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wble 1 >mmonly used approved abbreviations

Abbreviation Abbreviation
Term or symbol Term or symbol
Standard units of measurement Statistical terms
ampere A correlation coefficient r
angstrém A degrees of freedom df
barn b mean X
candela cd not significant NS
coulomb C number of observations n
counts per minute cpm probability p
cognts per second cps standard deviation SD
curie Cl standard error of the mean SEM
degree Celsius °C "Student's” ttest ttest
disintegrations per mintue dpm variance ratio F
disintegrations per second dps
electron volt eV Others
facizgalem Eq adenosine diphosphatase ADPase
gauss G adenosine 5'-diphosphate (adenosine
aram g diphosphate) ADP
henry H adenosine 5'~monophosp'hate.(adenosine
hertz Hy monop_hosphate, adenylic acid) AMP
hour h adenos!ne trllphosphatase . ATPase
International unit U iﬁgggzgﬁa?e-)tnphosphate (adenosine ATP
ﬁ;\'ﬁn ‘}J( adrenocortic‘otropicr hormone
Klogram kg (ad.renocorncotropm)v ACTH
e L bacilie Calmet}e-Guénn BCG
meire m basal metabolic rate ' BMR
minute min body tempe(ature and pressure, and air
molar M saturated with water vapour BTPS
mole ol central nervous system CNS
newlon N coenzyme A . COA
normal (concentration) N deoxyribonucleic acid (deoxyribonucleate) DNA
ohm o dihydroxyphenethylamine dopamine
osmole osmol electrocardiogram ECG
pascal Pa elect(onencephalogrellm . EEG
revolutions per minute om g?r:;rlo cytopathogenic human orphan (virus) ECE:IO
:gig?: centimetre imc ethylenediaminetetraacetate EDTA
Jol v gas-hqgid chromatography . GLC
watt W guanosine 5-monophosphate (guanosine
week wk monophosphate, guanylic acid) GMP
Jeer yr hemoglobin Hb
logarithm (to base 10; common logarithm) log
logarithm, natural in
methyl Me
Michaelis constant K
Combining prefixes negative logarithm of hydrogen ion activity pH
partial pressure of carbon dioxide Pco,
tera- 101) T partial pressure of oxygen Po,
giga- (109 G per /
mega- (106) M percent %
kilo- (10%) k radiation (jonizing, absorbed dose) rad
hecto- (102 h respiratory quotient RQ
deca- (101) da specific gravity spgr
deci- (101) d standard atmosphere atm
centi- (102) ¢ standard temperature and pressure STP
milli- (108) m ultraviolet uv
micro- (106) u volume vol
nano- (109 n volume ratio (volume per volume) voljvol
pico- (1012) p weight wt
femto- (1015) 1 weight per volume wivol
atto- (1018) a weight ratio (weight per weight) wiwt
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Abstract

A brief review of the literature pertaining to the effect of race
upon laboratory parameters in New Zealand is presented.
Various biochemical and haematologic test results show
radical differences, some of which may be due to weight
differences between the Maori and non Maori. Laboratory
parameters known to demonstrate racial differences in New
Zealand are cholesterol, urate, immunoglobulins, platelets,
red cell count, eosinophil count and the ESR. These findings
may have implications for laboratory reference ranges.
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Introduction

When determining reference ranges, laboratories
generally take into account factors known to influence test
results such as age, sex, physical activity and the prandial
state. Until recently little attention has been paid to the
possible influence of racial differences thereon. New Zealand
is a muitiracial society, with the population predominantly
made up of Caucasian, Maori and Pacific Island races. The
known difference in disease prevalence amongst these
races, such as the higher incidence of diabetes and
hypertension in Maori, is well known [1], and this can affect
various laboratory parameters such as urate [2,3]. The Maori
are generally heavier than their Caucasian counterparts [1],
and it has been shown that weight per se influences urate [3],
and various haematologic parameters [4). Racial differences
in laboratory parameters may therefore exist which may have
to be taken into consideration when determining laboratory
reference ranges.

Biochemistry

At least 256% of Maori males exhibit hyperuricaemia with
serum urate concentrations of >0.44 mmol/L [3,5] The
corresponding incidence s less than 5% in Caucasian males.
Weight is positively correlated with serum urate [3] but even
when the weight differences between Maori and Caucasian
males are accounted for a significant difference in serum
urate concentrations between the two races remains. There
is a strong genetic component to hyperuricaemia in the Maori
[2]. predominantly due to increased renal tubular urate
reabsorption resulting in decreased renal clearance of urate
[5]. Tokelauan males resident in New Zealand also
demonstrate higher serum urate levels which are similar to
results in Maori males [6].

Prior, has shown that adult Europeans have higher serum
cholesterol values than Maori[2], while a subsequent smaller
study found no difference in serum cholesterol results
betwetn Maori and Caucasian males [3)]. Differences in
populations studied, body weights, sample size and different
analytical methods may have contributed to the discordant
results. Adolescent European boys and girls, aged 13-16
years, had higher total serum cholesterol but lower serum
triglycerides than their Maori counterparts [7]. Higher serum
urate concentrations, as previously noted in adult Maori
subjects [2], together with increased weight, were also found
in Maori adolescents in this study [7].

Stanhope et al have demonstrated higher levels of serurn
IgA, IgM and IgG in New Zealand-born Tokelauan children
compared to New Zealand-born European children [8]. The
increase in serum IgG was negatively correlated with breast
feeding in the Tokelauan children, and the increase in
immunoglobulins in this group is most likely due to a mix of

genetic and environmental factors. In the USA lower serum
total bilirubin concentrations were found in Blacks compared
to Whites [9], this racial difference remained even in disease
states which are known to affect bilirubin metabolism. One
New Zealand study examined infants with jaundice but found
no difference in the increase in serum bilirubin concentrations
between European, Pacific Island and Maori infants [10]. No
racial differences in plasma sodium, urea or creatinine were
demonstrated between Maori and Caucasian men, but
slightly higher plasma potassium concentrations in Maori
men were found which just failed to reach statistical
significance at the 95% confidence limits [3]. Overseas
studies have demonstrated racial differences in serum
enzyme activities, such as creatine kinase [11] and both
alkaline phosphatase and aspartate aminotransferase [12].
No comparable New Zealand data is available which is
worthy of further study.

Haematology

Racial differences in haematologic parameters in New
Zealand have been described for the eosinophil count
[13,16], ESR [13,14], platelet count [15,16], red cell count
[15], and the white cell count [16]. Eosinophilia is higher in
Cook Island males (38%) compared to European and Maori
males, and to a lesser degree (21%) in Cook Island females
[18]. The increasedrate of eosinophilia in Cook Islanders was
not considered to be due to microfilarial infestation as the
number of subjects with eosinophilia was equally divided
between those who had recently been to the Cook Islands
and those who had not. Another study found no evidence for
eosinophilia in pregnant Cook Island females, but
eosinophilia was present in a third of pregnant Samoan
females, the reason for this was not known [16].

The ESR is also higher in both Cook Island males and
females, the next highest values were for Maori, while
Caucasians demonstrated the lowest ESRs [13]. Raised ESR
in Cook Islanders was not attributable to their eosiniphilia as
the number of Cook Island subjects with a raised ESR was not
significantly different between those with and those without
eosinophilia. The ESR is raised in pregnancy, but Maori and
Polynesian pregnant females have higher ESRs than
pregnant European females during all three trimesters [14].
Only 8% of all pregnant females with an ESR outside the
established reference ranges demonstrated clinical
abnormalities (predominantly urinary tract infections) and it
was concluded that the ESR is of limited value in the routine
evaluation of pregnancy [14].

Both higher platelet and red cell counts have been
demonstrated in Maori males compared to Caucasian males
[15]. Additionally, an association between weight and both
the platelet and red cell count respectively was noted. The
platelet and red cell counts remained statistically significantly
different between the two racial groups when weight as a
confounding variable was accounted for. Subsequently an
interrelationship between the circulating blood cells and
weight was observed [4] indirectly supporting the concept of
a single pluripotent stem cell under control of a
haematopoeitic growth factor affecting all three circulating
blood cell lines [18].

After 28 weeks of gestation Maori and Cook Islander
females tend to have lower haemogiobin and MCV results
compared to European [16]. This was hypothesised as most
likely due to a higher prevalence of the alpha thalassaemia
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trait previously demonstrated in Maori and Cook Islanders
[17]. Statistically significant but clinically insignificant
differences between races for the total white cell count in
pregnant females after 26 weeks of gestation were also found
[16]. No comparable information is available for racial
differences in haematological parameters in non-pregnant
females. Unpublished resuits from our group demonstrate
that Maori females have slightly higher platelet counts (x =
333x10°/L,S.D.=68x 10%/L, n = 42) than their Maori males
[15] and are slightly higher compared to female Caucasians
in New Zealand [19].

Table 1:
parameters

Documented racial differences in laboratory

Biochemistry Haematology

Total cholesterol [2,3,7]
HDL cholesterol [7]
Triglycerides [7]

Urate [2,3,5,7]

IgA, IgM and IgG [8]
Potassium [3]

ESR [13,14]

White cell count [16]
Eosinophil count [13,16]
Platelet count [15,16]
Haemoglobin [16]

MCV [15,16]

Pct[15]

Numbers in parentheses refer to references.

Table2: Documented differences in laboratory parameters
in Maoris and Polynesians compared with Caucasians

Maori Polynesian

| Total cholesterol t IgA, IgM and IgG
(infants)

I HDL cholesterol t Urate

t Triglycerides t Eosinophils

t Urate t ESR

t Potassium (?)

t ESR

t Platelet count

t Red cell count

\ decreased 1 increased (compared with Caucasians)

Conclusions
This brief review is presented to make laboratory scientists
aware that racial differences in various laboratory parameters
can exist in New Zealand. These differences may be due to
genetic factors or they could reflect weight differences
between races [1] given the association between weight and
various laboratory parameters [34]. As intra-individual
variability is small, but inter-individual variability can be great
such as has been demonstrated for the platelet count[19,20],
it could be argued that racial differences in laboratory
parameters would be of limited importance when establishing
laboratory reference ranges. Certainly for urate it is
advocated to use the non-Maori reference range, as urate
concentrations of >044 mmol/L should be further
investigated. For the platelet count which demonstrates a
much wider range of normal values, the reported increase in
platelet counts of £20% in Maori men [15], possibly linked
with higher body weights in the Maori may well indicate a
need for separate reference ranges for the platelet count for
Maori and non-Maori subjects. Body weight is a factor which
thus may need to be taken into account when determining
laboratory reference ranges.
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Murine monoclonal anti-A, and anti-B reagents
(Seraclone, Biotest, WG) were used to establish the ABO
group of the samples. A; phenotyping was performed
with the lectin Dolichos biflorus (Biological Laboratories
Ltd, Aucktand) and with murine monoclonal antibody KB-
26.5, a generous gift from Drs Urdaniz and Vinas from
Knickerbocker S.A.E. (Barcelona, Spain). KB26.5 reacts
with blood group A antigens based on type-3 and type-4
chains (21).

Results

Results for the Polynesian and Caucasian group A and
AB samples using KB26.5 and the lectin D. biflorus are
shown in Table 1. Of the 114 Polynesian samples tested
111 reacted with both D. biflorus and KB26.5, giving a
concordant frequency for the A; phenotype of 97%.
However, of the 47 Caucasian samples tested, D. biflorus
reacted with 38 (81%) and KB26.5 with 39 samples
(83%). The one sample reactive only with KB26.5 was
group A and strongly reactive. Titration studies (resulis
not shown) indicated the expression of the A-type-3/4
antigen on these cells was approximately half that of
control A; samples.

Table 1

A, phenotyping with monoclonal anti-A-type-3/4
and D._biflorus

Total Group No. Positive
n A AB K265 D. biflorus %A;*
Polynesians | 114 108 6 111 111 97
Caucasians | 47 43 4 39 38 83

*KB26.5 = Monoclonal anti-A-type-3/4 defined.

Discussion

Traditionally the difference between A; and A,
phenotypes have relied on reactivity with the crude lectin
extract from D. biflorus. The ability of this lectin to
discriminate the A; and A, phenotypes is based on suitable
dilution, thereby discriminating the two phenotypes on the
basis of their guantitative differences in terminal N-
acetylgalactosamine residues. As lectins have broader
specificities than antibodies they may also react equally
well with other antigenic determinants than the one in
which they are being used to define. Such is the case for
the lectin D. biflorus which although considered to be
blood group A specific (22), is found to react much more
strongly with the terminal disaccharide unit (aGalNAc(1-
3)BDGalNAc) of the Forssman antigenic determinant (23).

More recently, monoclonal antibodies that recognise A,
but not A, erythrocytes have been reported (7,21). These
. reagents discriminate between the two red cell phenotypes
on the basis of their ability to recognise the A-type-3/4
determinants on A, erythrocytes.

We used monoclonal anti-A-type-3/4 (KB26.5) to A,
phenotype Polynesians in order to establish if the
Polynesian Ay phenotype was due (at least in part) to the
presence of the A-type-3/4 epitope. All 111 Polynesian
samples reactive with the lectin D. biflorus also reacted
equally well with KB26.5 and the incidence of the A
phenotype found was in agreement with previous reports
(17,18).

Of the 47 group A Caucasian samples selected as
controls, the incidence of the A; phenotype was also in
agreement with previous reports (17,18). However, one of
the nine samples that was unreactive with D. biflorus
reacted with KB26.5. Such anomalous results found
between D. biflorus and KB26.5 have been extensively
studied by Prof. Samuelsson's group in Sweden.

They found that monoclonal antibody KB26.5 reacted in
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most cases strongly with D. biflorus reactive samples and
only weakly or not at all with unreactive samples. However,
the erythrocytes from some A, individuals reacted weakly
or not at all with KB26.5 while other D. biflorus unreactive
samples show moderately strong reactivity with KB26.5.
These results were interpreted as demonstrating that the
expression of type-3/4 chain based A antigens is not an
all or nothing phenomenon in Ay and A, individuals (L
Rydberg, personal communication).

These discrepancies do however raise the question of
what is defined as the "A; epitope” or the "A, phenotype"?
Is it the presence of a particular epitope such as the
repetitive A-type-3 structure (with or without A-type-47?) as
suggested by Clausen and co-workers or is it merely an
increased expression of A as has been traditionally
defined by the lectin D. biflorus. The answer at this stage
is not clear, but with the ever increasing introduction of
monoclonal antibodies into routine serology it may become
necessary to re-define the A/A, phenotypes.

Conclusion

We used anti-A-type-3/4 to investigate whether the A,
phenotype seen in Polynesians had an A-type-3/4 basis
or whether it was due to some other D. biflorus reactive
epitope. Although no biochemical analysis was undertaken,
the presence of the epitope on all samples reactive with
D. biflorus strongly suggests the basis of the Ay phenotype
in Polynesians is due to expression of A-type-3/4.
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New Zealand Institute of Medical L oratory Science

Presidential Report August 1991

Paul McLeod

Before preparing this report, | spent some time reading
over the presidential reports of recent years. Reference
was often made to either impending changes, changes
that are upon us or changes that have been made. We
were advised to prepare for these changes and to meet
the challenges head on. Well, here we are again, in 1991,
with another president raising the issue of changes in the
health sector, but at least | can take comfort in the fact that
I am not breaking with recent tradition in doing so.

| cannot speak for all technologists, but | am certain that
| speak for many when | say that we are becoming
increasingly intolerant with the continual upheavals of
changes occurring throughout the health sector which
now is becoming a political football. | feel that the
opposing political teams have between them, numerous
more tactical moves in their game plans before the final
whistle is blown. In the early 1970's we saw the general
hospitals and psychiatric hospitals brought together under
one management. Next we saw the integration of these
hospitals into the primary health sector in defined regions
by virtue of the Area Health Boards. There were varying
degrees of success with the Area Health Board model but
it was obvious that the metropolitan centres were in
difficulty applying this principle to their regions. If | can
quote from a well known television programme, another
‘cunning plan" has been presented, this time as a fait a
compli to the country. We are again in a position of finding
the health sector picked up, shaken around and flung out
like a dice on a gaming table. The politicians are hoping
for a pair of sixes but we in the industry suspect the
outcome is more likely to be the old one-two, once the
next cunning plan is conceived. | do not want to argue the

pros and cons of the new health sector approach. It is
difficult to do so anyway, as it is becoming clear that the
new structure is exactly that ... the framework of a building
with yet to be constructed walls and rooms. The architects
are yet to consider their choice of outside cladding,
furniture and colour schemes. Not only have these
decisions not been made, but it appears that they have
not yet even been considered. What | do wish to comment
on is the continual changes in direction that we in the
health industry have had to put up with over the last
decade and will have to endure into the next.

The health service is essentially a people industry, and
this is reflected in salaries and training which cost more
than seventy percent of the health vote. The people
involved in the numerous professions of health simply
want to get on and do the job. Much of the change and
turmoil is being instigated on a different level to us, the
health care providers. The policy makers, administration
and top level management sectors have been coming
and going, toing and froing for years, at the whims of their
political masters. However, | ask you to take a step back
and try to find a space where there is not quite so much
dust in amongst the mayhem of change, and look at what
is actually going on. You will see nurses bustling about
and tending to their patients, you will 'see doctors in
huddled consultation in ward corridors, and the ECG
technician pushing her trolley of the latest technology into
the lift. The food trolleys rumble along, the physiotherapist
is assisting a patient in a walking frame, the X-ray
machines are still working and of course, the laboratory
continues to be a scene of high activity. In other words,
despite the constant change, the health industry is still
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actually working and trying to do what they are trained to
do — provide health care to the best of their abilities. But
| fear that their tolerance of working in such conditions is
now rapidly diminishing and we have seen recent evidence
of frustrated professionals quitting the public health sector
or indeed, the country.

Like politicians, top level management will come and
go. However, | am of the firm opinion that regardless of the
structural changes, new environments and all the other
ways they describe change, at the end of the day the
professional health services such as we provide will be
wanted, required and demanded by the people of this
country. | would be a fool if I thought that we had now
reached one hundred percent productivity and efficiency
in our laboratories. No doubt we still have room for
improvement and this may well show itself in the future by
fewer but larger laboratories, but in essence our
professional skills are required now and will be demanded
even more in the future. [ ask you not to be too distracted
by the changes constantly occurring and concentrate on
your professional skills and service. There are many
issues we can concern ourselves with. There is our
training and education, our standards and quality and our
responsibilities to the people of New Zealand and indeed
out into the Pacific basin to provide a top quality service.

The education and training of our technologists is of the
utmost importance. Equally, our ongoing education for
technologists in the workplace is of high priority. The
Council has over the last year focused very closely on our
future education requirements and as you are all no doubt
aware, has been pursuing with considerable vigour the
establishment of the Bachelor in Medical Laboratory
Science through the University of Otago.

Like several presidential reports before this one, |
cannot announce with absolute certainty that the University
of Otago is to accept its first intake of students into year
two of the BMLSc next year. However, | can report that
Otago have no intention of withdrawing from their plans to
do just that. There are still a few hurdles to clear and it
would be devastating to the profession if we fell at this late
stage. Our efforts to secure the Otago degree have not
been helped by an untimely intrusion into our affairs by the
Central Institute of Technology with a questionnaire being
circulated widely throughout the country. | submit it was
untimely because it came after the Needs Analysis
Enquiry had been held as to our training requirements.
Submissions had been requested some months prior to
this, and that was the time when such opinion seeking
should have been carried out. The results of the CIT
survey are questionable for several reasons which | need
not go into in this report, but | view this intrusion into our
professional affairs as most regrettable. Despite their
apology at a later date, the fact remains that the CIT upset
many of our members and indeed added to the confusion
on the decision-making processes in regard to the Otago
degree. | now regard this whole sorry saga closed and will
continue to focus sharply on our goal of achieving the
commencement of our degree in 1992.

Another issue | would like to raise is the registration of
our profession. There has been comment in the past that
the Medical Laboratory Technologists Board's registration,
offers little in the way of protection to our profession. |
would agree that the MLTB appears to have some
difficuity in policing the regulations. However, | would
suggest to you that this is not and should not be a major
function of the board. Their role is to protect the patient
and not necessarily the profession. Recently we have
seen the teaching profession lose its registration by
having it downgraded to a voluntary status. In effect, this
means that anyone can now be employed by school
boards of trustees, as teachers. As financial constraints
continue to tighten, the trustees will no doubt be looking
to contain salary costs or even reduce them. To attract
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teachers into the classrooms, the temptation to employ
lower cost, unregistered teachers will increase. The battle
to preserve standards and quality in the teaching
profession will now shift to their professional body who will
have to take a rear guard approach to maintaining their
standards. | would like you to consider this situation being
applied on us. The concept worries me very much but
confirms my belief that we must be ready to fight for the
retention of our registration status, not for our own
protection but for the guarantees of standards and quality
which registration engenders. it ensures that management
are bound to provide quality staff and therefore maintain
acceptable standards in patient care.

The Council has had an active and busy year. Our
Executive Officer has now been with us for twelve months
and the transition to this appointment and the establishment
of our office has been very smooth considering the
complexity of the change. | wish to thank Fran for her
patience, her organisational skills and her capacity to
grasp the complex issues involved in organising and
running many of the tasks involved with our Institute. | also
wish to thank the members of the Council for their heip
and assistance. There is a lot of work going on behind the
scenes which the members are probably not aware of,
and this is done without question or complaint. The
members are indeed fortunate in having such a dedicated
team on their council. But it is not only the Council
members who do work for the Institute. Many members
willingly give their time as examiners and involve
themselves in the Special Interest Groups, arrange
workshops, seminars and conferences. | would also like
to thank Trish Reilly for all the work she does, because
without her efforts | doubt that the Institute could financially
support our journal. Thanks goes as well to the businesses
who support our profession in so many ways. Your
financial support in advertising, sponsorship and prizes is
very much appreciated by everyone.

Soon after last year's Annual General Meeting, our
Secretary, Barrie Edwards resigned from his position on
the Council. A promotion in his career meant that he could
not continue to dedicate the time required for the secretarial
position. Obviously his departure left some fairly large
holes in the administration of the Institute, but as | have
already mentioned, the transition to our Executive Officer
position has been successful.

We all wish Barrie well and it does not require me to tell
you of the contribution he has made to our Institute and
profession. However, it was his idea and enthusiasm
which contributed much to the concept of the South
Pacific Congress and was the driving force behind the
inaugural congress in Christchurch nine years ago. We
are to see and experience a continuation of this during the
next few days.

At this meeting our Vice President, Dennis Dixon-Mclver
is standing down from office. | am personally sad to see
Dennis depart from the executive and his input around the
council table will be missed. Dennis has put a great deal
of his time and effort into the Institute and | make particular
reference to his role as the Editor of our journal. Prior to the
formation of our union, Dennis was very involved with our
Industrial Relations Committee. He has been very
supportive as Vice President and of course, the last year
has seen him heading the organising committee for the
South Pacific Congress. Dennis, on behalf of the Council
and members of the Institute, thank you to you and your
family for all the contributions you have made to our
Institute.

It is my guess, that the next year is going to be a
watershed for our profession. It is going to be an exciting
and challenging year. | am ready to meet it, | know the
Council too is ready. With the support of the membership
| know that we can make all of our plans and goals
become a reality.
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Complete remission (CR) was obtained in 52 patients (80%) with the median time to CR 37 days (11-88). Six patients were
refractory to initial induction therapy and 7 died prior to assessment of leukaemic status, 6 of sepsis and 1 post cardiac arrest.
Twenty-one patients (32%) remain alive with a mean follow up time of 53 months (1-120). The median survival time was 16
months, with a predicted long term survival of 20%.

Thirty-one patients have relapsed with the median duration of remission 9 months. The majority of relapses occured within 12
months (74%) with only 3 relapses occurring off treatment.

These results fail to confirm the initial success obtained with the Auckiand protocol, but are probably not significantly different
from other more intensive protocols currently in use.

IS ELECTRON MICROSCOPY HELPFUL? SH5
R Thuia, J Nelson
Department of Haematology, Auckland Hospital, Department of Molecular Medicine, University of Auckland School of Medicine.

Opinions vary as to the value of Electron Microscopy (EM) in establishing the cell iineage of an acute leukaemia in cases that
are difficult to diagnose by light microscopy. In the last decade cell marker and molecular studies have complemented and
possibly superceded cytochemistry and EM studies.

However EM still has a role in classifying difficult cases of acute leukaemias, particufarly the application of ultra structural
cytochemistry to the diagnosis of megakaryoblastic, mast cell, basophilic and erythroleukaemia, and some cases of granulocytic
sarcoma.

Electron microscopy also has a role in the diagnosis and subtyping of the chronic tymphoproliferative disorders eg hairy cell
leukaemia, splenic lymphoma with villous lymphocytes, sezary syndrome. Diagnostic features at the ultrastructural level and
usefuiness of cytochemistry will be discussed with appropriate case illustrations.

ONCOGENES. SH6

Graeme Finlay
Cancer Research Laboratory, Auckland University School of Medicine.

When genes responsible for the control of cell growth are damaged celi growth itself may become abnormal. When the damage
to such key genes contributes to the development of cancer, the guilty genes are called oncogenes. They may be damaged in
several ways.

1. Oncogenes were first studied as the genes of birds or mammals which had become damaged due to random
recombination with retroviral genomes ("v-oncs”).

2. In human disease, point mutation of the ras gene has been shown to be a frequent (and early) occurrence, particularly in
adenocarcinoma of the pancreas, lung, and colon, follicular carcinoma of the thyroid and AML. The fms gene (which encodes the
CSF-1 receptor) also frequently contains point mutations.

3. Gross structural damage can be effected by chromosomal rearrangements. The resulting altered key enzyymes have
elevated protein tyrosine-specific kinase activity. This kind of lesion is observed in CML, glioblastomas, and papillary carcinoma
of the thyroid.

4. Chromosomal rearrangements can also deregulate gene expression by disrupting their regulatory regions. The c-myc, bci-
1 and bcl-2 genes suffer this fate when they become translocated into immunoglobulin genes in B cell tumours.

5. Excessive production of key proteins can occur by several mechanisms, of which amplification (an increase in gene copy
number) is frequently observed.

SH7

CLONALITY IN HAEMATOLOGICAL MALIGNANCIES — APPLICATION OF X — CHROMOSOME LINKED PROBES.

Jan Nelson and Peter Browett
Department of Molecular Medicine, University of Auckland School of Medicine.

Neoplasia represents transformation of a single cell resulting in proliferation of a clone or population of cells with identical
genetic features. Within the spectrum of haematoclogical malignances, the study of clonality has given insight into the nature of
these disorders and effects of therapy, as well as providing potential diagnostic information.

Clonality in lymphoid malignancies maybe detected by demonstration of fight chain restriction or clonal rearrangement of the
immunoglobulin or T cell receptor genes at the molecular level. Chromosomal abnormaiities eg the Philadelphia chromosome in
chronic myeloid leukaemia, provide cytogenetic or molecular markers of clonality in a limited number of cases of myeloid
leukaemia but in the majority of these disorders disease specific markers are not present.

The recent availability of X chromosome linked markers potentially provides a more universal means of determining clonality
in these disorders, at least in females. Their use is based on the principle of Lyonisation where the random inactivation of one X
chromosome in females results in 50% of celis with an active maternal X and 50% an active paternal X chromosome. When a
clone is present all the cells will have the same X chromosome active altering the ratio of 1:1 seen in a polyclonal population.

The active or inactive genes can be identified at a molecular level on the basis of differences in methylation patterns. For
example in the HPRT system, a BamHI polymarphism can distinguish the paternal and maternal gene in heterozygote females.
Digestion with a second methylation sensitive enzyme (eg Hhal or Hpall) determines whether an allele is active or not. Probes
for the X-linked genes HPRT and PGK, in combination with the recently described M278 may be informative in up to 90% of
females.
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THE PHILADELPHIA CHROMOSOME - FROM CYTOGENETICS TO ONCOGENES. SH15
Peter Browett, Sanjay Tiwari and Neil Van de Water,
Department of Molecular Medicine, University of Auckland School of Medicine, Auckland.

The Ph chromosome, an acquired cytogenetic abnormality present in over 90% of cases of chronic myeloid leukaemia (CML),
results from a reciprocal translocation between the long arms of chromosomes 9 and 22: 1(9;22) (934;q11). The translocation
juxtaposes the c-abl gene from chromosome 9q with the breakpoint cluster region (M-bcr) on chromosome 224, resulting in the
formation of a hybrid gene, ber-abl. The fusion gene ber-abl encodes a novel protein of 210Kd (p210) which has potent tyrosine
kinase activity, and recent evidence suggests is important in leukaemogenesis.

In CML the chromosome 22 breakpoints are localised to a small region of 5.8kb region and can be mapped using Southern blot
hybridisation techniques. Patients with Ph negative CML, variant (x;22) or complex translocations (9;x;22) also have bcr
rearrangement typical of that seen in Ph positive CML, with expression of the novel p210 protein,

At least 20% of cases of adult ALL have a Ph chromosome which is identical to that seen in CML. At a molecular level,
approximately 50% of these cases have bcr rearrangement and express the p210 protein. In the remaining cases, the breakpoint
is 5' to bcr on chromosome 22, with generation of a 190 Kd (p190) tyrosine kinase. The molecular alteration does not appear to
distinguish de novo Ph positive ALL from CML in lymphoid blast crises.

Molecular analysis of the chromosome 22 breakpoints may be used diagnostically as an adjunct to cytogenetics, and to monitor
the leukaemic clone following chemotherapy or bone marrow transplantation. Future directions include application of PCR
amplification of bcr-abl in the tracking of minimal residual disease, and assessment of the prognostic significance of the
breakpoint site on chromosome 22.

THE TOOLS OF THE NEW GENETICS. SH16
Neil Van de Water
Department of Haematology, Auckland Hospital and Department of Molecular Medicine, School of Medicine, Auckland.

Advances in molecular biology have revolutionised the study of leukaemia. The application of recombinant DNA technology
has enabled us to begin to understand the multistep process of carcinogenesis. Basic tools and techniques developed over the
last 20 or so years include: nucleic acid hybridisation, ligase enzymes, restriction enzymes, gene cloning, Southern blotting, and
more recently, gene amplification using the polymerase chain reaction (PCR). These tools allow us to manipulate DNA in a variety
of ways. We can now join, cut, isolate, insert, rearrange, copy, multiply and sequence pieces of DNA. Through the use of these
tools it is not only possible to define malignancy as a series of discrete genetic events involving the alteration or rearrangement
of specific genes, but also to identify malignant cells and to follow the disease from onset to remission.

SH17

THE IMMUNOGLOBULIN AND T CELL RECEPTOR GENES: APPLICATION TO THE DIAGNOSIS OF LEUKAEMIA.
Peter Browett
Department of Molecular Medicine, University of Auckland School of Medicine, Auckland.

During B lymphocyte development the immunoglobulin (Ig) genes undergo rearrangement as part of the generation of antibody
diversity. Similar changes take place in the genes which encode for the chains of the T cell receptor (TCR).

Leukaemias represent clonal expansion of normal, albeit rate. haemopoietic precursors which are frozen at an early stage of
either B or T cell development. As a conseguence, within the lymphoid malignancies, all the cells will have the same pattern of
rearrangement of either the Ig or TCR genes.

Clonal rearrangement of the Ig genes in B cell ymphoproliferative disorders, and of the TCR genes in T cell disorders, may be
detected by Southern blotting techniques. In conjunction with morphology, cytochemistry and immunophenotype studies.
demonstration of clonal rearrangement of these genes provides important data with respect to diagnosis, subclassification and
lineage assignment in cases of acute and chronic lymphoproliferative disorders. Future application will include the use of these
techniques to monitor response to therapy, and use of PCR gene amplification of unique rearrangements to detect minimal
residual disease.

ADVANCES IN CHEMOTHERAPY OF NON-HODGKIN’S LYMPHOMA (NHL). SH1 8
M Wolf
Peter MacCallum Cancer Institute, 481 Little Lonsdale Street, Melbourne 3000, Australia.

Resuits of treatment of advanced-stage aggressive histologic subtypes of NHL have improved over the last 15 years with the
development of effective combination chemotherapy regimens. The Southwest Oncology Group achieved complete remission
(CR) rates of 53% and long term disease free survival in 30% using the CHOP regimen. Newer regimens such as MACOP-B, COP-
BLAM and ProMACE-CytaBOM have produced CR rates of over 80% with long-term survival of 60-70% in single institution
studies.

Over the past 16 years the ANZ Lymphoma Group has conducted a series of clinical trials. Since 1986 a prospective
randomised study of MACOP-B versus CHOP has been conducted in patients with intermediate grade NHL. To date 199 patients
have been randomised of which 142 (76%) have diffuse farge cell (DLCL) or immunobiastic iymphoma (IBL). Median follow-up
of patients stili alive is 32 months. The CR rates were 43% for MACOP-B and 52% for CHOP for the whole patient population
(p=0.3). For DLCL and IBL, CR rates were 48% for MACOP-B and 53% for CHOP (p=0.4). There was no significant difference
in progression free survival or overall survival between the two arms. Haemopoietic toxicity and stomatitis were more severe in
the MACOP-B arm whereas nausea and vomiting worse in the CHOP arm. Further advances in the therapy of aggressive NHL
may require new approaches such as the use of bone marrow or peripheral stem cell transplantation or colony stimulating factors
to support high-dose chemotherapy programs.




NZJ Med Lab Science 1991 127

LMW HEPARINOID IN THROMBOPROPHYLAXIS FOR CANCER SURGERY. _ H19
J. Cade, A. Gallus, P. Ockelford
AN.Z. Study Group.

Org 10172 is an antithrombotic low molecular weight heparinoid with a better safety margin than heparin in animal studies. In
a double blinded randomised controlled trial Org 10172 (Lomoparan) has been compared with heparin in the prevention of venous
thrombosis in general surgery for cancer. Org 10172 (750 antiXa units BD) and Na heparin (5,000 u sc BD) were the trial regimens,
patients were 40 years and | 125fibrinogen leg scanning was used for detection of operative thromboses. There were 514 patients
randomised and analysis was both by ‘intention to treat’ and ‘efficacy’. The DVT rate was 6.8% for Org 10172 and 10.7% for
heparin (0.1 p 0.2) with bleeding 4.4% and 3.6% respectively. Transfusion rates were similar and mortality the same in both groups.
Fatal bleeding was 0.4% for each of the treatments. The apparent trend towards improved prophylaxis with Org 10172 did not
reach statistical significance. We conclude that Org 10172 has similar efficacy and safety in thromboprophylaxis in patients
having elective surgery for suspected malignancy.

CURRENT CONCEPTS IN CHRONIC LYMPHATIC LEUKAEMIA. SH20
DNJ Hart
Haematology Depariment, Christchurch Hospital, Private Bag, Christchurch, New Zealand

Modern techniques for analysing cells have considerably improved our understanding of the well differentiated lymphoid
malignancies. Chronic lymphatic leukaemia (CLL) in its typical form has a CD5 positive, FMC-7 negative, weak smig phenotype.
The relationship of these cells to the small normal population of CD5 positive B cells and autoimmune paraphenomena is
uncertain. ‘Atypical’ forms of CLL which are often but not always morphologically more variable than ‘typical’ CLL can be identified
by FMC-7, CD22 and strong smig reactivity, suggesting a follicular origin to the disease. Lymphoid malignancies of late B cell,
FMC-7 positive phenotype include prolymphocytic leukaemia, prolymphocytoid change in CLL and hairy cell leukaemia. The
t (11;14) translocation involving the IgH locus on chromosome 14 and bcl-I on chromosome 11g13 is observed in many cases
of CLL andt(14;18) (g32;21) involving the IgH locus and bcl-2 on chromosome 18 is often found in follicular neoplasms. Survival
and or growth of these cells may be controlled by various gene products. Rare cases of CD4 positive T cell CLL are described
but the other most common lymphoid proliferation involving mature lymphoid cells involves the large granular lymphocyte lineage.
These cells often demonstrate NK and ADCC activity and express one or more of the CD16, CD56 and CD57 NK associated
antigens. Approximately two thirds of the cases are CD3 positive and have clonally rearranged T cell receptor genes. Occasional
cases appear to be associated with Epstein-Barr virus infections.

SH21

DIFFERENTIATION INDUCING AGENTS: MODULATION OF THE GROWTH AND DEVELOPMENT OF LEUKAEMIC
CELLS.

Peter Browett

Department of Molecular Medicine, University of Auckland School of Medicine, Auckland.

Traditional therapy of acute myeloid leukaemia has focussed on elimination of the malignant clone with cytotoxic drugs. An
alternative model is to induce further differentiation of leukaemic cells. These mature and functional cells lack proliferative
capacity and are subsequently replaced by normal haemopoietic cells. A number of agents have some differentiation activity in
vitro, including the retinoids, interferon-alpha, vitamin D4 metabolites and cytosine arabinoside. Clinical use of these agents has
to date been predominantly restricted to the myelodysplastic syndromes and results have generally failed to fulfil the earty promise
of in vitro studies. Retinoic acid (RA), the active metabolite of vitamin A, is a potent inducer of myeloid differentiation, both in the
promyelocytic cell line HLB0 and leukaemic cells from patients with acute promyelocytic leukaemia (APL). Both all-trans RA and
13-cis RA are effective in vitro and at concentrations obtainable in humans. All-trans RA, however, is effective at a significantly
lower concentration than 13-cis RA. Early case reports documented the potential value of 13-cis RA in patients with relapsed or
refractory APL. Recent studies have now reported high remission rates in de novo and relapsed cases of APL treated with all-trans
RA. Response appears to be associated with morphological and molecular evidence of leukaemic cell differentiation. Many
cytokines (IFN-y, IL-1a. IL-18, IL-2, IL-4, IFN-a, G-CSF) also have growth modulating activities. The addition of cytokines to RA
substantially potentiates RA induced differentiation, although patterns vary with different combinations of cytokines and different
cell lines. Future trials might address the guestion of which retinoid with which cytokine is optimal for a given disorder.

TUMOUR SUPPRESSOR GENES AND LEUKAEMIA. SH22

Gordon Royle
Department of Haematology, North Shore Hospital, Private Bag, Takapuna, Auckiand, New Zealand.

Studies of chromosomal regions where loss of heterozygosity occurs in human malignancies have led to the localization of a
number of genes the inactivation or deletion of which is crucial for the development of particular types of tumours.

These are termed tumour suppressor genes (‘anti-oncogenes’), implying that the presence of the normal gene is necessary
to prevent development of particular malignancies. Specific regions are associated with specific types of tumours, and it has been
shown that a number of different chromosomal regions may be involved in the development of any one given tumour. In myeloid
leukaemias, a putative tumour suppressor gene is the p53 gene on the short arm of chromosome 17. Rearrangements of one
allele of the p53 gene has been reported in chronic-phase CML, and of both alleles in blast crisis. In vitro studies suggest that this
gene suppresses the function of other oncogenes. This presentation will discuss the concepts involved, recent developments in
this field and the implications for our understanding of the biology of malignancy in humans.
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NEW ZEALAND INSTITUTE OF MEDICAL LABORATORY SCIENCE
Application to sit Specialist Certificate Examination
11th and 12th November 1992

SECTION A — TO BE COMPLETED BY THE CANDIDATE

Name: VIS e

(1= oTo ] £=1 (o] VPP UURURR PP TPPPP
Laboratory AGArESS ......coooviiiiiiii i et e e s e
EXAmMINAtioN SUDJECL ..o

Medical Laboratory Technologist Board Certificate Examinations passed:
SUDJECE ettt bttt earee s Year Sat .....ccocevecvrviviiienineeen,
SUDJECT .. et YearSat.......ccoovvveeeviiieeieeeen,

EXAMINATION FEE: $450 (GST Inclusive)
The full examination fee must be paid with the application.

SECTION B— TO BE COMPLETED BY THE PRINCIPAL OR CHARGE TECHNOLOGIST

“| certify that the above candidate will meet the requirements of the
Specialist Certificate Examination”

Please state the name and address of the person responsible for receiving
the papers and supervising the Examination in your laboratory or centre.

APPLICATIONS CLOSE FRIDAY 29 MAY, 1992

Please forward application forms accompanied by fees to: Executive Officer, NZIMLS, PO Box 3270, Christchurch.

NO LATE APPLICATIONS WILL BE ACCEPTED

Special Note to Applicants
If not already members of the NZIMLS applicants to sit this examination must submit a valid membership
application along with this examination application.
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When effective therapy is exhausted, many patients are interested in experimental therapy. New cytotoxic drugs must be tested
in such patients because their potential side effects preclude their testing in human volunteers (where most other new therapies
are tested). Immunotherapy which uses various means of enhancing the body’s own defence systems has long been an area of
great promise but with little substance to date. The burgeoning basic knowledge in this area in the last several years and the ability
to produce recombinant versions of natural substances in commercial quanitities will finally allow such therapy to be rationally
tested.

Improved communication worldwide and the scientific focus of modern medicine have allowed the introduction of many
revolutionary treatments and the dismissal of other worthless therapies. Public pressure to discard the scientific basis of medicine
in favour of "greener" alternative methods must be vigorously resisted. However good scientific medicine should not replace but
must be coupled with the practice of medicine as an art.

AMYLIN, INSULIN RESISTANCE AND DIABETES MELLITUS. BC4
Garth J.S. Cooper
Amylin Corporation, 9373 Towne Centre Drive, San Diego, CA 92121, USA.

Recent studies have shown that the major protein present in the islet amyloid associated with type 2 diabetes mellitus is a
hormone-like peptide. amylin', which is normally secreted from the islet B-cells synchronously with insulin. Amylin exerts
regulatory effects on important pathways of carbohydrate metabolism consistent with it being a newly discovered hormonal
regulator of intermediary metabolism. Amylinis also able to induce, in experimental systems, insulin resistance consistent with that
seen in type 2 diabetes.

We have recently proposed a unifying hypothesis for the molecular basis of type 2 diabetes. According to this hypothesis,
increased amylin secretion occurs in genetically predisposed individuals, in response to environmental factors, thus settingintrain
a process which gives rise to: (i) progressive deposition of islet amyloid, (ii) insulin resistance in liver and skeletal muscle, (iii)
consequent hypersecretion of insulin, (iv) gradual loss of islet B-cells and progressive islet dysfunction, (v) ultimate restriction of
insulin and amylin secretion, and (vi) deterioration in carbohydrate metabolism (conseguent on (iii), (iv), and (v) ), which
progresses through impaired glucose tolerance (IGT) to type 2 diabetes.

' Cooper GJS, Day AJ, Willis AC, Roberts AN, Reid KBM, Leighton B. Biochim Biophys Acta 1989; 1014: 247-258.

AN EVALUATION OF THE FRUCTOSAMINE ASSAY ON THE TECHNICON CHEM 1 ANALYSER. BC5

Dennis Reilly
Diagnostic Laboratory, PO Box 5728, Auckland, N.Z.

The Technicon Chem 1 Analyser was evaluated for the routine assay of serum Fructosamine.

The Chem 1 using a two reagent system, where 7 ul of Reagent 1 (carbonate buffer) is mixed with 1 ul of sample and a blank
reading is made at flow cell 1. After passing through the "Vanish Zone' 7 ul of Reagent 2 (nitroblue tetrazolium) is mixed, then the
absorbance difference is calculated between flow cell 7 and flow cell 9.

Within run and between run imprecision was less than 3%.

Regression Analysis was used to compare the assay with the Roche Fara Centrifugal Analyser methodology.

n Slope intercept r re
206 0.91 211 0.987 0.974

The benefits have been the reagent reduction from 200 to 14 ul per test, samples run in Random Access rather than batch and

the slightly improved precision values.

TSH - A GOOD MODEL FOR IMMUNOASSAY COMMUTABILITY. BC6
Frank Watson*, Peter Boyne+, Elizabeth Gregory+, John Beilby*

*Department of Clinical Biochemistry, Queen Elizabeth |l Medical Centre, Nedlands, Western Australia 6009, Australia. +Western
Diagnostic Pathology, Myaree, Western Australia 6154, Australia.

Commutability refers to the ability of a reference material to show inter-assay properties comparable to those demonstrated by
authentic clinical specimens. Reference material differs from clinical specimens in a variety of ways which may include addition
of preservative chemicals; matrix composition; species origin of the calibrator for the analyte. Significant non-commutability of
calibration materials was demonstrated by Rej and Drake’ in nine commercial immunoassays for TSH in a study performed in
1990 between 275 laboratories. In a smaller study by the Western Australian Biochemistry Quality Control subcommittee, eight
(8) TSH calibrators (IRP 2nd 80/558) and two (2) serum pools were analaysed by ten (10) metropolitan laboratories using six (6)
different assays for TSH, 4 of which were IRMA's and 2 were non-isotopic immunoassays.

The TSH calibrators showed considerable between laboratory imprecision especially for the top calibrator which had a target
value of 50.6. The mean of the 10 laboratories for this calibrator was 58.3 (SD 12.6) and the values ranged between 41.7 and 77.9.
Inter-laboratory imprecision was also high for the two serum pools: i) X =5.6 (SD 1.4) 4.1-8,5; ii) X = 20.3 (SD 5.6) 14.3-324.
Recalculating the serum pool results by a) using a matched IRP target value and b) using one pool mean to calculate the other
reduced the range and SD significantly for method b) x =20.2 (SD 1.26) 18.4-21.8 but less significantly for method a) x =19.1 (SD
4.2)12.0 - 25.2. Results of a further study to be carried out using human serum as a common standard for the six TSH methods
used by the ten laboratories will also be discussed.

' Robert Rej and Patricia Drake. The Nature of Calibrators in Immunoassays: Are they commutable with test samples? Must they
be? international Federation of Clinical Chemistry, 3. Bergmeyer Conference Immunoassay Standardization, Lenggries, DE

1990, pages 47-54.
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Treatment is based on either a reduction of the antibody level or modulation of its effect. The first can be achieved with cortico-
steroids, high dose immunoglobulin or chemotherapeutic agents. The second, a modulation of antibody effect, can be achieved
with heparin or low dose aspirin.

Aspirin remains the drug of choice for most patients with antiphospholipid antibodies.

HIV/AIDS: THE DISEASE. IM9

Ronald Penny
Clinical Immunology Department, Centre for Immunology, St Vincents Hospital, Sydney, Australia.

Efforts to classify the manifestations of HIV infection continue but currently the CDC criteria remain in use. These criteria are
clinically based and extend from the primary or acute seroconverting illness through a long asymptomatic phase with or without
lymphadenopathy to symptomatic HIV infection which includes constitutional disease, neurological manifestations, secondary
infections and malignancies. These manifestations are closely linked to the relationship between the virus and the immune
response. The mechanisms of immune deficiency, the nature of the virus and the immune responsiveness will be discussed in
the light of clinical disease.

THE AGEN TEST TECHNOLOGY. IM10
A Baldassi
¢/~ John Knowles Scientific Ltd, P.O. Box 34306, Birkenhead, Auckland, New Zealand.

Scientists at Agen Biomedical Ltd have developed a novel, rapid, whole blood immuncassay system which has been
generically named as the Agen Test technology.

The Agen Test technology allows the detection of circulating antigens, antibodies or drugs in whole blood without specialised
personnel or equipment. This is achieved by the use of bispecific reagents, which comprise specific antibodies or antigens that
are coupled to a non-agglutinating antierythrocyte antibody.

The Agen Test Technology has been commercialised into several products under the brand name SimpliRED for human
applications and Vet RED for veterinary applications. '

Clinical results ohtained using Agen’s SimpliRED HIV-1 Ab kit on blood donars, high risk groups and seroconversion panels
indicate that the test performs at an equivalent sensitivity and specificity as the conventional laboratory based ELISA HIV tests.

Other applications of the technology include tests for the detection of fibrin degradation products and canine heartworm.
Hepatitis B and a HIV 1/2 combination are currently in the Research and development phase.

SEROLOGY, IMMUNOLOGY QUALITY CONTROL PROGRAMME. IM30
Andrew R Thakurdas ' and David Haines 2

Telarc New Zealand, Private Bag, Remuera, Auckland 5, New Zealand ', and Auckland Hospital Immunology Department, Park
Rd, Auckland 1, New Zealand 2.

This external quality control programme is designed for diagnostic laboratories invoived in a wide variety of serology and
immunology tests.

The SINZ programme is operated by Telarc New Zealand in conjunction with the Auckland Hospital Immunology Department.
In its first year of operation, there are about twenty-nine New Zealand laboratories involved in the programme.

The most striking feature of the first round was the diversity of methods and reagents used for such a small country. Varying
methods, sensitivities and normal ranges produced a large variation of results.

IM31

MONITORING CIRCULATING B CELLS IN PATIENTS WITH MULTIPLE MYELOMA AT DIAGNOSIS OR IN PLATEAU
PHASE. HOW PREVALENT IS LIGHT CHAIN ISOTYPE SUPPRESSION?

M. King, M. Radicchi

Kolling Institute of Medical Research, Royal North Shore Hospital, St. Leonards, NSW 2065, Australia.

It has been reported that the majority of multiple myeloma patients at diagnosis or in plateau phase manifest a phenomenon
known as light chain isotype suppression (LCIS). According to this hypothesis some suppressor mechanism causes a drop inthe
number of ciculating B cells bearing the same immunoglobulin (Ig) light chain isotype as the myeloma paraprotein, producing an
abnormal ratio of kappa to lambda B cells. Hypothetically, LCIS is indicative of stable disease and measurement of the blood B
cell ratio thereby provides valuable prognostic information. We tested this hypothesis by dual parameter flow cytometry, using a
combination of anti-CD19 and anti-light chain antibodies. Furthermore, we compared polyclonat to monoclonal anti-light chain
antibodies, and lysed blood to mononuclear cell samples. We confirmed that dual parameter analysis was necessary to
distinguish B cells (CD19+, Ig+) from non B ceils bearing cytophilic paraprotein. We found good correlation between results
obtained using polyclonal versus monoclonal anti-light chain antibodies, and lysed blood versus mononuclear cells. We examined
samples from 14 patients but could not detect an abnormal kappa/lambda ratic in any patient. We conclude that LCIS is certainly
not as frequent as has been reported, which raises doubts regarding its value as a prognostic indicator.







144 NZJ Med Lab Science 1991

Initiatives which appear to offer the most benefits are:

1. Innovative curriculum development processes which incorporate one or more of the following features: the new teaching/
learning technologies, competency-based training, workplace (on-the-job) assessment, research into student learning,
alternative instructional strategies, course structures and course delivery modes.

2. Cooperative learning ventures between educational institutions and the employers.

3. A greater emphasis on post-graduate continuing professional education.

This paper will also address the apparent decline, observable in Australia and elsewhere, in the numbers of students
undertaking science-based subjects at secondary and tertiary level. This trend has significant implications for educators in the
way they select students and design courses.

A brief discussion on establishing mechanisms to compare educational programmes between countries is included.

EM6

DEVELOPING COMPETENCY IN THE WORKPLACE: ON-THE-JOB ASSESSMENT OF MEDICAL LABORATORY
SCIENCE TRAINEES.

Mr Peter Bruhn (Manager, Curriculum Development-TAFE, RMIT) and Mr Bruce Watson {Head, Department of Health
Sciences, School of Information and Health Sciences, RMIT).

High quality and reputable on-the-job assessment is crucial to the success of the workplace training component of formal
educational programmes. Initiatives in competency-based training and assessment, currently being undertaken in Australia,
provide some guidance to the development of reliable and valid assessment standards and methods. These can be adapted for
workplace assessment of medical laboratory science trainees.

This paper will present the experiences of the authors and others in Australia in the development of workplace assessment
schemes and the factors that are critical for their success.

A UNIVERSITY EDUCATION IN MEDICAL LABORATORY SCIENCE. THE OTAGO MODEL. EM7
Associate Professor C Watts
Department of Pathology, Otago Medical School, University of Otago, PO Box 913, Dunedin.

The degree of B.Med.Lab.Sci at the University of Otago will be described in the context of the environment of the Division of
Health Sciences at the University. Its structure and future development will be discussed with particular emphasis on the
opportunities for advanced study at the postgraduate level.

COPING WITH CHANGE. EMS8
Mr Martien Kilderman

Laboratory Services have, like every structure depending on finance for existence, become the arena for application of new
economic philosophies. These theories have never before been applied so directly to Health Services in New Zealand as they
are today. "Contracting out”, “User pays”, “Market driven”, "a better IRR on investments” are the catch-cries of the age we live
in, and concepts we will learn to live with and understand. We have no choice given us.

These changes if unwelcome turn us into “victims”, experiencing the anger and grief that is part of moving toward acceptance
of new realities. Approval is not required in acceptance. It is in acceptance that we release the skills to deal with the related
stresses and to even master the new climate and become a player in it. This occurs by allowing a new management theory to
achieve its goals while you use it to achieve your own. To recapture some control of the process is desirable personally and
professionally.

In sport it is the team that takes control and outplays the other team at its own game that wins and survives. Withdrawal is not
a step toward overcoming. Overcoming is the process of accepting new realities, learning the new rules and out-playing the
managers of change by superior management of our own change experience.

ETHICS IN CARDIAC TRANSPLANTATION — RECIPIENT AND DONOR ISSUES. EM9
Carol Whitfield
Recipient Transplant Co-ordinator, Green Lane Hospital

Where no other treatment is available, cardiac transplantation for end-stage myocardial failure is now an accepted procedure
with a one year survival of over 80%. in 1989 over 2000 cardiac transplants were performed world wide. Scarcity of donor organs
is now the main factor limiting cardiac transplantion and up to 30% of patients in some centres die waiting. Since the development
of organ transplantion 35 years ago, many ethical issues have evolved. Recipient issues facing us include our rights to all types
of health care and medical treatment, ensuring equal access to this treatment and selection of suitable patients for transplantion.
Now, in a climate of cost cutting, should expensive ‘high-tech’ medical treatment be considered at ali? With respect to the organ
donor, who consents to organ donation? Are there ways of increasing the donor pool? Currently New Zealanders use an ‘opt-in’
method to declare their willingness to donate organs, other countries use an ‘opt-out' or ‘required request’ system. For the future,
shoutd expansion into other forms of transplantation such as lungs or liver be considered in New Zealand?
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NDMLS HAEMATOLOGY: THE BASIS IS ON STUDENT LEARNING. Mio

Colin McGough
Senior Lecturer, Sports and Health Science Department, Auckland Institute of Technology.

This short paper discusses the concept of student learning being the ultimate aim of the Haematology program in the ATI
National Diploma in Medical Laboratory Science.

Comment will be made about problems involved in setting up the program in this way. These included the large amount of initial
preparation required as well as student acceptance of the style of course.

Broad objectives better suit this type of program, allowing students to read widely so that broad concepts are understood well.
Hopefully memory of minute detail will follow as practical experience fills out a solid basic understanding.

HISTOPATHOLOGY

THE USE OF ULTRASOUND IN IMMUNOPEROXIDASE STAINING. HP1
Stewart H-G Chew.! Robert D Cook 2

Curtin University of Technology, GPO Box U 1987, Perth, WA 6102 * and School of Veterinary Studies, Murdoch University, Perth
WA 6150 2,

Ultrasound has been used to reduce both the incubation time and the concentration of the primary antibody during
immunoperoxidase staining. Paraffin sections of lymphoid and myeloid tissues were immunostained with commercially available
mactophage markers using the Avidin-Biotin-Complex (ABC) technigue. It was found that a 2-minute exposure to ultrasound
followed by a 10 minute incubation of the primary antibody at the recommended dilutions produced a similar result to that seen
ina control slide incubated with the same antibody overnight. Also, it was found that the same primary antibody could be effectively
diluted up to 8 times the recommended strength. Ultrasound exposure for longer than 2 mintues did not in any way intensify the
effectiveness of staining process. The morphologic qualities of the sections were unaffected by the use of uitrasound over the 2-
minute period.

SKELETAL MUSCLE BIOPSY — A USEFUL TOOL FOR DIAGNOSIS OR A LAST RESORT? HP2
Silverstone M
Histopathology Department, North Shore Hospital, Auckland.

How often are skeltal muscle biopsies performed as a primary diagnostic tool or as a last resort to try to diagnose patients where
all other investigations have failed to produce a satisfactory answer? If a diagnosis is made, to what use can this information be
put?

The remaining abstracts will be published in the NZJ Med
Lab Science Vol 46, No1, March 1992,



NZJ Med Lab Science 1991

147

Microbiology Dept., Nelson Hospital

Vice President
Dennis Reilly
Diagnostic Laboratory, Auckland

Secretary/ Treasurer
Shirley Gainsford
Valley Diagnostic Laboratory, Lower Hutt

Council
Ted Norman, Anne Paterson, Jim Le Grice, Geoff
Rimmer, Chris Kendrick

Executive Officer

Fran van Til

P.O. Box 3270, Christchurch
Phone/Fax (03) 313-4761.

Please address all correspondence to the Executive
Officer, including Examination and Membership
enquiries.

INE ITUT™ BUSINESS
Office Bearers of the N.Z.|. M.L.S.

1991 - 1992
President Editor N
Paul McLeod Maree Gillies

Microbiology Dept., Auckland Hospital or The Editor,
P.O. Box 9095, Newmarket, Auckland.

Membership Fees and Enquiries

Membership fees for the year beginning April 1, 1991
are:

For Fellows — $88.40 GST inclusive

For Members — $88.40 GST inclusive

For Associates — $33.80 GST inclusive

For Non-practising members — $33.00 GST inclusive

All membership fees, change of address or
particulars, applications for membership or changes
in status should be sentto the Executive Officer at the
address given above.

Members wishing to receive their publications by
airmail should contactthe Editortomake the necessary
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Membership Sub-Committee Report —
August 1991
Since the May meeting there have been the following

changes:
26.8.91 23591 28291 7.11.90

Membership 1297 1202 1277 1272
less resignations 37 33 10 3
less G.N.A. 8 7 11 5
less deletions 81 - 116 -
less deceased - 2 - -
less duplications 1 - - .

1170 1160 1140 1264
plus applications 10 22 61 3
plus reinstatements - 116 2 1

1180 1298 1202 1268

Composition

Life Member (Fellow) 12 12 12 12
Life Member (Member) 5 5 5 5
Fellow 21 21 22 22
Member 666 711 679 724
Associate 395 462 399 424
Non-practicing 60 57 56 60
Honorary 29 29 30 30
Total 1188 1297 1202 1277

Applications for Membership

J TAPP, National Womens, Cytology; K YOUNG, Diagnostic; C
SUBRAMANIAN, MedLab; SBROCKIE, Wellington, Diagnostic;
A MacDONALD, Auckland; C KING, Waikato, K STOCKMAN,
Waikato; J O'SULLIVAN Waikato; S COCKER, Nelson, Diag.; L
GASELEY, Dunedin, MedLab; F FAIGA, Wellington.

Resignations

D STEVENS, Dunedin; G LIBBY, Hastings; T BRADFIELD,
Invercargill; D STOCKDILL, Tauranga; B GLASS, Dunedin; J
EPPLETT, Royston; L HESLIN, North Shore; F McKINNON,
Royston; S WESTAWAY, Dunedin MedLab; J MORGAN,

Northland Path Lab; K CALDWELL, Waikato; T CORMACK,
Christchurch; TLOGAN, Waikato; A FINNERTY; B GUILLIARD,
Napier; S HILL; K JONES, Christchurch; T LANGFORD,
Palmerston North; A MEE, Christchurch; B MONTGOMERY,
North Shore; F PATERSON; D PATTERSON, Invercargiil; L
SEAWARD, Christchurch; A THOMPSON, Middlemore; S
WILKINS, Auckiand; S LANGFORD, Palmerston North; L
McMILLAN, Christchurch; L PALMER, Middlemore; C
WESTWOOD, Waikato; M SMITH, Lower Hutt; M COCKBURN,
Stratford; G TUNBRIDGE, Wanganui; NEGERTON, Middiemore;
M BUCHANAN; L SCHOLLUM; K SIMS; J FORTUNE.

Gone No Address

K POWELL, Hamilton Med Lab; J ANDERSON, Waikato; D
NIXON, Greenlane; D OWEN, Greenlane; P RICE, Taranaki; M
DIXON, Greenlane; G BEATTIE; N CRONIN.

LETTERS TO THE EDITOR

Dear Sir

Walker, Wilson and Till (NZJ Med Lab Science 1991,
45(2): 45-47 concluded from their nationwide survey of
New Zealand laboratories that their “limited results offer
no support to the hypothesis that water is the major route
oftransmission of Giardiasis inNew Zealand.” Regrettably
however, even this cautious conclusion is an overstate-
ment. Even if water is the major vehicle of transmission of
cases of giardiasis in New Zealand, this would have been
unlikely to have been detected in the research design
used for several reasons.

Firstly, cases were classified according to the water
supply of their dwelling (presumed to be the same type
of supply received by the doctors “locality”). Yet many
cases of water borne giardiasis would be expected to be
acquired outside of the home; eg at work, or during
recreational pursuits away from home on weekends,
holidays etc (1). Such cases acquired from contaminated
waters in rural areas, national parks etc, would subse-
quently be diagnosed on return from holiday by their
urban general practitioner and incorrectly classified as a
case from a "safe” water area.
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History

From late 1989 the Council of the NZIMLS sought to
establish Special Interest Groups for each of the
disciplines practised in Medical Laboratory Technology
to provide advice and comment in respect of professional
and educational matters as may pertain to each
discipline.

The brief for the Transfusion Science SIG is as
follows:

1. Organise Seminars and Workshops relevant to
Transfusion Science within the resources of the
NZIMLS.

2. Create new opportunities for learning.

3. Nominate suitable individuals to act as examiners
for the Institute Examinations, including Fellowship,
Specialist Certificate and Qualified Technical
Assistant Certificate.

4. Be able to advise the Annual Scientific Meeting
Organising Committee on the Transfusion Science
component of Workshops and Forums.

5. Coordinate the syllabus review for the Specialist and
Qualified Technical Assistant Certificate on an annual
basis.

6. Advise the Council of the NZIMLS on matters
pertaining to Transfusion Science.

The line of communication with Council is through the
Chairman, NZIMLS Continuing Education Sub Committee
to the Education Committee, except in relation to matters
raised under Item no. 6 when communication is directly
from Council to the Special Interest Group.

Continuing Education Programme Workshops,
Seminars, etc organised by the Special Interest Group
under the auspices of the NZIMLS must be approved by
the Continuing Education Sub Committee based on an
annual programme with expected costing etc prepared
by the Special Interest Group.

The NZIMLS Council review the programme, approve
and endorse or recommend alterations and forward the
requested sum of money involved to a bank account
nominated and operated by the Special Interest Group
which remains under audit of the NZIMLS. Money is set
aside annually for the activities of each Special Interest
Group, to pay for any approved activity including
meetings of the Special Interest Group.

Reports of Special Interest Groups are published in

the May and November issues of the NZIMLS Journal.

Establishment

It seemed logical that a body that had been in
existence for at least 18 years, ie the Technical Working
Party of the Transfusion Advisory Committee with its well
established system of communication, should form the
initial Transfusion Science Special interest Group with
the abllity to co-opt others as it saw fit. The Technical
Working Party is comprised of the following members:

Walter Wilson Auckland

Grant Storey Hamilton

David Wilson Palmerston North
Stewart Dixon Wellington

Kevin McLoughlin Christchurch

Alan Knight Dunedin

This recommendation was made to the Council of the
NZIMLS and was accepted. Two additional members
were immediately co-opted. They were:

Roger Austin New Plymouth

Lindsey Browning invercargill

-Achievements

In the eight months since the Special Interest Group
was formed, progress has been slow. There has been
one previous report in the NZJ Med Lab Science and
the Committee selected the Specialist Certificate
Examiners for 1991.

It has been a disappointment that so little has been
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achieved. It may have been considered by some that
the N.I.C.E. Weekend and South Pacific Congress were
sufficient in these early days of the Special Interest
Group, though it should be noted that the N.I.C.E.
Weekend is not currently an event which is organised by
the Special Interest Group. The Special Interest Group
will meet within the next two or three months with the
intention of forming a programme of Continuing
Education for 1992,

Suggestions

A number of suggestions have been made to the
Special Interest Group as to the type of activities that
they could pursue. These include:

Mini Workshops or Seminars on particular topics to be
presented at several venues.

Evaluations of new products, such as liquid Papain,
monoclonal Anti-As capable of detecting A _cells etc.

Self-examination quizzes — send out the qwz followed
by the answers later.

Interesting Case Studies.

Make more use of currently available resources such
as:

Publish Transcripts of conference papers.

Publish transcripts or abstracts of N.I.C.E. Weekend
presentations.

Publish findings of in-house reagent evaluations.

Publish transcripts of in-house presentations such as
journal clubs.

Get involved in a newsletter with the abstraction of
short articles of general interest. This could go out with
the NIPS mailings 2 to 4 times a year and could include
information from journals, TAC, AABB “news briefs” and
others.

It is evident that considerable effort will be required to
organise these types of activities.

The following is a list of questions put to those
attending the N.I.C.E. Weekend:

1. What do you feel the activities of the Special Interest
group should encompass?

2. Are you interested in assisting with these activities?

3. Are you interested in becoming members of the
Special Interest Group, bearing in mind that a high
level of commitment will be required?

4. Are there any other points that you would like the
Special Interest Group to note?

The answers to question 1 echoed the suggestions
made earlier.

Everyone present expressed an interest in either
becoming a member of the Special Interest Group or at
least assisting in the organising of activities in their
area.

Those people who expressed an interest were asked
to express their interest in writing to the Convener.

Likewise those of you reading this article who are
interested in answering any of these questions or
assisting with the activities of the Special Interest Group
in any way should write to:

David Wilson

Convener

Transfusion Science Special Interest Group

Department of Transfusion Medicine

Palmerston North Hospital

Private Bag

Palmerston North

FROM THE
GROUP

Convenor: Ken McGrath

National Womens Hospital Auckland

This is the most recently formed special interest
group. We await their first report in the March 1992
issue of the Journal.

STOLOGY SPECIAL INTEREST
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available for organism use. For this reason
haemachromatosis patients are at risk of severe infection
with this organism; other at risk groups include patients
suffering from haematological disorders, renal failure,
diabetes, other immunosuppresive disorders and those on
immunosuppressant therapy [1,15,16].

Alcoholic liver disease is a risk factor for severe infection,
but the reason for this is unclear. Historically,
haemachromatosis has developed in some alcoholics as a
result of high iron levels in some alcoholic beverages,
however this is rarely seen nowadays [17].

In acute liver disease, iron release from liver ferritin stores
may resuit in elevated plasma iron levels [17] which could
predispose to infection with this organism. It has been
demonstrated that people suffering from alcoholic cirrhosis
exhibit immunosuppression in the form of impaired
opsonisation and deficiencies in leucocyte function [18], this
may be the more likely explanation.

One other possibility, as yet unexplored in the literature, is
whether or not alcoholic liver damage impairs the liver's
potential to detoxify Vibrio vulnificus exo-enzymes.

Laboratory findings:

After 24 hours incubation on 5% sheep blood agar, Vibrio
vulnificus appears as a large, grey colony with a small zone of
B haemolysis. On McConkey agar the colony size is reduced.
The organism may initially be confused with Streptococcus
agalactiae if an oxidase test is not promptly performed. Vibrio
vulnificus is oxidase positive and is glucose fermentative
(thus distinguishing it from the oxidative Pseudomonads). It
grows well at 42°C, which may aid in distinguishing from
Aeromonads which often grow poorly, if at all, at temperatures
above 37°C.

The specific characteristics of Vibrio vulnificus include
fermentation of lactose, but not sucrose; indole positive;
Voges-Proskauer negative; lysine decarboxylase positive;
ornithine decarboxylase variable; and growth in 6%, but not
8% sodium chloride [19]. Exceptions do occur — the isofate
from Case 1 was negative for both lysine and ornithine.

In this laboratory, oxidase positive colonies isolated from
wound or faecal samples are all tested for giucose reaction
and ability to grow at 42°C; all glucose fermentative
organisms are then inoculated in the ATB 32E strip (API
Systems, France), a manual identification test, requiring 4-5
hours incubation time. The isolates from both cases reported
here gave identification profiles with >99% certainty of Vibrio
vulnificus, one of which was confirmed as such by the
NZCDC. The isolate from Case 2 failed to survive stock
culturing and the identification was not confirmed. The
inability of Vibrio vulnificus to survive stock culturing has been
previously described [19].

In environmental studies, thiosuiphate citrate bile-salt
sucrose (TCBS) agar has been shown to be an effective
isolation medium [5].

In conclusion, this organism is capable of causing rapidly
fatal infection after glancing exposure. Infection has followed:
being bitten by insects in the marine environment; cuts
sustained on fish fins and mollusc shells; and wading in
estuaries [20].

In this country many potentially infected bivalves are
collected and consumed d:-iing the summer months and
beach swimming is a widely indulged pastime in the summer
— thus many hundreds of people may be potentially exposed
to the organism.

Why then are so few cases noted?

A likely explanation is that Vibrio vulnificus is a relatively
avirulent organism which is only capable of causing disease
in specific host groups, and it appears that people with no
underlying disease or immune-suppression are not at risk.

The severity of infection in the susceptible host is such that
the risks of consumption of raw shellfish and of contact with
sea water must be publicised to at risk groups. Such publicity
must be done carefully so as not to jeopardise coastal
tourism. In the United States, families of victims of Vibrio
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vulnificus infection have instigated law-suits against Public
Health authorities, citing failure to warn of a known health
hazard [12].

Vibrio vulnificus is in our coastal waters so we must
familiarise ourselves with the clinical and laboratory aspects
of this organism.
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N.I.C.E. Weekend 91

‘NICE" is an abbreviation of 'National
Immunohaematology Continuing Education” and the NICE
Weekend meeting comprises a weekend of presentations
on many aspects of Transfusion Medicine. Everyone who
attends must present a 1 to 5 minute paper or poster. It is
this participation by all of the delegates which leads to the
success of the meeting and provides a very supportive
atmosphere for those people who are presenting for the
first time. This is definitely a meeting not to be missed. You
have only to ask someone who has attended one to have
this confirmed.

A number of companies have assisted this meeting with
cash donations and their help is greatly appreciated.

Abbott Laboratories present an annual award to the
presenter of the best paper. The winner of this award
receives an all expenses paid trip to the NZIMLS
conference later in the year to present their paper again.
The two recipients of the Abbott NICE Award so far have
been Ailsa Signal who was presented the Award in 1990
for her paper on Burnout in Blood Bank Technologists,
and Alison Dent from Auckland who received the Award
in 1991 for her paper "Welcome to PEG". Thanks must go
to Abbott Laboratories for this generous annual award.

Nice Weekend 92 will be held at the Wairakei Resort
Hotel on 25 and 26 April 1992. Swimming togs are a must
for this venue as they have a wonderful outdoor hot pool
which is the perfect place for discussing Cold
Haemagglutinin Disease on a frosty evening.

Registration forms will be distributed with the NIP
Survey later in the year and as numbers will be limited, it
will be essential to register early.

If you are not a NIPS participant and would like to
receive a registration form you should write to:

David Wilson

Charge Technologist

Department of Transfusion Medicine

Palmerston North Hospital

Private Bag

Palmerston North

In April this year the second NICE Weekend was held
in Nelson. This year the meeting was attended by 23
delegates who presented papers on a variety of topics.
The following are the abstracts of those presentations:

Platelet Shimmering
Tirath Lakshman. The Blood Centre, Wellington Hospital.
Wellington.

Some aspects of a non-invasive test for the quality
assessment of stored platelet concentrates.

Should Anti-D Immunoglobin Be Given Routinely
To Rh Negative Women Antenatally at 28 Weeks

Gestation As Well As Postnataily?
Marie Willson, Blood Bank, Gisborne Hospital, Gisbormne.

In Australia, Canada and the U.S.A., Anti-D
Immunoglobulinis given at 28 weeks; in the U.K. injections
are given at both 28 and 34 weeks. There has been
controversy as to whether antenatal prophylaxis is cost
effective. This talk looks into the cost effectiveness of this
practice in a small city.

References:

Transfusion Vol 30 Nvs- 1990

International Society of Blood Transfusion

|.S.B.T. Technical Guide

Haemolytic Disease of the Newborn Prevention and
Management - 1988

Stem Cell Transfusion. A New Alternative To
Bone Marrow Transplantation

Lisa Bridson, Auckland Regional Blood Centre,
Auckland.
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Bone marrow transplants are used in various disease
states to replace the haematopoietic stem cells in the
marrow.

Umbilical cord blood is another rich source of stem
cells and is usually discarded.

It was suggested that cord blood could be used as an
alternative source for haematopoietic reconstitution. An
international study has been done to evaluate cord blood
for transplantation . At least three patients have been
successfully transplanted.

These case studies will be discussed to evaluate the
future of this technique.

Gel Test for Red Cell Antibody - Antigen

Reactions
Roger Austin, Immunohaematology. Taranaki Base
Hospital, New Plymouth.

A"new" method of blood grouping / antibody screening
will be demonstrated and discussed.

Immunoassay Systems for Inmunohaematology
Katya Dmitrieff, Hoechst (NZ) Ltd, Auckland.

In less than five years, PB Diagnostic Systems, Inc
(PBDS) of Westwood, MA, has progressed from a
promising research project to an exciting new corporation
of almost 250 people. As a joint venture between Polaroid
Corporation, the international innovator in instant film
technology and Behringwerke AG, a pioneer in
immunochemistry and the subsidiary of Hoechst AG of
West Germany, PBDS boasts the energy levels of a start
up company as well as the financial resources necessary
to develop technologies that meet the demands of the
'90s for more efficient clinical laboratory products.

Research led to breakthrough reagent technology that
resulted in the OPUS. A dry film, multi-layer format, self
contained in a 11/," test module was also adapted by
scientists to the fluorogenic ELISA technology so it too
would be housed in the modular format with all the
reagents necessary to run each assay.

The above integration allows "OPUS" to handle a broad
range of assays including infectious diseases.

MAb-D 2B
Lorraine Rimmer, Auckland Regional Blood Centre,
Auckland.

A good quality reliable Anti-D is a vital reagent in any
blood bank.

The evaluation and selection protocol used at the
Auckland Regional Blood Centre is reviewed and the pros
and cons of reagents currently available discussed with
particular reference to a newcomer on the market -
Monoclonal Polyclonal Anti-D.

The advantage of this reagent is the selection of a clone
that produces very avid IgM antibodies. In addition to this
a small amount of pooled human polyclonal IgG anti-D is
added to detect the weak D+ (D¥) by the Anti-Human
Globulin Test.

The Manufacture and Assessment of AHG
Reagents
Will Perry, Salmond Smith Biolab, Auckland.

Anti-Human Globulin (A.H.G.) Reagents are very easy
to manufacture. High quality A.H.G. Reagents which
satisfy requirements of the F.D.A., .S.B.T., current trends
and, most importantly, end users are more challenging.
Some aspects of A H.G. production will be discussed,
particularly the use of Monoclonal antibodies, as a
replacement for the traditional rabbit serum.

Variations on a Theme
Sheryl Khull, The Blood Centre, Wellington Hospital,
Wellington.
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A 'fussy" antibody demonstrates that not all LISS
techniques are created equal.

Welcome to PEG
Alison Dent, Auckland Regional Blood Centre, Auckland.

Yet another method of antibody screening which gives
us increased sensitivity by Indirect Coombs technigue,
with a reduction in incubation time.

Advantages are a reduction in serum: cell ratio, the
elimination of the need for LISS Techniques, and thus a
saving on cost, and the suitability of this method for all
antibody screening and identification procedures.

A Major Foul-up
Dianne Griffiths, Immunchaematology, Napier Hospital,
Napier.

An ABO incompatibility which could have been
prevented.

The wrong patient was bled as a result of not checking
the patient's wristband. Mrs S "S" was therefore bled and
the tube labelled Mrs R 'S" from the request form. A
request for units of blood meant that A Negative units
were crossmatched for Mrs R "S" who was O Positive. The
end result was ...

CHD - A Case Study
Ailsa Signal, Department of Transfusion Medicine,
Palmerston North Hospita,| Palmerston North,

Cold Haemagglutinin disease belongs to the Antibody
Induced Haemolytic Anaemias.

Idiopathic CHD is usually a disease of the elderly. A
case involving a 16 year old girl is presented and
discussed.

Delayed Transfusion Reaction - A Case Study
Lisa Wardill, Immunohaematology, Southland Hospital,
Invercargill.

An elderly man was admitted to hospital with chest pain
and mild anaemia. The patient was transfused and some
days later a falling haemoglobin and other symptoms led
to a full investigation for a delayed transfusion reaction.

Significant Haemolysis
Greg Baker, The Blood Centre, Wellington Hospital,
Wellington.

A case study elucidating the identity of a haemolysing
antibody to high incidence red cell antigen.

HDN Due to Anti-S
Max Love, Immunohaematology, Hutt Hospital, Lower
Hutt.

This antibody caused mild HDN which did not require
exchange transfusion and was chiefly notable for its
inabifity to react in an eluate prepared by the chloroform
method although detectable in a saline heat eluate.

A Computerised Blood Management System In

A Medium Sized Laboratory
Raewyn Clark, Blood Bank, Rotorua Hospital, Rotorua.

An ICS Blood Bank / Blood Donor programme was
adapted for use in a medium sized laboratory where non
blood bank people are involved in shift and call.

The system came into operation in October 1990.

Training schedules and disadvantages of the system
are reviewed.

Computerisation - Pleasure or Pain
Lindsey Browning, Immunohaematology, Southland
Hospital, Invercargill.
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A brief look at the selection, installation and introduction
of computers to a blood bank.

Who Got What
Geoff Herd, Immunohaematology, Northland Base
Hospital, Whangarei.

An approach to the problems associated with the
documentation and end use of blood products is
presented. An IBM compatible PC with barcode reader
and commercial software have been installed to address
this section of day to day blood bank activities. The
advantages of this system are its simplicity and low
capital cost.

10 Months Later
Tony Mace, Laboratory, Waipukarau Hospital, Waipukarau.

It has been approximately 10 months since the last
NICE Weekend and | have asked myself "what did |
learn?” In this fast changing world - not only of technology
but also of Health Ministers - did | eventually change
anything?

One of the Most Important Aspects in the World

Yvonne Geeraedts, Immunohaematology, Taranaki Base
Hospital, New Plymouth.

The relationship between quality and documentation
and the application of a documentation control system in
blood bank.

Success Lies in Blood and Bone
Warwick Henry, Blood Bank, Nelson Hospital, Nelson,

......... well so the farming press and the home gardener
would lead us to believe. But what about an
Immunohaematology lab where the accreditation of blood
donations is similar to that of donated femoral heads.

Can We Do |t Better?

We are consumers of a wide range of products and
service. Good Quality Assurance requires that we shoutd
evaluate or receive proof of attainment of acceptable
standards of products before we put them into use.
Financial, staffing and time constraints and sometimes
knowledge gaps mean that this is not done in a lot of
cases and buying is based on the sales pitch. We also
have products inflicted on us through a national tender for
which the customers have not been consulted (or have
been ignored).

Can these problems be overcome by the use of a
national tender into which we can have some input?
Should suppliers be required to provide independent
evaluations of their products to assist the consumer? How
do we differentiate between hype and fact.

The Transfusion Science Special Interest Group
David Wilson, Department of Transfusion Medicine,
Palmerston North Hospital, Palmerston North.

The special interest groups (SIG) were established by
the Institute in order to form an advisory body to council
on topics pertaining to that discipline, this being of
importance when a particular discipline was not
represented on council.

This brief presentation is aimed at informing you of the
purpose of the SIG and to give you an opportunity to let
the SIG know what you want and expect from it.
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of these independent tests will help reassure laboratory
scientists that there is an instrument available which will
minimise these risks.

For further information contact; Wilton Instruments, P. O.
Box 31044, Lower Hutt, Phone (04) 697-099, Fax (04) 697-
240.

SARTORIUS BALANCE AND MAGNETIC STIRRER ALL
IN ONE UNIT

What has been considered wishful thinking in technology
until now — combination of a balance and magnetic
stirrer in a single unit — has just been transformed into
reality by Sartorius design engineers. This two-in-one
model will be premiering at the ACHEMA '91 in Frankfurt,
Germany.

For the first time ever, users are offered the capability of
stirring liquids and weighing accurately down to 0.01g, all
at the same time. The new magnetic stirrer balance saves
users the annoying "footwork" of having to move back and
forth between a conventional balance and a magnetic
stirrer. Moreover, it saves time and makes formulation and
preparation of solutions considerably easier. In this way,
the unit allows users to avoid hassles in preparing
solutions from components that tend to clump if they are
not stirred fast enough, because they now can be
weighed-in precisely and stirred guickly before they have
a chance to cause problems.

The magnetic stirrer is integrated into the weighing pan.
The unit's effective shielding from magnetic fields and the
powerful signal filtering by MC1 technology ensure that
the weight readout is not affected by the magnetic field of
the stirrer or by the motion of a liquid as it is being stirred.
The stirrer is operated by the control panel on the
balance.

The standard IAC - short for "Integrated Applications
Computer"— supports users as they operate the magnetic
stirrer balance. The IAC offers practically written and
easy-to-run application programmes, such as statistics,
formulation, and entering ID numbers for batches and
operators.

Since the stirrer and balance functions can also be
controlled via the standard, built-in RS232C/423 interface,
this magnetic stirrer balance can be readily integrated
into laboratory automation systems. As for additional
features, both the stirrer and balance functions can be
used independently.

For further information contact;

Wilton Instruments, P. O. Box 31044, Lower Hutt, Phone
(04) 697-099, Fax (04) 697-240.

BENCH-TOP REFRIGERATED CENTRIFUGE

The Mistral 3000i, from MSE, is the bench-top refrigerated
centrifuge designed to meet the challenges of the future.

With angle rotors, top speed for the Mistral 3000i is
6000rpm, with a maximum RCF of 6030g. Using the 4 x
750ml windshielded swing-out rotor, it can spin a full 3 litre
load in a sealed condition to over 3000g.

Microprocessor controls ensure precise, concise
measurements and simplicity of use. The well-designed
control panel means it is easy to set up all parameters and
the bright, easy-to-read LED display enables all parameters
of a given run to be reproduced accurately. Up to 9 runs
can be stored in battery protected memory, and quickly
recalled through a very straight-forward routine.

The Mistral 3000i is driven by a brushless induction
motor for long life, fast acceleration and accurate speed
control. There are 10 programmable rates of braking,
including brake-off.

Also incorporated is automatic rotor recognition which
enables the operator to obtain a direct RCF reading at any
time during the run. It means that it is impossible for the
operator to set a speed beyond the safety limit for that
particular rotor.

The timer can be setin 0.1 minute steps to 99.9 minutes,
and thereatfter in 1 minute stages to 999 minutes. A hold
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mode is available for even longer runs.

Safety features on the MSE Mistral 3000i include: a lid
interlock, rotor imbalance detection and protection system,
a heavy duty steel guard ring and a counter-balanced lid.

A precision controlled refrigeration system gives the
Mistral 3000i a temperature range of from -19degC to
+40degC.

For further information contact;

Labsupply Pierce (NZ) Ltd, P. 0. Box 34-234, Auckland,
Phone: Auckland (09) 433-5867, Christchurch (03) 358-
7410.

FALCON DISPOSABLE PLASTIC SEROLOGICAL AND
GLASS SPACE SAVER PIPETTES

These high quality pipettes are disposable, gamma
irradiated sterile and plugged.

This saves time in washing, plugging and sterilising.

They are individually wrapped with easy peel off
packaging. The markings are clear and distinctive and go
up for filling, down for dispensing. Negative graduations
provide added capacity and facility for dilutions. Falcon's
capacity and batch to batch consistency is unsurpassed
in today's market.

Marketed by Biolab Scientific, Private Bag, Northcote,
Auckland. Ph: (09) 418-3039; Weliington, P.O. Box 81-
044, Ph (04) 697-099; Christchurch, P.O. Box 1813, Ph
(03) 653-683.

NEW BOOKSELLING SERVICE

A new bookselling service has been established to
allow Laboratory Personnel to purchase Reference Books
direct from selected Publishers at Publishers’
Recommended Retail Price, (including Post and
Packaging).

Publishers represented of interest to Laboratory Staff
include:

MOSBY-YEARBOOK Inc.

WILLIAMS & WILKINS

NATIONAL MEDICAL SERIES

BLACKWELL SCIENTIFIC PUBLICATIONS

OXFORD UNIVERSITY PRESS

Titles recently published from the above include:

Bailey & Scotts Diagnostic Microbiology — Baron &
Finegold 8th Edition 1991 pub. Mosby-Yearbook 1000
pages approx. ISBN 0801603447 Publishers RRP $AUSTR.
79.95.

Essential Immunology — Roitt 7th Edition 1991 Pub.
Blackwell Scientific Publications, 355 pages.

ISBN 0632028777 Publishers RRP $AUSTR. 49.95

immunology and Serology in Laboratory Medicine —
Turgeon Pub. Mosby-Yearbook 1990 415 pages.

ISBN 080165131X Publishers RRP $AUSTR. 68.00

All tittes may be purchased on a thirty day right of return
basis, with selected titles being available for inspection if
reguired.

Ordering or other information is available from:

McConnell & McConnell

Medical Publishers' Representatives

P. O. Box 169, Manurewa, Auckland

Telephone/Fax (09) 267 9612











