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This Issue in the Journal
Decreased red meat fat consumption in New Zealand: 1995–2002
M Laugesen

New Zealanders are now eating leaner red meat. In response to public demand, since
1997 butchers have been trimming all the red meat cuts for sale. The beef and lamb
carcase has not changed much over half a century, but red meat cuts are now 30%
leaner, following introduction of a Quality Mark standard in 1997, which means that
now nearly all butchers trim meat before sale. In 2002, after trimming, a dressed beef
carcase (including cuts, mince, and sausages as sold) averaged 11% fat, and a lamb
carcase 15%. Home trimming of meat fat after purchase may have further decreased
saturated fat consumption. Trimming of red meat has reduced total fat consumption
overall by 8%.

Dollars and Sense. Is there a better way to determine private surgical fees in New
Zealand?
P Brown, J Windsor, M Law

Reimbursements to surgeons and anaesthetists for work done in the private sector
should reflect the prices they would receive in a well functioning, competitive market.
The article by Brown, Windsor, and Law shows there is greater volatility of
reimbursements to surgeons than to anaesthetists. The article suggests this might stem
from anaesthetists having a relative value scale (RVS) to guide the setting of fees. The
authors argue that surgeons and insurers should consider implementing a RVS scale
for surgeons in New Zealand.

Admissions to acute psychiatric inpatient services in Auckland, New Zealand: a
demographic and diagnostic review
A Wheeler, E Robinson, G Robinson

This paper provides baseline information on the type of people and their mental health
problems who were admitted to three psychiatric units in Auckland in 2000. Most
people were admitted involuntarily and the most common diagnosis was for a
psychotic disorder; schizophrenia. Based on the community population, there were
more Maori, and lower numbers of Asian admissions than expected. Maori, Pacific,
and Asian patients were more likely to have a psychotic disorder compared to
European patients. These differences could be a result of many factors including
socioeconomic status, access to care, the level of family involvement, and community
management; this requires further investigation.
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Prevalence of human pathogens in cat and dog fleas in New Zealand
P Kelly, J-M Rolain, D Raoult

Recently, a number of flea-borne bacteria have been discovered that cause human
diseases such as flea-borne spotted fever, cat-scratch disease, bacillary angiomatosis,
and endocarditis. We tested fleas from cats and dogs in Matamata, Lower Hutt, and
New Plymouth and found 26% contained one or more of the newly described bacteria.
Health workers should have a high index of suspicion of flea-borne diseases in
patients with a history of ‘flea-bites’.

Increased risk of cardiovascular events with parecoxib/valdecoxib: a systematic
review and meta-analysis
S Aldington, P Shirtcliffe, M Weatherall, R Beasley

Following the withdrawal of Vioxx, there has been considerable controversy about the
safety of other COX-2 inhibitors. Researchers at the Medical Research Institute of
New Zealand (MRINZ) have undertaken a systematic review of all the studies of the
COX-2 inhibitors parecoxib (Dynastat) and valdecoxib (Bextra). The analysis showed
that there was an increase in cardiovascular events (such as heart attacks and strokes)
associated with parecoxib and valdecoxib therapy when used following surgery.
These findings are consistent with a class effect of COX-2 inhibitors increasing the
risk of adverse cardiovascular events and support the MedSafe recommendations that
the risk of COX-2 inhibitors outweigh their benefits in the general population.
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National food supply: a major opportunity to improve
population health
Cliona Ni Mhurchu, Carlene Lawes

High blood cholesterol levels contribute to an estimated 16% of deaths and 8% of lost
healthy life years in developed countries.1 In New Zealand, high cholesterol levels
play a role in 17% of all deaths: two-thirds of ischaemic heart disease (IHD) deaths
and one-third of stroke deaths.2 Meat and dairy products are the major sources of
saturated fat in the New Zealand diet2 and saturated fat is a key determinant of
cholesterol levels. Therefore nutritional strategies to reduce mean population blood
cholesterol levels, and hence incidence of IHD and stroke, must necessarily focus on
either decreasing consumption of these foods or decreasing their saturated fat content.

In this regard, the detailed paper by Laugesen in this issue of the Journal3 is most
relevant since it describes changes to meat and meat fat supply trends in New Zealand
between 1995 and 2000. The main finding is an estimate that a combination of a
decline in per capita supply of red meat and increased trimming of meat fat has cut the
contribution of red meat to saturated fat in the national food supply by nearly one-
third.

Laugesen has used a variety of data sources to reach this conclusion including: (1) per
capita meat and meat fat supply based on FAO food balance data, (2) changes in
carcass composition based on dissection data, (3) estimates of fat content based on
trimming data, and (4) a study of the fat content of beef cooked at home. Any attempt
at such a comprehensive analysis is laudable, and in particular the use of diverse data
sources that span the length of the food chain.

Indeed, multiple data sources provide a valuable opportunity to “triangulate” results,
which is useful, as there are errors in any single data source. In considering the
findings, however, it is important to remember that food balance sheet data have
many limitations. Since 1997, the FAO food balance data for New Zealand have been
collated using only data from published and electronic sources rather than direct New
Zealand data. In addition, such data do not equate to food consumption data and thus
do not take account of many variables that affect how much fat we actually eat such
as preparation and cooking methods and food wastage. Moreover, focusing on one
source of saturated fat (red meat) does not take account of our consumption of other
foods high in saturated fat. Estimates of changes in carcass composition and the fat
content of beef cooked at home in the Laugesen study were based upon few records
and thus the data may have been variable and susceptible to bias, and trimming data
were reported rather than independently validated.

Despite the limitations and complexity of analysis, however, the overall trends
suggest that both changes in red meat fat supply and increased trimming of meat fat
has decreased the contribution of red meat to saturated fat in our food supply. Such
changes to the national food supply should be recognised as significant passive public
health interventions with the important potential to deliver healthier food products to
the consumer and thus improve population health.
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Given the purported large decreases in saturated fat in the New Zealand food supply,3

what associated decreases could we therefore expect to see in our population
cholesterol levels? Metabolic ward studies indicate that short-term dietary change can
reduce blood cholesterol levels by about 10–15%,4 although less impressive results
are seen in free living participants,5 demonstrating difficulties inherent in changing
dietary behaviour. The type of fat may also be more important than the total amount
of fat consumed. For example, replacement of saturated fat with unsaturated fat
appears more effective than simple reductions in total fat consumption.6 A
conservative estimate suggests that replacing 1% of energy from saturated fat with a
combination of carbohydrate and unsaturated fat should result in a decrease in mean
population total cholesterol of approximately 0.06 mmol/L (1%),2 although results
tend to be greater with longer intervention periods.7

National nutrition surveys indicate that mean saturated fat intakes in New Zealand
have decreased by approximately 6% in recent years (from 16% of energy in 1989 to
15% in 1997).8 In parallel, mean population blood cholesterol levels decreased by
approximately 3% (from 5.9 mmol/L to 5.7 mmol/L) over the same period,8 although
they are still high compared with other countries such as the USA, England, and
Australia.2

Such trends are encouraging but they are happening at a relatively slow rate, which, in
association with recent rapid increases in mean population body weight and diabetes
incidence rates, suggests that increasing levels of obesity and diabetes may potentially
swamp the effects of any favourable trends in cholesterol levels. The proportion of
obese New Zealand adults (BMI ≥ 30) doubled (from 11% to 21%) between 1989 and
20039 and the prevalence is continuing to increase. Rates of diabetes are similarly
predicted to double by 2011.10 Mean daily energy intakes have increased (from 11.2
MJ for males and 7.2 MJ for females in 1989 to 12.0 MJ for males and 8.0 MJ for
females in 1997) while almost a third of our population report that they are inactive
(i.e. do less than 2.5 hours of physical activity per week).11

An important question in relation to Laugesen’s study is where does the discarded
meat fat go? It seems likely that much of it re-enters the food supply in the form of
mince, sausages, processed meats, pies, and other processed foods—all of which are
significant sources of saturated fat intake in New Zealand.8 Dairy products are another
major source of saturated fat and per capita butter consumption in New Zealand (5.8
kg) still far exceeds consumption in comparable countries such as Australia (2.9 kg),
UK (3.3 kg), and the USA (2.2 kg).12

In conclusion, the reported decrease in the contribution of red meat to saturated fat in
the national food supply is encouraging, and it offers great potential as a public health
strategy to decrease IHD and related chronic conditions. However it is only part of a
larger, more complex picture. Saturated fat consumption and blood cholesterol levels
may be decreasing but the current obesity and diabetes epidemics suggest an urgent
need for strategies that tackle obesity in addition to cholesterol levels.
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The national focus must now be on environmental, social, and behavioural
interventions to:

• Decrease population energy consumption,

• Increase physical activity, and

• Reduce saturated fat intakes.

As the Ottawa Charter stated almost two decades ago “Healthy choices need to be the
easy choices”.13 Appropriate strategies to reduce population energy and saturated fat
intakes include use of reduced fat spreads (as alternatives to butter); trimming of
visible fat from meat; clear labelling of foods and snacks enabling choice of lower
energy and saturated fat alternatives; and financial incentives to manufacture and
purchase lower energy and saturated fat foods.

Author information: Cliona Ni Mhurchu, Senior Research Fellow, Clinical Trials
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Private surgical fees in New Zealand
Roger Bowie

In the article entitled Dollars and Sense. Is there a better way to determine private
surgical fees in New Zealand? (http://www.nzma.org.nz/journal/118-1226/1753) in
this issue of the Journal, Brown and colleagues research and highlight variation in
imputed surgical fees in private practice across a range of procedures, and suggest that
variations might be usefully addressed through introduction of a Relative Value Scale
similar to that operating in the USA under the Resource Based Relative Value
Scheme nomenclature,1 and similar to that already operating for and by anaesthetists.

While this is a thorough and useful analysis, it does raise a number of questions, not
the least of which is from where would the momentum and leadership arise for the
introduction and maintenance of such a system? A second fundamental question is, in
the absence of any “burning platform” for change, what alternatives are there if
indeed change is required?

I draw from personal experience as a former CEO of Southern Cross Healthcare and
current Director of HSWS (Health Services Welfare Society)—a health insurer
catering for workers in the health sector—in providing some context to the discussion.

The premise behind RVS is that inputs and outputs can be measured and compared
across similar but different processes (e.g. elective surgeries) in order to provide
funders with comfort that “rent seeking” or quasi monopolistic behaviour is not
occurring.

The question arises firstly because of our small size as a country and the perceived
absence of a “market” in surgeon’s fees; and secondly because private insurers fund
but do not purchase care on behalf of their members/policyholders. Health insurers
are essentially passive funders with little or no control over demand for healthcare
from consumers or supply of healthcare services from hospitals and specialists. This
situation is historical in nature and very difficult to change.

If an insurer tries to “purchase”, as would any commercial entity, on a “best price and
quality” basis, or constrain payments beyond the mechanisms implicit and explicit in
policy contracts, providers can choose to ignore the constraints and pass on the extra
costs to the patient, or withdraw supply altogether. In either case, the immediate
consequences are felt by the patient, who then transfers blame to the insurer because
the policy does not live up to expectation.

Health insurers have tended to remain passive in the face of such a challenge,
essentially acting as financial intermediaries between patient and provider, and using
passive mechanisms such as plan or product design, co-payments and excesses, and
“usual and customary charges” as risk mitigation tools.

A Relative Value Scheme has been successfully used in the USA for Medicare
payments since 1992; has been commonly adapted/adopted across the system; and
receives support from both purchasers and providers.2 This system arguably removes
distortions from the fee for service system across specialties, but is not without its
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problems. Doctors and purchasers both complain about “up-coding” (by providers)
and “down-coding” (by purchasers) as a method of undermining the system, perhaps
proof of the old adage that any system can and will be gamed.3

The two additional criticisms which I would make are firstly that it perpetuates the
fee-for-service system, in which providers are arguably incentivised to do more rather
than “do right”. Secondly it doesn’t necessarily provide insight into best practise.
Time and resource based systems may be efficient and inefficient; effective and less
effective. In the case of New Zealand’s anaesthetists, RVS shields them (but not the
funder) from variations in performance of the surgeon and hospital.

For many years, the Southern Cross Schedule has served as a proxy for both “usual
and customary” and relative value; the latter issue being addressed by selected
consultation with the profession, but involving little systematic review. Like the US
system, the schedule is subject to criticism by those specialties who feel under, poorly
or misrepresented. However, the schedule has not historically proven to be so
“broken” that would warrant the effort in conducting objective multi-specialty
analysis. At least that must be the assumption from the absence of a strong push by
Southern Cross or the other insurers in this regard.

Indeed, analysis conducted under my instructions in preparation for the release of the
current Southern Cross schedule, indicated that surgeons’ pricing behaviours were not
the principal cause of the huge inflation experienced in the late 90s. Nor were
variations in pricing across specialties an issue for members.

If relative value is not the “burning platform” for change, then what
is?
The answer possibly lies in the worldwide trend both to empower consumers as better
purchasers of healthcare and also to pass on risk. “Consumer Driven Healthcare” is
the current catch phrase in the USA. Broadly speaking, this means higher deductibles
or excesses, and in some instances savings plans. Conversely, or perversely, these
trends are doing little to enable consumers to perceive and differentiate clinical
quality. The New Zealand Health Insurance sector has long suffered from a similar
phenomenon, in that passive funders have had to resort to complex policy
machinations in order to manage risk. The fee for service regime, with its
characteristic complexity of claiming processes, as described by the authors in the
article, adds to the confusion.

For these reasons, Southern Cross and other insurers are endeavouring to contract
with provider groups to enable more predictable costs to emerge. A bundled price for
a procedure is both much easier to explain to consumers and to administer (for all
concerned). This process is both misunderstood and maligned by providers fearing the
“thin edge of the wedge” or the emergence of the Health Insurer as an aggressive
purchaser of “best price and quality” healthcare.

It does, of course, involve some financial risk to be assumed by the provider (but not
risk which the provider, or provider group, is not capable or willing to assume).
However, it also enables a discussion about clinical quality and consistency which is
difficult under the current model of small business practitioners “competing” on a fee
for service basis. It encourages teamwork across the various processes which
contribute to a procedure (by hospital, surgeon and anaesthetist).
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The emergence of this approach creates a new and positive tension in the market
which can only be of benefit to consumers and insurers. It also enhances the value
proposition of insurance, which both insurers and providers will support.

It may well be that the market ultimately differentiates between those willing to
contract for services and those who do not. In the latter case, a Relative Value Scale
may be of interest as an alternative mechanism to defend and promote fee for service
medicine.

Author information: Roger Bowie, Director, FernBow Consulting Ltd, Auckland
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Decreased red meat fat consumption in New Zealand:
1995–2002
Murray Laugesen

Abstract
Aim To review New Zealand red meat and meat fat supply trends before and after the
introduction of the Quality Mark standard.

Methods Review of trends in: per capita meat fat supply estimates from the Food and
Agriculture Organization (FAO); carcase and meat cut composition reports of knife
dissection and chemical analyses; the fate of fat trim; and a Lincoln College study of
home-cooked and trimmed beef.

Intervention From September 1997, the red meat industry’s Quality Mark required
trimming of beef and lamb cuts to no more than 5 mm external fat.

Results (1) Trimming of fat from red meat before sale (supported by virtually all
butchers) decreased the fat and saturated fat content of a red meat carcase by 30%
(beef, -27%; lamb, -30%; tallow unchanged); by -8% in the total food supply; and by
-17% across all meat. In 2002, fat comprised 7.4% of trimmed beef cuts, and 11.2%
of all beef sold: cuts, mince, or sausages. In 2002, fat comprised 15.3% of lamb cuts;
and 15.5% with mince included. (2) From 1995 to 2002, total saturated fat availability
per capita in the food supply decreased by 19% (from 65 g to 53 g per day), mostly
due to 7 g less saturated fat daily from red meat. (3) When combining effects (1) and
(2), saturated fat per capita decreased: -27% in total food supply; -65% in red meat
excluding tallow; -48% in red meat including tallow. In 1995 (without trimming), red
meat contributed 25% of saturated fat in the total food supply whereas in 2002, red
meat contributed 19% before (and 13% after) trimming. (4) Home trimming may
remove an additional 27% of fat from beef steaks.

Conclusion Centralised meat processing, and Quality Mark labelling since 1997,
ensured fat was trimmed from beef and lamb cuts, and reduced saturated fat in red
meats by 30%. In 2002, mince and sausages accounted for nearly half of beef fat sold
as red meat.

This study updates meat and meat fat supply trends during 1995–2002, and adjusts for
trimming of fat from red meat. It updates Laugesen and Swinburn’s previous paper on
meat fat in the food supply:1

• Laugesen and Swinburn’s previous paper found high per capita supply of meat
fat—In 1995, New Zealand had the highest per capita supply of butter and of meat
fats among 24 OECD countries.1 In 1995, red meat (beef and sheepmeat)
contributed one-quarter of the total saturated fat in the food supply.1

• Food and Agricultural Organization (FAO) data assume a standard fat
percentage per carcase—FAO food supply data, based on trade and production
data, allow comparison of country food supplies internationally and down through
time. Food supply statistics are about meat for sale, but may not account for pre-
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sale trimming of fat. FAO estimations are expressed in terms of the primary
product (unprocessed meat). Since FAO set the original carcase-fat content
percentages in 1948, animal breeding, processing, and meat cooking practices
have changed considerably.

• Food composition data are available for cuts but not for carcases—The FAO
definition of beef is based on bone-in weight,3 so that edible beef is 17% less than
the beef supply stated in the food balance.4 No carcase analysis of sheep meat
since 19784, and of beef since 198612 was obtainable.

• Changes at retail and in the national diet—Nutrition surveys (based on 24-hour
recall) indicate that total fat as a percentage of energy in the food supply reduced
from over 40% in 1977;5 to 37.5% in 1989;6 and to 34.9% in 1997.7 Data for the
1997 survey were collected between December 1996 and November 1997,7

largely before the red meat industry took action to trim fat and label with the
Quality Mark standard in September 1997.

The New Zealand Ministry of Health estimated approximately 4700 deaths in 1997
(17% of all deaths) were attributable to higher than optimal total blood cholesterol—a
measure driven largely by dietary saturated fat.8 Of these deaths, 87% were due to
ischaemic heart disease and 13% due to stroke.8 In 2000, ischaemic heart disease still
accounted for 22%, and stroke for 10%, of all deaths.9

Between 1995 and 2000, however, the age-standardised mortality rate for vascular
disease (mainly ischaemic heart disease and stroke) at age 35–69 years decreased
remarkably, by nearly one-third for men and one-fifth for women.9 Smoking
prevalence at age 35 and over in 1995–2000 decreased from 23.3% to 21.3%10—
which could not explain such a mortality reduction in both sexes. Meat fat trends
merited further study.

The heart-health status of lean red meat—A recent review found that lean red meat
was low in saturated fat and (if consumed in a diet low in saturated fats) was
associated with reductions in LDL-cholesterol in both healthy and
hypercholesterolemic subjects.11 Certainly New Zealanders remain high consumers of
red meat (115 g per capita per day in 20022), and leanness of the red meat supply is of
public health importance.

Because of these many factors, an updated assessment of red meat fat consumption
was overdue. This study focused on meat fat derived from red meat (beef, and lamb),
which contributes half of the meat fat in the food supply.

Methods and data sources
Red meat and meat fat definitions—Red meat here includes bovine or sheep meat. Fat from red
meat, however, also includes the separable fats—fats (rendered to tallow) removed initially, and the fat
discarded later by the butcher.
Food balance data—Data for 1995, 2000, and 2002 for New Zealand were updated from the 2004
versions of the food balance sheets.2 These balance sheets depend on agricultural surveys for estimation
of beef and lamb production, surveys which were conducted annually until 1996, then published on the
Ministry of Agriculture website for 1999 and 2002. Data for the balance sheets were collated by
Statistics New Zealand and provided directly to FAO until 1996 (after which FAO collected its own
data from publications and official websites).
Carcase fat content data—As in Laugesen and Swinburn’s previous paper,1 fat estimations were
based on FAO data on carcase composition. The most recent large dissection study of beef carcases
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was in 1981–5.12 To estimate the fat content of meat cuts as sold, the chemical fatcontent in 2002 of
each cut, as trimmed to 5 mm fat maximum,13 was multiplied by the weight of each saleable cut
itemised in the price per kg for sale records of dressed carcases from a supermarket (J Dawber,
Foodstuffs South Island Ltd, Personal Communication, December 2005) and from ‘The Mad Butcher,’
a popular low-cost independent franchise butchers’ chain.14 (These were mostly commercially sensitive
data sources.) Beef carcases were described as P grade in 1981, 180 kg beef in 1985, P grade carcase in
1992-4, 206 kg carcase in 1999, and P grade carcase in 2002. Lamb carcases included a 23 kg hogget
circa 1985 and 18 kg carcases in 1992 and 2002.
Fat trimming trend—Information relating to meat industry activities was gained from administrators,
processors, and retailers. To study the effects of meat trimming and processing apart from farm and
breeding effects, the fat content of the meat for sale from a 1992 beef carcase (23% fat in the edible
carcase) was compared with the same grade and weight of carcase in 2002 (26% fat in the edible
carcase).
Trend in saturated fat in total diet—The estimated fat content of fat-trimmed versus untrimmed beef
and sheepmeat, derived as above, were entered into the Health New Zealand Ltd international food and
nutrition database (HNZifn),1 a spreadsheet that enabled estimation of the effect of trimming meat to
various fat content percentages, on saturated fat supply, while holding meat supply data unchanged.
HNZifn contains over 70 FAO food categories,2 uses British food composition tables,4and over 110
nutritional descriptors to estimate food and nutrition supply per capita. Fat content per 100 g of edible
portion was listed as: 22.0 g for beef, 27.5 g for sheepmeat, and 93 g for animal fat (beef fat). Saturated
fat content was listed as 6.75 g, 14.72 g, and 41.8 g respectively.
Fat loss in cooking and eating—To establish how much meat fat New Zealand consumers actually ate
within the home, we reviewed a Lincoln University study of 191 pairs (one fatty, one already trimmed)
of beef steaks for home cooking. Participants were asked to pan fry their steaks, collect all the fat
trimmed, and note any fat added during cooking. They also collected any fat trimmed after cooking—
i.e. plate waste. Fat was estimated by imaging, which correlated well with chemical measurements.15

The intervention—The Quality Mark (Table 2) was introduced by the Beef and Lamb Marketing
Bureau and the red meat industry in September 1997 for beef and lamb. Abbatoirs supplied primary
cuts to retail butchers who then trimmed the cuts for retail sale to no more than 5 mm of external fat
(equivalent to 90% lean and 10% fat by chemical analysis). Consumers supported this move.
Intermuscular fat may be removed but intramuscular fat is retained for taste reasons.
In 2004, the two main suppliers to the New Zealand market sold 97% of their beef and lamb cuts under
the Quality Mark (H Bayliss, Land Meat New Zealand Ltd and D McClenaghan, Auckland Meat
Processors; personal communication; December 5, 2004). The Mad Butcher chain also used Quality
Mark. The few rural home-kill butchers were not part of this scheme. In 2000–2004, over 90% of all
beef and lamb cuts (especially steaks and chops) were probably sold under Quality Mark, or dressed to
an equivalent fat trim. Quality Mark does not include processed meats such as luncheon meat, nor
mutton, cow, or bull meat.

Table 1. Changes in the fat content of red meat products consumed since 1997

Pre-1997 % Fat* Since 1997 % Fat*
Beef, carcase 1981-512

Lamb, carcase, UK 19784
23.3
30.5

Beef carcase, trimmed, 2002
Lamb carcase, trimmed, 2002

7.1
15.5

Food Standards Code 2002 <25Sausages 1995 (one major
supplier)

25–30
Two supermarkets, 2004 3–23

Mince, UK, 19783 16.2 Quality Mark mince 1997 <10
Sirloin roast lean and fat3

Topside roast lean and fat3
21.1
12.0

Cooked beef steaks, as eaten,
trimmed at home; grilled. 2003.14

4–8

*As percentage of the edible carcase or product. Assumes no trimming of fat prior to sale before 1997.
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Results

Changes in the fattiness of retailed meat
Saleable beef as a percentage of the carcase weight, declined from 67% in the 1981–5
survey12 to 63% in the 2002 carcase. No trend in the fat trimmed off was discernable
from the few cutting records obtainable. Fat as a percentage of the meat sold
(including cuts, mince and sausages) remained steady across the cutting records
studied—at 6.8% in 1992, 7.1% in 1999, 7.1% in 2002—although the grade and breed
were not stated.

Two typical heifer half carcases (of 100 kg within the same grade) ten years apart,
processed by the same organisation using the same cuts were butcher dissected. The
2002 carcase yielded 63.2 kg (7.6 kg less) saleable meat, comprising 19 kg (7.3 kg
more) mince, 1.6 kg (4.0 kg less) for sausages, with 13.0 kg (1.7 kg more) fat left
over, and 2.5 kg more bone and waste.

Meat sold as chuck steak, for example, reduced from 6.23 kg to 4.45 kg, thus
indicating greater trimming of fat. The 1.7 kg net reduction in fat retained for sale (as
meat cuts, mince, or sausages) in the 2002 half-carcase was equivalent to 9.4% of the
total carcase fat (trimmable or not) in 1992.

Meat cuts

In 2002, chemical fat content per 100g edible portion in beef cuts (trimmed to a 5 mm
fat margin) varied from 2% fat (topside) to 11% (sirloin), thus averaging around 6%
fat.13 Lamb cuts varied from 7% fat (lamb shoulder lean) to 28% fat (lamb shoulder
chop trimmed to 5 mm fat).13

Mince

Mince, whether made from butchers’ meat trimmings or from mutton, must contain
less than 10% fat to qualify for the Heart Foundation’s ‘Pick the Tick’ program or a
Quality Mark. Most mince sold in the shops inspected made no such claims, and
tested at 20% fat.13

Sausages

The Food Standards Code, introduced at the end of 200216 required sausages to
contain no more than 33% fat. A major sausage supplier said their sausages were
25%-30% fat in 1995, whereas voluntary labelling listed fat content between 12% and
18% fat. Fat content labelling is voluntary, but should be accurate. Some brands did
not state any fat content. Other brands were labelled at 3.4% and 23% fat, commonly
16% fat. Heart Foundation’s ‘Pick the Tick’ required less than 10% fat content, but
even without the tick, some brands were labelled as 11% fat.

Processed meat

The Quality Mark scheme excludes processed meats such as sausages and luncheon
meat. The Code requires that meat products be true to their name, so that a steak and
kidney pie must state that it contains no less than 25% steak and kidney, although
there is no fat maximum. Processed meat must contain no less than 30% meat.
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Offal

FAO estimated offal supply per capita in 2002 at 14.0g including 0.4 g fat.2 Kidneys
contain 3% fat, but processors now package liver and kidney fat-free to retailers.

The fate of meat fat

Fat sold in meatcuts, mince, or sausages—Of a 100 kg side of dressed beef carcase
in 2002, 24 kg was inedible bone, 13.0 kg fat was discarded, and 63.1 kg was saleable
meat containing 7.1 kg fat comprising:

• 3.1 kg fat left in (or on) 42.5 kg of trimmed meat cuts (7% fat);

• An estimated 0.2 kg fat in 1.6 kg sausages (12.5% fat);

• 3.7 kg fat in 19 kg of mince (20% fat).

Fat formed 7.4% of the weight of the meat cuts, and 11.2% of the 63.1 kg of meat
sold. In this carcase, more fat went into mince and sausages that was sold in meat
cuts.

Raw animal fat—According to FAO food balance sheets, under half of the raw
knife-separable animal fats retained for domestic supply in 2002 entered the food
supply, providing 14.6 g of fat per capita per day,2 mostly from beef. The amount of
beef fat returned to the food supply (apart from fat in sausages and mince) amounted
to 27% by weight of the weight of beef sold as cuts, sausages or mince. Tallow from
sternal, kidney, channel, or omental fat deposits (which are easier to render into edible
tallow) is used for making cooking margarine, dripping (used in frying oils), and
baked goods. Inedible tallow is used for soap. Sheep fat has a characteristic odour
limiting its inclusion with other animal fats for food.

Fat trim was either sold to tallow or by-product companies. Small independent
butchers were restricted by Food Standards Code16 as to the permitted fat content in
sausages, burgers, and processed meats.

Meat fat supply trends
As Table 2 shows, from 1995 to 2002, total fat per capita entering the food supply
from meat and meat products in total declined 16% (from 76.1 g a day in 1995 to 64.3
g in 2002), whereas fats from red meat declined 27% (from 59.0g in 1995 to 42.9g in
2002). In contrast, fats of white meat origin (pork, bacon, ham, poultry) increased,
from 13 g to 19 g. These changes reflected changes in the meat supply, without
allowing for any change in the fattiness of each class of meat.

Carcase composition trends

Lamb and mutton

From 1997 onwards, meat cuts were sold with less fat attached. From 1948, FAO
estimated the bone-in carcase to be 22.8% fat; which at 83% edibility4 would equate
to 27.5% fat. This increased to 30.5% fat for a dressed bone-out UK carcase in 1978.4

In the 2002 lamb carcase of 18 kg, and based on chemical analysis of the cuts, half
(50%) of the fat was trimmed off and half sold as meat (including mince and
sausages). Total fat content of the edible carcase was 26.7% and (of the portions sold
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in 2002) fat was estimated at 15.5%. According to the data, the fattiness of the
sheepmeat carcase has changed little in 25 years, but 42% of sheepfat is now
discarded.

Beef

In 1948, FAO estimated that an average (untrimmed) dressed beef carcase contained
18% fat. Based on 83% edibility,4 this would equate to 22% of the edible dressed
carcase. In 1978, British tables found that fat comprised 24.3% of the edible dressed
carcase weight. In 1981–5, for a P grade heifer, knife-separable fat was 17%, and non-
separable fat 10% of the lean (by visual estimate).12

In the 1999 butcher-trimmed beef carcase14 edibility was 82% of the dressed carcase.
Meat cuts with fat trimmed, mince, and sausages comprised 72% of the dressed
carcase and bone was 16%. Total fat was 20% of the dressed carcase (12.5%
discarded, plus 7.5% sold on, or in the meat cuts, or in mince and sausages). Fat
content of a beef carcase was only 2 percentage points less than half a century before.1

Of the trimmed and discarded fat that comprised 12.5% of the carcase weight, less
than half would have reappeared as edible tallow,2 whereas 72% of the dressed
carcase was sold as meat. If meat cuts, mince, and sausages were all included,
estimated fat content of the edible dressed beef carcase (as prepared for sale at retail
in 2002) was 11.2%. For 2002, FAO estimated a daily per capita supply of 59.3 g beef
(of which 3.9 g was fat) and 15.4 g of raw beef fat (mostly tallow).2

Trends in fat and saturated fat of the food supply (Tables 2 and 3)

With respect to meat fat, after combining food composition and FAO food supply data
for 2002 in the Health New Zealand database1 without allowing for trimming of
meatfat, per capita daily supply was estimated at 13.0g beef fat, 14.6 g separable fat,
15.3 g lamb or mutton fat, 9.7 g pig fat, 11.1g poultry fat, and 0.6 g game fat—a total
of 64.3 g meat fat.2 (Table 2).

After trimming of fat in 2002, 11.2% of the meat from a dressed (bone-in) beef
carcase, and 15.5% of the meat from a lamb carcase (trimmed, cut and presented for
sale at retail) was fat.14 For beef, the 11.2% value allowed for fat sold as mince or
sausages, which accounted for 46% of the beef fat sold.

Based on the 11.2% fat content of beef and the 15.5% fat content of lamb after
trimming as estimated above, and not counting separable fats, we estimated that in
2002 trimming of fat nearly halved the fat sold as red meat: from 28.3 g of fat per
capita per day untrimmed, to 15.2 g fat per day trimmed (Table 2); and from 12.2 g of
saturated fat per day untrimmed to 6.6 g fat per day trimmed (Table 3).

Saturated fat consumption decreased by 12 g between 1995 and 2002 (from 65.3g to
53.2g; 19%); most of this decrease was due to decreased red meat supply causing a
7 g decrease in saturated fat. (Table 3)
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Table 2. Meat fat supply per capita in New Zealand in 1995–2002, adjusting for
trimming of red meat cuts

Untrimmed After
Trimming

Variable

1995 2000 2002 2002
Red meat fats
Beef fat
Separated animal fat
Mutton fat

23.8
13.0
22.2

15.7
14.4
14.4

13.0
14.6
15.3

6.6
14.6
8.6

White meat fats
Pig meat
Poultry

7.9
8.3

9.0
9.6

9.7
11.1

9.7*
11.1*

Other meat fats
Game, offal  0.9  0.6  0.6  0.6
Total meat fats
Red meat fat fraction

76.1
0.78

63.9
0.69

64.3
0.66

51.2
0.58

*Unadjusted.
Source: Health New Zealand food and nutrition database, based on FAO meat supply data, and FAO percentage
fat estimates for the carcase, after allowing for inedible fractions. Raw animal fat (tallow) is estimated as 93% fat,
and assumed to be all from beef.

Between 1995 and 2002, combining the change to trimming of red meat fat with a
decreased red meat supply (Table 3), saturated fat sold as beef, mince, or sausages
declined 72%, and sold as lamb, declined 61%. In the total food supply overall,
saturated fat reduced 27% after allowing for both the reduced supply of red meat and
the increased leanness of red meat cuts sold (Table 3).

Ulbricht and Southgate’s17 atherogenicity index in the 2000 and 2002 food supply,
based on the balance of fats in the total diet, was unchanged by trimming, but the
thrombogenicity index,17 was 3% to 4% lower.

Changes in the amount of trimming of fat at home after purchase

In 1990 (and again in 1997) approximately two-thirds of consumers said they trimmed
fat from their meat6 7 though to an unknown extent. In a 2003 Lincoln University
study, 191 consumers were each asked to cook one already-trimmed and one
untrimmed steak; participants knife-trimmed the fat before or after cooking. An
average lean steak lost 70% of its fat in cooking, and a fatty steak lost about 60%,
mostly due to home trimming. After frying or grilling, average fat content was 9.5g of
fat per 100g of porterhouse steak, but this varied according to the fattiness of the
steak. A fatty steak (24–39% fat) resulted in 13.0 g fat per 100 g as eaten whereas a
lean steak (14%–23% fat) resulted in 5.5g of fat per 100g steak as eaten.18
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Table 3. Saturated fat in the New Zealand food supply (in 1995, 2000, 2002) with
and without allowance for trimming of beef and lamb; grams per capita per day

Grams of saturated fat
per capita per day No trimming of red meat fat Red meat fat

trimmed

With allowance
for sales trends
and trimming of
fat from red meat

Year 1995 2000 2002 2002 1995-2002
change %

Total in dairy products 25.1 18.3 19.2 -23
In butterfat 12.9 6.7 8.3
In milkfat, cream 7.7 7.8 6.9
In cheese 4.5 3.8 4.0

Total in meat 31.8 26.0 27.1 21.6 -33
In beef 7.3 4.8 4.0 2.0 -72
In sheep meat 11.9 7.7 8.2 4.6 -61
In separated fats 6.0 5.9 6.5 6.5 8
In pig meat 3.4 3.8 4.1

In poultry 3.0 3.5 4.0
In game 0.2 0.3 0.3

*

Non-meat, non dairy 8.4 8.0 7.0 -17
Oils 2.9 1.9 2.8
Eggs 1.1 1.3 1.0
Cereals 1.1 0.8 1.1
Fruit 0.2 0.2 0.2
Vegetables 0.2 0.2 0.2
Seafood 0.1 0.1 0.1

 Other 2.8 3.5 1.6

Total
 

65.3 52.3 53.2 47.7 -27

Red
meat

Beef, lamb and
 separated fats 25.2 18.4 18.7 13.1 -48

*No allowance made for trimming of white meat or game.
Note: Totals and percentages are based on two decimal places.

Discussion

Principal findings

The fattiness of the beef or lamb carcase appears to have changed little over half a
century, but in 2002, 30% of the total fat from a red meat carcase was discarded
before sale. Less meat in the food supply and reductions in the fattiness of red meat
available for sale, combined to reduce meat fat from red meat (excluding tallow) in
the food supply by 65% between 1995 and 2002. Including tallow, the reduction was
48%.

Per capita supply of beef and sheep meat decreased by 36% between 1995 and 2002.
Assuming no change in the fattiness of red meat, then the supply of fat and saturated
fat from red meat also decreased in this proportion.
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If, however, we also adjust for the trend to knife-trimming of fat from meat by
processing butchers, then meat fat and saturated meat fat from red meat decreased by
a further 29%. The Heart Foundation had urged trimming of meat fat since its first
Food Festival campaign in 1987. In the 1990s two-thirds of consumers said they
trimmed fat from meat.6 7 From 1997, the industry’s Quality Mark, (requiring central
processors and supermarket chains to trim to 5 mm fat) ensured that leaner cuts
became the norm for virtually everyone buying meat as steaks or chops.

The Lincoln College consumers study highlights the importance of pre-sale trimming,
and the advantages of an industry-wide change to make this happen, rather than
relying only on health education of consumers. Although 87% of consumers were
sufficiently concerned to trim meat fat at home, those cooking pre-trimmed steaks ate
much less fat than those eating untrimmed steaks (5.5 g versus 13.0 g per 100 g edible
beef).

We estimated the approximate additional effect of home trimming of beef to be a
26% reduction in fat, (from 7.4% average fat for meat cuts estimated for the 2002 side
of beef to 5.5% achieved in this home cooking study), as the ‘lean’ steaks in the home
cooking study were fattier than the 2002 side of beef.

The fat content of most mince and sausages is higher than in most meat cuts. The
main factors now affecting meat fat consumption are the ratio of mince and sausages
to meat cuts, and the fat content of mince and sausages—for which fat labelling is
voluntary.

How the findings compared with other sources

For 2002, FAO estimated 59.3g of beef, and 55.7g of sheepmeat per person per day in
the food supply, besides 15.4g of separated fat (mainly tallow). This study estimated
29.4g of fat per person per day after trimming: 6.6g in beef, 8.6 g fat in sheepmeat,
and raw fat 14.2g. FAO estimated fats from red meats totalling 33.8g per person per
day: 3.9g in beef, 14.5g in sheepmeat, the rest being raw fat.2 For 2002, the FAO-
compiled data were consistent with the trimming of fat from beef but not from
sheepmeat.

Strengths and weaknesses of the study

New Zealand-derived food composition data tables13 described most cuts of meat. For
a few cuts of unknown composition we conservatively assumed 10% fat content after
trimming. Few cutting records of carcases with which to assess trimming trends were
obtainable, making it difficult to distinguish time trends from individual carcase
variation.

In 2002, an estimated 5.5 g of saturated fat (Table 3) and 13.1 g of total fat per capita
per day (Table 2) were trimmed off total meat due to trimming of red meat. If white
meats were also trimmed, then the 19% reduction in saturated fat in the total diet due
to red meat (Table 3) is an underestimate. If the coverage of the Quality Mark was
only 80%, then the reduction in fat is correspondingly reduced; however the mark has
made trimming of fat the norm.

The annual FAO food balances, begun in 1961, were collated by Statistics New
Zealand up until 1996. It is unclear if FAO statistics reflect all the changes in meat
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processing. For example, the fat composition data of trimmed cuts for this study
require purchase10 and may not have been electronically available to the FAO.

The way forward

Red meat cuts as sold have undoubtedly become leaner in recent years. The meat
industry monitors the end product, but there is as yet no statistical system to report
back this achievement to the consumer.

The Quality Mark scheme applies to almost all red meat, and merits formal on-going
monitoring, with the results published annually based on methods such as:

• Random checks of the fat content of mince and sausages; and

• Monitoring of the ratio of sold weight of mince and sausages to total meat cuts,
using sentinel stores or other means.

The actual data and formulae used by FAO in calculating meat and meat fat balances
for New Zealand should be monitored by and transparent to New Zealand producers
and health groups, so that the data and can be interpreted correctly by all concerned.

Further improvements are occurring. In 2004, one supermarket chain in 2004
introduced central processing and distribution of retail cuts ready for sale, enabling
tighter control of fat content. In 2005, closer trimming of fat on all red meat cuts was
under consideration.

In summary, the Quality Mark applies to virtually all red meat sold and further
improvements are possible. Trimming of red meat before sale has decreased the
fattiness of red meat (cuts, mince, sausages, plus separable fat) by 30%. From 1995 to
2002, coupled with a decreased red meat supply saturated fat per capita from red meat
decreased 65%.

What this paper adds
The fat composition of the beef and lamb carcase has remained much the same for
half a century, but red meat cuts as sold are now 30% leaner, following on from the
introduction of a Quality Mark standard and industry-wide pre-sale trimming of red
meat cuts in 1997.

In 2002, after trimming, a dressed beef carcase (cuts, mince, and sausages as sold)
averaged 11% fat, and a lamb carcase 15%.

Home trimming of meat fat after purchase may have further decreased saturated fat
consumption.
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Dollars and Sense. Is there a better way to determine private
surgical fees in New Zealand?
Paul Brown, John Windsor, Michael Law

Abstract
In New Zealand, private insurers reimburse surgeons on a fee-for-service basis.
Ideally, the level of reimbursements should reflect competitive market prices. Due to
concerns such a market does not exist, other countries have adopted Relative Value
Scales (RVS) to estimate a fair reimbursement level for different procedures. No such
scale exists in New Zealand for surgeons, but it does for anaesthetists. This study
compares reimbursements to surgeons and anaesthetists from private insurers using
data from 3186 procedures performed between 1996 and 2002. We calculate an
implicit hourly rate of reimbursement and compare the level of reimbursement
between procedures and the variance of reimbursements within procedures for
surgeons and anaesthetists. The results suggest that there are significantly greater
deviations in average reimbursements between procedures for surgeons than for
anaesthetists. Furthermore, the variability of reimbursements is greater for
reimbursements to surgeons within specific procedures. While the results do not
necessarily imply that surgical reimbursements are inconsistent with underlying
market rates, the results are consistent with the hypothesis that anaesthetist’s fees
show greater stability because of the existence of a RVS. We conclude by discussing
what would be required to implement a RVS for surgical fees in New Zealand.

Surgeons operating in the private sector are paid on a fee-for-service basis by
insurance companies (the largest funders of private services). Privately funded
surgical services constitute a major source of income for practicing surgeons.

Reimbursement is determined as follows: First, the patient is provided with an
estimate of the cost of the procedure by the surgeon. This estimate is submitted to the
individual’s insurance company for approval. The estimate includes reimbursement to
the surgeon, the anaesthetist, and the hospital (for the associated theatre costs) as well
as any sundry expenses. The insurance company then determines the price it is willing
to pay based on a procedure fee schedule. Once the insurance company has provided
approval, the procedure is undertaken. On completion, and usually after the patient
has been discharged, the surgeon submits an invoice to the patient who then forwards
this, along with invoices from the anaesthetist and the hospital, to the insurance
company. Typically any difference between the surgical fee and the approved price is
paid out of the pocket of the patient. Some more comprehensive policies (e.g.
Southern Cross UltraCare) reimburse the entire submitted fee.

The challenge facing insurance companies in New Zealand is the same challenge
facing funders in all countries with fee-for-service reimbursement: What is the
appropriate fee to pay for different procedures? Purchasers would like
reimbursements to reflect a fair market price for the services. However, because there
is often no well-functioning, competitive market for specialist healthcare services,
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purchasers have no externally determined benchmark to ascertain whether the level of
fees is appropriate.

Other countries have addressed this problem by adopting an explicit and transparent
system for determining appropriate fees. For instance, in the United States in the late
1980s, Hsiao and colleagues lead a process aimed at identifying the surgeon and
specialist inputs required for approximately 7000 procedures.1–3

The reimbursement levels were determined by considering the total work required for
the procedure (time, mental effort, clinical judgment, technical skill, and physical
effort under stress), the relative practice costs, the opportunity cost (lost income due
to time in training), and the cost of malpractice insurance. As such, it attempted to
emulate the prices that would exist in a well-functioning, competitive market. The
resulting relative value scale (RVS) recommended specific reimbursement levels to
surgeons for each procedure and is still used to set reimbursement under the Medicare
program.

A similar approach has been undertaken by anaesthetists in New Zealand (NZSA,
2004). The New Zealand Society of Anaesthetists (NZSA) considered factors such as
characteristics of the procedure (e.g. anatomical site at which the procedure is
performed and position of the patient), the time typically required for the procedure,
and any unique patient or procedure characteristics. The scale is only a guide and
anaesthetists are not compelled to use it. However, there is anecdotal evidence that the
variability of anaesthetic fees has been reduced since its introduction, possibly due to
the insurance companies adopting the NZSA guidelines when setting reimbursement
levels.

An RVS does not exist for surgical reimbursements in New Zealand. Instead, each
insurer in New Zealand determines its own schedule. Again, anecdotal evidence
suggests that prices are heavily influenced by the fee schedule published by Southern
Cross, the largest private insurer. This details the minimum and maximum
reimbursement fee for each of 915 procedures (at the ICD 10 level; Southern Cross,
2002), with new procedures added through a submission process.

To date, no study has examined whether the level of surgical reimbursements is
reflective of the inputs and training required for each procedure. There is reason to
suspect the reimbursements do not reflect an underlying market. In a previous study,
we compared surgical reimbursement levels across specialities in order to determine
whether there was parity in the reimbursements.4 Using data from Medilink (NZ) on
insurance reimbursements to specialists between 1996 and 2002, our results suggested
that the level of reimbursement between the surgical specialities was remarkably
consistent when calculated as an hourly rate. The one exception was in
Ophthalmology where the remibursements were approximately 50% higher than the
other specialities. Recent court cases involving Southland Ophthalmologists
concluded that attempts to restrict entry of Ophthalmologists amounted to anti-
competitive behaviour.5 Both of these findings suggest surgeons may have the ability
to influence fees and market conditions.

Identifying whether reimbursements for procedures in New Zealand are consistent
with an underlying market would require an extensive examination of the factors
considered by Hsiao and colleagues in their original study. Such an undertaking is
beyond the scope of this paper. Instead, the purpose of this paper is to delineate
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inconsistencies that might exist in surgical reimbursements in New Zealand, and to
promote discussion around whether a better approach might be considered. It is not
the purpose of this paper to determine whether the current levels of reimbursements to
surgeons or anaesthetists are appropriate.

In this study we compare the (implicit) average level of reimbursements per hour of
operating time and the variance in reimbursements for surgical and anaesthetist
services using the data from Medilink (NZ). We then compare reimbursements to
surgeons and anaesthetists, focusing upon the relative variability both across and
within procedures. These comparisons illustrate that surgical fees are significantly
more variable than anaesthetist fees (where a relative value scale exists). We conclude
with a discussion about whether the differences in average hourly rates are justified
on the basis of different levels of skills or other inputs.

Methods
Data—Our investigation utilised a database provided by Medilink NZ containing information on 8294
privately financed surgical procedures between 1996 and 2002 in New Zealand. Medilink NZ is a
private company that processes insurance claims for insurance companies, 11 of which are represented
in this database. The dataset does not include data from the largest insurer, Southern Cross Ltd, as it
processes its own claims.
The dataset contains information on various aspects of each case reimbursed by the participating
insurance company, including:

• Reimbursement to surgeon: The amount paid to the surgeon for each claim.

• Reimbursement to anaesthetist: The amount paid to an anaesthetist for each claim.

• Procedure: The ICD 10 code for procedures carried out.

• Theatre cost: The amount paid to the hospital for operating theatre time.

• Location: City/town where the procedure took place.

• Year: The year in which the claim was filed.
In order to control for differences in the time required for each procedure, an hourly rate of
reimbursement to surgeons and anaesthetists was calculated. Information was available on the rate
charged per 15 minutes of theatre time for 23 of the hospitals in which procedures were performed.
These 23 hospitals were associated with 3847 claims, 46% of the total number of claims (3847/8294).
The time required for each of these 3847 cases was calculated by dividing the total theatre cost by the
rate per 15 minutes of theatre time associated with that hospital. Additional minutes for costs falling
between the two time blocks were determined pro rata.
As all these hospitals have a 30-minute minimum charge, procedures that cost the minimum charge
(n=661) were not included in the sub-sample, as the actual time of the procedure could not be
calculated. For the remaining 3186 cases, the hourly rate was calculated by dividing the total fee paid
to the surgeon or anaesthetist by this time estimate.
The procedures codes used to identify the surgical speciality followed the Southern Cross
categorisation6 of General Surgery, Otolaryngology, Urology, Gynaecology, Ophthalmology,
Orthopaedics, Peripheral Vascular Surgery, Oral & Maxillofacial, and Cardiac Surgery.
The location where the procedure was performed was categorised according to whether the surgery
took place in a rural or major metropolitan centre (Auckland, Hamilton, Wellington, Christchurch, and
Dunedin).
All prices were converted to $NZ 2002 values using the Statistics New Zealand Labour Cost Index for
Private Sector Professionals for surgeon and anaesthetist fees and the Consumer Price Index for Health
Care items for other costs.7 Procedure code 3953 and 3955 (Ophthalmology) includes the price of an
intraocular lens. For these cases, a conservative amount of $250 was subtracted, representing the
approximate cost of an individual lens (with no volume discount, which some practices may receive).
Analytic methods—The analysis consisted of two types of comparisons. First, we examine the average
hourly rates of reimbursement to surgeons and anaesthetists for each of the 30 most commonly
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performed procedures. Specifically, we examine whether (for a given procedure) the average surgical
reimbursements show greater deviation than the average anaesthetist reimbursement. This provides
evidence on whether surgeons are reimbursed more for some procedures than for others, and whether
the reimbursement of anaesthetists shows a similar pattern.
The second type of analysis focuses upon the variability in reimbursements within a procedure. For
each of the 30 most common procedures, we present the ratio of the variance of average hourly rates of
reimbursement between surgeons and anaesthetists. Being a measure of the dispersion, the variance
indicates how much consistency there is in the fees that are paid for a given procedure. Low variance
indicates that all cases are reimbursed at essentially the same rate, while a high variance indicates that
some cases are reimbursed at much higher rates than other cases of the same procedure. Comparing the
ratio of the variances for each procedure fees between anaesthetists and surgeons provides an
indication of whether there is significantly more variability in the reimbursements to anaesthetist
(where a RVS exits) or surgeons (where no RVS exists).

Results
Descriptive—Table 1 shows the descriptive results for the sample. For the 3186
patients for whom an average hourly rate could be calculated, 33% were General
Surgery, followed by Gynaecology (19%), Orthopaedic (18%) and ENT (17%).
Auckland was the most common location for the procedures to be performed (28%),
followed by Christchurch (24%), and Wellington (12%). The bulk of the remaining
procedures were performed in rural locations (26%). The average reimbursement per
hour was $1,116 for surgeons and $372 for anaesthetists. Table 2 shows the
differences in average reimbursements across locations.

In all, there were 388 unique procedure codes in the dataset. The most commonly
performed procedure was tonsillectomy (Procedure Code 1710), with 114 cases in the
sample (4%). The mean number of cases per procedure code was 8.2, with a median
number of only 2. The small number of cases makes comparisons between
anaesthetists and surgeons unreliable. Thus, the subsequent analysis was restricted to
those procedures where the number of cases was greater than 30. The 30 procedures
are listed in Table 3.

The descriptive statistics for the 1644 observations (for the 30 procedures with n>30)
are shown in the 2nd column of Table 1. There are no notable differences between
these 1644 observations and the full dataset, including the average hourly
reimbursements being similar ($1,167 compared with $1,116 for surgeons, $279
compared with $372 for anaesthetists).

Differences in surgical reimbursement levels between procedures—Figure 1 and
Table 3 show the average hourly reimbursement to surgeons and anaesthetists for
each of the 30 most common procedures. For surgeons, the average level of
reimbursements per hour ranged from a high of $2,080 per hour for a cataract with
intraocular lens implant (procedure code 3955) to a low of $722 per hour for a
colonoscopy with removal of one or more polyps (procedure code 710). The average
surgical reimbursement for these 30 procedures was $1,167 per hour.
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Table 1. Descriptive statistics

Full sample Top 30 proceduresVariable Value
n % n %

Total All 3186 100.00% 1644 100.00%
Specialties
 
 
 
 
 
 
 
 

General Surgery
Otolaryngology
Urology
Gynaecology
Ophthalmology
Orthopaedic
Peripheral Vascular
Oral and Maxillofacial
Cardiac

1036
557
210
610
94

572
11
70
26

32.52%
17.48%
6.59%

19.15%
2.95%

17.95%
0.35%
2.20%
0.82%

557
420
50

294
47

245
0

31
0

33.88%
25.55%
3.04%

17.88%
2.86%

14.90%
0.00%
1.89%
0.00%

Locations
 
 
 
 
 

Auckland
Christchurch
Dunedin
Hamilton
Wellington
Rural Locations

877
772
120
212
369
836

27.53%
24.23%
3.77%
6.65%

11.58%
26.24%

430
408
64

113
184
445

26.16%
24.82%
3.89%
6.87%

11.19%
27.07%

Gender
 

Male
Female

1310
1876

41.12%
58.88%

680
964

41.36%
58.64%

Year
 
 
 
 
 

1997
1998
1999
2000
2001
2002

4
190
504

1354
871
263

0.13%
5.96%

15.82%
42.50%
27.34%
8.25%

2
96

271
675
460
140

0.12%
5.84%

16.48%
41.06%
27.98%
8.52%

Procedures Number of Codes 388 Unique Codes 30 Unique Codes
 Mean SD Mean SD
Costs
 
 
 

Surgical
Anaesthetist
Sundry
Theatre

$1,379.22
$450.98
$889.38

$1,005.60

1043.63
272.37

1177.80
483.75

$1,328.05
$421.28
$823.82
$947.67

838.00
199.65
819.99
388.89

Procedure Time Hours 1.35 1.03 1.23 0.84
Cost Per Hour
 

Surgical
Anaesthetist

$1,116.14
$372.41

639.87
125.38

$1,167.40
$379.30

552.06
119.31

Table 2. Comparisons by locations

Procedure code Count Mean surgical cost/hour SD Mean anaes cost/hour SD
Auckland
Christchurch
Dunedin
Hamilton
Other
Wellington

877
772
120
212
836
369

$1,200.96
$1,208.22
$1,339.92
$1,117.76
$965.80
$988.85

749.27
728.07
612.82
557.22
454.27
458.37

$393.43
$369.84
$430.15
$373.60
$353.46
$347.71

133.87
110.15
126.41
126.91
128.40
112.79

Total: 3186 $1,116.14 639.87 $372.41 125.38

Table 3 also shows the deviation in average reimbursements for each procedure from
the average in the entire sample. The results suggest that in 25 of the 30 procedures,
surgical reimbursements deviated by a greater percentage from the average than
anaesthetists reimbursements.
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Table 3. Average surgical and anaesthetist reimbursement per hour: procedures with 30 or more cases

Procedure
Code

Procedure Description Specialty Count Mean Surgical
Cost / Hour
(SD) (i)

% Above or
Below
Average (ii)

Mean Anaes.
Cost / Hour
(SD)

% Above or
Below Average
(iii)

Ratio:
Surg/Anaes. Var.
(iv)

130 Breast - excision of simple
lesion

General Surgery 31 $833.31
(277.49)

-25.34% $359.92
(126.45)

-5.3% 4.8

180 Breast - Modified radical
mastectomy or Extended
simple mastectomy or Wedge
resection/partial mastectomy
with anxillary
dissection/biopsy - unilateral

General Surgery 35 $1,179.40
(358.48)

5.67% $299.57
(77.77)

-21.2% 21.0

250 Cyst, tumour or scar, involving
deeper structure and not
otherwise covered

General Surgery 35 $788.90
(311.42)

-29.31% $395.81
(119.51)

4.2% 7.7

260 Tumour, benign or malignant
requiring wide excision

General Surgery 46 $958.16
(582.24)

-14.15% $385.20
(141.79)

1.4% 16.9

270 Tumour, benign or malignant
requiring wide excision with
skin graft

General Surgery 36 $922.03
(635.38)

-17.39% $313.16
(84.68)

-17.6% 56.3

380 Hernia - Femoral, Inguinal,
Ventral Lumbar - unilateral

General Surgery 56 $1,079.49
(353.14)

-3.28% $376.10
(109.37)

-1.0% 10.4

385 Hernia - Femoral, Inguinal,
Ventral Lumbar -
Laparoscopic

General Surgery 35 $1,301.00
(531.48)

16.57% $397.86
(164.73)

4.7% 10.4

450 Haemorrhoids - excision of,
including sigmoidoscopy

General Surgery 38 $1,208.44
(371.67)

8.28% $413.92
(103.37)

8.9% 12.9

710 Colonoscopy - with removal of
one or more polyps

General Surgery 43 $722.97
(261.79)

-35.22% $277.88
(88.41)

-26.9% 8.8
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Table 3 continued
Procedure
Code

Procedure Description Specialty Count Mean Surgical
Cost / Hour
(SD) (i)

% Above or
Below
Average (ii)

Mean Anaes.
Cost / Hour
(SD)

% Above or
Below Average
(iii)

Ratio:
Surg/Anaes. Var.
(iv)

880 Veins - Varicose:
Trendelenburg, strip and local
excision and operation for
perforators - unilateral

General Surgery 44 $951.70
(415.50)

-14.73% $325.50
(117.39)

-14.3% 12.5

890 Veins - Varicose:
Trendelenburg, strip and local
excision, and operation for
perforators - bilateral

General Surgery 35 $1,015.62
(395.23)

-9.00% $310.27
(111.04)

-18.4% 12.7

1042 Cholecystectomy –
laparoscopic

General Surgery 85 $1,763.45
(871.28)

58.01% $407.03
(164.25)

7.1% 28.1

1162 Hiatus Hernia - Laparoscopic
Nissen repair

General Surgery 38 $1,394.72
(560.08)

24.97% $368.88
(124.28)

-2.9% 20.3

1700 Tonsillectomy with or without
adenoidectomy - adult

ENT 81 $856.08
(219.63)

-23.30% $442.87
(115.09)

16.5% 3.6

1710 Tonsillectomy with or without
adenoidectomy - child

ENT 114 $895.86
(216.54)

-19.73% $403.23
(92.05)

6.1% 5.5

1720 T's A's - child + bilateral
grommet insertion

ENT 46 $849.99
(210.24)

-23.84% $342.90
(95.55)

-9.8% 4.8

1740 Adenoidectomy + bilateral
grommet insertion

ENT 31 $838.36
(139.33)

-24.88% $367.12
(77.34)

-3.4% 3.2

1970 Endoscopic Sinus surgery
unilateral

ENT 73 $1,476.25
(394.53)

32.3% $375.98
(107.92)

-1.1% 13.4

2330 Nasal septoplasty with cautery
or diathermy turbinates, with
or without outfracture

ENT 75 $1,384.23
(474.37)

24.0% $395.96
(99.17)

4.2% 22.9
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Table 3 (continued)
Procedure
Code

Procedure Description Specialty Count Mean Surgical
Cost / Hour
(SD) (i)

% Above or
Below
Average (ii)

Mean Anaes.
Cost / Hour
(SD)

% Above or
Below Average
(iii)

Ratio:
Surg/Anaes. Var.
(iv)

2810 Prostatectomy - transurethral -
major

Urology 50 $1,662.18
(765.46)

48.9% $422.76
(152.88)

11.3% 25.1

3440 Laparoscopy Gynaecology 56 $1,016.56
(468.66)

-8.9% $400.85
(134.71)

5.5% 12.1

3540 Hysteroscopy, with
endometrial biopsy (D/C)

Gynaecology 76 $1,031.62
(294.60)

-7.6% $398.59
(102.37)

4.9% 8.3

3570 Hysterectomy - total, with or
without B S O

Gynaecology 70 $987.97
(492.04)

-11.5% $348.01
(105.24)

-8.4% 21.9

3614 Hysterectomy, vaginal,
laparoscopic

Gynaecology 49 $1,244.02
(381.32)

11.5% $294.68
(66.55)

-22.5% 32.8

3635 laparoscopic endometrial
resection

Gynaecology 43 $1,322.55
(625.23)

18.5% $369.37
(102.13)

-2.8% 37.5

3955 Cataract with intraocular lens
implant

Ophthalmology 47 $2,080.56
(805.71)

86.4% $415.05
(163.21)

9.2% 24.4

5170 Total replacement - Hip Orthopaedics 98 $1,240.02
(401.54)

11.1% $381.09
(98.85)

0.3% 17.2

5290 Arthroscopy plus
meniscectomy (arthrotomy or
arthroscopic)

Orthopaedics 91 $1,215.34
(354.41)

8.9% $385.30
(102.31)

1.4% 12.0

5370 Total knee replacement Orthopaedics 56 $1,242.70
(390.01)

11.4% $388.83
(115.90)

2.3% 11.3

9015 Extraction of Wisdom Teeth Oral and
Maxillofacial

31 $994.99
(390.75)

-10.8% $361.67
(126.06)

-4.8% 9.6

Total: 1644 $1,167.40
(552.06)

21.5% (v) $379.30
(119.31)

8.3% (v) 21.4

(i) SD – Standard deviations shown in parentheses; (ii) Percentage that average surgical fee for procedure is above or below average for all procedures ($1116); (iii) Percentage that average
anaesthetist fee for procedure is above or below average for all procedures ($380); (iv) Variance is the square of the standard deviation; (v) Average absolute values of percentages above or
below mean



NZMJ 25 November 2005, Vol 118 No 1226 Page 31 of 96
URL: http://www.nzma.org.nz/journal/118-1226/1753/ © NZMA

For instance, surgical reimbursements for cataract with intraocular lens implant
(procedure code 3955) were 86% above the average level of reimbursements ($1116),
whereas anaesthetist’s reimbursements for the same procedure were only 9% above
the average ($379). As shown in the bottom of Table 3, the average absolute deviation
was 21.5% for surgical fees, but only 8.3% for anaesthetist’s fees.

As shown in Table 4, for only one of the 30 procedures was the average surgical
reimbursement within 5% of the average for all procedures, compared with 47% (14
of the 30 procedures) for anaesthetist’s fees. Additionally, over 36% (11) of surgical
reimbursements were greater than 20% above the average, compared with only 10%
(3) of anaesthetist reimbursements.

Table 4. Average absolute deviation of average fees for top 30 procedures:
number in each range

% Above or below the average reimbursement level Surgical
reimbursements

Anaesthetists’
reimbursements

0 to 5%
5 to 10%
10 to 20%
20 to 50%
Above 50%

1
6

11
9
2

14
7
5
3
0

Comparing surgeon and anaesthetist fees—As the above discussion illustrates,
there was significant variation in the hourly rate of surgical reimbursement rates
between procedures. This suggests that average reimbursements were less likely to
differ significantly across procedures for anaesthetists than for surgical
reimbursements. However, the analysis does not indicate how consistent
reimbursements were within individual procedures.

To provide some perspective on the magnitude of variation in surgical reimbursement
rates compared with anaesthetic reimbursements, 95% confidence levels were
calculated for each procedure. As shown in Figure 1, the 95% confidence intervals are
much tighter for the anaesthetic reimbursements than the surgical reimbursement for a
given procedure. As an indication of the relative variability, Table 3 shows the ratio of
the variance of surgical and anaesthetic fees. In general, a ratio of the variances of the
two fees of 4 to 1 or greater is taken as an indication of differences in variability.

Table 3 shows that variability is greater for surgical reimbursements in all 30
procedures. The greatest difference in variability was seen in a benign or malignant
tumour requiring wide excision (procedure 260) with a variance ratio of 56.3. As
shown in Table 5, only two of the 30 procedures (codes 1700 and 1740) had variance
ratios under 4, with one-third of the sample showing variance ratios greater than 20.
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Figure 1. Average fees and 95% confidence intervals

Ref 1 = Average Surgeon Cost; Ref 2 = Average Anaesthetist Cost
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Table 5. Variance ratios (variance of surgical/variance of anaesthetists) for
top 30 procedures: number in each range

Range Variance ratios
0 to 4
4 to 10
10 to 15
15 to 20
over 20

2
7
9
2

10

Discussion
Purchasers of surgical services face the challenge of identifying the appropriate levels
of reimbursement. The evidence presented in this paper on surgical reimbursements in
New Zealand highlights some apparent inconsistencies. When compared on an hourly
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rate, there are sizeable differences in average rates of reimbursement between
procedures. In addition, comparing surgical reimbursements with anaesthetist
reimbursements illustrates not only a higher range in the average hourly payments but
significantly greater variability within specific procedures. This evidence is consistent
with the proposition that anaesthetist’s fees are more reflective of what a properly
functioning market would produce, while surgical reimbursements are less so. This
suggestion comes with a number of caveats.

First, the above analyses are based on only a sub-sample of all insurance claims.
Claims from Southern Cross were not included, nor were claims from hospitals where
theatre costs were unavailable. The exclusion of Southern Cross data from the
analysis does not mean that the present data set is skewed or subject to bias, as the
current data represents claims made to several smaller insurers in New Zealand.
Rather, the question that cannot be addressed is whether the disparities that exist in
this data also exist in Southern Cross reimbursements. Given the anecdotal evidence
suggesting that smaller insurance companies base their reimbursements on the
Southern Cross fee schedule, there is reason to suspect that it would.

Second, the analysis focused on only those procedures with more than 30 cases.
Although there is no a priori reason to assume that the resulting sample was not
representative of the entire population of insurance claims (e.g. no systematic biases
are likely to have resulted), it does suggest that the results should be viewed as
suggestive only.

Third, no conclusions should be drawn regarding whether or not the level of
reimbursement is appropriate or excessive. The hourly rates are based on the time
required for the surgery (e.g. theatre time used). In practice, there are three phases to
treatment: a pre-procedure (consultative) phase, the procedure, and a post-procedure
(convalescent) phase. The fee paid to specialists is intended to cover the latter two
phases, so it is misleading to interpret the reported hourly rate as the rate they are paid
for each hour spent actually performing the operation. Rather, the reported hourly rate
merely indicates the relative payment between procedures.

Comparisons between anaesthetists and surgeons hourly reimbursement rates or
commenting upon the level of reimbursements (e.g. too high) are not appropriate.
Even though the hourly rate presented here might seem substantial, it is possible that
reimbursement levels might actually be too low to compensate for the time required
for the reimbursement of the three phases of care.

Fourth, even if we accept that there are significant differences in surgical
reimbursements between procedures or greater variation than anaesthetists, this does
not necessarily imply that the fees are not consistent with those that would emerge
from a competitive market. Fees in a competitive market will differ according to the
characteristics of the surgeon (e.g., expertise, level of training, demand for services),
the procedure (e.g., complexity of case) and the location (e.g. cost of living in
Auckland compared with Dunedin). Although the analysis did attempt to account for
a critical factor (time for procedure), it did not incorporate these other characteristics.
Thus, it is possible, although unlikely, that the outcome from a RVS approach would
be to conclude that current fees are already consistent with an underlying market. The
size of the variations between procedures, the level of variability in payments for a
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given procedure, and comparisons with anaesthetists fees must, at the very least,
provide scepticism that the current system is working well.

The results provide support for the development of a RVS for surgical fees for New
Zealand. Although the Hsaio et al’s RVS is not without it’s critics8–10 and there are
other systems (e.g. McGraw Hill System11), there is no disputing the principle that
payments should reflect underlying fundamentals, as opposed to other factors, such as
political power, cartel related price fixing or historic reasons. Fortunately, developing
an RVS system in New Zealand would not be as complicated as in the US for a
number of reasons.12

For instance, some of the characteristics that had to be considered in the US, such as
the cost of malpractice insurance or regional disparities, will not be as important in
New Zealand. But most importantly, RVS are now fairly well established in many
countries around the world. By learning from their experiences and using their guides
as a starting point, New Zealand would not need to go through the extensive process
that has been required elsewhere.

What would be the likely impact of implementing a RVS in New Zealand?
Experience in the US indicates that a RVS is likely to change the established system
of payments.13,14 For instance, the introduction of the RVS in the US resulted in
changes in payments to various specialities, including increasing payments to some
specialities (e.g. family surgeons by 36%) while reducing payments to others (e.g.,
ophthalmologists by 18%).15 These changes can have flow-on effects, such as
inducing surgeons who have fees lowered to increase the volume of procedures to
compensate for reduced income.16–19 But the impacts will vary across specialties and
will depend upon the particular aspects of the healthcare market.

The findings of this study are presented to generate an informed discussion about the
best way to determine reimbursement in the private sector. The public health sector is
increasingly reliant on an efficient private sector for elective procedures. This data
and the experience from other countries suggests that a relative value system should
be carefully considered as it might be a more sensible way to determine private
surgical fees in New Zealand.
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Admissions to acute psychiatric inpatient services in
Auckland, New Zealand: a demographic and diagnostic
review
Amanda Wheeler, Elizabeth Robinson, Gail Robinson

Abstract
Aim This paper describes demographic and diagnostic data for people admitted to
three psychiatric units in Auckland, New Zealand over the year 2000.

Methods A retrospective file review of 932 people involving 1232 admission
episodes was conducted in the acute adult inpatient psychiatric units of west, north,
and south Auckland. Patient characteristics, diagnosis, and interventions were
recorded.

Results Overall, 62% were involuntary admissions and the most common diagnosis
was schizophrenia (38%). Based on the community population, Maori admissions
were double the expected rate and Asian admissions were lower than expected.
Compared to European admissions, Maori, Pacific, and Asian admissions were all
more likely to have a diagnosis of a psychotic disorder. In addition, Maori were more
likely to be admitted involuntarily than Europeans.

Conclusions Variations in psychiatric inpatient representation, diagnosis, and
compulsory treatment were found across ethnic groups. The explanations for ethnic
differences in mental health are likely to be many and multifactorial including
socioeconomic status, pathways to access of care, levels of family understanding and
acceptance, and community capacity to manage less disruptive presentations. The
findings provide a benchmark for recently established ethnic specific Maori and
Pacific community mental health services. A follow-up study is recommended to
review utilisation of community services for patients following an admission.

Adult mental health services in New Zealand primarily consist of community-based
teams with 24-hour crisis services and general hospital-based acute psychiatric units.
A national mental health strategy was developed in 1994 that prioritised resources to
target the care and treatment of those people with severe and ongoing mental
disorders.1 Whilst the reorganisation of psychiatric services over the last 25 years
from hospital to community-based delivery has led to increased community
accommodation and community staffing, the availability of acute hospital beds has
declined with some areas reporting a critical bed shortage.2

Differences in psychiatric service utilisation and diagnosis have been reported among
ethnic groups living in New Zealand. Admission rates to psychiatric units for Maori,3–

6 and Pacific,3,5 have been found to be higher than that for European. The Te Puni
Kokiri admissions review (1984–1993), and the 2002 New Zealand Mental Health
Classification and Outcomes Study (NZ-CAOS) review of episodes of care (inpatient
and community) in eight District Health Boards) both found rates of admission for
psychotic disorders were higher for Maori and Pacific compared to European.3,5
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Whilst under-utilisation of psychiatric services by Asian people is reported
internationally, very little is known about service utilisation of Asian people living in
New Zealand.7

There were three acute units providing psychiatric beds for adults aged 18–65 years
living in the community catchment populations of north, west, and south Auckland in
2000 (total population 805,257 from the 2001 census data8,9). The ethnic groups
making up the population were diverse; 60% European, 12.5% Maori, 12% Pacific,
10% Asian, and 6% other. Approximately 32% lived in the more deprived areas
(NZDep2001 decile group 8–10[10]), predominantly in south Auckland. In 2000, these
psychiatric units provided 102 acute adult beds or 12.6 per 100,000 total population
(the national recommended figure was 12.8).

This study examined all consecutive admissions to these three adult psychiatric units
for the year 2000. The focus of this paper is to report demographic and diagnostic data
for this admission cohort.

Methods
All consecutive admission episodes during the period 1 January 2000 to 31 December 2000 were
identified by the electronic Patient Information Management System (PIMS). All repeat admissions
were examined and any temporary discharges (patients readmitted within 5 days) were re-coded as one
continuous inpatient admission. These were frequently because patients were absent without leave or
transferred to a general medical ward during an admission and the PIMS recorded each period as a new
admission.
A total of 1263 admission episodes were included in the review; 31 episodes were excluded, 29
because of missing clinical files, and 2 cases with an admission duration longer than 12 months due to
non-clinical reasons. The data extracted from each clinical file included relevant demographic
information (gender, age, and ethnicity) and clinical data (legal status, diagnosis at discharge,
psychiatric admission history, length of stay, and treatment).
Information regarding ethnicity was collected as it was recorded in the patient’s clinical file. The
admission process defines this information as self-identification and not by any particular definition of
ethnicity. Where the ethnicity was recorded as unknown or there was a discrepancy within the body of
the notes, the researchers attempted to clarify the information via community files, keyworkers, or
previous/subsequent admissions. In general, a single ethnic group was recorded in the admission
document. Where more than one was identified, the researchers recorded only the first. This review
was conducted as part of the services’ quality assurance processes.
Data were entered into a Microsoft Access database in which the response options were coded. Chi-
squared tests were used to investigate differences in ethnic proportions between inpatient groups and
the catchment population. A generalised logits model was used to test for differences in diagnosis
between ethnic groups. Age, ethnicity, gender, and comorbid substance use disorder were included in
the model. Multiple logistic regression analyses—including age, ethnicity, gender, diagnosis, previous
admission (for legal status only,) and inpatient unit—were used to investigate factors associated with
comorbid substance use and legal status at admission. Statistical analyses were conducted using SAS
(Version 9) software.

Results
Patient population

The cohort making up this review comprised 932 people. These people had a total of
1232 admission episodes over the 12-month review period; 212 people (23%) had
more than one admission. The demographic data are reported for these 932
individuals and diagnosis and legal status data are reported with respect to each of the
1232 admission episodes.
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Demographics

The median age of the cohort was 34 years (range 16–68) and the overall proportion
of males was 56% (n=521). The ethnicity of the cohort was diverse, with 60%
identifying as European, 23.4% as Maori, 10.7% as Pacific, and 4.3% as Asian. The
‘other’ group totalling 12 people were African, Middle Eastern, and Central American
and they are combined with the European group for analysis. There was a significant
difference in the ethnic make-up of the cohort when compared to the corresponding
15–64 year community catchment population (p<0.001).8,9 Percentage-wise, Maori
were more than 100% over-represented whilst Asian patients were under-represented
by about 60% (Table 1).

Table 1. Ethnicity comparison for inpatient and community catchment
populations

Inpatient cohort
(16–68 years)

Catchment population
(15–64 years)

Relative risk
ratio

Ethnicity

n % n %
European
NZ Maori
Pacific Nations*
Asian
Other

562
218
100
40
12

60.3
23.4
10.7
4.3
1.3

320,934
60,117
57,624
59,373
31,038

60.6
11.4
10.9
11.2
5.9

0.99
2.06
0.99
0.38
0.22

Total 932 529,086
*Including Samoan, Cook Island Maori, Tongan, Niuean, Fijian, and Tokelauan people.

The proportion of ethnic groups differed in each of the three psychiatric units
(χ2=102.3, df=6, p<0.001) reflecting the diversity within each local catchment
population although, as in the overall cohort, Maori were higher and Asian patients
lower than expected.

Clinical variables

Diagnosis—The majority of the admission episodes received a principal diagnosis
(DSM-IV) of either a psychotic or mood disorder (Table 2). The most common
discharge diagnoses were schizophrenia (including schizoaffective disorder) and
bipolar disorder (manic, depressive, mixed, and unspecified episodes).

Table 2. Principal DSM-IV Axis I discharge diagnosis

TotalDiagnostic Group
n %

Mood disorder
Bipolar disorder
Depression

494
318
176

40
26
14

Psychotic disorder
Schizophrenia/schizoaffective
Other

573
467
106

47
38
9

Other disorders 138 11
No/Unknown Axis 1 27 2
Total 1232 100
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Table 3. Comorbid substance use

Comorbid substance useVariable
n % of all admissions

P value

Gender
Male
Female

259
75

38
14

<0.0001

Age group
30 and under
over 30

184
150

40
20

<0.001

Ethnicity
European
NZ Maori
Pacific Nations
Asian

180
115
30
9

23
40
25
18

<0.001

Total 334 27 –

Just over a quarter (n=334; 27%) of the patients had an additional comorbid Axis I
substance use disorder recorded (i.e. abuse or dependence). Table 3 shows that
comorbid substance use was associated with younger age (less than 30 years old),
male gender, and ethnicity (Maori were more likely to have a recorded comorbid
substance use disorder).

The associations between demographic factors and the principal diagnoses of
psychotic, mood, and ‘other’ disorders were investigated in a model including
comorbid substance use disorder. There was a significant association between
ethnicity and diagnosis. The proportion of patients with psychotic disorders was
higher among Maori, Pacific, and Asian, while rates of mood and ‘other’ disorders
were higher among European (Table 4). There were also differences in diagnoses by
gender, with males being more likely to have psychotic disorders and younger
patients were also more likely to have psychotic disorders. Comorbid substance use
was not found to have an effect on diagnosis.

Legal status at admission—Overall, 62% (n=766) of admission episodes were
recorded as involuntary or compulsory under the Mental Health (Compulsory
Assessment and Treatment) Act 1992 (Table 5).10 Compulsory status was found to be
associated with male gender, a psychotic diagnosis and ethnicity (Maori more likely
to have a compulsory admission when compared to European patients). Lower rates
of compulsory treatment were seen for European when compared to all non-European
admissions; however this does not reach the level of statistical significance for Pacific
and Asian admissions because of the small cohort numbers.
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Table 4. Ethnicity, gender, age, and comorbid substance use by diagnosis

Mood disorder Psychotic disorder Other disordersVariable
n % n % n %

P value

Ethnicity
European
NZ Maori
Pacific Nations
Asian

349
91
36
18

45
32
31
35

294
179
70
30

38
62
59
59

133
17
12
3

17
6

10
6

<0.001

Gender
Male
Female

213
281

31.5
51

396
177

58.5
32

68
97

10
17

<0.001

Age group
30 and under
over 30

133
361

29
47

275
298

59
39

56
109

12
14

<0.001

CSUD
Yes
No

112
382

34
43

197
376

59
42

25
140

7
15

0.06

Total 494 40 573 47 165 13 –
CSUD=Comorbid substance use disorder.

Table 5. Admission legal status

Involuntary admissionsVariable
n % of all admissions

P value

Gender
Male
Female

454
312

67
56

0.04

Age group
30 and under
over 30

308
458

66
60

0.8

Diagnosis
Mood
Psychosis
Other

284
421
61

57
73
37

<0.001

Ethnicity
European
NZ Maori
Pacific Nations
Asian

439
207
83
37

57
72
70
73

0.04

Previous admission
Yes
No

523
243

63
60

0.6

Total 766 62 –

Discussion

This study describes the patients admitted to three urban psychiatric units. A
significant finding was the different admission rates between ethnic groups compared
to those expected from the catchment population; Maori admissions were higher and
Asian lower than expected. Higher proportions of Maori admissions replicate other



NZMJ 25 November 2005, Vol 118 No 1226 Page 41 of 96
URL: http://www.nzma.org.nz/journal/118-1226/1752/ © NZMA

findings however explanations for this are unclear.3–5 In the New Zealand population
overall,11 the psychiatric population,5 and the study catchment population, 8,9 Maori
and Pacific are more likely to live in higher levels of socioeconomic deprivation than
European.

A review of admissions in south Auckland between 1998–2000 found that areas of
high deprivation were associated with increased psychiatric bed utilisation.12 This is
unlikely to be the only contributing factor to higher admission rates for Maori because
Pacific are also over-represented in the more deprived deciles. This study did not find
higher than expected rates of Pacific admissions, however NZ-CAOS found higher
proportions of inpatient episodes for both Maori and Pacific compared to other ethnic
groups.5

Low utilisation of inpatient services by Asian patients was found, consistent with
overseas studies where under-utilisation and treatment delay among Asians to
psychiatric care is reported. 7

Diagnosis patterns differed among the ethnic groups; admission rates for Maori,
Pacific and Asian were increased for psychotic disorders compared to European,
which were higher for mood disorders. Both the Te Puni Kokiri and NZ-CAOS
reports of psychiatric admissions found higher rates of psychotic disorders for Maori
and Pacific inpatients.3,5 Conversely, a review of admissions in Otago between 1990–
1992 found higher rates of non-psychotic disorder in Maori first admissions.4

A comorbid substance use disorder was recorded for 27% of admissions. Although
few studies examine the rates of co-existing psychiatric and substance use disorders in
New Zealand, Peace and Mellsop found that 17% of psychiatric admissions had a
current comorbid substance use disorder.13 The rate found in this study may be
artificially low because it relied on file documentation rather than a clinical interview,
however it highlights that co-existing disorders are common in this inpatient
population.

Comorbid substance use may lead to more disturbed behaviour, may complicate acute
assessment and diagnosis, and may precipitate psychiatric disorders. In this study,
comorbid substance use was not found to be a factor influencing the principal
diagnosis, and the relationship between ethnicity and diagnosis existed even when
controlling for substance use. However, comorbid substance use was found to be
higher in Maori than non-Maori admissions, consistent with Ministry of Health
reports that Maori overall have higher risks for hazardous drinking patterns, smoking,
and cannabis use.14,15 The higher rates of comorbid substance use for Maori may have
contributed to higher acuity levels and disturbed behaviour.

Although psychotic disorders are present in all cultures, our finding of higher rates for
Maori, Pacific, and Asian may reflect differences in prevalence rates, disparities in
diagnosis, or different acuity levels and crisis within ethnic communities precipitating
admission. For example, families may manage less disruptive mental disorders such
as depression and anxiety within their communities, but serious psychotic illness
requires them to seek professional intervention.

This study found that only 38% of admissions were informal or voluntary, thus
suggesting that patients were disturbed or unwilling to accept treatment as well as the
fact that their carers/families and community were no longer able to manage them.
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The use of the Mental Health Act in this study was found to be associated with a
psychotic diagnosis, male gender, and Maori ethnicity. High proportions of acutely
disturbed male inpatients with psychotic disorder is in line with other Australasian
studies,6,16 and differences in voluntary status between ethnic groups supports other
New Zealand research.3–5 NZ-CAOS found differences in compulsory treatment
between the three major ethnic groupings; European/other patients were more likely
to be voluntary.5 Both the Te Puni Kokiri and Otago studies found Maori patients
were more likely to be admitted involuntarily.3,4

The information collected in this retrospective review is limited by the degree, extent,
and accuracy of the original data source. The researchers relied on the expertise of the
clinicians providing the information. Whilst every effort was made to ensure that the
data was complete and accurate, this limitation must still be acknowledged.

Ethnicity data in this study was collected differently to the 2001 census which
allowed a number of ethnic groups to be self-selected. Statistics New Zealand used a
prioritisation algorithm to produce ethnic groups in ranked order. This difference
means that conclusions drawn from comparisons between these two datasets should
be interpreted with caution. The use of differentially collected ethnicity information to
inform national health data sets has been identified as an ongoing problem for New
Zealand.

Ajwani et al found that by including the census question on mortality data it was
possible to improve ethnicity data quality. They recommended that health services
should implement the standard 2001 census question in their data collection
systems.17 Misclassification of ethnicity may also have caused errors in the rates
reported in this study but it is not possible to predict in which direction this may have
confounded the findings.

The findings reflect the practice of three regional psychiatric units providing acute
care for two of New Zealand’s largest catchment populations. Twelve psychiatrists
were responsible for admissions that occurred during the study. Clinical decisions
such as Mental Health Act use and discharge diagnoses reflect the varied training and
practice of a large number of clinicians. Whilst there are a number of findings in this
study that highlight differences between ethnic groups, it was beyond the scope of the
study to investigate disparity factors such as socioeconomic deprivation and pathways
to access care. These factors may influence the findings rather than ethnic grouping
per se. Although the study does not provide specific reasons for the differences, it
highlights them and raises questions for further research.

In summary, this study reports the demographic, diagnostic, and legal status for an
admission cohort to three psychiatric units in Auckland for the year 2000. The
findings highlight the need for further research into explanations for ethnic
differences in mental health—namely higher than expected proportions of Maori
admissions and lower proportions of Asian compared with the catchment population;
higher than expected rates of psychotic disorders for Maori, Pacific, and Asian; and
higher rates of non-voluntary admission for Maori, Pacific, and Asian.

These findings have important implications for psychiatric service delivery in both the
acute and community settings. To promote best outcomes, culturally relevant care is
imperative—specifically, ensuring that patients and families can access treatment
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when they need it, and ensuring that services are adequately resourced to deliver
appropriate.

Whilst this study provides benchmarking information for several acute treatment
indicators, further work is required to look at engagement in community follow-up
after discharge, particularly for those patients with a first admission.
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Prevalence of human pathogens in cat and dog fleas in
New Zealand
Patrick Kelly, Jean-Marc Rolain, Didier Raoult

Abstract
Aims To provide further information on the prevalence of Rickettsia felis, Bartonella
hensela, and B. clarridgeiae in cat and dog fleas in New Zealand and their distribution
in the country.

Methods We used PCR and sequencing with primers for the its and pap 31 (for
Bartonella spp.), and the gltA and OmpB (for Rickettsia spp.) genes on DNA from
fleas collected from dogs and cats presenting to 3 widely separated veterinary
practices on the North Island.

Results DNA of R. felis (19%), B. henselae (11%), and B. clarridgeiae (7%) was
found in the 114 cat fleas (Ctenocephalides felis) we studied. The DNA of both
B. henselae and B. clarridgeiae was found in 3 fleas (from 2 animals); B. clarridgeiae
and R. felis in 1 flea; B. henselae and R. felis in 5 fleas (from 3 animals); and R. felis,
B. henselae, and B. clarridgeiae in 2 fleas (from 1 animal). No amplicons were
obtained from 3 dog fleas (Ctenocephalides canis).

Conclusions The emerging human pathogens, R. felis, B. henselae, and B.
clarridgeiae, are prevalent and widely distributed in cat fleas in the North Island of
New Zealand.

To date, murine typhus is the only rickettsial disease known to occur in New
Zealand.1 The disease is caused by Rickettsia typhi which is transmitted by the
oriental rat flea, Xenopsylla cheopis. Recently, the cat flea, Ctenocephalides felis, has
been recognised as a vector of emerging human pathogens including R. felis,
Bartonella henselae and B. clarridgeiae.1 In a preliminary study, DNA of R. felis, B.
henselae and B. clarridgeiae were detected in cat fleas from the town of
Palmerston North in New Zealand.2 To provide further information on the prevalence
of these pathogens in New Zealand, we studied fleas from a further three sites in the
North Island.

Materials and Methods
Fleas—Fleas were collected from cats and dogs presenting to private veterinary practices in Matamata,
Lower Hutt, and New Plymouth townships. The fleas were preserved in 95% ethanol and identified
using morphological criteria.3

Polymerase chain reaction (PCR)—Fleas were placed individually in sterile Eppendorf tubes and
washed in sterile distilled water for 5 minutes before being macerated with a sterile pipette. DNA was
extracted with the QIAamp Tissue Kit (QIAGEN, Hilden, Germany) according to the manufacturer’s
instructions. This kit was also used to extract DNA from a human body louse reared in our laboratory
(Unité des Rickettsies, France) under standard conditions and used as a negative control.
The flea DNA extracts were assayed as described previously4 with genus-specific primers for
Bartonella derived from the its (intergenic spacer region) and the pap 31 (31-kDa major protein) gene,
and for Rickettsia spp. with primers derived from the gltA (citrate synthase) and rOmpB (rickettsial
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outer membrane protein B) genes. Positive controls consisted of DNA extracted from laboratory
cultures of B. elizabethae (for Bartonella) and R. montanensis (for Rickettsia).
Positive PCR products were sequenced using the dRhodamine Terminator cycle-sequencing ready
reaction kit (PE Applied Biosystems, Les Ulis, France) according to the manufacturer’s instructions.
Sequences obtained were compared with those in the GenBank DNA database using the BLAST
program (version 2.0, National Center for Biotechnology Information, http://www.ncbi.nlm.nih.gov).

Results
Between 1 and 13 fleas were collected from individual cats and dogs presenting to the
veterinary practices in the study. DNA of R. felis, B. henselae and B. clarridgeiae was
detected in 19%, 11%, and 7% of the 114 C. felis collected, respectively. No products
were obtained from the negative control DNA from a human body louse and positive
controls revealed appropriate amplicons.

Rickettsia felis was identified in fleas from all practices, while B. henselae was found
in fleas from two practices (Lower Hutt and Matamata) and B. clarridgeiae in fleas
from one practice (Matamata). The DNA of both B. henselae and B. clarridgeiae was
found in three fleas (from two animals); B. clarridgeiae and R. felis in one flea; B.
henselae and R. felis in five fleas (from three animals); and R. felis, B. henselae and B.
clarridgeiae in two fleas (from one animal). No PCR products were obtained from the
three C. canis.

Discussion
Flea-borne spotted fever caused by R. felis is an emerging infectious disease that has
been reviewed recently in this journal.1 Infections are transmitted by the cat flea,
which is also the reservoir host of R. felis. In a preliminary study in 2004, 10% of C.
felis collected from dogs and cats in Palmerston North contained DNA of R. felis.2 We
have now found DNA of R. felis in cat fleas from each of three other sites sampled,
and the overall prevalence is 15% (32/213). While flea-borne spotted fever has yet to
be reported in New Zealand, our study shows the aetiological agent is widely
distributed and common in cat fleas in the country.

Bartonella henselae and B. clarridgeiae are also emerging human pathogens
transmitted by C. felis.4,5 Infections can result in a wide variety of clinical syndromes
which have been reviewed recently.1 In New Zealand, cat scratch disease,1

neuroretinitis and encephalopathy6,7 occur; and a preliminary study in Palmerston
North revealed DNA of B. henselae and B. clarridgeiae in 3% and 1% of the C. felis
studied, respectively.2

We have now found DNA of B. henselae in 11% of the fleas from two of the three
additional sites we surveyed. Similarly, we found B. clarridgeiae in cat fleas (7%)
from one of the three new sites we sampled, thus indicating both organisms probably
occur widely in New Zealand.

Most New Zealand households have cats and dogs as companion animals, and fleas
are very common ectoparasites on these animals. Although cat fleas prefer to feed on
pets, they have a wide host range and will readily feed on people.8 With the high
prevalences of R. felis, B. henselae and B. clarridgeiae in cat fleas and their wide
distribution in New Zealand, it would seem likely that people are not uncommonly
infected.
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Of note is our finding that DNA of more than one organism occurred in 10 out of 22
PCR-positive fleas, thus indicating that multiple infections may be acquired from a
single flea. Diagnosing single and multiple infections is often not easy as symptoms
are generally non-specific. Our study also shows that health workers should have a
high index of suspicion of infections in patients with a history of ‘flea-bites.’
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Increased risk of cardiovascular events with
parecoxib/valdecoxib: a systematic review and meta-analysis
Sarah Aldington, Philippa Shirtcliffe, Mark Weatherall, Richard Beasley

Abstract
Objective To determine the risk of serious cardiovascular events associated with the
use of the COX-2 inhibitor valdecoxib and its prodrug parecoxib following major
surgery.

Methods A systematic review and meta-analysis of placebo-controlled randomised
double-blind clinical trials of IV parecoxib followed by oral valdecoxib treatment,
that presented data on serious cardiovascular events. Studies were identified from six
databases including Medline and the FDA website on parecoxib/valdecoxib. The main
outcome measure was major cardiovascular events. The pooled fixed effects estimates
for the odds ratio for risk of cardiovascular events for the use of parecoxib/valdecoxib
were calculated using the inverse variance weighting method.

Results Three studies with a total of 2,604 subjects were included in the meta-
analysis. Parecoxib/valdecoxib was associated with a significantly increased risk of
major cardiovascular events, with an odds ratio of 2.3 (95% CI: 1.1–4.7).

Conclusion There is an increased cardiovascular risk associated with
parecoxib/valdecoxib therapy in the post-surgical situation. These findings are
consistent with a class effect for COX-2 inhibitors increasing the risk of
cardiovascular events.

The withdrawal of the cyclogenase-2 (COX-2) inhibitor rofecoxib, due to an
increased risk of major cardiovascular events, raised a number of important issues
including whether this risk is a class effect or limited to rofecoxib.1–4 Another COX-2
inhibitor is valdecoxib, which was developed as a treatment for post-operative pain,
with the pro-drug parecoxib administered intravenously (IV) followed by oral
valdecoxib therapy.5,6 It represents the only COX-2 inhibitor which can be given
intravenously, resulting in the specific indication of relief of pain in the post-surgical
situation.

The initial major placebo-controlled randomised clinical trial of parecoxib/valdecoxib
for postoperative pain raised important concerns about its safety, with a significantly
greater incidence of cardiovascular events reported in the parecoxib/valdecoxib
treatment group compared with placebo (4.8% vs 1.3%, p<0.05).7 There were four
deaths (1.3%) in the parecoxib/valdecoxib group and none in the placebo group.

Subsequent to this report, there have been two meta-analyses of the cardiovascular
effects of the regular use of valdecoxib in patients with arthritis.8,9 One meta-analysis
reported no increase in cardiovascular events relative to either non-selective non-
steroidal anti-inflammatory drugs (NSAIDs) or placebo,8 whereas the other study
reported a significant reduction in myocardial infarction with valdecoxib compared
with NSAIDs.9 However, as acknowledged by the authors, the studies included in the
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meta-analyses were neither designed nor powered to detect differences in
cardiovascular events in the chronic setting.8,9

Several of the studies have not been published; in the majority of studies that have
been published, the assessment methods or the findings relating to cardiovascular
events were not reported.10–15 For these reasons, the interpretation of the findings from
the meta-analyses should be considered as severely limited.

The specific indication for parecoxib/valdecoxib is treatment of postoperative pain,
which is associated with a higher cardiovascular risk than arthritis. As a result,
assessment of the cardiovascular risk of parecoxib/valdecoxib in this situation is
potentially more informative. In this meta-analysis we report the risk of serious
cardiovascular events associated with IV parecoxib followed by oral valdecoxib
therapy in post-surgical patients.

Methods
Search strategy—A systematic review of placebo-controlled studies (which reported serious
cardiovascular events with parecoxib/valdecoxib and placebo therapy) was undertaken. A search of
studies containing the key words “parecoxib”, “valdecoxib” or “trial” was conducted from the
following databases: Medline, Cochrane Database of Systematic Reviews, Cochrane Central Register
of Controlled Trials, ACP Journal Club, Database of Abstracts of Review of Effects, EMBASE, and
the FDA website to February 2005. The reference lists of relevant studies were also examined. Pfizer,
the manufacturer of parecoxib/valdecoxib, was approached for details of all relevant studies; no
additional studies were identified. The search strategy as recommended by the QUOROM statement is
shown in Figure 1.
Inclusion criteria—Two researchers independently examined each paper for inclusion. The inclusion
criteria were as follows: double-blind, randomised, placebo-controlled trials of IV parecoxib followed
by oral valdecoxib treatment, administered for at least 7 days post-surgery, and which reported
cardiovascular events. The primary outcome variable examined was major cardiovascular events,
comprising deaths (due to cardiovascular causes), myocardial infarction, cerebrovascular accident,
deep vein thrombosis, and pulmonary embolism.
Analysis—The number of subjects who experienced a major cardiovascular event with
parecoxib/valdecoxib or placebo therapy was stated. The pooled fixed effects estimates for the odds
ratio for risk of cardiovascular events for the use of the active treatment were calculated by standard
methods using the inverse variance weighting method.16 The I-squared inconsistency statistic was also
calculated.17

Results
The meta-analysis included three studies, two post-coronary artery bypass grafting
(CABG) surgery,7,18 and one post-general surgery,19,20 with a total of 2,604 subjects
(Table 1). The summary findings from the general surgery study were accessed from
two different versions of the FDA website.19,20 There were 20 studies identified that
were not included in the meta-analysis because treatment with parecoxib and/or
valdecoxib was not in the post-surgical situation (n=12) or treatment was not
continued for at least 7 days’ duration (n=8) (Figure 1). In the three studies included
in the meta-analysis, parecoxib was administered IV for a minimum of 3 days
followed by oral valdecoxib for the remainder of the 10–14 day treatment period
(Table 1).
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Table 1. Characteristics of trials included in meta-analysis

Number of subjects Age
mean (yrs)

Males
(%)

Study Condition Treatment regime Aspirin

Placebo P/V Placebo P/V Placebo P/V

Ott7 CABG surgery IV parecoxib 40mg stat,
then 40mg bd – minimum 3
days, then oral valdecoxib

40mg bd to Day 14

All subjects 151 311 61 60 89 85

Nussmeier18 CABG surgery IV parecoxib 40mg stat,
then 20mg bd 3 days, then
oral valdecoxib 20mg bd to

Day 10

All subjects 548 544 62 62 85 86

Pfizer19 General surgery IV parecoxib 40mg stat,
then 20mg bd – minimum 3
days, then oral valdecoxib

20mg bd to Day 10

NS 525 525 53 54 40 40

P/V=Parecoxib/valdecoxib; NS=Not stated; CABG=Coronary artery bypass graft.
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Figure 1. Process of inclusion of studies in meta-analysis

Studies excluded if not randomised
or placebo-controlled (n=21)

Randomised placebo-
controlled clinical trials
of parecoxib/valdecoxib
(n=23)

Studies excluded if not post-surgery
and of at least 7 days duration, or
did not report major cardiovascular
thromboembolic events (n=20)

Studies included in
meta-analysis (n=3)

Studies of “parecoxib”
or “valdecoxib” to

December 2004 (n=45)
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Figure 2. Forest plot of the log of the odds ratio for risk of cardiovascular events for the use of parecoxib/valdecoxib (active treatment)
using the inverse variance weighting method (areas proportional to the variance of the estimate)
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There were 36/1,380 (2.6%) major cardiovascular events in the patients treated with
parecoxib/valdecoxib and 11/1,224 (0.9%) events in the patients treated with placebo
(Table 2). Parecoxib/valdecoxib was associated with a significantly increased risk of
major cardiovascular events, with an odds ratio of 2.3 (95% CI: 1.1–4.7) (Figure 2).
The heterogeneity statistic was 2.97, 2df; p=0.23; I-squared 32.8 (95% CI: 0–93).

Table 2. Number of major cardiovascular events in the studies included in meta-
analysis

Study Placebo Parecoxib/valdecoxib
Ott et al7†
Nussmeier et al18#
Pfizer19*

2/151
4/548
5/525

20/311
11/544
5/525

†Data derived from Table 5 and text; #Data derived from Table 3 and text; *Data derived from FDA websites.20

In the two cardiac surgery studies, the use of parecoxib/valdecoxib was associated
with an increase in the specific cardiovascular outcomes of death (from
cardiovascular causes), myocardial infarction and cerebrovascular disorders (Table 3).
The low number of events in the general surgical study precluded critical assessment
of specific cardiovascular outcomes.

Table 3. Specific major cardiovascular events in studies

Composite
cardiovascular

eventsφφφφ

Cardiovascular
deaths*

Myocardial
infarction

Cerebrovascul
ar disorder

DVT/PEStudy

Placebo P/V Placebo P/V Placebo P/V Placebo P/V Placebo P/V
Ott7†
Nussmeier18#
Pfizer20

2/151
4/548
5/525

20/311
11/544
5/525

0/151
0/548
1/525

3/311
4/544
1/525

1/151
0/548
0/525

5/311
1/544
2/525

1/151
2/548
1/525

9/311
5/544
0/525

0/151
2/548
3/525

3/311
2/544
2/525

P/V=Parecoxib/valdecoxib.

φComposite cardiovascular events: Death (from cardiovascular causes), myocardial infarction, cerebrovascular
disorder (CVA: includes stroke and transient ischaemic attack), deep vein thrombosis (DVT) and pulmonary
embolism (PE).
*Cardiovascular deaths: Ott et al – 3 cardiovascular deaths on P/V: myocardial infarction, cerebral infarction,
pulmonary embolism; Nussmeier et al – 4 cardiovascular deaths on P/V: cardiac arrest, ventricular fibrillation,
myocardial infarction, pulmonary embolism; Pfizer – 1 cardiovascular death on placebo and P/V: cardiac arrest.
†Data derived from Table 5 and text: It is unclear whether the serious adverse events classified as “deaths” were
also classified within other serious adverse events categories such as “myocardial infarction”.
#Data derived from Table 3 and text: It is unclear whether the DVT and PE events occurred in the same subject.

Discussion
This meta-analysis has identified that parecoxib/valdecoxib therapy is associated with
an increased risk of serious cardiovascular adverse events when administered in the
post-surgical situation. These findings are consistent with a class effect for COX-2
inhibitors increasing the risk of serious cardiovascular events.

The main methodological issue considered in the design of this study was the criteria
by which studies were included in the meta-analysis. We included studies of the use
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of parecoxib/valdecoxib in the post-surgical situation as this represents the unique
indication for this COX-2 inhibitor, due to the intravenous formulation of the prodrug
parecoxib. This indication had the additional advantage of ensuring patients were at a
greater baseline risk of cardiovascular events than “low risk” subjects with arthritis.
This increased baseline risk was evident in our study in which 0.8% of the patients
taking placebo experienced a major cardiovascular event following 10 to 14 days of
treatment. By comparison, 0.8% of patients taking naproxen or ibuprofen for a 12
month period in the TARGET study experienced a major cardiovascular event.21

The requirement for placebo-controlled trials overcame the potential limitation of
studies in which comparison with NSAIDs such as naproxen were made. While the
protective cardiovascular effect of naproxen is small and could not account for the
magnitude of the increased risk associated with rofecoxib use in the VIGOR
study,4,22,23 it did enable a more appropriate comparison to be made.

The major limitations with our meta-analysis were the small power due to the
inclusion of only three studies involving 2,604 subjects, and the requirement to access
the FDA website for a preliminary report of the post-surgical study. These limitations
led to the use of a composite of all major cardiovascular events as the primary
outcome variable. The decision to include both venous and arterial thromboembolic
events was made due to the initial observation that parecoxib/valdecoxib increased the
risk in both groups.7 However, despite these limitations, the meta-analysis
demonstrated that parecoxib/valdecoxib significantly increased the risk of serious
cardiovascular events. Furthermore, review of the data for the different cardiovascular
outcomes identified that the increased risk applied across the range of serious
cardiovascular events including myocardial infarction, cerebrovascular disorders, and
death (from cardiovascular causes).

Although a formal test for heterogeneity was not significant, clearly with the small
number of trials that were analysed, this may not detect actual heterogeneity in
outcomes. In particular, the general surgical study had no difference in event rates,
although this could be due to the low event rates in this younger predominantly
female population. The general surgical study lacked statistical power to detect even a
large difference in event rates, with only 26% power to detect a risk of two in the
COX-2 arm.

It was not possible from the meta-analysis to determine the mechanism(s) by which
parecoxib/valdecoxib increased the risk of cardiovascular events, however there are
several plausible biological explanations. The most likely mechanism is that by
reducing prostacyclin synthesis, COX-2 inhibitors disrupt the balance between
prostacyclin and thromboxane, inducing a prothrombotic state, thereby increasing the
likelihood of a thrombotic cardiovascular event.24

Another consideration is whether the cardiovascular risk may be due to the initial
intravenous use of the prodrug parecoxib rather than the subsequent administration of
oral valdecoxib. The data from the Nussmeier study18 suggests that this is unlikely, as
the group of subjects taking placebo followed by valdecoxib had double the number
of serious cardiovascular events of those of placebo.

The 2.3-fold increased risk of serious cardiovascular events observed with
parecoxib/valdecoxib in our meta-analysis is similar to the 1.6-fold risk identified in
the recent meta-analysis of 16 randomised controlled trials of rofecoxib.4 It is also
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comparable with the 2.3 to 3.4-fold increased risk of cardiovascular events which has
recently been reported with celecoxib therapy.25 These findings are consistent with a
class effect for COX-2 inhibitors increasing the risk of serious cardiovascular events.

We conclude that the current data indicates that the increased cardiovascular risk
associated with rofecoxib is not specific to this COX-2 inhibitor, but also occurs with
parecoxib/valdecoxib.
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Thalassaemia and pregnancy
James Harraway

Thalassaemias are autosomal recessive disorders caused by mutations in alpha or beta
globin genes, leading to imbalanced production of adult haemoglobin (HbA) α2 β2

tetramers.1 A decrease in the amount of one globin chain leads to relative
overproduction and aggregation of the other. Thus, α4 tetramers aggregate in beta
thalassaemia, and β4 tetramers (also known as haemoglobin H) aggregate in alpha
thalassaemia. This reduces the production of HbA, reduces red cell half-life in the
circulation, and may cause ineffective erythropoesis.2

The thalassaemias are amongst the most common monogenic disorders worldwide
because heterozygosity is protective against malaria. Thus, carriage of alpha or beta
globin mutations (thalassaemia ‘trait’) is common in individuals of Mediterranean,
Chinese, South East Asian, Middle Eastern, and African descent, and usually results
in mild microcytic anaemia.3,4 Of particular interest, a specific alpha thalassaemia
mutation is relatively common in the Maori population.5

Any child inheriting two beta globin mutations may be affected with beta
thalassaemia major. This is characterised by a severe, life-long transfusion-dependent
microcytic anaemia with onset between 6 months and 2 years of age, ineffective
haematopoesis leading to marrow hypertrophy and skeletal abnormalities, and severe
iron overload with secondary haemochromatosis.6 The effect of alpha globin
mutations on offspring is mitigated by the fact that there are two active alpha globin
genes per chromosome (α1 and α2). However, some deletional mutations can destroy
the function of both α1 and α2 genes; and if two such mutations are passed on, it can
result in hydrops foetalis and perinatal death.7,8

Case report
Canterbury Health Laboratories (Christchurch, New Zealand) was requested by a
referring laboratory in Queenstown to provide a haemoglobinopathy screen on a 26-
year-old Chinese woman with microcytic anaemia. The HbA2 was 5.4% with mild
microcytosis, indicating a likely diagnosis of beta thalassaemia carrier status. The
referring laboratory was contacted, and it was discovered that the patient was 36
weeks pregnant.

The Lead Maternity Carer, a midwife, and the patient’s GP were contacted to provide
further clinical details. The midwife and patient had in fact been aware of her beta
thalassaemia carrier status, but the patient had erroneously believed that her condition
had ‘cleared up’ spontaneously, and the midwife had not pursued it further. A sample
was obtained from the patient’s husband (who had not been tested previously), and he
was found to be a beta thalassaemia carrier. The neonate was therefore at 25% risk of
beta thalassaemia major. The patient was transferred to Invercargill Hospital for
specialist obstetric care. At birth, the neonate was examined for the thalassaemia
mutations present in his parents, and was found to carry the mutant allele from his
father only.
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Discussion
This case demonstrates a major potential problem with the thalassaemias. Even
though the pregnant patient was known to be a beta thalassaemia carrier, it appears
that the potential importance of this was overlooked (or was not understood) by the
lead maternity carer who had not arranged to test the patient’s partner. Fortunately,
the neonate had only inherited one mutation—but beta thalassaemia major is a severe
disease, and prenatal diagnosis should at the least have been considered in this case.9

The outcome in the children of alpha thalassaemia carriers is more complex, as noted
above, but any couple where both are known thalassaemia carriers should be referred
for specialist advice and counselling as part of pregnancy planning.9 Moreover, any
individual known or found to carry alpha or beta thalassaemia ‘trait’ should have their
partner screened for thalassaemia, followed by mutational analysis and specialist
assessment of the risk to future children.9,10 This is particularly important given that
the majority of pregnancies in New Zealand are managed by health professionals
whose comprehension of genetics may not be extensive, as demonstrated by this case.

Given the ethnic distribution of alpha and beta thalassaemia, the incidence of these
diseases will continue to increase with increasing migration to New Zealand. They
should be considered in any patient from an at-risk ethnic background, including
Maori.
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Primary retroperitoneal seminoma presenting with inferior
vena caval obstruction
Amit Patel, Liam Wilson, Abhay Rane

Primary extra-gonadal germ cell tumours are uncommon, constituting 1–2% of all
germ cell tumours.1 Most of these are found in the retroperitoneum or mediastinum;
their management must include a thorough investigation of the patient as it is often
difficult to differentiate a primary extra-gonadal tumour from occult testicular tumour.
We report a rare case of primary retroperitoneal seminoma in a man who initially
presented with a deep vein thrombosis.

Case report
A 49-year-old man initially presented to his primary care practitioner with an acutely
swollen left leg. This was confirmed on ultrasonography as a massive deep vein
thrombosis extending proximally to the origin of the left external iliac vein.

Abdominal ultrasonography revealed a large well defined hypoechoic mass measuring
12.2 cm in diameter in the right para-aortic region. Of note there was extensive mass
effect on the adjacent vena cava as well as hydronephrosis of the left kidney. A
subsequent CT scan confirmed the ultrasonic findings of a large solid retroperitoneal
mass compressing the inferior vena cava (IVC). See Figure 1.

Figure 1—CT scan: Large homogeneous retroperitoneal seminoma compressing
vena cava (arrow)
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A subsequent image-guided biopsy confirmed seminoma. Of note both clinical and
ultrasonic examination of the testes revealed no primary testicular tumour. Blood
tumour markers revealed a markedly raised LDH (4485 normal range 240–480 IU/L),
mildly raised BHCG = 28 (0–10 IU/L), and normal alpha feta protein levels at 2 (0–7
kU/L). Staging investigations including computerised tomography of the chest,
abdomen, and pelvis revealed no evidence of metastases.

The patient has been treated with four cycles of etoposide and cisplatin chemotherapy,
from which he has had a complete response. At 6 months’ follow-up, the patient
remains disease-free and will continue to remain under surveillance.

Conclusion
The occurrence of primary extratesticular seminoma is very rare. Initially reported by
Friedman2 in 1951, there have only been a handful of similar reports by various
authors since then. Herein is described a very rare case of ectopic seminoma in the
retroperitoneum without gonadal involvement. Because these tumours are rare and
biologically different from testicular cancer, their natural history and optimal
management continue to be defined.

As a result of the rare incidence of primary retroperitoneal seminoma, there have been
few studies on its optimal therapeutic management. Whilst the use of radiotherapy for
smaller lesions or platinum based chemotherapy for larger tumors3 is a widely
accepted treatment; the concept of surgical removal of one or both testes upon
discovering primary retroperitoneal seminomas is far more controversial.

There have only been eight reports in the international literature of the appearance of
metachronous testicular tumours, (one presenting 22 years after treatment for extra-
gonadal germ cell tumour)4 suggesting that some cases of extra-gonadal germ cell
tumours may represent metastases of undiagnosed testicular tumours—i.e. occult
microscopic carcinoma in situ (CIS) or burnt-out seminoma. In addition, the testis can
be a sanctuary site for tumour, impervious to chemotherapy.

It is therefore essential that in all cases where a diagnosis of a primary extratesticular
germ cell tumour is made, in addition to ultrasonic examination to exclude a non-
palpable testicular focus, these patients should either undergo testicular biopsy to
exclude CIS in the initial work up or be followed up for life and advised of the need
for regular self-testicular examination.
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PHARMAC not funding some treatments for rare, life-
threatening diseases: bosentan as an example
Ken Whyte

Abstract
Pulmonary arterial hypertension is a devastating and fatal disease for which effective
therapies have been developed over the last 10 years. Unfortunately these therapies
are expensive. The New Zealand health system which has no discernible strategy to
deal with the issue of high-cost treatments has, through its agent, PHARMAC, failed
to either clearly state that they recognise the need to fund treatment for this condition
or to refuse all effective treatments and defend such a decision in the public arena.
Bosentan, an endothelin antagonist, improves symptoms and extends life substantially
in this condition, but access has been near impossible as it is expensive. PHARMAC
have for the last 18 months refused to fund any effective therapy through the
Community Exceptional Circumstances Panel. However, clinicians can approach the
patient’s DHB to fund treatment and yet the treatment offered and the duration is
decided by the Hospital Exceptional Circumstances Panel of PHARMAC. Power
without either clinical or fiscal responsibility?

Drug Bosentan (Tracleer)

Indication Treatment of Pulmonary Arterial Hypertension (PAH):

• Idiopathic (primary).

• Related to collagen vascular disease.

Recommended
dose and duration

Bosentan: 125 mg twice daily as open-ended treatment
(62.5 mg twice daily for first month of treatment)

Clinical efficacy Bosentan is an endothelin A & B receptor antagonist with a
proven role in the treatment of patients with severe PAH
(NYHA/WHO grade III/IV exertional dyspnoea). PAH is a
progressive disease leading to increasingly severe pulmonary
hypertension and death, usually as a result of right heart
failure.

The majority of patients commenced on treatment with
bosentan will either report stability in exercise tolerance or an
improvement in exercise tolerance (usually one NYHA grade)
with treatment.
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The RCT evidence confirms short-term efficacy (12–16
weeks) with improvements in 6-minute walking distance,1,2

haemodynamics1 and delay in time to clinical deterioration1,2

compared to placebo.

A long-term open-label extension trial demonstrated persistent
improvement in functional class for up to 1 year3 and more
recently the patients in these original RCT studies4 were
shown to have survival benefits at 24 months (89% survival
compared to 57% predicted based on historical controls from
the NIH PPH database5).

Chronic treatment with bosentan will delay progression of this
disease to a variable extent ranging from months to years thus
extending life and delaying the need for pulmonary
transplantation in the sub-group of patients suitable for
transplantation.

Idiopathic PAH patients tend to have a more prolonged
response than patients with PAH related to collagen vascular
disease.

A transient rise in transaminase levels is common, with a
proportion of patients (5%) having a severe and prolonged rise
in transaminases as a result of a drug induced hepatitis
requiring withdrawal of therapy.

The European Drug Agency in conjunction with the
manufacturer has had a rigorous surveillance programme in
place; and to date in over 10,000 patients there has been a 6%
incidence of events including deaths.

Most deaths appear to be due to progressive right heart failure,
though distinguishing between hepatic congestion secondary
to right heart failure and a drug reaction is not always simple.
Thus the possibility of drug-induced hepatic disease resulting
in fatalities remains. It is important to realise that this is a
therapy for a progressive and fatal disease.

Teratogenicity has not been excluded but all PAH patients are
advised to use two methods of contraception, as pregnancy
has such a high fatality rate (both for the mother and foetus)
that it is generally considered too dangerous.

Background Although rare, PAH is an increasingly recognised condition,
and in almost all cases leads to death as a result of right heart
failure. Proliferation of all the layers of small muscular
pulmonary arteries leads to progressive obliteration of these
vessels. This can be regarded as a form of dysfunctional
angioneogenesis.6

As a result of the destruction of these vessels, pulmonary
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arterial pressure rises progressively. Endothelin antagonists
have an antiproliferative action in these vessels by halting or
significantly slowing down the progression of the disease-
process in destroying the vessels.

The cause of PAH is not understood though cases can be
familial (linked to mutations in the bone morphometric
protein receptor in 70+%), idiopathic (previously called
Primary Pulmonary Hypertension) and related to an
increasingly wide range of other diseases. The commonest
related diseases being collagen vascular disease, most
frequently limited variant scleroderma.

As the symptoms are insidious and non-specific, patients are
rarely diagnosed until the disease is severe, and average
survival from diagnosis to death is 2.8 years.5 Idiopathic PAH
is commonest in young women but it can present in both sexes
and all ages including childhood.

Occasional patients who are diagnosed with relatively early
disease and who have a brisk pulmonary vasodilator response
to NO or prostanoids in the catheter laboratory will have a
sustained response to high-dose calcium channel blocker
therapy (270 mg of nifedipine/720 mg of diltiazem).6

Less than 7% of patients with this disease will respond long
term (>1 year) to this therapy. Anticoagulation appears to
slow progression of disease and is thought to decrease in situ
thrombosis in the pulmonary circulation caused by shear force
injury to the remaining vessel walls as a result of high
pulmonary vascular pressures.6

Alternative therapies used to treat this condition include
continuous intravenous prostacyclin (a prostanoid) which has
been shown to be effective with decreased mortality at 12
weeks.7 However, the treatment is costly both in terms of
pharmaceutical budgets (>USD$100,000) and the provision of
nursing support to maintain lifelong continuous IV infusion
with significant complications resulting from catheter
infections and IV access problems. Prostacyclin is not
registered in New Zealand.

Iloprost, a prostacylcin analogue with a longer half-life, is
registered for intravenous use in New Zealand and has also
been shown to be effective in PAH as a chronic therapy given
by nebulisation three-hourly night and day.8 It is a feasible
therapy (though demanding), and currently is cheaper than IV
prostacyclin but more expensive than bosentan based on a
dose of 15 µg per nebulisation three-hourly.

Increasingly it would seem that there is a potential role for the
PDE5 antagonist, sildenafil (Viagra), in treating pulmonary
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arterial hypertension. To date, other than case reports and
small series, the only fully published RCT of short-term
therapy (22 patients in a 6-week crossover study against
placebo) was positive.9

A larger apparently positive study (SUPER study sponsored
by Pfizer) has been presented at a meeting but has not been
published either in abstract or in a peer-reviewed publication,
and details of the protocol remain incomplete. Full
publication* is awaited.

The optimal dosing strategy is unclear (previous reports have
used 20–100mg tds or qds) and the incidence of toxicity of
these high doses are unknown at this time. Original human
toxicology data for sildenafil prior to its launch as a treatment
for erectile dysfunction was based on intermittent use in males
and did not examine the toxicity of high-dose chronic therapy
in humans.
*Whilst this paper was in press, the SUPER study was published earlier
this month.14

Government policy The New Zealand Health Strategy has no clear policy on
access to funding for rare or “orphan” diseases. Patients with
rare and rapidly fatal diseases have no advocates in the NZ
Health System and there are no powerful patient groups able
to advocate for a realistic appraisal of the cost benefit of such
treatments and to resolve funding issues centrally. Thus access
to treatment is a ‘lottery’ based on the patient’s physician’s
willingness to advocate; their local DHB willingness to fund
therapy; and the decision of the HEC panel as to what therapy
should be funded, if any.

These treatments are expensive. Bosentan will be NZ$40,000–
50,000 per annum; if the quality of evidence for sildenafil
improves, it will be cheaper, though until we know what dose
is appropriate the final cost is unclear. It could be anywhere
from NZ$10–30,000 per annum. Clearly a case can be made
that such costs represent an inappropriate use of health
resources in a resource-limited system.

Such an argument would have some validity if there was
consistency in the system. However these treatments are at
least as cheap as a year of chronic haemodialysis
(NZD$40,000+ per year). In diabetic renal failure, chronic
haemodialysis is a life-extending therapy. As dialysis is not a
pharmaceutical intervention it does not fall under the
PHARMAC umbrella and is funded directly from DHB
budgets.

One of the goals of the MOH is “to reduce inequalities in
health outcomes” but no attempt is made to address
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inequalities in access to high-cost treatments. Indeed, access
varies depending on the type of treatment rather than efficacy
or cost-effectiveness of the treatments.

MOH in a number of areas has stated that it will “give
substantial weight to interventions for which there is strong
scientific evidence of effectiveness”. Despite an increasing
body of good quality evidence that pulmonary vasodilator
therapy is effective in this fatal disease (most commonly seen
in young people), the NZ health system via its agent
PHARMAC refuses to consider funding (from the
pharmaceutical budget) any effective therapy for the 90+%
who will not respond to calcium channel blockers.

Current situation New Zealand Bosentan is registered in New Zealand for the
treatment of PAH in idiopathic cases and in
cases related to collagen vascular disease.
PTAC have advised that funding would be
appropriate but “low priority”.

As there are increasing numbers of requests
for funding for pulmonary “vasodilator”
therapy, the PHARMAC Community
Exceptional Circumstances Committee has
decided that demand means the use of these
agents is “no longer exceptional” and will not
accept requests for funding any of the
effective agents discussed above. Thus,
PHARMAC have (financially) abandoned
these patients by offering no access to
treatment from the pharmaceutical budget.

However, individual patient’s clinicians can
make an application to the Hospital
Exceptional Circumstances (HEC) Panel if
they have agreement for funding of therapy
from the relevant authority of the patient’s
local DHB hospital.

Even if there is agreement by the DHB to
fund therapy, the HEC have the right to refuse
such funding as “inappropriate”. The current
situation is that applications for bosentan are
being refused but it is being suggested that
sildenafil might be appropriate to be funded.

The rational offered by the HEC Committee10

for this suggestion is that there is concern
over the toxicity of bosentan, though FDA
and EDA have not been concerned to the
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extent of hinting at any withdrawal of this
potentially life saving therapy.

The Panel have also expressed concerns
regarding teratogenicity, presumably unaware
that pulmonary vascular diseases clinics go to
great lengths to counsel patients regarding
pregnancy and would strongly advise
termination in the event of an unplanned
pregnancy. Moreover, the Panel have
suggested sildenafil is a more efficacious
therapy though published evidence is limited
and there has been no systematic drug toxicity
monitoring of sildenafil in this condition.

Effectively the unfortunate HEC Committee
are in the situation of influencing the
spending of a DHB hospital budget without
any insight or knowledge of that DHB’s
budgetary constraints. Thus it is not surprising
that they will tend to favour the cheaper if less
well-proven alternative.

In addition, they are put in the invidious
position of determining the therapy for
patients in a difficult and challenging clinical
area without intimate knowledge of each
individual patient’s situation or the financial
constraints of the organisation that will have
to fund the therapy. Surely, an impossible
dilemma for this PHARMAC panel?

The physician applying in desperation on
behalf of their patient is put in the dilemma of
applying for the more expensive but currently
better proven therapy (bosentan) or do they
take the view that any therapy is better than
none?

Do they enter into complicity with this flawed
and illogical system to enhance the patient’s
chance of having access to a therapy for this
devastating disease?

International Bosentan is registered in the USA, Canada,
Europe, and Australia and is funded fully in
the latter three areas and by most HMOs in
the US.

Control of access varies in each system, with
some European countries restricting access to
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a handful of units running a dedicated
pulmonary vascular disease service to ensure
appropriate use and equity of access (e.g. the
UK has 8 designated centres) and others
allowing even GPs to prescribe (e.g. Republic
of Ireland).

Pfizer have just had approval by both the
FDA and EDA to expand the indications for
sildenafil to the treatment of PAH based on
the SUPER trial,14 and thus possibly extend
its patent on the compound.

Access/supply Supplies of bosentan can be arranged through a NZ distributor
to the funding DHB pharmacy.

Economic analysis To the author’s knowledge, there is only one paper that has
examined the cost benefit analysis of treatments for PAH in
the literature.11 This paper suggested that bosentan was a
efficacious intervention. In the application for funding for
bosentan to PBAC in Australia, the manufacturers submitted
cost-benefit data which presumably was to some extent
convincing as the decision of the Australian funding agency
was to fund bosentan. The data used in that analysis is not in
the public domain.

Other issues Why
recommend
bosentan
rather than
sildenafil?

In 2004, there have been two excellent
reviews of the evidence which differ on the
levels of evidence for bosentan and sildenafil.

The WHO-sponsored group12 summarised the
bosentan data as:

• Level of evidence: good

• Benefit: substantial

• Grade of recommendation: A

The same group for sildenafil rated it as:

• Level of evidence: low

• Benefit: intermediate

• Grade of recommendation: C
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The European Cardiology Society Group gave
similar grading to the bosentan evidence, but
(with the preliminary data from the large
unpublished sildenafil RCT study available) it
suggested:

• Grade of recommendation: 1

• Level of evidence: A

The European Cardiology Society Group did,
however, added the statement “that it should
be considered in patients with PAH, who have
failed or are not candidates for other approved
therapies”.13

Once the sildenafil study (SUPER)* has been
published after peer review then the balance
may change in favour of sildenafil especially
in view of the fact it is likely to be cheaper.
Clearly the final recommended dose of
sildenafil from that study will influence the
cost-benefit analysis significantly. However
in addition there will be a significant time lag
to build up enough patient treatment years to
be able to determine the safety profile of
sildenafil at these doses.
*Whilst this paper was in press, the SUPER study was
published earlier this month.14

Combination
therapy for
PAH?

PAH is due to dysfunctional angiogenesis and
the triggers to this may involve different or
multiple pathways. The three groups of drugs
discussed above (prostanoids, endothelin
antagonists, and PDE5 inhibitors) all inhibit
vessel wall proliferation by different
mechanisms.

Thus there is the potential for the effect of
these agents to be additive and for
combination therapy to offer considerably
better outcomes than monotherapy.

To date, though there is some supportive data
for combination therapy from acute challenge
studies in the catheter laboratory, there are no
outcome RCT studies demonstrating benefit
available though several are underway.
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If such studies show significant benefit, then
these clinical and funding dilemmas will
increase and our health system is clearly
neither willing or able to deal with these
issues as the actions of PHARMAC so clearly
demonstrate.

Comment
The current approach whereby PHARMAC is not responsible for funding the
therapy—yet is responsible for determining the use of a DHB’s funds for a
pharmaceutical therapy for a life-threatening illness, but not responsible for use of
that DHB’s funds in other life-threatening conditions that do not require
pharmaceutical treatment such as dialysis—is a nonsense. The system is failing these
patients, and PHARMAC has allowed itself to be a willing agent in this treatment
“lottery”.

The issue for the NZ Health System and PHARMAC is not which is the best agent but
its lack of transparency regarding the availability and funding of any treatment for this
condition.

The current situation is akin to “smoke and mirrors” and is clearly neither evidence
based nor a rational use of resource in a transparent system. The system is failing
patients and their families in many respects but adds insult to injury by nature of the
“lottery” of therapy that they are sucked into in the current system.

The Ministry show no interest in solving such conundrums. No one in PHARMAC
appears to be empowered or willing in this system of “pass the buck” to make it clear
to the Ministry and the DHBs that the system is a nonsense. The failure to fund such
pharmaceutical therapies raises major issues of equity of access and highlights the
difficulties that high cost treatments impose on our system. It seems in no one’s
interest in these agencies to initiate rational and open debate around high cost
treatments. Instead it is swept under the carpet or put in the “too hard basket”. The
result is “ad hoc” and irrational decisions that vary from condition to condition,
therapy to therapy and DHB to DHB.

PHARMAC and/or the MOH could decide that there will be no access to pulmonary
vasodilator therapy in this country. By making such a decision they would then have
to justify their actions and come under public scrutiny explaining why the dollar
resource threshold for treatments varies arbitrarily from one treatment
(haemodialysis) to another (pharmaceutical treatment with pulmonary vasodilator
therapy).

Alternatively they could elect to fund such therapy with clearly stated limits of
therapy giving patients and their clinicians both clarity and the ability to argue the
merits of any such choice that PHARMAC make.

In this devastating disease there is a strong case for PHARMAC to think “out of the
box” and share the “grief” with the development of a pulmonary vasodilator fund with
a committee of interested and experienced clinicians working in tandem with the
funders to allow equitable and rational access to such therapy whilst also working
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within agreed resource constraints. Such a system would not be easy for those
involved with hard decisions necessary to achieve maximum benefit from scarce
resources but would offer transparency and consistency to patients and clinicians.
Surely this would be an improvement on the current “system” which represents
irrational rationing and is indefensible in this day and age?

As for the MOH it must finally grasp the nettle of how to fund equitably and openly
high cost treatments across the board from dialysis through expensive
pharmaceuticals to surgical interventions – is there any leadership left in these
agencies or has the ability of independent thought been eviscerated from the publicly
funded health service?
Disclosures: Dr Whyte has received sponsorship for attendance at two pulmonary vascular disease
meetings each from Actelion (manufacturers of bosentan) and Schering (manufacturers of iloprost)
over the last 8 years. He has a long standing interest in pulmonary vascular disease and set up the
Pulmonary Vascular Clinic at Greenlane Hospital in 1997 along with Dr Coverdale. He is also involved
in the NZ Cardiac and Pulmonary Transplant Programme.

Author information: Ken F Whyte, Respiratory Physician, Respiratory Medicine
Service, Auckland City Hospital and Greenlane Clinical Centre, Auckland

Correspondence: Dr Ken Whyte, Respiratory Services, Auckland City Hospital,
Grafton Road, Private Bag, Auckland. Fax: (09) 631 0712; email:
kenw@adhb.govt.nz

References:
1. Channick RN, Simmoneau G, Sitbon O, et al. Effects of the dual endothelin-receptor

antagonist bosentan in patients with pulmonary hypertension: a randomised placebo-
controlled study. Lancet. 2001;358:1119–23.

2. Rubin LJ, Badesch DB, Barst RJ, et al. Bosentan therapy for pulmonary arterial hypertension.
N Engl J Med. 2002;346:896–903.

3. Sitbon O, Badesch DB, Channick RN, et al. Effects of the dual endothelin receptor antagonist
bosentan in patients with pulmonary arterial hypertension. A 1 year follow up study. Chest.
2003;124:247–54.

4. McLaughlin VV, Sitbon O, Badesch DB, et al. Survival with first-line bosentan in patients
with primary pulmonary hypertension. Eur Respir J. 2005;25:244–9.

5. D’Alonzo GE, Barst RJ, Ayres SM, et al. Survival in patients with primary pulmonary
hypertension. Results from a national prospective registry. Ann Intern Med. 1991;115:343–9.

6. Galie N, Rubin LJ. Pulmonary Arterial Hypertension: Epidemiology, Pathobiology,
Assessment and Therapy. J Am Coll Cardiol. 2004;43 (Supplement):12.

7. Barst RJ, Rubin LJ, Long WA, et al. A comparision of continuous intravenous epoprostenol
(prostacyclin) with conventional therapy for primary pulmonary hypertension. The Primary
Pulmonary Hypertension Study Group. N Engl J Med. 1996;334:296–302.

8. Olschewski H, Simmonneau G, Galie N, et al. Inhaled iloprost for severe pulmonary
hypertension. N Engl J Med. 2002;347:322–9.

9. Sastry BKD, Narasimhan C, Reddy NK, et al. Clinical efficacy of sildenafil in primary
pulmonary hypertension: A randomised placebo-controlled, double-blind, crossover study. J
Am Coll Cardiol. 2004;43:1149–53.

10. Personal communication: HEC Panel, PHARMAC; 2005.

11. Highland KB, Strange C, Mazur J, Simpson KN. Treatment of pulmonary arterial
hypertension: A preliminary decision analysis. Chest. 2003;124:2087–92.



NZMJ 25 November 2005, Vol 118 No 1226 Page 72 of 96
URL: http://www.nzma.org.nz/journal/118-1226/1759/ © NZMA

12. Badesch DB, Abman SH, Ahearn GS, et al. Medical therapy for pulmonary arterial
hypertension: American College of Chest Physicians Evidence-based clinical practice
Guidelines. Chest 2004; 126:35S–62S.

13. Task Force on diagnosis and treatment of PAH of the European Society of Cardiology.
Guidelines on diagnosis and treatment of pulmonary arterial hypertension. Eur Heart J.
2004;25:2243–78.

14. Galie N, Ghofrani HA, Trobicki A, et al. Sildenafil citrate therapy for pulmonary arterial
hypertension. N Engl J Med 2005;353:2148–57. Abstract available online. URL:
http://content.nejm.org/cgi/content/abstract/353/20/2148 Accessed November 2005.



�����������	��

� �
��	��� � ���	
Vol 118 No 1226 ISSN 1175 8716

NZMJ 25 November 2005, Vol 118 No 1226 Page 73 of 96
URL: http://www.nzma.org.nz/journal/118-1226/1762/ © NZMA

 

Was the schoolmaster abroad?
This correspondence was published in the New Zealand Medical Journal 1905,
Volume 4 (16), p257–8.

The Editor, New Zealand Medical Journal.

9th June, 1905.

TO THE EDITOR :—I submit for the information of your readers the questions in a State
Board examination and the answers submitted by a recent graduate of a well-known
medical college in the West. The college is a member of the Association of American
Medical Colleges, and, in common with all other medical institutions recognized by
the Board giving the examination, is supposed to require evidence of high-school
education as a condition of admission. I wonder, and your readers will doubtless
wonder, how any college could have graduated a student who would be responsible
for such answers as these.

Question.— Give physical signs and symptoms of cerebro-spinal meningitis.—
Answer.—Cerebro-spinal meningitis is is Inflammation of the spinal column or spinal
cord and of the Cerebelliam of the brain it is also Pain in the back and back of the
head there is heat and inflammation.

Question.—Give physical signs and symptoms of tuberculosis of the lungs.
Answer.—Tuberculosis of the lungs is pain in the brest a dry and Hacking caugh and
may spit up some and they may no.

Question.—Give physical signs and symptoms of lobar pneumonia. Answer—In
Lobar Pneumonia we have a pain in the side bad breath rattling of the lungs coated
Tongue and some fever colared stools red splotches on back.

Question.—Give physical signs and symptoms of chronic Bright’s disease. Answer.—
Chronic Bright’s disease is Inflammation of the kidney’s scanty High Colored urine
Pain in the back and scarcely fells like mooving has Pain in back and lions specific
Gravity 1018 to1030.

Question.—Give differential diagnosis between malaria and pyaemia or concealed
suppurations. Answer.—Malaraia the patient is full of bile has a chill ever few days.
has a yellow color and jest drags around all the time and so weak that he cant do
nothing. Pyemia is also torn down tissues but does not have the chill like they do in
Malaria.

Question.—What are the symptoms of acute catarrh of the middle ear and. what is the
treatment? Answer.—The symptoms of acute Catarrh of the middle year is a running
of the ear and may cause deafness. Treatment is to wash the year out twice a day with
warm watter and Green soap wash the year with a ear surrenge and then dry the ear as
well as possible.

Question.—Give symptoms and treatment of scarlatina. Name some of the most
frequent complications. Answer.—Scarlatina is a severe disease among Children they
have high fever Paining almost all over and it an infectious disease it is dangerous
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among children. Treatment is to give anti Pyrene and small doses of Calomel they
aremost Frequent found in large towns or cities.

Question.—Name three respiratory stimulants, and mention the diseases in which you
would use them. Answer.—We have the wine, milk. and Soups. I would use them in
Lagripp and Pneumonia.

Question.—Differentiate between pathogenic and non-pathogenic bacteria, and give
five examples of each. Answer.—Pathogenic Bacteria always occurs occur in man it
may be a cut broose Syphilitic Gangrene or Ghonorhea Non Pathogenic Bacteria is
found in horses animals Guinea Pigs Rabbits and they may get the bacteria from some
stream of watter or from something that they have eaten a person could ketch it the
same way or they could ketch it from sleeping with each other or being with each
other from kissing and so forth.

Anticipating inquiries, I will say that at the time the candidate took the examination
he was apparently clothed and in his right mind.—

AN EXAMINER. Journal of American Medical Association.
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Lung heart bypass
Suwatchai Pornratanarangsi, Seifeddin El-Jack, Christopher Occleshaw,
Mark Webster, Timothy Sutton, Peter Ruygrok

A 64-year-old obese woman with chronic atrial fibrillation was admitted to
Auckland City Hospital with an acute inferior non-ST elevation myocardial
infarction. Coronary angiography revealed an enlarged left anterior descending (LAD)
artery and septal vessels (Panel A).

The right coronary artery (RCA) filled retrogradely by collateral supply from septal
vessels and had reverse flow, draining into the main pulmonary artery (MPA)
(Panel B).

Panel A. Coronary angiography
showing the enlarged LAD artery
and septal vessels giving collateral
supply to the RCA (arrowed)

Panel B. Late phase of the same
angiogram revealing dilated RCA
with reverse flow draining into the
main pulmonary artery (arrowed)

Questions—What is the diagnosis and what are the treatment options?
(see the next page for the answers)
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Answers
Gated CT coronary angiography was performed on a 16-slice CT scanner. This
confirmed the angiographic findings, and graphically demonstrated the abnormal
mediastinal course of the RCA (Panel C and Panel D). No significant coronary artery
disease was seen on either form of angiography. The patient was managed medically.

An anomalous origin of a coronary artery from the pulmonary artery occurs in 0.4 %
of patients with congenital cardiac abnormalities. Most commonly, the left coronary
artery arises from the MPA; these patients usually present with shock or congestive
cardiac failure at 4–6 weeks of age when the pulmonary vascular resistance has
decreased. In contrast, an RCA arising from the MPA is less common and less
symptomatic.

Patients may present in adulthood with myocardial ischaemia, myocardial infarction,
or sudden death. Whereas reimplantation of the anomalous LCA is the treatment of
choice, that of the RCA is controversial. Surgical intervention can be considered when
there is functional evidence of ischaemia.

Panel C. CT angiography showing
the dilated RCA arising from the
right lateral aspect of the proximal
MPA (arrowed ), and passing
anterior to the ascending aorta

Panel D. The dilated left main
coronary artery arising from the left
coronary sinus as usual (arrowed)

AO
MPA

RPA

AO=Aorta; MPA=Main pulmonary artery; RPA=Right pulmonary artery.

Author information: Suwatchai Pornratanarangsi, Interventional Cardiology Fellow1; Seifeddin S El-
Jack, Interventional Cardiology Fellow1; Christopher J Occleshaw, Cardiac Radiologist1; Mark W I
Webster, Cardiologist1; Timothy M Sutton, Cardiologist2; Peter N Ruygrok, Cardiologist1

1Green Lane Cardiovascular Service, Auckland City Hospital, Auckland

2Cardiology Department, Middlemore Hospital, Auckland

Correspondence: Peter N Ruygrok, Green Lane Cardiovascular Service, Auckland City Hospital,
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News about breast cancer
Among the proposed origins of breast cancer are intrauterine influences such as
exposure to sex hormones. Such exposure may also influence cerebral lateralisation
with hand preference being one of its manifestations. Starting with this hypothesis a
group of Dutch researchers have reviewed prospective data from a breast cancer
screening study. 11.6% of the women were left handed. They reported, “that left
handed women are more than twice as likely to develop premenopausal breast cancer
as non-left handed women. This risk is compatible with left handedness being a
marker of constitutional risk rather than of environmental risk as with postmenopausal
breast cancer”. Interesting but not particularly helpful.

Now for the good news—almost two thirds of the women in England and Wales now
diagnosed with breast cancer are likely to survive for at least 20 years
Cancer Research UK experts predict. Women aged between 50 and 69 have an even
better prognosis with 72% surviving for 20 years.

See www.cancerresearchuk.org/news/pressreleases/
BMJ 2005;331:882–3 & 862

More meta-analysis—statins this time
Several randomised trials have shown that interventions that lower LDL cholesterol
concentrations can significantly reduce the incidence of coronary heart disease and
other major vascular events in a wide range of individuals. But what do they add up
to? Well, recently a prospective meta-analysis of data from 90,056 individuals in 14
randomised trials of statins has been reported. During a mean of 5 years there were
8186 deaths, 14348 individuals had major vascular events, and 5103 developed
cancer.

The results—there was a 12% proportional reduction in all-cause mortality per
mmol/L reduction in LDL. This reflected a 19% reduction in coronary mortality and
non-significant reductions in non-coronary vascular mortality. Fortunately, there was
no evidence that statins increased the incidence of cancer overall or at any particular
site. The conclusions were that statin therapy can safely reduce the 5-year incidence
of major coronary events, coronary revascularisation, and stroke by about one fifth
per mmol/L reduction in LDL cholesterol, largely irrespective of the initial lipid
profile or other presenting characteristics.

Lancet 2005;336:1267–78

Soft-tissue injuries in sports medicine
A review of this topic makes several points of note. Some are familiar. For example—
the use of non-steroidal anti-inflammatory drugs (NSAIDs) to treat most muscle,
ligament and tendon injuries may be potentially deleterious to tissue healing. And
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paracetamol has similar efficacy to NSAIDs in soft tissue injury, is cheaper, and has a
lower side-effect profile. It is the analgesic of choice for most soft tissue injury.

On the other hand, soft tissue injury associated with definite inflammatory conditions
such as bursitis or synovitis or involving nerve impingement does warrant short-term
treatment with NSAIDs. Cyclo-oxygenase-2 (COX-2) inhibitors should probably not
be used. Corticosteroid injections for tendon injuries may achieve a mild to moderate
reduction in pain for up to 6 weeks. However, they do not promote tendon healing so
should generally be used only when healing is not a critical goal. And the new
option—topical glyceryl trinitrate—apparently very useful in the management of
chronic tendinopathy—1.25 mg (quarter cardiac patch) every 24 hours.

Med J Aust 2005;183:384–8

Treatment of glue ear
Myringotomy with the insertion of tympanostomy tubes has often been undertaken in
young children who have persistent otitis media with effusion, the rationale being that
the condition is alleviated and later developmental impairments are prevented. This
view is contested by a group of American paediatricians. They prospectively studied
6350 healthy infants younger than 62 days of age and evaluated them regularly for
middle-ear effusion. Before 3 years of age, 429 children with persistent middle-ear
effusion were randomly assigned to have tympanostomy tubes inserted either
promptly or up to nine months later if effusion persisted. At 6 years of age there were
no significant differences in terms of development between the two arms of the study.

They concluded that in otherwise healthy children younger than 3 years of age who
have persistent middle-ear effusion, prompt insertion of tympanostomy tubes does not
improve developmental outcomes at 6 years of age.

N Engl J Med 2005;353:576–86

Pharmacogenetics, the market place and possibly the clinic
It is believed that our genetic makeup influences the way our bodies deal with
medications. Recently, Shimadzu, a Japanese scientific equipment making company,
say they have built a desk-top machine that will allow doctors to assess patients’ DNA
from a single drop of blood, and so tailor treatment to an individual’s genes.
Furthermore, the machine can deliver results within an hour and will be on sale for 5
million yen (US$44,000) by autumn 2006. The machine will first be tested on patients
being prescribed one or two medicines—irinotecan and warfarin. Good luck to them.

But there is scepticism over how useful the device will be. For example, the
metabolism of warfarin is related to at least two genes whose interaction is not
understood. Other factors, such as the patient’s age or additional drugs being taken,
also need to be considered. Don’t expect to see this in the clinic next year.

Nature, 2005;437(7060):796
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Screening for Ministerial appointments? Systems failure in
Peter Dunne’s appointment as a New Zealand Revenue and
Associate Health Minister
MP Peter Dunne has recently been appointed as a Minister outside cabinet for two
positions, Associate Minister of Health and Minister of Revenue. These appointments
may be relevant to a wide range of health issues in New Zealand, the Pacific region,
and elsewhere. This letter focuses on his record on tobacco issues, and considers some
of the implications of his appointments.

For nearly 20 years, Mr Dunne has taken a public position opposed to tobacco control.
In 1987, while an Undersecretary of Health in the Labour Government, he was
reported as describing those who wanted a ban on tobacco advertising as ‘elitist
zealots’.1 Since he left the Labour Party in 1994, he has consistently voted against
tobacco control initiatives.

Mr Dunne has described the efforts in New Zealand to prevent the sale of tobacco to
underage children as ‘fascist’,2 and tobacco control spending as a ‘scandalous waste
of money in pursuit of some health zealots’ beady eyed political correctness.’3 Mr
Dunne also described the 2003 New Zealand legislation for smokefree bars as
‘extremism’.4

Speaking in Parliament to oppose the legislation,5 the evidence indicates that he used
(without attribution) statements previously published on a website by Barry McKay of
the Canadian tobacco industry front group PUBCO: The Pub and Bar Coalition of
Canada.6 He incorrectly attributed these statements (about ventilation being a solution
to secondhand smoke dangers) to a British Medical Journal article.

A December 1994 note from Paul Adams of British American Tobacco, to
Peter Dunne, stated that it accompanied 100 pounds:

‘to help pay for your ‘Awayday’. I do hope you will enjoy yourselves.
I would be grateful if you could get receipts for your expenses and pass them
to the driver, even large companies have to account for their money!
Enjoy your visit to England.’7

In 2003, the month before this tobacco industry document was revealed, he was
reported as saying:

‘I am constantly labelled by the health sector as a tool of the tobacco industry
or a stooge ... I cannot remember when I last met with someone from the
industry.’ 8

In 2000, when the possibility of tobacco companies being sued by government was
raised, Mr Dunne stated that Labour Prime Minister Helen Clark had a ‘fanatical anti-
smoking obsession’ and described ASH NZ as an extremist pressure group.9 In 2001,
Prime Minister Helen Clark said that ‘he had consistently picked up issues in support
of the tobacco and pharmaceutical industries.’10
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That a politician with this track record can be appointed to a Ministerial role in the
health portfolio is a side effect of the MMP political system New Zealand now has
(given he is a leader of a minor party in a type of government coalition). Nevertheless,
it also indicates a design fault in the way the New Zealand political process selects
new ministers.

That is, there is no systematic publicly transparent review process for ministerial
appointments, or a public appraisal of a ministerial candidate’s past support for
commercial vested interests in the portfolio area they are considered for. Until such a
transparent and effective system is established, it may be appropriate for the public
(and the rest of Parliament) to at least tightly monitor the performance of such
Ministers. In particular, non-governmental organisations need to take a monitoring
and advocacy role to minimise any damage by such Ministers to important regulatory
and legislative controls that protect public health and society.

Or perhaps Mr Dunne should come with a warning label?

George Thomson
Department of Public Health, Wellington School of Medicine and Health Sciences
University of Otago, Wellington

Nick Wilson
Department of Public Health, Wellington School of Medicine and Health Sciences
University of Otago, Wellington

Competing interests: Both authors have worked for health sector agencies concerned with tobacco
control.
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Nurse practitioner (NP) prescribing in New Zealand: a
NP’s response to the editorial by Drs Moller and Begg
On 8 December 2005, NPs—New Zealand’s most experienced, expert, educated, and
accomplished clinical nurses—will incorporate ‘independent’ prescribing into their
practice following an extensive and lengthy government consultation process to which
NZMA contributed, supported by New Zealand’s New Prescribers Committee and the
subsequent change in legislation. There are 17 endorsed NPs in NZ to date (2001–
2005). Of those 17 NPs, one has had prescribing rights for 2 years, one will be
endorsed in December 2005, and perhaps 8 more will become prescribers in the
coming year (2006).

Collaborative practice is integral to the safety and ongoing monitoring of NP
prescribing in NZ. Ongoing competency assessment is obligatory, and includes
‘evidence of ongoing multidisciplinary peer review of their prescribing practice’.1

Are we well trained enough to engage in prescribing—“the most
dangerous activity a medical degree confers on doctors”?
NPs receive an extensive postgraduate clinical education within the Master’s degree,
including:

• Pharmacology and pharmacotherapeutics (developed in conjunction with NZ’s
pharmacy schools and medical specialists, and at least equivalent to medical
school training at the University of Auckland);

• Diagnostic reasoning and specialty practice courses (taught in part by Medicine);
and

• Evidence-based practice, research, and practicums culminating in a prescribing
practicum being signed off/passed by a medical colleague.

No prospective NP will get past this final training step without demonstrating a solid
knowledge of all the skills required, and especially a knowledge of one’s limits and
excellent consultation-seeking. To date, doctors (who have played this role and who
have worked in close conjunction with an academic mentor within the School of
Nursing) have been supportive and impressed with the training of the candidates.
Where this is not the case, there is no hesitation in failing or recommending further
hours/training before endorsement OR a period of supervised prescribing once
endorsed.

The NP candidate then undergoes a process of Nursing Council endorsement through
portfolio, site visits, and interview by a panel which includes a physician/doctor in the
applicant’s scope of practice (if prescribing is to be included). Only then can NPs
finally incorporate ‘independent’ prescribing into the range of care they offer to their
patients. This takes a minimum of 8 and probably at least 10 years of combined
university education and years of practice to achieve—more than the (dismissive in
the context of the argument) “nursing training about appropriate caring”.
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Whether midwives should engage in equivalent postgraduate experience and
education in order to practice ‘independently’ is another question—and, in this day
and age, perhaps they should be an integral part of a seamless continuum of primary
healthcare for that mother /infant dyad.

Prescribing practice: ‘independent’ and ‘dependent’
Drs Begg and Moller2 seem to be concerned that ‘independent’ prescribing equates to
non-collaborative practice, an inherent “threat to the standard of healthcare in New
Zealand”—as we NPs “place the interests of patients second to a major experiment on
behalf of a sectional interest” .

This is astonishingly at variance with reality. Our objective is to improve care,
improve timely access, and improve(not destroy) healthcare teamwork, leading by
example. Indeed, most NPs will be integrally linked into some sort of collaborative
practice setting with peer review and ready consultation and referral systems, whether
in primary care or tertiary. However ‘dependent’ prescribing means working under
‘standing orders’ or getting every script co-signed and neither of these is necessary or
practical to an NP on a day-to-day basis.

In short, we prescribe ‘independently’ and practice ‘collaboratively’. And yes, some
NPs in tight-knit medically-specialised tertiary settings may be able to work perfectly
well with standing orders, while others do need prescribing rights and will improve
adherence to treatment regimes, combining their advanced pharmacology knowledge
with the ‘nursing’ expertise in teasing out ‘determinants of compliance’ and helping
the difficult patient take ownership of a treatment plan in a true partnership of care!

If NPs establish an ‘independent’ practice, it will be because they have special skills
and are acknowledged consultants or expert clinicians in a defined area; for example,
wound care. And if an independent ‘whanau ora’ or equivalent NP is also a prescriber,
they will prescribe in close collaboration with a medical consultant (hopefully linked
with the primary care providers for their populations).

In conclusion, if NZ doctors do not want to see the possible adverse effects of
‘independent’ prescribing, then:

• Identify the top clinical nurses in your field;

• Encourage them to undertake postgraduate study;

• Help them find the best place to undertake coursework you see as key to the
practice and well-mentored prescribing practicums (in NZ or internationally); and

• Keep the best clinical nurses in NZ to build and boost your service to our
population!

Why didn’t we do medicine in the first place if we want to prescribe? Because we
were busy doing other degrees; we may have been more brilliant in arts than in
science at school; and we felt called to make a difference in caring for individuals and
communities more than being driven to ‘find the cure’ and know every single-most-
complex and unusual differential diagnosis.

We keep people well, have a solid knowledge of normal practice, and focus more on
what makes people tick. Does this mean we couldn’t get ‘A’s in the complex sciences
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of pharmacology, pharmacotherapeutics, and diagnostic decision-making when we
saw we could provide more comprehensive care by prescribing too?

We come from a different paradigm, but NPs can prescribe just as well as doctors can
‘care’.

Paula Renouf (RN, MS [UCSF]
Nurse Practitioner (Child and Youth)/Prescriber
Raukura Hauora o Tainui:Trust Health Manurewa
Lecturer: School of Nursing, University of Auckland
Auckland
(p.renouf@auckland.ac.nz)
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Response by Moller and Begg
We thank Ms Renouf for reading our article and responding. This topic needs wider
debate, even though it seems it is ‘fait accompli’.

We are disappointed that Ms Renouf finds dismissive our comment that nursing
training has been more about appropriate caring than accurate diagnosis. There is
nothing more important than caring, and it has been this attribute of nursing that has
kept nurses in the first place of trust amongst occupational groups.

Independent nurse prescribing has several problems, which we have outlined. We
believe it is self-evident that the level of training cannot match that of a doctor until it
duplicates it. The past 50 years has seen a dramatic rise in powerful medical
treatments that can provide great benefit, but can equally cause great harm. While
tighter controls and credentialling are increasingly applied to doctors, the educational
requirements for prescribing are being relaxed. The risks of this need to be
recognised. The point at issue is whether or not the two-tier structure of health
practice that now arises is acceptable to the people of New Zealand.

The term ‘dependent prescribing’ refers to prescribing within a group where the
standards are overseen and audited by the senior doctors in the group. Junior medical
officers perform in this framework, and all doctors undertake continuing education
directed to diagnosis and therapeutics. Although we do not like the term, we believe
that dependent prescribing will be valuable in a number of areas.

Ms Renouf says: “we (nurses) felt called to make a difference in caring for individuals
and communities more than driven to ‘find the cure’ and know every single most
complex and unusual diagnosis. We keep people well, have solid knowledge of
normal, and focus more on what makes people tick”. We agree.
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What nurses do is important and valued, but it does not prepare an individual to take
on the additional responsibilities of diagnosis and independent prescribing. We
believe that the medical team, which has evolved over centuries, remains the best
model. Making nurses independent prescribers does not improve health service
collaboration. Since midwives became independent there has been a reduction in
collaboration in maternity services.

We are now moving into a new paradigm that we believe is not in the best interests of
the people of New Zealand.

Peter W Moller
Rheumatologist

Evan J Begg
Professor, Department of Clinical Pharmacology

Christchurch School of Medicine, University of Otago
Christchurch
(evan.begg@chmeds.ac.nz)
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More on nurse practitioner prescribing in New Zealand: the
view and experience of an epilepsy nurse specialist who
worked in the United Kingdom
I write in response to comments by Drs Moller and Begg that nurse prescribing is a
“threat to the standard of healthcare in New Zealand” (Moller P, Begg E. Independent
nurse prescribing in New Zealand. N Z Med J. 2005;118(1225). URL:
http://www.nzma.org.nz/journal/118-1225/1724).

The authors of this editorial maintain that nurses are inadequately trained to prescribe
medications, that safe prescribing is dependent on a medical training, and that nurse
prescribing will risk serious damage to medical teamwork.

I have specialised in epilepsy for 12 years; regularly attend medical conferences
throughout the world to keep abreast of new developments and to maintain expertise
in epilepsy; and have a MSc degree in epileptology (distinction). The MSc course
accepted students from both medical and nursing backgrounds, and taught subjects
included seizure semiology and syndrome classification, the genetics of epilepsy,
differential diagnosis, medical and surgical treatment, the pathophysiology of
epilepsy, neurophysiology, neuroimaging, pharmacology, neuropsychology, and
psychosocial aspects of epilepsy.

Until recently I worked in the United Kingdom as an epilepsy nurse specialist at a
tertiary referral hospital and provided over 3,000 epilepsy consultations a year. Most
patients had complex neurological, pharmacological, surgical, psychological, social,
and psychiatric problems. The consultations involved taking a history, ordering, and
reviewing investigation results; considering the differential diagnosis; discussing
treatment options; providing information about risks and benefits; acute and chronic
drug side effects and their management; the drug half-life, dose timing, and doses;
interactions with comedication; and giving treatment advice.

A letter was sent to the General Practitioner (GP) who implemented the advice and a
copy was filed in the patient’s medical records. When necessary, I consulted with
medical colleagues over the management, but made most treatment decisions
autonomously and was clinically responsible and professionally accountable for that
advice.1,2 Taking responsibility for the management and giving treatment advice did
not cause serious damage to teamwork; however, an audit showed the service
improved the management of epilepsy, continuity of care, and patients’ access to
specialist information and treatment advice. Consultants, GPs, and patients were
satisfied with the service; it reduced the demand for urgent consultations, shortened
the waiting time for a Consultant appointment, and freed up the Consultants’ time to
see more patients.

In contrast, most Medical Practitioners who prescribe antiepileptic drugs have little
training and experience in epilepsy, deliver few epilepsy consultations, and do not
attend conferences specific to the condition. The scarcity of specialists in epilepsy and
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management by non-specialist doctors contributes to the high rate of misdiagnosis,
mismanagement, and morbidity and mortality among people with epilepsy.3,4 Access
to a specialist at the time of diagnosis and for the management of refractory epilepsy
and the appointment of more epilepsy nurse specialists are recommended to improve
services.4,5

I welcome the development of independent nurse prescribing in New Zealand as it
will enable experienced nurses with specialist qualifications in epilepsy to take
responsibility for the management of epilepsy and prescribe antiepileptic drugs. The
consequences of this change are likely to be improved standards of care and reduced
morbidity and mortality.

Patricia Hosking
Formerly Epilepsy Nurse Specialist
National Hospital for Neurology and Neurosurgery
London, UK
(phosk@hotmail.com)
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Response to editorial—‘Teaching imaging to medical
students: strategies and expectations’
I read with deep interest the editorial written by Professor Tim Buckenham in the 28
October 2005 issue of the Journal.1 I am very pleased that radiology teaching has
been given the exposure it deserved in our nation’s medical literature subsequent to
our article.2

I agree with most of the comments made by Professor Buckenham. However, it needs
to be stressed that organised, integrated radiology teaching with speciality
attachments is necessary in the final year (trainee intern year) of medical school. It
should be facilitated and encouraged by radiologists and medical school
administration. Currently students are expected to learn imaging by ‘osmosis’ mostly
from clinicians. I consider such training to be sub-standard.

Though our medical school curricula are crowded, we need to teach the students what
is practically important to manage patients. Imaging certainly has become one of the
core subjects in managing patients. Indeed, the contemporary practice of neurology,
neurosurgery, otolaryngology, cardiology, respiratory medicine, gastroenterology,
orthopaedic surgery, urology, obstetrics & gynaecology, and a host of paediatric and
surgical specialties would be rendered nearly unrecognisable without the regular input
of diagnostic imaging.3

It is the duty of medical school educators and radiologists (who are charged with the
responsibility of teaching imaging to medical students) to make room for an
organised, integrated radiology teaching in the final year (trainee intern year) rather
than expect students to learn by ‘osmosis’.

Active learning is far better than passive exposure—58% of students in our study
agreed that they were under-prepared in imaging to work as first year house officers
which is a clear message for those who are responsible for teaching medical students.2

Rathan Subramaniam
Senior Clinical Lecturer, Waikato Clinical School
Faculty of Medicine and Health Sciences, University of Auckland
Auckland, New Zealand

and

MRI Fellow and Lecturer
School of Medicine
Australian National University
Canberra, Australia

(rathan67@hotmail.com)



NZMJ 25 November 2005, Vol 118 No 1226 Page 89 of 96
URL: http://www.nzma.org.nz/journal/118-1226/1766/ © NZMA

References:
1. Buckenham T. Teaching imaging to undergraduates: strategies and expectations. N Z Med J.

2005;118(1224). URL: http://www.nzma.org.nz/journal/118-1224/1698

2. Subramaniam R, Hall T, Chou T, Sheehan D. Radiology knowledge in new medical graduates
in New Zealand. N Z Med J. 2005;118(1224). URL: http://www.nzma.org.nz/journal/118-
1224/1699

3. Gunderman RB, Siddiqui AR, Heitkamp DE, Kipfer HD. The vital role of radiology in the
medical school curriculum. A J R Am J Roentgenol. 2003;180:1239–42.



�����������	��

� �
��	��� � ���	
Vol 118 No 1226 ISSN 1175 8716

NZMJ 25 November 2005, Vol 118 No 1226 Page 90 of 96
URL: http://www.nzma.org.nz/journal/118-1226/1761/ © NZMA

 

Response to the ‘woman bites dog’ article on domestic
violence
In her viewpoint article published in the 11 November 2005 issue of the Journal
(http://www.nzma.org.nz/journal/118-1225/1731), Janice Giles is highly critical of the
conflict scale (CTS-1), a widely used and accepted measure of strategies to resolve
interpersonal conflict and use of aggressive acts occurring within relationships, with
well-established validity and reliability.1

The CTS-1 consists of a list of actions which a person might use to resolve conflict
with their partner with three sub-scales of reasoning, verbal aggression, and violence.
An important feature is the reciprocity of this scale—it asks both whether someone
has used a strategy (such as calm discussion, sulking, use of insults or acts of physical
abuse) with their partner, and whether their partner has used it with them.

In the Dunedin Multidisciplinary Health and Development Study, an investigation of
360 couples found that ‘perpetrators’ and ‘victims’ generally agreed about the extent
to which perpetrators engaged in physically violent and psychologically abusive
behaviours, and that this agreement did not vary with whether the perpetrator was a
man or a woman. The correlation between aggregated victim and perpetrator reports
was very strong.2

In epidemiological and longitudinal studies in New Zealand and internationally, over
100 studies have found that men and women engage in acts of physical violence in
their relationships about equally.2–8

In is important to distinguish between ‘aggressive acts’ and ‘assault’. In the Dunedin
study, when the cohort of 941 people was 21 years of age, 95% of the women and
86% of the men reported use of verbal aggression against a partner. Thirty-seven of
women and 22% of men reported using physical violence, with 19% of women and
6% of men using severe abuse (such as kicking, hitting, biting, hit with a weapon, use
or threat of use of a knife or gun) against their partner. Victimisation rates confirm
this—34% of men and 27% of women reported being a victim of physical violence by
their partner.9,10

However, when asked about physical assault, the cohort gave much lower rates.
While many of the young people owned to various acts of physical inter-partner
violence given or received, far fewer of these defined these events as ‘assaults’. Only
3% of the men and 11% of the women reported assaults by partners.11,12 Women were
more likely to define slaps, hits, and punches from their partner as ‘assaults’ than
men. Women reported significantly more injuries for which they sought medical
treatment than men.

What this means is that while men and women may engage in violent acts at equal
rates, men use more force and women suffer more injuries. More women than men are
killed by their partners. An average of 11 women and 3 men are murdered by their
partners each year. A study of New Zealand homicides from 1978 to 1987 found that
82 men and 9 women killed their partners during that decade.13 Another New Zealand
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study found 80 male and 22 female offenders of intentional murders of heterosexual
partners between 1988 to 1995.14

Giles criticises the CTS-1 for not measuring the outcome of violent acts—however
that is not its function. There are other measures to do this, including injury and
hospitalisation rates and mortality figures.

Most studies show that that women initiate physical violence at least as often as
men.15–19 About 50% of violence is mutual20 and once started it may escalate.21 About
25% of men and 25% of women use violence against partners who do not
retaliate.20,22

Giles appears to condone women’s violence against men as being “commonly in
response to frustration, stress, or a manifestation of ‘slap the cad’, expressing moral
indignation when insulted by a man.” However physical violence against one’s
partner is neither acceptable nor legal behaviour.

Overall violence is reduced if no-one starts a fight. Certainly statistics indicate that
men cause more physical injuries to their partners than women, but not all female
violence is insignificant. This double-standard dismisses women as autonomous
adults able to resist resorting to physical violence when angry or stressed. Denying the
contribution some women make to inter-partner violence reduces their opportunity to
obtain treatment to manage their anger. Clearly men hurting women is not acceptable,
but neither is women hurting men.

More women than men are harmed by physical abuse by their partners, and this is
reflected in the frequent media coverage of such events, and the prominence given to
organisations such as Women’s Refuge. There have been two media stories in the past
three years to which Giles objects: the documentary Bad Girls which screened on
TV3 in July 2004, and a 2003 TV news report about a study which showed over 50%
of Pacific Island woman admitted to violent behaviour in the home, with nearly 20%
saying they had attacked their partners by kicking, biting, strangling, or using a
weapon.

It is in both women and men’s interest that the media addresses such issues.

Felicity Goodyear-Smith
Senior Lecturer
Department of General Practice and Primary Health Care
School of Population Health
University of Auckland, Auckland
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Shelagh Staniland
Shelagh Staniland (nee Mathias) was born in London and lived in Cricklewood. When
London was hit by the Blitz, Shelagh and her sister were evacuated to a village on the
south coast where she attended the local school. The relaxed attitude there was a
breath of fresh air both literally and metaphorically. She benefited from this liberating
experience.

After the war, Shelagh returned to London
ultimately entering St Mary’s Hospital Medical
School.

As an RMO at Eastbourne she met Gerald
Staniland, the surgical registrar. They became
engaged and later married.

Both shifted to Paddington General where
Shelagh obtained the Diploma of Anaesthetics.

Then came the shift to New Zealand, initially to
Thames and then to Christchurch where
Shelagh was appointed to the Visiting Staff.

She also began working in private.

Shelagh was popular with her patients, in part because she would explain what was
going to happen and would answer their questions. I am afraid this was by no means
universal practice.

She found a transit of the Southern Alps over the Copeland Pass a mind-blowing
experience and this introduced her to the Christchurch Tramping Club and the
Botanical Society.

She was also an enthusiastic amateur violinist playing in a quartet and in the
Risingholme Orchestra. She became very involved with St Augustine’s Church as a
warden and member of the vestry, and she attended the Synod.

Shelagh and Gerald had three children. She had a full and very positive life.

This obituary was written by Roy Holmes in conjunction with Gerald Staniland.
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GRANTS AWARDED NOVEMBER 2005

At the November meeting of the Scientific Advisory Group of the National Heart
Foundation, a total of 13 limited budget grants were awarded.  The awards included 5
Small Project Grants and 8 Travel Grants.

SMALL PROJECT GRANTS

Ms Leonie Gallaher

Clinical Manager, Manaia PHO, Whangarei

Evaluation of Manaaki Manawa, a kaupapa Maori
cardiac rehabilitation programme

$15,000 for a period of 2 years.

Mr Jason Mclaughlin

Nutrition and Health Team, Crop and Food
Research, Palmerston North

Variability data on total fat and sodium in ethnic
takeaway foods in New Zealand

$4,462 for a period of 2 months.

Dr Judith McCool

Department of Psychological Medicine, School of
Population Health, University of Auckland

Longitudinal study of pro- and anti-smoking media on
adolescent smoking

$15,000 for a period of 3 years.

Dr Kerry O’Brien

Department of Women’s and Children’s Health,
University of Otago

Psychological predictors and outcomes of adherence to
a dietary intervention in type 2 diabetes

$14,738 for a period of 18 months.

Ms Gillian Whalley &

Assoc Professor Rob Doughty

Department of Medicine, Faculty of Medical &
Health Sciences, University of Auckland

Individual patient meta-analysis of restrictive diastolic
filling in patients with heart failure and post myocardial
infarction

$14,967 for a period of 6 months.
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TRAVEL GRANTS

Ms Lynne Belz

Coronary Care Unit, Auckland City Hospital

Cardiovascular nursing working group strategic
planning meeting, Queensland, Australia

Dr Stephen Brown

Institute of Food, Nutrition and Human Health,
Massey University

Medical Science Congress 2005, Queenstown

Mr Michael Cooling
Bioengineering Institute, University of Auckland

Medical Science Congress 2005, Queenstown

Ms Robyn Midwinter

Department of Pathology, Christchurch School of
Medicine & Health Sciences, University of Otago

12th Annual Society for Free Radical Biology and
Medicine (SFRBM), Texas, USA

Dr Ayman Mourad

Bioengineering Institute, University of Auckland

Medical Science Congress 2005, Queenstown

Mr Holger Schmid

Bioengineering Institute, University of Auckland

Medical Science Congress 2005, Queenstown

Mr George Thomson

Department of Public Health, Wellington School
of Medicine & Health Sciences, University of
Otago

3rd Australian Tobacco Control Conference, Sydney,
Australia

Ms Gillian Whalley

Department of Medicine, Faculty of Medical &
Health Sciences, University of Auckland

9th Annual Scientific Sessions of the European
Association of Echocardiography, Florence, Italy
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