineralocorticoid action. This explains why, even though cortisol is present 
in the circulation at levels up to 1000 times those of aldosterone, it is the 
latter that is, in vivo, the most important regulator of electrolyte balance.6

In Cushing’s syndrome, it is hypothesised that the high circulating cortisol 
levels saturate 11-BHSD2, meaning large amounts of active cortisol are no 
longer converted to inactive cortisone. This results in increased cortisol 
levels within the kidney which leads to increased mineralocorticoid 
receptor occupancy and subsequent hypokalaemia via up-regulation of the 
sodium-potassium exchanger.6

This hypothesis is supported by the clinical findings of children who are 
born with a congenital absence of 11-BHSD2. An exceptionally rare 
mutation, these patients exist in a state of apparent mineralocorticoid 
excess, with marked hypertension and hypokalaemia.8

Further evidence for the 11-BHSD2 hypothesis comes from observational 
data regarding patients who consume huge quantities of certain types of 
liquorice. It has long been recognised that such patients can present with 
hypokalaemia and hypertension and this is now attributed to the actions 
of one ingredient, glycyrrhizic acid. This substance has been demonstrated 
in vitro to inhibit the action of 11-BHSD2 and it is currently assumed that 
this is the mechanism behind the clinical presentation of these patients.8

These data, combined with the correlation between cortisol levels and 
hypokalaemia, point towards 11-BHSD2 saturation as a likely mechanism 
for hypokalaemia in Cushing’s syndrome. However, they do not explain the 
observation of a higher prevalence among those who have ectopic ACTH 
compared with other forms of hypercortisolism. 

The mechanism behind this observed difference remains somewhat elusive. 
It has been demonstrated that ACTH has no in vitro inhibitory effect on 
11-BHSD2 and there is no direct correlation between ACTH levels and the 
presence or severity of hypokalaemia.6 Beside a direct effect of ACTH, other 
proposed mechanisms have included actions of co-secreted molecules or 
the effects of the comparatively high levels of serum cortisol seen in this 
setting.9 However, none of these theories have been conclusively proven 
and the jury is still very much out on the pathophysiological mechanism 
behind this observation.9

In conclusion, this patient’s presentation, with atrial fibrillation and 
weakness, was secondary to an occult aggressive lung cancer resulting in 
the paraneoplastic phenomenon of ectopic ACTH syndrome. Molecular 
interactions within body systems explain her presentation and are a 
reminder of the complex mechanisms at play within the human body. 
Although there is still some way to go to explain all features of ectopic 
ACTH secretion, research to date has given us an insight into this disease 

state and will hopefully continue to shed light on this uncommon but 
important condition.
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INTRODUCTION

Melanoma is a significant health problem in New Zealand, the rates of 
which are higher than any other country in the world. European males 
over the age of 59 are at greatest risk.2 Metastasis to the brain has been 
estimated to occur in 40% or more of cases of advanced melanoma3 and 
carries a median overall survival ranging from 4 to 5.5 months.1 This report 
presents the case of a patient diagnosed with metastatic melanoma and 
outlines the current treatment options. 

CASE REPORT

Mr D is an 83 year old male who presented with a four week history 
of right-sided weakness and seven day history of “slurred speech”. He 
reported dropping objects from his right hand and gait disturbance, 
progressively worsening over a four week period. Four months prior, an 
advanced melanoma (nodular melanoma, Clark’s level V, Breslow thickness 
4.6 mm, with vertical growth phase with a mitotic rate of 7 mm2 and 
microscopic satellitosis) was excised from his back. A previous Computed 
Topography (CT) scan of his brain revealed two left hemispheric lesions, 
thought to be most in-keeping with metastatic melanoma. 

His background history includes a stage T1c Gleason score 7 (3+4) 
adenocarcinoma of the prostate, presenting PSA of 13.8 in 2009.  This 
has been managed with observation and a recent PSA was 20.  He also 
underwent an anterior resection in 2007 for a Duke’s B rectal cancer and 
he did not receive adjuvant therapy. Mr D has gout for which he takes 
allopurinol. He is a retired office worker and is independent with activities 
of daily living. He is also a non-smoker and does not drink alcohol. 

Examination elicited right-sided foot drop and generalised spasticity on the 
right hand side.  There was 4- weakness on right finger flexion, extension 
and abduction; sensation was decreased in the same hand. There was 4- 
weakness of right leg hip extension, foot dorsiflexion and plantar-flexion, 
and decreased sensation distal to the mid-tibia. Cranial nerve examination 
was unremarkable, as were cardiovascular, respiratory and abdominal 
examinations. 

CT imaging of the brain revealed expansion of existing lesions and 

surrounding oedema and no suspected associated haemorrhage (Fig. 1) 
when compared with the recent imaging. Blood tests were unremarkable. 

Following consultation with the Neurosurgical team it was decided that 
surgical intervention was not a suitable option. This included a biopsy 
for histological diagnosis as it was felt that irrespective of diagnosis the 
treatment options remained the same. 

Mr D was reviewed by radiation oncology and initially was referred 
for stereotactic (i.e. targeted) radiotherapy, which is performed in 
Dunedin. However in view of the worsening neurological symptoms and 
performance status Mr D was deemed to be ineligible for this treatment, 
and after discussion with the patient was instead prescribed a course of 
whole brain radiotherapy (WBRT). 

FOLLOW UP

Following my involvement with Mr D he received 10 treatments of WBRT 
over 11 days with 6X at a dose of 3 Grays (Gy) per treatment. Mr D had no 
headaches, nausea or vomiting or worsening neurological symptoms, and 
no impact on his personality from this treatment. He however did develop 
bilateral leg oedema, and ultrasound showed an occlusive thrombus in the 
left posterior tibial vein and a non-occlusive thrombus in the proximal left 
popliteal vein, which given his poor prognosis was not treated. Following 
WBRT Mr D was scheduled to be seen for a 6-week follow up in clinic but 
sadly passed away prior to that. 

DISCUSSION

Without histological confirmation it is impossible to determine with 
absolute certainty that the brain lesions were metastases from melanoma. 
Mr D has a history of both bowel and prostate cancer. Both of these 
cancers can metastasise to the brain, although prostate cancer does so 
exceedingly rarely and the melanoma is the most likely primary site given 
the history.1 Management strategies for brain metastases for most patients 
are similar regardless of the histological identity of the tumour, making a 
brain biopsy an unnecessary risk to the patient. This explains why Mr D 
was told the most likely primary site was melanoma without histological 
confirmation. This discussion will focus on the treatment options currently 
available to patients with brain metastases. 

Dexamethasone is a corticosteroid which reduces cerebral oedema and 
therefore relieves raised intracranial pressure effects, including weakness, 
sensory disturbance and slurred speech.4 Dexamethasone restricts 
vasogenic oedema caused by brain tumours through the disruption 
of the blood-brain barrier.5  Inflammatory mediators are suppressed 
and expression of cell-cell adhesion proteins is increased resulting in 
symptomatic improvement in 70% of patients.5 It is the preferred steroid 
of choice due to the reduced mineralocorticoid activity which reduces 
fluid retention, the long half-life decreasing the dosing frequency, and the 
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decreased risk of cognitive impairment.5 However side effects do still occur 
with time in a dose-dependent fashion. 

Mr D was at risk of side effects from the dexamethasone, as to control the 
pressure effects from the tumour oedema he was on 16 mg/day, a higher 
dose than what patient are usually started on (4-8 mg/day).4 Insomnia is a 
common side effect which can be tempered by administering medications 
in divided dosages of 8mg in the morning (mane) and 8 mg midday (midi), 
rather than all given at night (nocte). Following the completion of WBRT 
Mr D was given a gradually reducing dose of dexamethasone. This was 
to avoid some of the other side effects that can occur with long term 
steroid administration.  These side effects can include gastrointestinal 
bleeding, behavioural changes, increased infection risk, weight gain, and 
fluid retention.4 Radiation therapy can obviate the need for long term high 
dose dexamethasone and also prolong survival, as the survival time with 
dexamethasone therapy alone can be less than 2 months.1 

Current prognostic guidelines for directing treatment in metastatic 
melanoma are limited6, however radiotherapy is a first-line therapy in the 
setting of multiple brain metastases.1 Available treatments include whole 
brain radiotherapy (WBRT) and steriotactic techniques which is divided into 
stereotactic radiosurgery (single irradiation) and stereotactic radiotherapy 
(multiple doses of radiation), the latter of which Mr D was scheduled to 
receive. Stereotactic radiotherapy, however, is limited by specific criteria 
including patients with less than four metastases, size of metastases <4cm, 
good general health status and well controlled systemic disease7. Mr D’s 
worsening clinical symptoms would likely have been what excluded him 
from receiving the treatment, though the exact size of the lesions was not 
available to the author and may also have played a role. While stereotactic 
techniques allow a more concentrated does of radiation to be delivered 
diseased regions of the brain.6 WBRT can irradiate micro-metastases that 
are not able to be visualised on brain scans, at the cost of increased damage 
to surrounding normal brain tissue.3 Balancing these pros and cons is a 
critical part of developing an effective treatment plan.  

The key comparison in Mr D’s case was stereotactic radiotherapy 
versus WBRT – yet randomised controlled trials (RCTs) comparing 
these techniques has yet to be performed. There is however a wealth of 
information on single dose radiosurgery versus WBRT to assist treatment 
decisions. The latest evidence suggests that there is no overall survival benefit 
when stereotctic radiosurgery is compared with WBRT.8 Furthermore, 
numerous RCTs have compared different fractionation regimes for WBRT, 
but there is no evidence that a  particular regime offers superior survival, 
neurological function or symptom benefit compared to the standard 10 

dose fractionation regime Mr D received.6 

Common side effects of radiotherapy can include post-treatment fatigue 
and cognitive decline,8 and while Mr D did not experience these, the deep 
vein thromboses (DVTs) Mr D developed are a potentially life threatening 
complication. As demonstrated in this case, the rationale for WBRT was to 
palliate symptoms.  The median survival time following WBRT is 14 weeks9, 
however, Mr D survived less than 4 weeks.   The data in the literature is 
limited and further  research is required to establish if WBRT provided a 
survival benefit over supportive therapy alone.6 Apart from radiological 
treatments, drug therapies are also available as part of effective treatment 
for melamoma brain metastasis. 

A recent review by Nicholas et al. reports that treatment for metastatic 
melanoma, particularly drug therapy, lags behind advances made in other 
conditions due to the historical exclusion of metastatic melanoma from 
clinical trials.1 Recently however, chemotherapy drugs, such as the alkylating 
agent temozolomide, when paired with WBRT have been shown to 
improve tumour regression response rates in metastatic tumours, with 
no survival benefit.10 Targeted molecular therapy is another option using 
drugs such as ipilimumab, a novel immune therapy drug,1 and vemurafenib, 
which blocks the MAP kinase pathway1. Currently none of these drugs 
are funded for public use, although are available for patients who seek 
treatment privately. Vemurafenib is available through clinical trials, though 
there is no guarantee to the patient that they would receive the drug 
rather than a placebo. 

Exploring on-going clinical trials is a critical step in treating patients with 
metastatic melanopma as is discussing the role and service provided by the 
hospice team, as the prognosis for this condition is poor overall. While it is 
clear that a variety of treatments need to be considered  once melanoma 
brain metastasis has occurred, the most important lesson we can learn 
from the case of Mr D is the importance of prevention – educating patients 
about sun awareness and regular mole checks to catch melanoma before 
metastasis occurs.  
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Flying Doctors: Pre-hospital Care in New Zealand

Mohamad Atif Slim was the Academic Editor at the NZMSJ in 
2013. He has broad interests in critical care, general surgery, 
and public health, and spent his six weeks with London’s Air 
Ambulance as part of his final year elective at medical school. 
He works at Waikato Hospital.

Dr. Atif Slim
1st year House Officer
Waikato Hospital
Hamilton

Being part of the flight crew of an air ambulance is probably the closest one 
can get to being the real-life version of a comic book superhero: you fly, 
you respond to calls of distress, you wear a jumpsuit costume, and you also 
happen to possess incredible superpowers (the technological Batman-type, 
not the Superman-type). 

Given the country’s low population density, varied topography, and 
substantial rural population, New Zealand’s air ambulances have played 
an important role in medical retrieval, especially in cases where access to 
secondary care by land transport is difficult, time-consuming or dangerous 
to the patient. They have come to occupy a highly visible profile in the 
community: rescues are frequently featured in the news, and more recently, 
missions by services in Auckland and the Coromandel have been serialised 
on the show Rescue 1 for national television.

Contrary to this high profile of flight rescues, New Zealand undergraduate 
medical training provides very limited, if any, exposure to the pre-hospital 
setting. Emergency physicians and trainee registrars in the country do 
periodically get dispatched on pre-hospital missions across the country—
pre-hospital care forms part of the core curriculum of the Australasian 
College of Emergency Medicine (ACEM)—but ambulances in New 
Zealand, not just of the aerial variety, have historically been modeled 
around paramedic- or technician-based first response care. Although 
equipped and trained to provide some degree of stabilisation to the acutely 
unwell patient, first responders are frequently limited by both resource and 
expertise to provide definitive medical care, which remain confined to the 
hospital. Rather than to ‘stay and play’ for (relatively) extended periods of 
time, pre-hospital services are modeled to primarily stabilise, then ‘scoop 
and run.’ 

But there is growing recognition internationally of the importance of the 
pre-hospital period for a lot of patients. For example, we already know that 
many of the acutely unwell are more likely to have favourable long-term 
outcomes if they are treated as closely to the onset of their symptoms 
as possible, as in the case of ischaemic stroke or ST-elevation myocardial 
infarction.

Dr Marietjie Slabbert, an anaesthetist-intensivist in the United Kingdom, 
recently completed her six-month secondment as a pre-hospital registrar 
at London’s Air Ambulance. She shared her thoughts on why the pre-
hospital period is also important in trauma: “Up to 50% of patients who die 
from trauma injuries die within minutes of the injury. From the moment of 
injury, the clock starts ticking. The more critically injured or ill a patient is, 
the more every second matters. The pre-hospital field is the arena where 
true life-threatening airway, breathing and circulatory emergencies have to 
be addressed if a patient stands any chance of making a meaningful survival.”

In September 2011, Auckland District Health Board and the Auckland 
Rescue Helicopter Trust (ARHT) collaborated to establish the Auckland 
Helicopter Emergency Medical Service (HEMS), which is New Zealand’s 
first dedicated paramedic-doctor partnered pre-hospital care service. “Our 
model of care enables earlier critical interventions,” described Dr Chris 
Denny, an Ontario-trained emergency physician who has been the Medical 
Director for Auckland HEMS since its inception. “This places emphasis on 
the development of a high-performing clinical team. Auckland HEMS is 
the only service providing daily senior doctor coverage on a rotor-wing 
platform [in New Zealand] at this time.” It is also the only ACEM-accredited 
centre for Special Skills training in Pre-hospital and Retrieval Medicine in 
the country. Doctors in the crew include consultants and registrars from 
a variety of backgrounds, including emergency medicine, anaesthetics and 
intensive care at the three main Auckland hospitals. 

So, how does a doctor in the helicopter improve on the current model? 
HEMS amalgamates pre-hospital services with some aspects of hospital-
level care, and allows the pre-hospital team to function as an extension 
of secondary care, rather than a separate and chiefly ambulatory service. 
“Our goal is to provide seamless care from the roadside through to the 
bedside,” explained Dr Denny. He stressed that a doctor-included model 
is not meant to substitute for the role of advanced paramedics, but to 
complement what they do. Indeed, a unique aspect of pre-hospital care for 
the doctor is the close working relationship with professionals from other 
disciplines, including paramedics, pilots, and flight nurses.

“We [doctors] form part of the flight crew,” explained Dr Denny. “Teamwork 
is defined as task interdependency. Working within our flight crew, the 
intensive care paramedic provides leadership at the scene. As we transition 
towards definitive care, the doctor provides clinical leadership. This may 
require a technical procedure or it may involve timely communication with 
our hospital teams”—such as the trauma team, the cardiac catheterisation 
laboratory, or the neurologists in the case of an acute stroke.

Auckland HEMS presently receives an average of one call-out per day, 
although they can become much busier in summer. They cover the whole 
of Auckland region with some overlap with Northland and Waikato. 
“Within this region is roughly one third of the population of New Zealand,” 
said Dr Denny. Potential missions, either medical or trauma, are initially 
triaged at the St John’s Ambulance Communication Centre. The flight crew 
is dispatched based on the National Ambulance Sector Office’s call-out 
criteria, taking into account difficulty of access to the patient (such as in 
remote places), the number of patients involved, whether it is a time-critical 
condition, as well as the skills required to stabilise the patient. 

Pre-hospital care is a fast developing area of medicine: rather than being 
singly aimed at transporting the patient to the hospital for a necessary 
intervention, some of these interventions are now happening in the 
ambulatory setting.

Aside from basic pre-hospital interventions such as splinting, non-opioid 
pain relief, and non-pharmacological haemorrhage control, the presence 
of a trained doctor allows for the flight crew to employ more specialised 
investigations and interventions, including rapid sequence intubation (the 
role of which remains controversial in the pre-hospital setting), point-of-
care sonography, or nerve blocks—all of which, until now, could only be 
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performed in the hospital resuscitation bay in New Zealand. Overseas, 
increasingly sophisticated interventions are also being employed, which 
include thrombolysis, mechanical chest compressions, on-scene limb 
amputations, and roadside thoracotomy to stem haemorrhage. London’s 
Air Ambulance, amongst the pioneers in the field, is currently trialing the 
role of resuscitative endovascular balloon occlusion of the aorta in pre-
hospital trauma response.

Auckland HEMS is also pioneering change in New Zealand’s pre-hospital 
landscape. “One new intervention we are considering is the role for pre-
hospital blood products. There are specific instances, such as prolonged 
entrapment with multi-system injury and hemorrhagic shock, where we 
think there may be benefit to our patients with the early administration of 
blood,” said Dr Denny.

Internationally, the field is becoming progressively more robust and visible 
as a sub-specialty of its own within critical care medicine. Across the 
Tasman, the Queensland state government revealed plans in July to unroll 
the doctor-paramedic HEMS model across the entire state, recognising 
pre-hospital care’s role in patient care. Closer to home, New Zealand’s 
first HEMS looks to stay. Originally developed as a two-year pilot, Auckland 
HEMS has recently secured funding for another three years. “Pre-hospital 
care is entering an exciting phase in New Zealand,” explained Dr Denny. 
“New national dispatch guidelines will soon be in place.”

However, the challenges of pre-hospital care are not simply limited to the 
medical, according to Dr Slabbert. The ambulatory setting necessitates a 
small team—often times comprised of only a doctor and an advanced 
paramedic—working under pressure in an ever-changing environment. “It 
presents unique challenges for both my technical (clinical) skills as well as 
non-technical skills such as situational awareness, leadership, teamwork and 
decision making.”

Nuanced aspects not encountered in the hospital setting include extrication 
issues, liaison with other community agencies (such as the fire brigade 
in a fire, or the police in a shooting), crowd management, as well as the 
unpredictable, unfamiliar, dynamic pre-hospital environment which, unlike 
the bedside, is very rarely within the control of the attending crew—it is 
not impossible to have to perform delicate procedures, such as intubation, 
in the dark, in the rain, or by the roadside. Pre-hospital care is a lot of 
medicine, ad hoc. Under such circumstances, safety for both the crew and 
the patient is paramount, and considerations such as whether there is any 
fuel leakage at the scene of a road traffic collision, or if the handbrakes had 
been pulled, become second nature. The human aspects are themselves 
no less: the pre-hospital crew is often times the first to speak to family, or 
members of the public, who were witness to a traumatic event or a death.

Pre-hospital care can be as much about managing time, people, and 
resources as it is about medical management. The crew needs to be able 
to adapt and improvise at a moment’s notice. “I have to go back to basics 
without having all of the technology present in an emergency department 
like CTs and blood tests,” explained Dr Slabbert. And, at times, “every 
second literally counts.”

“The saying ‘thinking on your feet’ becomes a true reality in pre-hospital 
care,” she added. Sometimes the environment can be challenging and shifts 
can be fatiguing, but I continue to learn something new in every job.”

Dr Denny echoed a similar sentiment: “Part of what is great [about pre-
hospital care] is the challenge. As a doctor, you bring all of your knowledge 
and skills in medicine, learning to work well with other professionals to care 
for patients in austere conditions.” 

And he was clear: “The rewards are immense.”

Dr Denny has one final word for readers: “We are looking at ways to 
engage with the future doctors of New Zealand. At present, we are 
working to develop a longitudinal elective in resuscitation. One motivated 
senior medical student is serving as our test pilot [this year].  Watch this 
space in 2014.”

For more information about Auckland HEMS, please visit their unofficial 
blog at www.aucklandhems.com or follow them on Twitter @aucklandhems

ARHT AKB117 Helicopters
Photo:  Auckland Rescue Helicopter Trust

London HEMS Training Session.
Photo: Atif Slim

Auckland HEMS Crew Member
Photo: Christopher Denny



19The New Zealand Medical Student Journal Number 18~19 September 2014

ARTWORK 

Name of piece:   Novellita 
Artist:   Chen (Eileen) Zhou 

Definition   Latin Novellitãs, new

Inspired by the colours of spring, this is the first mixed media piece I have 
created. It uses different materials to explore the concept of trying new and 
novel things. This is a concept that influences my life. Often, we let fear and 
apprehension divert us from our aspirations. Realizing what is needed to 
achieve our dreams, and immersing ourselves in the experiences that it 
brings, I believe that we can truly make the world our oyster. 

FEATURE : ARTWORK

BACKGROUND 

Looking back on my experiences thus far, I have been very privileged. I have 
been seen and listened to inspiring people, enjoyed the thrill of travelling, 
and had the luxury of a good education and a caring environment. There 
are very few experiences that I would want to change. A few, however, 
stand out to me. 

These are the missed opportunities; moments where I did not make an 
attempt, out of fear or inertia. I did not push myself outside of my comfort 
zone, try new things and hence, failed to realize opportunities that were 
given to me. William Arthur Ward once wrote: “If you can imagine it, you 
can achieve it; if you can dream it, you can become it.” I know that new 
experiences await me; all I need to do is to try.
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Earlier this year, I had the privilege of attending a Narcotics Anonymous 
(NA) meeting as part of my studies. Like most people who are first 
introduced to the concept of addiction, I did not really understand it; there 
seemed obvious answers to obvious questions. Nevertheless, the cruel 
stigma that surrounds addiction sparked my intrigue as to who I would 
find at the meeting. I was expecting narcotic addicts to fit nicely into the 
stereotype of “crack heads” and rock and rollers, but these preconceived 
ideas I had could not have been more wrong. My trip to NA showed me 
the raw human side of addiction. Here, narcotics were given no glamour, 
and the honesty in which people spoke about the destruction of their lives 
humbled me. I found this experience very thought-provoking.

When I first turned up to the NA meeting, I felt like a stranger. I heard a 
member say, in a half-joking tone, “These must be med students.” It was me 
that was out of place in this closely-knit group of people. I looked at myself 
and wished I wasn’t so obviously a med student. Amongst these people 
with troubled pasts, I felt that my clean and easy life was a personal flaw. I 
hadn’t been through what they had, but I hoped they would at least give 
me a chance to try and understand. 

The meeting was run by an addict that had been randomly assigned that 
evening. I liked the fact that any addict could run the meeting because it 
meant that this meeting would have particular significance to the person. 
When someone leads, s/he often feels a deeper commitment and have 
the added influence of being a role model. The meeting started with a 
common prayer which ensured that everyone present was committed to 
the same mission statement. Everyone was fighting the same battle and 
they were all in it together. From there, the right to speak was passed 
around to every member. There was no interruption and no pressure to 
finish. Each addict was given the right, and the time, to get whatever they 
needed off their chest. 

“Good evening, I’m Mrs X, I’m an addict. 17 years clean, and today I had a 
bad day.” 

This is a statement that will stay with me for a long time. It was this 
statement that made me realise that I really had no idea what it was like to 
be an addict. As a 22 year old, it was astonishing to consider that for as long 
as three quarters of my life, this woman had not touched narcotics, but still 
to this day was being consumed by the addiction. Her life was precariously 
balanced on the cliff of drug addiction which left very little room to move. 

FEATURE : REPORT

A View From the Inside

Cam Loveridge-Easther is a 2nd year house surgeon in 
Tauranga hospital. He enjoys surgical specialties, but also has a 
healthy interest in medicine out of the hospital setting - such 
as the developing world (especially if there happens to be a 
good surf break nearby).

Cam Loveridge-Easther
2nd Year House Officer
Tauranga Hospital
Tauranga

Some addicts talk about “handbrakes”, without which their life would spiral 
out of control. Every addict in the room talked about their addiction in a 
similar way. The ability of people to reflect on their addictive behaviour 
as well as other personal flaws made a great impression on me. At the 
meeting, people talked about their selfishness, their cruelty to others, and 
their intolerance. All flaws which are inherent in all of us.

But then they talked about ways to improve who they were. They said 
things like “every single day I wake up and tell myself to be kind, caring, 
and loving to myself and those around me.” They felt that the addiction 
had seeded or exacerbated these negative characteristics in themselves; 
therefore in order to fight the addiction, they must also fight their other 
personal problems.

“Hi, my name is Y. I’m an addict, one month clean today, and this week I 
don’t know what went wrong. I hated the people that look after me the 
most and I wanted to hang out with the people that do me the most harm. 
I was itching for drugs and I was ready to screw it all up.” 

In response, several members of the group murmured, “I used to be 
there…I used to do that all the time, but do you know how I dealt with it? 
I learnt to laugh at my brain, pity the voice that told me I needed drugs. I’d 
patronise it when it started craving, I’d tell it to shut up and sit in the corner, 
that it was pathetic.”

What I was witnessing was the passing of coping skills. The older addict 
knew exactly what the younger addict had been through and was sharing 
ways in which he survived the tough times. I saw the younger addict listening 
intently to try and learn from the older addict. I also saw the amount of 
support that was created by the group. To experience cravings alone must 
be very overwhelming, but to express these feelings to a group who have 
all gone through similar episodes, and to hear others’ methods of coping 
must make issues seem more bearable.

WHAT IS NA?

At the time NA was started, narcotic addiction was prolific. Narcotics 
Anonymous sprang from the Alcoholics Anonymous programme in 
the 1950’s in Los Angeles. Since then, it has expanded globally- now 
approximately 58,000 weekly meetings are held in over 131 countries and 
information pamphlets are available in 39 different languages. Members 
come from all ethnic and religious backgrounds, demonstrating how 
addiction truly does not discriminate for race or creed.

There are no fees to join NA, but the funding for facilities comes from 
donations made by members. NA strives to be completely self-supporting 
so will not accept any donation made by non-members- they refused to 
take my gold coin as the money tin was passed around. To keep things 
simple, people do not endorse, express opinions, or take a stand on 
anything outside the sphere of their own activity. NA is not affiliated with 
any other organisations, does not employ any professional counsellors or 
therapists, or offer any correctional facilities or clinics. It is purely a way of 
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getting addicts together so that they can help each other. However, there 
are local service committees and a larger World Services conference which 
act to provide guidance and develop emerging NA communities.1

HOW DOES NA WORK?

A cohort study conducted by Dr George Valliant, an American psychiatrist 
and addiction expert, found four factors shown to be widely effective 
in relapse prevention: substitute dependency, new caring relationships, 
external supervision and increased spirituality. These are principles held 
strongly in both Narcotics and Alcoholic Anonymous, and interestingly 
cognitive behaviour therapy.3

The concept of substitute dependency and forming new caring relationships 
was very obvious in my NA meeting. NA offers the structure and reliability 
as a medium for addicts to deal with their drug dependency. A woman I met 
that day had apparently relied on NA as an emotional outlet and coping 
strategy for 17 years, instead of depending on narcotics. As for newcomers, 
there are no expectations- the people there don’t know how “successful” 
you could have been or what you threw away for your addiction, and 
therefore they do not judge you. From your first meeting on, you can only 
improve and this is the strength of these new relationships.

A lot of the addicts at my meeting talked about their “sponsors”, best 
described as mentors (usually previous addicts) whose role is to externally 
supervise. With addiction, people are always so dangerously close to 
relapse that it may only take one unfortunate event to overcome the 
addict’s personal coping strategies. The sponsor is someone who you 
share everything with, but are external to your problems so will not be 
overwhelmed by the same events. They are then in a position to give useful 
advice when the person is close to losing control. Sponsors are there to 
tighten the “handbrakes”.

The core of NA therapeutic regime is a 12 step programme which was 
first developed in Alcoholics Anonymous.2 What interested me about the 
12 steps was the large role that “God” played in being able to achieve 
recovery. This “God” figure is not a religious figure but an individual 
understanding of the spiritual principles of the programme. God can be 
whoever the member wants them to be. 

The spirituality was an interesting concept for me, and initially I was unsure 
why it was incorporated. One argument is that religion is the “opiate 
of the masses”. 4 This means that religion can be a secondary source of 
endorphins for drug addicts3 which can hypothetically reduce or substitute 
the drug cravings. However, I think there is more to it than this. I believe that 
addicts carry a lot of guilt, so a higher spiritual power is a figure to which 
they can direct their redemption. I also feel that spirituality determines a 
lot of what a person considers to be their identity and thus have strong 
influences on behaviour. For example, Mormons abstain from coffee not 
for health reasons but purely for identity reasons. Similarly by giving addicts 
a new identity through the acquisition of a higher power, they can now say, 
“I am a member of NA, and therefore I do not do drugs”.

DOES NA WORK?

In short, the success of NA is very hard to measure. Addiction is not 
necessarily something that can be cured, and everyone attending NA is an 
addict. What NA likes to look at are areas of life that have been enriched 
since becoming a member. Recently, a membership survey released 
by NA World Services reported that 92% had improvements in family 
relationships, whereas 88% had improvements in social connectedness. 
What NA strives to do is repair the damage made in people’s lives by their 
addiction.1

NA gave me an insight into the torments of addiction. What I saw in NA 
was the product of the desire of many addicts to come clean. They needed 
something, and NA is what they have produced and, over the years, refined. 
It was generated by the mind of an addict for the minds of other addicts. 
To conclude, I was genuinely humbled by my experience visiting NA. To be 
exposed to the raw wounds of a person’s life and to witness the effort 

towards healing was poignant, even more so because it was a disease I 
had never understood. Addiction is a silent parasite which, to many, has 
very little success of cure. As a future member of the medical community, 
I think it was very important that I experienced an NA meeting. I would 
recommend this to anyone else who wishes to improve or expand their 
ability to provide care for a diverse population.

REFERENCES

1. Narcotics Anonymous World Services, Inc. 
Information about NA. 
Van Nuys: NA. http://www.na.org/admin/include/spaw2/uploads/pdf/PR/
Information_about_NA.pdf.

2. Narcotics Anonymous World Services, Inc. 
Who, what, how, and why: Reprinted from the white booklet. 
Van Nuys: NA, 2000. http://www.na.org/?ID=ips-an-an-IP1.

3. Valliant,GE. 
Alcoholics Anonymous: Cult or Cure? 
Australian and New Zealand Journal of Psychiatry 2005,39 (6): 431-436.

4. Marx, K. A 
Contribution To The Critique Of Hegel’s Philosophy of Right. 
Paris: Deutsch-FranzösischeJahrbücher; 1844.



The New Zealand Medical Student Journal Number 18~19 September 201422

FEATURE : OPINION

Cancer and the Military Metaphor

Clare is currently in her final year of medical school, based in 
Rotorua. She is interested in the way we use language within 
medicine (sometimes to clarify and sometimes to confuse). 
Her current medical interests include the quality and safety 
movement, global health and sustainability, and the interface 
between psychiatry and public health.

Clare Mclean
6th Year Medical Student
Auckland School of Medicine
University of Auckland

INTRODUCTION 

Aristotle described metaphor as ‘giving something a name that belongs to 
something else’.1 The language of medicine is often ambiguous and confusing, 
in part because clinical medicine is not an exact science, but rather a blend 
of science, human emotions and abstract variables. Metaphors are a way 
of connecting new experiences to familiar, emotionally-laden ones, creating 
a means to interpret the unfamiliar and often frightening.2 Metaphors 
reframe complex issues and help to provide meaning.3 One metaphor 
ingrained within our medical rhetoric is that of war, and this is particularly 
prevalent in the discourse of cancer.4

The purpose of this piece is to examine the history and implications of the 
military metaphor in regards to cancer. The language of medicine, both lay 
and professional, is thoroughly infused with the language of war.5 The military 
metaphor has become a central part of clinical language as a way to aid in 
understanding of complex pathophysiology, with words such as ‘insidious’ 
and ‘malignancy’ now reflecting both clinical and metaphorical meanings.6,7 

Furthermore, as a society, we have adopted the military metaphor as a way 
to interpret cancer. It gives us defined roles in an unfamiliar and frightening 
scenario.  Doctors and patients speak repeatedly about fighting cancer and 
winning the war.8 Metaphors illuminate complex issues, but they are also 
capable of creating stereotypes and stigma. Mabeck and Olesen argue that 
metaphors do not just describe similarities, but create them. Upon entering 
our conceptual system, metaphors alter that system and the knowledge, 
attitudes and behaviours to which that system gives rise.9The challenge 
of balancing the instinct to fight with words of healing and acceptance is 
fundamental to medical practice.8

METAPHOR IN MEDICINE 

Metaphors enable a conceptual understanding of disease. Most diseases 
are too complex to consider in terms of every molecular detail. Text book 
explanations of physiologic processes are heavily reliant on metaphors. As 
technology has developed, we have modified our metaphors to reflect the 
changing world around us, and so have come to deeper understandings of 
the processes of the human body.10

Furthermore, clinical medicine is more than a series of complex biological 

events. The setting of clinical medicine within the real world means it is 
always embedded within human experiences. Emotional experience 
cannot be conveyed by literal language. Attempting to find clarity, doctors 
and patients alike turn to metaphors to communicate about serious illness.3 

Metaphors can add clarity and depth of meaning. They provide a way for 
doctors to bridge the gap between physicians’ and patients’ understanding, 
allowing patients means to conceptualise their illness.8

Patients can use metaphors to put their emotional panic and fear into 
words.3Metaphors help in clarifying the contextual meaning of complex 
and new situations, giving means to understand the unknown by drawing 
upon past experiences and present knowledge. 

Metaphors allow patients and doctors to foster a feeling of safety through 
ambiguity. They are used to discuss complex and risky situations in a non-
threatening and indirect manner.3The problem with this type of usage is 
that metaphors can ‘freeze’.3They can limit the way we think about the 
situation. Thus, with regards to the war metaphor, all facts and knowledge 
related to warfare can be thought to apply entirely to cancer therapy as 
well, resulting in a desire to ‘fight to the bitter end’.8

The limitations of language contribute further to constrain our thinking. The 
particular vocabulary and syntax of any given language makes it easier to 
express some things more than others. This is true of medicine. There are 
many words for different types of respiratory infection but only one word 
for poverty. This means we can become less aware of some important 
causes of symptoms than of others.12

HISTORICAL BACKGROUND OF THE MILITARY METAPHOR

There is a long history of the usage of the military metaphor in medicine. 
The poet John Donne described his illness as a cannon shot and a siege 
in 1627. Later, advances in microscopy would reinforce this concept of 
disease as a ‘rebellious invader’. Additionally, nursing practices in the late 
18th century were characterised by military notions of loyalty, orders and 
ranks.8

The fear and stigma associated with cancer were significant for much of 
the 20th century. For the first half of the century, public use of the word 
‘cancer’ was relatively rare and patients often concealed their disease from 
friends and relatives. Cancer was seen as mysterious, sinister, shameful 
and fatal.6 Even the word cancer is derived from the Latin word for ‘crab’, 
embodying the invasive nature of the disease.8 Following World War II, the 
American Cancer Society began a campaign for early detection of breast 
cancer, employing military metaphors linking the war against breast cancer 
to the recent military victory. This military rhetoric energised public opinion, 
maximised public donations and inspired patients, for whom it enabled an 
escape from the stigma and mystery of cancer.13

In 1971, Richard Nixon signed the National Cancer Act into law, putting 
physicians on the front lines and calling for ‘the conquest of cancer’.8It 
seemed as though cancer was simply the next enemy to be soon 
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overturrned. Although casting cancer as an evil enemy provided motivation 
and energy, it alsointensified public perception of cancer as terrifying and 
uncontrollable.14

STRENGTHS OF THE MILITARY METAPHOR

The parallels between war and cancer have assisted the persistent use 
of this metaphor over decades. There is a clear enemy (the cancer), a 
commander (the physician), a combatant (the patient), allies (the healthcare 
team), and weaponry(treatment). Furthermore, the military metaphor 
reflects a serious purpose and has a strong focusing power. The images of 
power and aggression conveyed provide a counterpoint to the passivity 
and hopelessness experienced by many patients.10

A metaphor of battle can be motivating to those patients who want to 
fight their disease. The metaphor can help restore patient autonomy and 
eliminate some of the stigma and mystery of the disease. Penson argues 
that comparisons with actual historical events can prove useful for some 
patients as a means of conveying empathy and understanding.8 It has even 
been proposed that metaphors such as this are simply a natural product 
of the disease experience.5 For example, a woman diagnosed with breast 
cancer may naturally feel ‘under attack,’ and this feeling is conceptualised 
into wanting to ‘fight’ and not give up. 

The metaphor of war gives us a clear sense of role in a new and frightening 
situation. It provides a simplified model of right and wrong, and knowledge 
of where to direct the sense of indignation and hopelessness invariably 
present upon diagnosis.. Furthermore, the war metaphor has given us a 
framework to think about the physiology and pathological origins of the 
disease process involved in cancer.13

LIMITATIONS OF THE MILITARY METAPHOR

Despite the metaphor of war playing a pivotal role in our understanding 
of cancer, it is important to recognise its limitations. Like any metaphor, it 
cannot describe either the mechanism or the experience of cancer itself 
in their full complexity. Problems with the military metaphor fall into four 
main categories. These are its paternalism, its suggestion that fighting hard 
enough will lead to victory, its implicit encouragement of action at any cost, 
and conceptual weaknesses within the metaphor.10

For many patients, fighting and war are not ways in which they wish to 
comprehend their illness. This reflects a fundamental problem of all 
metaphors: each person carries a unique set of ideas and experiences which 
will influence their interpretation of the metaphor.   A single metaphor will 
thus never work for all of us. Reisfield and Wilson10 argue that the notion of 
war is inherently paternalistic, power-based and violent. Some patients have 
personally experienced war and do not wish to repeat the experience.10 
Paediatric oncologists find that the military metaphor does not work well 
with children, who learn quickly to associate war with dying and death. It 
can lead to children feeling that they are solely responsible for fighting their 
cancer.8 Furthermore, the metaphor of war has evolved into something of 
a myth, with many historians now arguing that modern warfare has become 
so horrific that people would no longer support war ever being a justifiable 
activity.14

The military metaphor also carries with it the suggestion that defeating 
cancer (winning the war) is only a matter of fighting hard enough.8,10 For 
many cancers, this is not true. When a patient is facing a terminal diagnosis, 
using a metaphor of war can add to a sense of failure as their condition 
continues to deteriorate.8 Limitations in medical knowledge and treatments 
create inevitable treatment failures and losers.10Within the framework of 
the military metaphor, treatment failure can instead be perceived as the 
patient’s failure.  The transition into palliative care implicitly represents 
failure, and the desire to keep fighting and not lose the battle may act 
as an impetus for physicians and patients to try additional therapies with 
little medical benefit.3 The military metaphor has created a culture in which 
quitting is not acceptable, leaving patients who opt out feeling guilty and 
inadequate.10

Medicine has grown out of an environment dominated by masculine 
thought, in which emotional restraint and the pursuit of power are 
rewarded.8Hodgkin12 suggests that the ‘medicine is war’ metaphor casts the 
patient as passive and uninvolved and the physician as active and in control, 
thereby subtly influencing the way both parties interact with each other 
and how they go about deciding on courses of action. Bioethicist George 
Annas14 calls the military metaphor ‘antiquated’ and blames it for leading 
people to ‘over mobilise’ and view medicine in a dysfunctional manner.14 
Taking action is seen as a virtue, with technologies as weapons and doctors 
in control.12 This view is characterised by an emphasis on solving problems 
with more technology.8 In Annas’14 opinion ‘military thinking concentrates 
on the physical, sees control as central, and encourages the expenditure of 
massive resources to achieve dominance.Although it is easier for doctors 
to bear the failures of medicine if the ‘real’ enemy is construed to be the 
disease, the doctor’s self-image of battling against disease may not be in the 
patient’s best interest. The aggression with which we approach illness can 
be at the detriment of our patients, who can undergo unnecessarilyinvasive 
procedures or last resort treatments as a result of the medical desire to 
‘do something’.12

The metaphor of war also carries conceptual weaknesses with reference 
to cancer. This metaphor implicitly condemns the patient. The cancer cells 
develop from one’s own body. This means the enemy is not a bacterium or 
foreign contaminant, but something within the body malfunctioning. Like the 
ancient view of sickness stemming from inner sin, cancer implies some inner 
flaw.10 The physician’s chosen weapon of chemotherapy indiscriminately 
destroys both sides, the cancer cells and the immune system, with their 
battlefield being the patient’s body.8 Furthermore, Reisfield10 argues that 
the metaphor’s clear focus on the biomedical parameters of the disease 
means that other important aspects of the illness experience such as the 
social, psychological, and existential are ignored. Giving the patient the role 
of ‘soldier’ often casts guilt on cancer victims, either implicitly or explicitly.10 
They feel the need to put the rest of their life on hold and focus on the war 
effort, losing a potential opening through which to understand one’s life in 
the context of illness.10 The widely held belief that a ‘fighting spirit’ will lead 
to better outcomes or even cure has been disproven.16

ALTERNATIVES TO THE MILITARY METAPHOR

Susan Sontag17 famously argued against the use of any metaphor for illnesses 
in her 1978 essay ‘Illness as Metaphor’ believing metaphors add to the stigma 
and fear surrounding an illness. She felt that cancer in the twentieth century 
had become ‘spectacularly encumbered with the trappings of metaphor,’ 
and had become ‘not just a lethal disease, but a shameful one’.17 More 
recent writers have argued that Sontag’s interpretation was too simplistic, 
asserting that metaphors are a product of the disease experience as well 
as acting as a transforming impact upon it.5,6 The mysterious nature of illness 
means that metaphors are needed to provide vision and understanding. 
However, it is important to acknowledge Sontag’s fundamental point: 
metaphors are not simply evocative powers of speech; they have the 
power to shape our understanding.6

Choosing metaphors wisely can increase patient satisfaction, improve 
healthcare outcomes and reduce costs.10Since we all possess different value 
systems and experiences, it is not appropriate to simply label metaphors 
as good or bad. The aim should instead be to find the best metaphors for 
a patient’s situation and frame of reference. Physicians should listen to the 
metaphors their patients use and work with these metaphors. Metaphors 
should be able to evolve and change through the course of an illness.10

Reisfield and Wilson10 suggest that the metaphor of cancer as being a 
journey may be more useful for both patients and physicians. The metaphor 
of life as a journey already exists. The prognosis for patients diagnosed with 
cancer has changed immeasurably over the last century. The disease has 
been transformed from an acute and terrifying event into a chronic illness 
which can go on for many years, embedding itself into life narratives. The 
journey metaphor of cancer still allows for discussion of goals, direction 
and progress.10

A cancer diagnosis can be viewed within the framework of the journey 
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metaphor as being a chance to change direction. The image of our lives as 
high speed travel along a road means they are often focused on the future, 
on arrival at a destination. The alternate byways imposed by serious illness 
may involve suffering and uncertainty. However they may also provide 
opportunity to discover new sources of meaning and opportunities for 
personal growth. Thus, this metaphor opens possibilities: for exploration, 
hope, discovery and change. The journey will continue beyond cancer 
treatment, and its route may be shortened or hoped-for destinations 
bypassed. Importantly, there are no winners, losers or failures; only different 
roads to travel.. In this metaphor, physicians are companions and guides 
accompanying the patient through their journey.10

Annas14 suggests that a new metaphorical framework is required if the 
US healthcare system is to be successfully remodelled. He argues that it 
is the way we think about health and disease as a whole that influences 
our opinions and mentality towards disease. He proposes the ecologic 
metaphor. This metaphor uses concepts of balance, limited resources and 
community to help us confront the limitations of treatment, and emphasise 
sustainability and quality of life. Death would no longer be seen as the 
negative outcome or as defeat. There is a need to examine our attitudes 
towards life and death and what the goals of medicine are. This metaphor 
widens the focus from individuals to consider public health and preventative 
measures.14

Perhaps the most obvious solution is to allow patients to devise their own 
metaphors, drawing on their own values and experiences. There are many 
examples of patients devising their own metaphors in lay literature. One 
patient suffering from metastatic prostate cancer used the metaphor of 
climbing Mount Everest. He recognised that both experiences involved 
physical and technological challenges, with treatment as a dangerous 
uphillslog. The metaphor transformed his need for oxygen and a cane (his 
metaphoric “ice axe”) from symbols of illness into tools he could use to 
reach the mountain’s summit.

Other patients have used similar sports metaphors (for example running a 
marathon or a bicycle race), chess matches, drama, and dance to describe 
their experiences..10

It is also important to address the way in which medical language itself is 
embedded with words of war. As understanding grows, other metaphors 
have arisen to explain concepts such as the regulation of cellular division, 
angiogenesis, and therapeutic strategies, such as boosting immune 
competence.8 Just as scientific knowledge evolves, so do the metaphors 
used to describe it. 

CONCLUSION

Metaphors are powerful, and can be both enabling and disabling.5The 
language we use influences our perception of the world. It is important to 
be aware of the impact of metaphor on our individual and social narratives. 
The military metaphor has played a central role in discourse on cancer over 
many years.10There are clear parallels between war and cancer, and the 
military metaphor persists because it continues to provide defined roles 
and tasks in a confusing and uncertain situation. However, the limitations of 
the metaphor are clear. It encourages fighting at any cost, creating a medical 
culture where resources can be used in order to fit aclinician’s need to act 
somehow, despite the lack of clear medical indication. Patients can feel as 
though they are inadequate if they fail to ‘win the war’.  There are many 
viable alternatives to the military metaphor, including considering life and 
diagnoses to be a journey, and the health system as an ecological system. It 
is our responsibility to consider whether the militarymetaphor has a place 
within modern discourses on cancer. Although this metaphor has framed 
our thinking on both a scientific and societal level, it may, like war itself, have 
outgrown its usefulness. 
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You shook with the effort of dying. 
There was a storm outside 
and you couldn’t find your way home. 
I waited for your cry to take down the night. 
You were silent as dream.

I dreamed you, baby girl, 
even as I watched you die. 
I dreamed you running up the steps of your home, 
I dreamed you laughing with your mother, 
I dreamed you having children of your own. 

I dreamed you waking up. 

They all gathered there to watch you die.
The spectacle of your fitting, 
your fevering, your heart thumping,
breath gasping, eyes rolling
seemed grotesque entertainment. 

We shared the same God and that night 
I lost you both. 

Grief dove inside me sudden as a sparrow, 
beat its wings hard against my ribcage.
Every breath I took whispered guilty guilty guilty.

I left you there.
I left you there all dressed up in pink frills 
and clown makeup, you looked as though 
you  could not have been real. 
They swatted the flies from your face 
and started to dig your grave. 

I caught the next boat the next bus
the next plane out of there, 

came home but the world was a mess. 
Voices were too loud, the sun was too bright, 
even the air scratched me. 

I came home, your face tattooed into my eyeballs 
sometimes when I cry ink runs down my cheeks.

I came home shouting: 
Look! 
Can’t you see, can’t you see, 
can’t you see?

I came home crying:
We are not in a game of musical chairs 
I don’t understand why someone always 
has to be left without a seat. 
We are not in a game of musical chairs
I don’t understand why someone always 
has to  be left without a seat. 

You are dust in my throat
the metallic taste of blood
in my mouth 
the face of every child 
we have lost. 
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INTRODUCTION

Three principles form the basis on which every doctor-patient relationship 
should ideally be built- beneficence, non-maleficence, autonomy.1 In New 
Zealand, the third guiding principle, autonomy, is fraught with tension 
when considered alongside the legislation laid out in the Mental Health 
(Compulsory Assessment and Treatment) Act 1992 (“the Act”).2 There are 
a raft of reasons which can explain why the Act should be used to enforce 
treatment upon a patient.3 These include a patient’s lack of competency 
to make decisions, the potential for societal harm, the maintenance of 
patients’ rights,2and the recent changes to the Privacy Act 1993,4which is 
used in conjunction with the Act. However, there are several flaws with 
these arguments and, therefore, reasons against using the Act to impose 
treatment. These include some ambiguity regarding the definitions provided 
in section 2 of the Act,5 the lack of the maintenance of the fundamental 
right to refuse medical treatment,2 the potential for patients to experience 
harm as result of enforced treatment,6 and lastly, systemic issues regarding 
compliance to the Act.7When these reasons, both for and against the use 
of the Act, are juxtaposed, it becomes clear that the Act should be imposed, 
but only when very specific criteria are met. 

REASONS FOR THE USE OF THE ACT

The first is simply that a patient may not be mentally competent, in terms 
of their mental health, to make a decision for themselves. Section 2 of the 
Act2defines the condition a patient would need to be in before they can be 
forced to undergo treatment in a fairly wide manner, the extent of which 
includes some patients who have not been clinically diagnosed as suffering 
from a mental illness.5 For example, some patients with a severe personality 
disorder (which is not clinically defined as a mental illness) may qualify for 
compulsory treatment under the Act.5,8

This definition is discussed in the judge’s ruling in Waitemata Health v 
Attorney-General9which concluded that it was a patient’s presenting 
symptoms or their behaviour, and not necessarily a clinical diagnosis which 
would indicate whether that particular patient required treatment under 
the Act. However, because the focus of the case was not on this specific 
matter, the decision in Waitemata Health is not binding for future decisions 
and this description remains contentious.5The statute states the reasons 

why the patients who fit the above definition, are required to undergo 
compulsory treatment – posing danger to themselves or others or having a 
diminished capacity to care for themselves,2 therefore clearly demonstrating 
one of the prime benefits of using the Act. 

The second indicator that the Act should be used to provide compulsory 
care closely relates to the first. It is that there is a social good in ensuring 
these patients are required to undergo treatment and therefore limiting this 
particular patient’s ability to harm others.2 The factors that are considered 
when looking at the potential for societal harm are wide-ranging and 
include the potential severity and frequency of future harm inflicted.5 For 
example, in the case Re IC,10 treatment was enforced under the Act despite 
the fact the patient had not threatened physically violence. In this case, the 
victim was stalked by the patient which caused the victim great anxiety 
and psychological trauma (although no physical trauma). The Southern 
Review Tribunal found “there is clear and unequivocal evidence to show 
that [the] behaviour poses and continues to pose a serious danger to the 
psychological health of the victim and her family”.10

Thirdly, many patient rights are maintained through the use of the Act. This 
provides patients with good legislative security when decisions are made 
about their health, therefore supporting the use of the Act.2 A right to 
information, respect for cultural identity, the right to treatment, the right to 
be informed about treatment, and the right to advice (medical and legal) 
are included. In addition, patients maintain the right to make a complaint 
should one of the above rights be jeopardised.2In stark contrast to the 
usual adversarial procedure followed in the New Zealand legal system, the 
complaints process is fairly inquisitorial in nature, with all stakeholders’ views 
being considered.11Furthermore, the Health and Disability Commissioner 
Act 1994 specifies all patients, inclusive of those treated under the Act, 
have the right to complain upon breach of any one, or more, of the ten 
fundamental patient rights.12

Although New Zealand does not have one single constitutional 
document,11,13 the New Zealand Bill of Rights Act 1990 (“NZBORA”)
provides for a number of rights,14 which are mostly upheld for patients 
undergoing treatment under the Act. The rights outlined in NZBORA 
should be considered in conjunction with the Code of Health and Disability 
Consumers’ Rights15 and the Act, as well as helping to reaffirm those 
rights set out in the International Covenant on Civil and Political Rights 
(“ICCPR”).16 One of the key principles stated in the NZBORA, which must 
be considered in relation to the Act, is that those involved with treating a 
patient under the Act must do so with compassion and respect for the 
intrinsic dignity of that person.5,14The maintenance of these rights and the 
provision for numerous methods of appeal help to ensure that patients’ 
best interests remain at the heart of all decisions made using the Act.

However, the relationship between NZBORA and the Act is certainly a 
contentious one.17Section 11 of NZBORA provides that all persons have 
the right to refuse to undergo medical treatment.14However; the Mental 
Health (Compulsory Assessment and Treatment) Act 1992 includes a 
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provision which can override section 11 of NZBORA. Those patients who 
may cause harm (to themselves or others) may be forced to undergo 
medical treatment. These statutes collectively state that a person’s rights 
and mana must be upheld throughout this process.2,14 Despite the conflict 
between these different pieces of legislation, the general protection of 
rights that is provided for patients treated under the Act, delivers another 
definitive reason for careful, calculated use of the Act, given the appropriate 
circumstances. 

Lastly, in the past, health professionals, coroners, and eventually the Law 
Commission,18 have struggled with the fact that even though patients may 
be in grave danger of injuring themselves or others, the threat of harm 
was not defined as “imminent”, meaning breaching confidentiality would 
be unlawful.19This has meant health professionals were not able to speak 
to family members, potentially against the patient’s will, without the threat 
being defined as both “serious” and imminent”. For example, on March 18, 
2008, Mrs. S committed suicide whilst being treated under the Act. Her 
husband of 28 years had not been told that she was at risk of suicide.19

Following this, and as a result of increased pressure, the Government 
made changes to the Privacy Act 1993, using the Privacy Amendment Act 
2013, to provide health practitioners with a more clearly defined outline 
of when it is appropriate to breach patient confidentiality when treating a 
patient under the Act.20 These changes mean the Privacy Act 1993 now 
states that the threat of harm must only meet the requirement of being 
“serious”.20These changes resulted in the Privacy Act 1993 being further 
aligned with article 17 of the ICCPR.21 Although not yet fully proven, it is 
hoped that these changes will help to improve the utilisation of the Act,18 
in conjunction with the Privacy Act 1993, and provide for better outcomes 
for patients and their families. 

REASONS AGAINST THE USE OF THE ACT

Firstly, although section 2 of the Act does define the characteristics of a 
patient who will be required to undergo treatment under the Act, a number 
of sources acknowledge problems around the specificities of this definition, 
especially the definition’s interpretation in case law.5,8,9,22 Despite the Court 
of Appeal’s attempts at clarification of this definition in Waitemata Health v 
Attorney General, the Ministry of Health acknowledges there is remaining 
vagueness5regarding the definition of the characteristics of a patient which 
would justify treatment under the Act.

To some extent, the definition seems open-ended, as it is the actions 
and state of the patient that are assessed, rather than specific clinical 
diagnoses.5 In addition, treatment may even be carried out on a person 
who is currently considered well but fits other criteria, such as repeated 
episodes of illness.5,23Recently, this occurred in B 12/14822where an adult 
female patient (the applicant), the mother of the patient (who was her 
legal guardian), the patient’s father, and two doctors, had differing opinions 
in regards to the best possible treatment. Although the patient had recently 
been maintaining a reasonable level of self-care, previous evidence was 
indicative of a high chance of relapse, and thus the applicant was not 
released from compulsory treatment under the Act.22The ambiguity of 
this definition provides little support or certainty for patients, their families, 
or health professionals involved in the care of patients, and thus must be 
considered a concern in regard to the use of the Act.

Secondly, all patients have a fundamental right to consent to, or 
refuse, medical treatment.14 However, there is an inherent conflict, 
in that the Act can enforce medical treatment on patients who have 
declinedtreatment.2Further evidence of the right to refuse medical 
treatment is seen through New Zealand’s adoption and ratification of the 
ICCPR, especially in Articles 7 and 10.21Moreover, New Zealand’s signature 
to the post-World War II Universal Declaration of Human Rights and 
International Covenant on Economic, Social and Cultural Rights gave further 
effect to this right.24,25Although many rights of patients are maintained, this is 
one salient right which is not upheld when patients are treated under the 
Act. Obviously, the aim of the Act is to ensure that those who are likely to 
harm themselves or others are protected, and this is seen to be best done 
by enforcing medical treatment upon these select patients.2

However, there are examples of less-than-perfect decisions being made, 
which may have some negative repercussions on those patients treated.26,27 
For example, Gibbs, Dawson, and Mullen state that Community Treatment 
Orders (an order for compulsory treatment in the community rather 
than in an inpatient facility) may result in patients, who do have the mental 
capacity to agree or disagree to treatment, still being forced to undergo 
treatment.28 It is clear that the impact, both in the short and longer term, 
of compulsory treatment needs to be further taken into account when 
considering whether compulsory treatment under the Act is necessarily 
the best decision.26

Thirdly, enforced treatment under the Act may cause some patients harm, 
most likely psychological harm, rather than the intended good outcomes. 
One Latin maxim that forms a guiding principle for doctors to practice 
by is primum non nocere, or “above all, do no harm”.29 In addition, the 
Hippocratic Oath states that a health professional must work to best treat, 
but not over treat, a patient.30 Therefore, health professionals are faced with 
a degree of conflict when considering treating a patient against the patient’s 
will, especially as it may be difficult to foresee the potential future effects on 
that particular patient’s health and well-being.

A publication released by the Mental Health Foundation of New Zealand 
outlined a range of situations in which some patients, who were under 
compulsory treatment orders, were negatively affected as a result of their 
treatment.31 For example, one patient stated that they believed they had 
been “discriminated against because of being held under a compulsory 
treatment order”6 which would, if proven, constitute a breach of the 
Human Rights Act 199332 and section 26 of the ICCPR.21In an example 
from 2008, Mr. P committed suicide whilst being treated under the Act. 
The Coroner stated the side effects of the medication provided were 
not explained thoroughly to Mr. P’s family.19 Therefore, it is vital that health 
professionals consider the wider repercussions as a result of prescribing 
compulsory treatment under the Act. 

Lastly, for the Act to work effectively and efficiently, there must be complete 
compliance with its provisions, and this has not always been the case. A 
number of articles in the media have raised concerns regarding health 
professionals’ and District Health Boards’ (DHBs) acquiescence to the 
Act.7,33,34 In some situations this has led to patients being denied rights 
that are strictly maintained in the Act.33,35 For example, Mr. B died after 
systemic administrative failures within a North Island DHB led to him being 
consulted and assessed by a second year trainee student, rather than a 
consultant psychiatrist,7 a clear breach of section 7A of the Act.2 This poor 
compliance with the Act is yet another reason which highlights there are 
valid concerns regarding both the Act in itself, and implementation of the 
Act. 

CONCLUSION

In summary, although there are some issues that arise from the Act and 
corresponding case law, it is clear these are overridden by the underlying 
purpose of the Act. Without this Act in place, it is likely that many patients 
would suffer unnecessarily at their own hands and that family members, 
friends, and colleagues of patients would be affected negatively. In addition, 
although there are allowances for some subjectivity, the Act provides fairly 
strict guiding criteria to allow consultant psychiatrists to make informed, 
reasonable, and objective decisions. With further consideration of the 
flaws raised above, it may be possible for judges and Parliamentarians to 
make decisions in the courts, or minor changes to Statute, which would 
provide an improved legislative structure for all stakeholders involved in the 
implementation of this Act. 
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INTRODUCTION 

Child poverty is seen by some in the ‘developed’ world as a distant concept, 
invisible to those who would rather not look; a phenomenon that happens 
to those starving children in Africa, close to us only in the sense that they 
reach into our living rooms through the television. But as one young New 
Zealander heartbreakingly describes, ‘sometimes [there’s] not enough 
money to buy food to fill your tummy.’1 For this child and many others, 
child poverty is not a debatable issue, it is their reality. We are not setting 
out to disregard the abject poverty that millions in the developing world 
continue to face, but sometimes we need a reminder of what is occurring 
in our own backyards. For example, children going to school hungry; 
overcrowded, cold and damp homes; and rampant infectious diseases like 
rheumatic fever all should have been eradicated long ago. These problems 
are not unique to New Zealand, and effects of growing inequities in many 
developed societies can be readily seen. We want to emphasise that we – 
all of us, as medical students – can do something about poverty. We can no 
longer just debate about the situation: it is time to act. 

The many definitions of poverty discussed in the literature are beyond the 
scope of this article however we consider the definition from the Expert 
Advisory Group on Solutions to Child Poverty to be valuable: ‘children 
living in poverty are those who experience deprivation of the material 
resources and income that is required for them to develop and thrive, 
leaving such children unable to enjoy their rights, achieve their full potential 
and participate as equal members of society.’2 The current NZ government 
is yet to enact an official definition or measurement of poverty. In response, 
the Children’s Commissioner recently announced that he would be working 
alongside the University of Otago’s Child and Youth Epidemiology Service, 
with the support of the J R McKenzie Trust, to produce an annual report 
each year detailing child poverty statistics.3 However, until the government 
adopts an official definition, we will not be able to have legislation requiring 
child poverty to be addressed, and without legislation ‘the sad reality is that 
child poverty will fall off the political and media agenda.’4 This article is an 

attempt to keep it on the agenda, and will review some of the key statistics 
relating to child poverty in NZ, Australia, the USA, Canada, the UK, and 
parts of Europe. 

AOTEAROA NEW ZEALAND

The statistics for child poverty in NZ make for sobering reading. Since the 
1980s, child poverty rates have almost doubled.2 The current relative child 
poverty rate is estimated to be 25%, meaning that 270,000 NZ children are 
living in poverty.2 While this has reduced since its peak in the early 2000s 
– thanks largely to the Labour Government’s Working for Families scheme 
and a stronger economy – it remains unacceptably high.2 Relative to the 
rest of the population, children are most affected by poverty. For example, 
those aged 0-17 years consistently have the highest rates of poverty and 
material deprivation.2 These children are not only those with unemployed 
parents: approximately 40% have at least one parent/guardian working 
full-time.2 Child poverty is distributed inequitably, with Māori and Pasifika 
children twice as likely to be living in poverty compared to Pākehā children.2 

Geographic patterns are also evident: Northland, South Auckland, the East 
Cape, and the central North Island are particularly impacted.2 

AUSTRALIA

Figures across the Tasman are not much better. Using a different measure 
than that of the NZ statistics (50% of disposable median household income, 
before housing costs are taken into account), the relative child poverty 
rate is 10.5%, which is down only slightly from the 2001 level of 10.8%.5 
Using a more similar measurement to NZ, research looking at child poverty 
in 1982 and 1995-96 found that rates were 18% and 16% respectively.6 
The ethnic inequities in Australia are bleak: of Aboriginals living in remote 
and very remote areas (approximately 120,000), 40% are living below the 
Australian poverty line.7 

THE USA

The American dream remains far beyond reach for the more than 16 
million, or 22%, of American children who are living in poverty.8 In a recent 
UNICEF report, the US was ranked 26th out of 29 developed countries 
for child wellbeing, and 28th out of 29 for its child poverty rates, as can 
be seen in Figure 1.1 below.9 To illustrate further, families of four living off 
$23,550/annum or less fall below the federal poverty level, and 15% of all 
American families, around 40 million people, are currently living below this 
line.8, 10 On average, a family of four would require double this amount to 
cover basic expenses, and some cities can be far more costly. For example, 
living in Los Angeles requires 50% more funds.10 Geographic inequities also 
exist: South-Western states are worst affected, with New Mexico having 
30% of its children living in poverty, and Nevada, Arizona and Mississippi not 
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far behind.11 In terms of ethnicity, African-Americans, American Indians and 
the Hispanics are most adversely affected.11

Figure 1: Relative Child Poverty Rates (Source: UNICEF Report8)

Note: the countries shown in grey are not included in the overall rankings 
as there was insufficient data 

CANADA

The child poverty rate in Canada is currently 14%, and have been fluctuating 
since measurements began in 1976, usually hovering around 17%, with a 
peak in the late 1990s of 23%.12 Similar to other countries with colonial 
history, Canada’s indigenous population, the First Nations, are inequitably 
affected. For example, the average rate for First Nations   children is 40% 
which is more than double the total average rate.13 First Nations children 
are also much more at risk of living in overcrowded homes.13 Interestingly, 
while Canada and the USA’s before-tax child poverty rates are very 
similar, Canada’s after-tax and benefits rate are almost half the US’.14 This 
underlines the large impact a policy can have, in redistributing resources 
and reducing poverty. 

THE UK

The UK Government is unique in that it has legislation in place – the Child 
Poverty Act (2010) – with the specific goal of reducing child poverty to 
10% by 2020. As a result of concerted policy action towards this goal, 
child poverty rates have decreased, but not as much as was hoped, going 
from 26.1% in 1998-99 to 21.8% in 2008-09. This means that there are 
still 2.8 million children living in poverty.15 The highest rates are in Wales 
and London.16 Compared to other developed countries, the UK sits in the 
middle; it was ranked 14th out of 29 developed countries in the UNICEF 
Report, as shown in Figure 1.1.9 

SCANDINAVIA AND NORTHERN EUROPE

Scandinavia and northern Europe are oft-cited regions of equitable society, 
and this is certainly the case for child poverty. As seen in Figure 1.1, the 
five lowest relative child poverty rates are in Finland, the Netherlands, 
Denmark, Iceland and Norway. Finland is the only country with a rate 
below 5% (almost three times less than the equivalent rate in NZ).9 
These encouraging trends are found in a range of health-related indicators, 
including infant mortality, low birth weight, and child and youth mortality 
rates.9 The fact that these countries have such a substantially lower child 
poverty rate gives further weight to the argument that policy and other 
interventions can make a difference. 

DISCUSSION

Reasons behind these concerning rates of child poverty are many and 
varied, and would take another article to discuss. Whatever the reasons 
may be, and however long we may debate about whether it is the result 
of growing inequalities, reduced welfare systems, rising living costs, or lower 
employment levels, we must not forget that every day we do not take 
action is another day these children are living in poverty. They do not have 
a political voice, so it is up to us to advocate on their behalf. We need to 
act, and we need to act now, because impacts of poverty on these children 
are far reaching. 

Even as early as kindergarten, difference between children who have 
grown up in poverty and those who have not can be seen in their lower 
attainment in mathematics and reading.17 Children who grew up in poverty 
are also more likely to finish school earlier and have lower wages.17 
Increasingly, researchers are finding that experiencing poverty at a very 
early age interferes with normal brain development.17 Housing is a key 
factor in determining children’s health, and poverty is associated with poor 
quality housing, which in turn can lead to a myriad of health problems 
which include respiratory illness (especially bronchiolitis and bronchiectasis) 

and infectious diseases (e.g. rheumatic fever and serious skin infections).18, 19 

Indeed, hospitalisation rates for children living in poverty are much higher 
than those who are not, and they are also more likely to be ill.19  

It may appear that these issues are too big to tackle, but let us assure you 
that they are not. Even though most interventions with the largest potential 
impact are at the macro level, there are many things medical students can 
do, such as having a sound knowledge of local community groups that you 
can inform your patients on, helping provide meals for families who are 
struggling with groups like Choose Kids20, or sending an email to your local 
MP highlighting that child poverty is an issue which needs to be addressed. 
More importantly, voters will be able to use their voice to vote in the 
general election this year in support of policies which will improve the 
wellbeing of our nation’s children. Child poverty cannot be fixed overnight, 
but every step, no matter how small, is one step closer to a society where 
all our tamariki are happy and healthy, not hungry. 

REFERENCES

1. Egan-Bitran M. 
Our Views Matter: Children and Young People Talk About Solutions to 
Poverty Children’s Commissioner 2012. 
Accessed from: http://www.occ.org.nz/__data/assets/pdf_file/0006/10131/
FINAL_Our_views_matter.pdf.

2. Expert Advisory Group on Solutions to Child Poverty. 
Solutions to Child Poverty in New Zealand: Evidence for Action. 
Wellington 2012. 

3. Office of the Children’s Commissioner, NZ Child and Youth Epidemiology 
Service, J R McKenzie Trust. 
Child Poverty Monitor 2013: Technical Report 2013. 
Accessed from: http://nzchildren.co.nz/document_downloads/2013 Child 
Poverty Monitor Technical Report MASTER.pdf.

4. Henaghan M. 
Why we need legislation to address child poverty. 
Policy Quarterly. 2013;9(2):30-4.

5. Wilkins R. 
Families, Incomes and Jobs, Volume 8. 
Melbourne: Melbourne Institute of Applied Economic and Social Research, The 
University of Melbourne 2013. Accessed from: http://www.melbourneinstitute.
com/downloads/hilda/Stat_Report/statreport-v8-2013.pdf.

6. Harding A, Szukalska A. 
Trends in child poverty in Australia, 1982 to 1995-96. 
Economic Record. 2000;76(234):236-54.

7. Altman JC. 
Alleviating poverty in remote Indigenous Australia: The role of the hybrid 
economy.
Australian National University, Centre for Aboriginal Economic Policy Research; 
2007.

8. The Annie E. 
Casey Foundation. Reduce Poverty and Promote Opportunity 2009. 
Accessed from: http://www.aecf.org/~/media/PublicationFiles/BriefPoverty_final.
pdf.

9. UNICEF Office of Research. 
Child Well-being in Rich Countries: A comparative overview.
Innocenti Report Card 11. Florence: UNICEF Office of Research 2013. Accessed 
from: http://www.unicef-irc.org/publications/pdf/rc11_eng.pdf.

10. Engelhardt W, Skinner C. 
Knowing What Works: States and Cities Build Smarter Social Policy with 
New and Improved Poverty Measurement: 
National Center for Children in Poverty 2013. Accessed from: http://www.nccp.
org/publications/pdf/text_1081.pdf.



31The New Zealand Medical Student Journal Number 18~19 September 2014

11. Kids Count. 2013 
Data Book: State Trends in Child Well-being: 
The Annie E. Casey Foundation 2013. Accessed from: http://www.aecf.org/~/
media/Pubs/Initiatives/KIDS COUNT/123/2013KIDSCOUNTDataBook/2013
KIDSCOUNTDataBookr.pdf.

12. First Call: BC Child and Youth Advocacy Coalition. 
BC Campaign 2000: 2012 
Child Poverty Report Card. Vancouver 2012. Accessed from: http://www.
firstcallbc.org/pdfs/EconomicEquality/First Call BC Child Poverty Report Card 
2012.pdf.

13. Macdonald D, Wilson D. 
Poverty or Prosperity: Indigenous Children in Canada: 
Canadian Centre for Policy Alternatives 2013. Accessed from: http://www.
policyalternatives.ca/sites/default/files/uploads/publications/National 
Office/2013/06/Poverty_or_Prosperity_Indigenous_Children.pdf.

14. Boston J. 
The Challenge of Securing Durable Reductions in Child Poverty in New 
Zealand. 
Policy Quarterly. 2013;9(2):3-11.

15. Brewer M, Browne J, Joyce R, Sibieta L. 
Child poverty in the UK since 1998-99: Lessons from the past decade
IFS Working Papers 2010. Accessed from: http://www.econstor.eu/
bitstream/10419/47457/1/637364716.pdf.

16. Jenkins G. 
1.6 million children in the UK live in severe poverty: the government 
must do more to target areas of high deprivation, poverty and 
worklessness2011.
 Accessed from: http://blogs.lse.ac.uk/politicsandpolicy/archives/8697.

17. Duncan G, Magnuson K. 
The Importance of Poverty Early in Childhood. 
Policy Quarterly. 2013;9(2):12-7.

18. Howden-Chapman P, Baker M, Bierre S. 
The Houses Children Live In: Policies to improve housing quality. 
Policy Quarterly. 2013;9(2):35-9.

19. Turner N, Asher I. 
Health Perspectives on Child Poverty. In: St John S, Wynd D, editors. 
Left Behind: How Social & Income Inequalities Damage New Zealand 
Children. 
Auckland: Child Poverty Action Group; 2008. p. 73-89.

20. Choose Kids. About.  2013 [cited 2013 15 November]; Available from: 
http://choosekids.co.nz/.



The New Zealand Medical Student Journal Number 18~19 September 201432

Cam Bringans
Fourth year Medical Student
Auckland School of Medicine 
University of Auckland

Cam is a 4th year medical student at Waikato hospital 
(University of Auckland). He is a Kiwi with a Canadian accent 
and loves coffee, books, sport and watching the Westpac 
chopper land.

FEATURE : BOOK REVIEW These titles are available from Elsevier Australia (www.elsevier.com.au) 
or your favourite university or medical bookshop.

Clinical Cases Uncovered - Surgery
Harold Ellis, Chris Watson 
Publisher: Wiley-Blackwell 
2008. 

Those moments when years of anatomy and physiology study help you 
make sense of a real patient’s problems are as rare as they are rewarding. 
Clinical Cases Uncovered (CCU): Surgery is a small textbook that was 
created to help medical students bridge the overwhelming knowledge gap 
between the lecture theatre and the operating theatre. CCU is unlike most 
conventional medical teaching which tends to be system focused. This text 
parallels the way we learn on our attachments by following a patient from 
presentation through to diagnosis and to treatment. 

This book uses 123 case histories, drawn from the authors’ distinguished 
careers, to give students a useful understanding of surgical diseases. The 
cases cover the bread and butter of all general surgical conditions, as 
well as some common conditions for the more specialised branches of 
surgery. Each case starts with a key pathological image (e.g. bulging eyes 
or a perianal abscess) and a case summary that is similar to the way we 
present a patient to our team. The text is organised around key questions 
that should nudge your thinking towards the correct diagnosis, the next 
investigation or the optimal treatment. Each question is then followed by 
a paragraph of discussion. Although this book’s primary intent is to help 
you in the ward rather than to boost test scores, there are 40 MCQs and 
10 SAQs at the end of the book that help to consolidate your knowledge. 
CCU’s best asset is its diagrams that are used to help students understand 
disease concepts and radiology findings. 

This book may seem expensive ($54 NZD from Book Depository) 
however I found it invaluable as it helped me understand my 6 week 
general surgery run. And compare it to the price that medical students pay 
for each day in the hospital $67 ($14.5 K over 43 weeks), the book is a 
steal. The goal of this book is not to teach you how to perform emergency 
laparotomies, but rather to come away from your run in the knowledge 
that you understand the management of common surgical conditions.
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Clinical Examination: a systematic guide to 
physical diagnosis
Nicholas J Talley, Simon O’Conner
Publisher: Elsevir Australia
7th Edition

This is the seventh edition of Talley & O’Connor which has always been 
medical students’ survival guide to clinical examination. During my clinical 
years I myself have made a good use out of the 6th edition of this textbook. 
With photos to illustrate various clinical tests and observations, it is quite 
easy to understand how you are supposed to perform a clinical examination. 
What I also found useful was differential diagnoses for various clinical signs. 
These strong points still feature in the latest 7th edition; difference is that 
there has been some addition and elaboration of content. For example, the 
new edition contains detailed explanation about thorough social history 
taking. More importantly however is that 7th edition does deal with specific 
issues to consider and signs to look out for when examining an elderly 

patient – this is increasingly important as medical professionals deal with 
increasing number of aging population. What I also found useful is that 
the latest edition discusses assessment of death as well as rapid screening 
physical examination method – these two may be of less relevance for 
example for medical long cases where one has to be thorough, however is 
certainly relevant in clinical practice.

Talley & O’Connor still remains a go-to-textbook for medical students. If 
one was to decide between 6th or 7th edition though, I would certainly 
choose the latest edition in light of additional information that are included 
in the latter, unless of course you can acquire one of older editions for free, 
which works to advantage of students’ budget.
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Mobilisation with Movement
Vicenzino B, Hing W, Rivett D, Hall T
Publisher: Elsevir
2011. 

Mobilisation with movement (MWM) is a manual therapy method capable 
of producing instant, long lasting, pain free movement for a range of 
musculoskeletal disorders and soft tissue injuries. It has been shown to 
generate hypoalgesic effects, increase the range of motion at joints and 
enhance muscle function. This book acts as the first systematic review of 
the efficacy of MWM, collating evidence from the past 30 years and was 
written as a reference for teachers, researchers and clinicians.

The book is reasonably short and to the point; only 220 pages in total. This 
is surprising when you consider the plethora of evidence presented. The 
sections are arranged clearly and logically. They also contain a number of 
tables and diagrams to complement the text, as well as useful summaries 
at the end of each chapter.

The book does read like a review, with the bulk of the writing tying 
together results from various trials. Few claims are made without reference 
to scientific papers and the authors remain unbiased throughout, therefore 
allowing the evidence to speak for itself. The authors present a new model 
of the physiological mechanisms behind MWM, and strike a fine balance 
between presenting their current theory, while being upfront about where 
the evidence is lacking.

The selection criteria used in the review is clearly outlined, and the findings 
of the 38 eligible papers are expanded on in 13 pages of tables. Although 
this style of writing is transparent, the amount of information presented can, 
at times, be overwhelming and thus make it quite a hard book to engage 
with. It also utilises a number of abbreviations with no index to refer to.

The main strengths of this book however lie in its practical application, with 
over half of the content consisting of clinical examples of how MWM is 
applied. The complementary DVD is invaluable in this regard as it brings 
the techniques you have been reading about to life. It highlights a number 
of technical points on both anatomical models and humans. The book also 
contains a section on troubleshooting and encourages self-appraisal to 
develop better strategies for the future.

The evidence presented in this book shows a valid alternative to pain 
reducing drugs or traditional physiotherapy. I believe it is important for all 
doctors to have an appreciation of the principles of MWM and its potential 
clinical outworkings. That being said, the amount of detail the book dives 
into is venturing more into information required by a specialist. It would, 
however, still serve as a valuable reference in any clinician’s bookshelf. 

FEATURE : BOOK REVIEW These titles are available from Elsevier Australia (www.elsevier.com.au) 
or your favourite university or medical bookshop.
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