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Salmonella — not your average enteric pathogen

Annmarie Clarkin, Senior Technologist
Microbiology Department, Waikato Hospital, Hamilton.

Case History

A 64-year-old woman with a history of angina and non-insulin
dependant diabetes mellitus (NIDDM) presented with abdominal pain
and dehydration. Routine blood, urine and faeces cultures were
obtained.

The urine showed a white cell count of 450 x 10%L with
bacteria present, and an initial diagnosis of pyelonephritis was made.
A heavy pure growth of Klebsiella pneumoniae was isolated.

The blood cultures became positive on Day 1 with a gram
negative bacillus in two bottles. This isolate was identified through the
VITEK system as a presumptive Salmonella species, and typed as Group
C using the Wellcolex Colour Salmonella latex. The faeces specimen
also grew a Group C Salmonella, biochemically confirmed through the
VITEK, and both of these isolates were typed at ESR CDC as Salmonella
Infantis.

The patient was treated with cefuroxime and amoxycillin and
discharged.

~ Five weeks later, the same patient presented again with
abdominal pain. Urine and blood cultures were obtained. The urine
white cell count was >1000 x 10%L and a preliminary diagnosis of
pyelonephritis was made. Culture once again yielded a heavy pure
growth of Klebsiella pneumoniae. The patient was commenced on 12-
hourly ciprofloxacin.

Her blood results on admission showed a Hb of 55 g/L (normal
range 115-165 g/L) and a WBC count of 37.3 x 10%L (hormal range
4.0-11.0 x 10°4).

The patient complained of terrible pain in the left abdominal
region and a CT scan showed a large area of blood loss in the
abdomen. She received 10 units of blood and her results 6 hours after
admission showed a Hb of 73 g/L and WBC count of 31.8 x 107/L.

The patient was taken to theatre where she had a cardiac
arrest and died less than 12 hours after admission.

The patient’s blood cultures became positive on Day 4 with a
gram negative bacillus, later confirmed as Salmonella Infantis.

The post mortem report noted “...the left iliac artery shows a
ruptured aneurysm...(which)...measures approximately 2 cm across
and has ruptured into the retroperitoneal tissue on the left side
causing some large collections of clot to form. The size of the
haemorrhage is sufficient to have caused death.”

Discussion

The unusual presentation of a repeated isolation of Salmonella infantis
from the blood cultures 5 weeks after the original episode, and the
cause of death being attributed to haemorrhage from a ruptured iliac
artery aneurysm is consistent with previously published data describing
Salmonella bacteraemia associated with a mycotic aneurysm.”

The term ‘mycotic aneurysm’ was originally used in 1885 to
describe a mushroom-shaped aneurysm (ie: local dilatation or
stretching of an artery) that developed in a patient with SBE. At the
time, ‘'mycotic’ was used to refer to all micro-organisms. Presently, the
use of 'mycotic’ has been restricted specifically to fungal infections,
but the term ‘mycotic aneurysm’ is still used for all intra-(or extra-)
cardiac aneurysms of infectious etiology except for syphilitic aortitis.

Focal intravascular processes involving the wall of major
arteries are uncommon. Haematogenous seeding of a previously
damaged atherosclerotic vessel constitutes the most common
mechanism of infection. When bacteria ’'seed’ a preexisting
atherosclerotic vessel, gram negative bacilli (chiefly Salmonella) are
isolated in 35 percent of cases. The presumed portal of entry is the
gastrointestinal tract.

Salmonella infections of aortic aneurysms were first reported
in 1948. The predilection for involvement by this organism is not
understood but Salmonella organisms tend to seed abnormal tissues
during bacteraemia eg: haematomas, malignant tumours, cysts, gall
stones, bone infarcts and altered endothelium *

Salmonella gastroenteritis may result in positive blood cultures
in 1-4 percent of patients, and it has been estimated that 25 percent
of patients over the age of 50 with Salmonella bacteraemia have an
intravascular focus of infection because of the high likelihood of
atherosclerotic lesions in this age group. Salmonella can produce a
syndrome of sustained bacteraemia and fever, and it is important to
determine whether the bacteraemia is of high grade (> 50 percent of
blood cultures positive) because this suggests intravascular infection.?

Therapy

For uncomplicated bacteraemia due to Salmonella species, 7-14 days
of antibiotic therapy with amoxicillin, cotrimoxazole or ciprofloxacin is
adequate.** For infections showing evidence of intravascular compli-
cations, 6-8 weeks of intravenous antibiotic therapy is essential. (B-
Lactam antibiotics are the preferred antimicrobial agents for this type
of infection.) Surgical intervention with resection of the infected
aneurysm or structure will also be required.’

Conclusion

The mortality for patients with infected atherosclerotic aneurysms is
very high. A high index of suspicion is necessary for early surgical
intervention before rupture occurs. Rupture of the aneurysm is
uniformly fatal and occurs in about 80 percent of cases.

There are no characteristic laboratory abnormalities in cases of
infected aneurysms. Bacteraemia is found in up to 90 percent of cases,
is continuous and usually does not clear with antibiotic therapy alone.
Evidence for a primary source of bacteraemia (eg: pneumonia,
osteomyelitis) may be evident but is absent in up to 46 percent of
cases.” A high index of suspicion is needed and factors such as the
patient’s age, likelihood of atherosclerotic lesions and the degree of
bacteremia (ie; whether it is sustained and of high grade) should be
taken into account when assessing whether an infected aneurysm is
clinically likely.

Helpful diagnostic tools include computed tomography (CT),
magnetic resonance imaging (MRI), x-ray, ultrasonography and
echocardiography.
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Editorial

Write me a (research) letter

Rob Siebers
Wellington School of Medicine

Our Journal has a proud history of publishing continuously for the last
52 years. The original aims for producing the Journal were “(1) a mean
of keeping all members of the Association acquainted with the
progress of their fellow members and (2) the dissemination of all
knowledge thought to be of interest and use”. These aims are still rel-
evant today, especially the latter.

Over the years Editors of the Journal have many times had
great difficulty in attracting suitable papers for the Journal from mem-
bers of our profession. This is despite the many excellent presentations
made by them at conferences, seminars and Special Interest Group
meetings, and the personal contact made by the Editors to those
members presenting there.

Many reasons for not submitting their presentation to the
Journal has been put forward, the main one seems to be that it takes
much hard work (often in their own time due to heavy work commit-
ments) to construct a paper suitable for publication in the Journal.

We owe it to ourselves, our colleagues who have assisted in
the study and to the members of our profession to disseminate more
widely the results and findings of the case studies, and method and
instrument evaluations and improvements that we have presented
orally at scientific meetings.

To make it easier for you to present your findings in the Journal
a new category of publication will be introduced, namely the Research
Letter. For this type of communication the following guidelines will
apply.

1. In no more than 500 to 600 words give a brief background to

why the study was done, briefly how it was done (methods),
what the main findings were (where appropriate with statisti-
cal results), and the conclusion (based on the results).

2. Give the name(s) of the author(s), the institution where the
work was done, and a brief title at the start of the Research
Letter.

3. No more than one Figure or Table (with an appropriate title)
will be allowed.

4. No more than 5 key references can accompany the Research
Letter.

5. Acknowledge financial and other support (that does not justi-
fy authorship) at the end.

6. The submitted Research Letter will be peer-reviewed as hap-

pens at present for submitted papers. Thus if your Research

Letter is accepted for publication (at the Editor’s discretion) in

the Journal it will count as a full publication for MOLS points.
This type of publication has recently been instituted by the Lancet
where it has been very popular in relaying scientific study results in a
brief but concise manner. It is hoped that the introduction of the
Research Letter category to our Journal will result in members of our
profession to disseminate their research findings to a wider audience.
So if you have in the last couple of years presented at the NZIMLS
Annual Scientific Meeting or Special Interest Group meetings and have
not previously published it in any scientific or medical journal, please
make that little extra effort and write it up and send it as a Research
Letter to the Journal.

NZ ) Med Lab Science 1998

44



A Simplified 1gG Anti-D Quantitation Method

Jandhe Carter, Robert Coleman, Graeme Woodfield, Steve Henry.
Department of Transfusion Medicine, Auckland Regional Blood Centre, Auckland, and Auckland
Institute of Technology, Auckland
Author for correspondence: Dr. S. Henry, Department of Transfusion Medicine, Auckland
Regional Blood Centre, Auckland.

Abstract

Plasma containing anti-D for the production of anti-D immunoglobu-
lin requires quantitation. A simple enzyme linked immunoassay proce-
dure was established which was compatible with the routine proce-
dures of a serology lab. The method developed is albumin free, per-
formed in serological test tubes, and utilised routine serology cell
washers. Unlike earlier methods no transferring of the tube contents
is required other than to facilitate reading the final colour develop-
ment with a microplate reader. The technique can reproducibly quan-
titate a single anti-D plasma dilution over the range of 10-70 IU of
anti-D per ml,

Keywords: anti-D quantitation, plasmaphersis

Introduction

The classical and most widely used method for measuring anti-D lev-
els is with a single channel autoanalyser %, However, other methods
can also quantitate antibodies and these include enzyme immuno
assays (EIA) of both intact* and solubilised red cells “*, and more
recently by flow cytrometry ©". Although flow cytometry is suitable for
the quantitation of red cell antibodies this instrumentation is general-
ly not readily available to most laboratories. Serological titration, the
most widely available technique, is at best only able to semi-quantitate
antibody levels but is subjective in endpoint, and as a consequence has
a large range of error.

In 1980 Leikola and Perkins = reported a simple enzyme-linked
antiglobulin test for the quantitation of red cell antibodies. This test
was sensitive and reproducible but encumbered by a requirement to
transfer the reactants into new tubes during the procedure. We mod-
ified this method to produce one that was compatible with the tech-
nology used in a routine serology department that has access to a
microplate reader. We could accurately measure anti-D in donor plas-
ma, at levels that were suitable for fractionation into anti-D
immunoglobulin.

Materials and Methods

Enzyme immunoasay

A 1:41 dilution of donor plasma (containing anti-D), controls, and
standards were prepared by adding 25ul of sample to 1000ul of 0.1%
PVP-PBS (0.1% polyvinylpyrrolidone 360,000, (Sigma P-5288, St Louis)
dissolved in phosphate buffered saline, pH 7.0) and vortex mixed.
Stored plasma samples were clarified by centrifugation in an
Eppendorf centrifuge prior to dilution. From the 1:41 predilution,
duplicate 100ul samples were added to 10 x 75 mm plain glass tubes
followed by 100u! of a 15% washed red cell suspension. The red cells
used were of the Rhesus R,r {(ccDee) phenotype, recovered from liquid
nitrogen, and diluted in 0.1%PVP-PBS. The reactants were incubated
at 37°C, resuspended at 30 mins, then incubated for a further 30 min-

utes before being washed 4 times with PBS in a cell washer (Baxter
Serocent, Heraeus Sepatech, WG). 100ul of anti-lgG-alkaline phos-
phatase conjugate (Dako Corp., D0336, Denmark) diluted 1:250 in
0.1%PVP-PBS was added. Reactants were mixed and allowed to incu-
bate at RT for 30 minutes after which they were again washed 4 times
in the cell washer. 200p! of the chromogenic substrate T mg/ml p-nitro-
phenylphosphate {Sigma N-9389, St Louis) in 0.1 M carbonate-bicar-
bonate buffer, pH 9.8 with 0.001 M MyC1, was added. The reactants
were allowed to incubate at 37°C for 10-15 mins. The time of incuba-
tion was dependent on the age of the conjugate, with longer times
being required towards the end of the product’s life. The reaction was
stopped by the addition of 50ul of 0.2M EDTA. The reactants were then
mixed by shaking and the red cells sedimented by centrifugation for 15
seconds in an Immufuge Il centrifuge (American Dade, Miami). 100l
of supernatant was transferred to a microplate, 50ul of 1 M NaOH was
added to further develop the reaction and the microplate was read at
405 nm. The microplate is used only to facilitate microplate reading and
may be washed and reused. Quantitation results were read from the
standard curve and reported to the nearest 5 U,

References, Standards and Controls

The primary external standard was the WHO reference prep 68/419
reconstituted to 50 IU/ml. Internal standards were prepared by diluting
anti-D positive plasma in anti-D negative plasma to give standards with
a range of 100, 75, 50, 25, 12 and 6 IU/ml. In-batch controls consist-
ed of a negative plasma and positive plasma with a nominal value of
45 1U/ml.

Results and Discussion

The method reported here is a refinement of the original method of
Leikola and Perkins *, and incorporating steps which make the
method compatible with a routine serology lab. The non-specific bind-
ing of immunoglobulins to glass tubes, as encountered by Leikola and
Perkins, was eliminated by using 0.1%PVP in the diluents. The use of
PVP removed the requirement to transfer the reactants into new tubes
prior to addition of substrate. PVP has previously been reported by us
to have superior qualities to albumin in microplate assays ® and is fre-
quently used as a blocking agent in commercial reagents. We chose
15ul of red cells (100ul of a 15% cell suspension) because this was the
amount which, when sensitised with anti-D plasma diluted 1:41, poor-
ly supported agglutination when the conujugate was added (ie. anti-
gen in excess) and was compatible with insignificant loss during auto-
mated cell washing procedures. Liquid nitrogen recovered Rgr cells
were used not only to prevent quantitation of anti-C but also to have
a constant cell between assays.

A standard curve was prepared with dilutions of a plasma containing
anti-D, and were used to sensitise Ryr red celis. The relationship
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between the amount of anti-D and the final colour development is
shown in Figure 1 (standard curve), which typically represents a quan-
tifiable range of 10-70 1U/ml. Often, when using a 1:41 dilution, the
curve reaches a plateau when the level of anti-D is in excess of 70-80
IU/ml. Donor samples with levels of anti-D in excess of 70 IU/ml require
predilution in antibody negative plasma before testing.
Figure 1. Example of a typical anti-D quantitation standard curve.
1
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Analysis of 26 replicate tests of the internal control (45 IU/ml) revealed
that the average variation between duplicates within the same batch
was 12% while the average difference in anti-D value between batch-
es was = 10% (data not shown). In order to validate our method we
tested samples from the U.K. Blood Transfusion Service anti-D quality
control survey. As this programme is intended for the quantitation of
antenatal anti-D samples we selected only those with anti-D within our
quantitation range (table 1). Most samples were quantitated within
the reported range and were close to the median value found for the
U.K. samples. All samples with values less than 10 1U/ml were below
the quantitation range of our assay (not shown). As it is known that
most autoanalyser users use pooled R;R; (CDe/CDe) cells (personal
communication) we exchanged 6 pure anti-D samples with two
Australian laboratories (lab1 and lab2) and compared the results (table
2). There appeared to be a large inter-laboratory variation between
values obtained for the individual samples. The range was not too dis-
similar to that seen in the U.K. survey (table 1).

The U.K. and the two Australian labs used autoanalyser methods to
determine anti-D levels. Autoanalyser technology is based on the auto-
mated detection of agglutination after significant dilution, while the
EIA method relies on the detection of cell bound IgG. The IgM com-
ponent of an anti-D plasma can make a considerable contribution to
the overall value obtained by automated haemagglutination .
Ashford and coworkers report that in more than a third of anti-D
plasmapheresis samples, after DTT treatment to destroy IgM, the level
of anti-D dropped by more than 15%. In some instances much larger
drops were observed. It is therefore not surprising that discordant
results are seen with some samples when compared by different meth-
ods. An anti-D quantitation method using flow cytometry also reports
finding several samples with significant variance when compared to an
autoanalyser 7. Like previous investigators °" we also find that repro-
ducibility is dependent upon the serum in use. Some samples had con-
sistently high accuracy whilst others were low.

With the introduction of this technique into routine use for the quan-
titation of anti-D plasma we have found it to be compatible with rou-
tine practice, and of adequate sensitivity and accuracy 2,

Table 1. Comparisons of Anti-D Quality Assurance Data between
Auckland and U.K. labs.

UK range (IU/ml) U.K.  Auckland ratio
min max median  result A/UK
UKNBS01/96-01 B 3 17 8 10 1.3
UKNBS07/95-03 D 3 22 9 10 1.1
UKBTS07/96-03 C 9 19 12 10 0.8
UKBTS04/94-02 A 6 21 12 10 0.8
UKBTS04/96-02 C 6 23 14 10 0.7
UKNBS01/96-01 D 12 25 18 45 2.5
UKBTS04/93-02 A 10 26 18 10 0.6
UKBTS10/95-04 D 14 35 20 20 1.0
UKBTS04/94-02 D 45 88 56 90 1.6
UKBTS04/93-02 D 33 99 59 70 12
UKNBS07/95-03 B 34 89 65 65 1.0
Table 2. Comparisons of Auckiand’s Anti-D EIA results with auto-
analyser results from two independent labs.
(IU/ml) Anti-D

Sample Auckland Lab1 Lab2
D1 15 14 15
D2 40 31 17
D3 60 31 26
D3.1* 35 14 13
D4 35 71 27

*Sample D3.1 is a half dilution in negative plasma of sample D3.
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South Island Seminar Report

A proven successful format was retained by the organisers of this
years’ South Island Seminar held at Methven Sovereign Resort Hotel on
Saturday 21 March 1998.

Delegates came from Invercargill in the south to Nelson in the
north including two delegates from North Island laboratories. These,
as well as a significant presence of representatives from a variety of sci-
entific companies, made up the 150 delegates who assembled on a
fine autumn Saturday morning in this rural mid-Canterbury setting.

The delegates were welcomed by the Organising Convenor
who challenged the audience to be unified in addressing the opportu-
nities and challenges which exist in a continually evolving and chang-
ing healthcare environment. Four sessions of diversely interesting and
topical papers of a highly commendable quality followed and were
presented by a mixture of first time presenters and experienced cam-
paigners who came from the large centralised metropolitan
Canterbury Health Laboratories to the smallest laboratory in the coun-
try at Balclutha hospital where near patient testing plays a significant
part in patient management. The Med-Bio award went to Judith
Cooney for her case study in Haemostasis. This lucidly clear and most
interesting presentation was of exceptional quality and should not be
missed at this year's IMLS conference. The dual presentation of a suc-
cessful near patient testing venture was very well received, particular-
ly by those who come from the smaller centres. The presence and par-
ticipation by a clinician intimately involved in this process added insight
into the value and practical issues raised in this venture.

A discussion on the role of the South Island Seminar in contin-
uing education resulted in a clear mandate to preserve the current for-
mat of the general forums in the South Island. The ball is clearly in our
hands.

A panel interview of four scientific company representatives
added interest and diversity to the day and was well received. Respect,
honesty and openness are the fuel for successful dialogue between
supplier and customer. Half hour tea breaks, lunch and a 5:00pm bar
session allowed ample time for socialising and that exchange of per-
sonal and scientific information which is such a vital component of
such a gathering. The evening dinner session which followed, allowed
a further opportunity for fraternisation with colleagues and was a fit-
ting conclusion to a most enjoyable informative and stimulating event.

Next year's seminar will be organised by Canterbury Health
Laboratories and we look forward to this in anticipation.

] B Kitto
Convenor
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Automated HDL Cholesterol
Direct LDL, PBG Kit

Freephone 0800-106 100 Freefax 0800-688 883
P O Box 102-062 NSMC, Auckland 10
E-mail info@medica.co.nz
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Haematoloqgy

Interest

Special

Haematology Self-Assessment Journal Reading
for MOLS

Questionnaire prepared by Soakimi Tai Po’uhila
using true/false format

Reference article: Acute Promyelocytic Leukemia:
Biology and Treatment

The following are the correct answers for this self-assessment exercise:

1.

13.

14.

15.

16.
17.

20.

21.

22.

23.

APL is characterised by the morphology of blast cells

according to the FAB classification of AML True
Cytogenetically APL involves translocation between

chromosome 15 and 17 in most cases True
APL cells are usually CD35-, CD11a, and CD15- False

The discovery of the differentiation of APL blasts by
all-transretinoic acid (ATRA) has changed the therapeutic

approach of APL True
Each APL patient is characterised by a specific fusion
transcript beri, ber2, or ber3 True
PML protein in normal cells is not specifically

bound to a nuclear body False
All transcripts ber1, ber2 and ber3 are easily detect-

able on northern blot analyses False
The APL specific fusion transcripts can all be observed

in all cases by reverse transcriptase polymerase chain

reaction (RT-PCR) True
Morphological variants of APL are never observed False
Other reported cases of APL showed translocations

involving chromosomes other than 15 and 17 True
APL is distinguished cytologically by an arrest at the
promyelocytic stage of myeloid differentiation True
Retinoids are successfully used to induce the differenti-

ation in vitro of APL cells to polymorphonuclear cells True
Differentiation of APL cell by retinoids is reduced with

the addition of cytokines False
Disseminated intravascular coagulation (DIC) is one

of the complications associated with APL True
Intensive platelet support during chemotherapy is a

major factor in reduction of incidence of haemorrhagic
deaths in APL True
ATRA therapy has no major side effect False
ATRA treatment and intensive chemotherapy have

been proven to prolonged remission in APL patients

Addition of Low-dose chemotherapy and

feucophereses are used to reverse ATRA syndrome False
The ATRA syndrome is due to leukostasis and/or

thrombosis False

Cells that harbour translocations resulting in
rearrangements of the retinoic acid receptor alpha gene
(RARo) but involving chromosomes other than 15, do

not differentiate in the presence of ATRA True
Early reports showed that failure to achieve complete
remission was due to central nervous system bleeding  True
Presence of tumour necrosis factor alpha (TNFo)

significantly reduced the efficacy of ATRA to

differentiate APL cells False

Significant coagulopathy, present at diagnosis of 80%
cases of APL is worsened by the onset of chemotherapy True
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24. Relapse is often associated with blasts acquiring

resistance to chemotherapy and to ATRA True
25. G-CSF reduces the differentiating effect of ATRA on

APL cells False
Journal Based Learning — Questionnaire
Pathogenesis of polycythaemia vera
S Hinshelwood, A J Bench, A.R. Green - Blood reviews (1997)
11:224-232
Please circle your choice of correct answer:
1. PV is divided into three phases TRUE/FALSE
2. PV results from the transformation of a multi-

potent stem cell, TRUE/FALSE
3. Progenitors from PV patients display abnormal

responses to several growth factors. TRUE/FALSE
4. PV with a normal karyotype will not progress

to acute leukaemia. TRUE/FALSE
5. PV is probably a clonal malignancy resulting

from acquired genetic events. TRUE/FALSE
6. X-inactivation occurs in human males and

females. TRUE/FALSE
7. Platelets, red blood cells, granulocytes and

erythroid progenitors have all been shown to

form part of the malignant clone. TRUE/FALSE
8. The finding of skewed X-inactivation probably

indicates a clonal disorder. TRUE/FALSE
9. There is a suggestion that x-inactivation patterns

could be used in diagnosis of PV. TRUE/FALSE
10. Endogenous erythroid colonies yielded in PV

BM culture are dependent upon erythropoitetin.  TRUE/FALSE
11, Normal progenitor cells do not exist in PV. TRUE/FALSE
12. Erythropoietin independent BFU-E are found in

97% of PV patients and less frequently in ET. TRUE/FALSE
13. Erythroid progenitors are hypersensitive to SCF,

IL3, 6M-CSF and 16F-1. TRUE/FALSE
14. Non erythroid progenitors are hyposensitive

to IL-3 and GMCSFE. TRUE/FALSE
15. PV progenitors are hypersensitive to cytokines

which results in the over production of

characteristic blood cells. TRUE/FALSE
16. EPO-R is activated indirectly by EPO. TRUE/FALSE
17. 20g- is the most frequently observed

chromosomal abnormality in PV patients, (and

is observed in other myeloproliferative

disorders, MDS and AML). TRUE/FALSE
18. A raised red cell mass (>25% above normal),

absence of cause of secondary polycythemia,

thrombocytosis and splenomegaly constitute

a diagnosis of PV. TRUE/FALSE
19, PV is an acquired (somatic) chromosome

mutation in a multipotential progenitor that

results in dysregulated growth of a clone of

abnormal cells. TRUE/FALSE

Please contact Lynda Kape at Haematology Lab, Diagnostic Lab, P.O.

Box 5728, Auckland or phone 357 4113, fax 357-4128, email
lynda@diagnostic.co.nz; if you are unable to obtain a copy of
this journal article.



Fellowship of the New Zealand Medical Laboratory Science

So what'’s it all about?

Who can sit and how do you find out more about it?

Application forms and an information booklet (which contains all the
regulations for Fellowship) are available through the Executive Officer,
NZS, P.O. Box 3270, Christchurch.

Here are some of the requirements for Fellowship of the NZIMLS that

may be of interest especially if you already hold a Specialist Certificate.
Firstly the Specialist level examination no longer exist, it has

been effectively replaced by the Part 7 of Fellowship by examination.

General notes for applicants of Fellowship,

1. Applicants must be financial member of the NZIMLS at the
time of application and examination. Must be a member of the
NZIMLS for not less than 2 years, or are exempt as approved
by the Fellowship Committee.

2. The NZIMLS will not accept material that has been submitted
or accepted for any other qualification.
3. Any further applications will not be accepted from candidates

who have previously made 3 unsuccessful attempts.

Fellowship of the NZIMLS may be gained;
a) by examination, or

b) by submission of a thesis, or

) by publications

If gaining the Fellowship by a) examination. It consists of two parts.

Part 1: Two written papers each of three hours duration.
Application form and fee must be in by March 31st.
Examinations will be held in the first week of November.
Examinations are offered in all the major disciplines of Medical
Laboratory Science, although the NZIMLS reserves the right
not to offer al subjects in any one year.
Due to Medical Laboratory Science rapidly changing there will
not be a syllabi available. However a list of textbooks and rec-
ommended Journals will be provided.
Costs $650 (incl. GST).

Part 2: Upon successful completion of Part 1 a dissertation of 3000-

5000 words which directly related to the Part 1 examination.
The dissertation may take the form of;

I. a review

Il. development of an hypothesis

lil.any other presentation which meets with the approval of
the Fellowship Committee

Part 2 must be submitted within three years of completing Part 1.
(Extensions may be granted in special circumstances.)

The title and synopsis should be forwarded to the Fellowship
Committee by March 31st in the year following successful
completion of Part 1. Then submission of the dissertation by
September 30th.

In the event of failing the Part 2, the candidate may resubmit
their dissertation by March 31st of the following year. (This is
at the discretion of the Fellowship Committee.)

Costs $250 (incl. GST).

The NZIMLS reserves the right to publish in the NZIMLS Journal
and dissertation submitted.

**Medical Laboratory Scientists who hold a Specialist
Certificate are exempt from sitting the Part 1 examination. This
well be effective for a maximum period of 3 years, and the final
date for applications and synopsis is March 31st 2000.

If gaining the Fellowship by b) thesis.
The thesis should be submitted no later than three years following
acceptance of the synopsis. (Extensions may be granted in special cir-
cumstances.)

The thesis must be original work and should not exceed
20,000 words.

The thesis must be based on the style of Master of Science by
thesis requirements of Universities in New Zealand.

If gaining the Fellowship by ¢) publications.

A minimum of five peer reviewed articles published in international or
discipline acknowledged scientific journals may be submitted for con-
sideration. A review of the submitted articles of 3000-5000 words
must also be submitted.

Histology

Special Interest Group
Convenor: Elaine Mullins
Contract Address: C/o0
Pathology, Taranaki Base
Hospital, Private Bag, New
Plymouth
Phone: 06 7536139 Ext 7874

Fax:

The Histology SIG will once again hold its Annual Seminar concurrent-
ly with the annual Conference of the New Zealand Society of Cytology.
This year it will be held in Dunedin on 15, 16 and 17 October at Pacific
Park.

The tentative programme has been distributed to laboratories,
and the committee will be requesting abstracts within the next few
months. Your participation in these Annual Seminars is important. No

06 7532956

topic is too small or too trivial to be discussed.

Otago is celebrating the 150th anniversary of the first landing
of the European settlers, so there will be numerous attractions. For fur-
ther information or queries, contact Elaine Coory, Anatomy
Department, Medical School, Otago University — phone (03) 479-
7376, or email elaine.coory@stonebow.otago.ac.nz.
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Book Review
Standardised Reporting of Haematology Laboratory Results Third Edition 1997

Ten years ago the Haematology Charge Technologists Group drew up
recommendations for the reporting of blood films. These have been
refined by the Auckland Haematology Special Interest Group and are
presented in a Third Edition of this booklet.

The aims of this document are laudable. They provide a stan-
dard nomenclature for reporting results from the haematology labora-
tory especially the reporting of blood films. As well as standardising
the authors have made every attempt to simplify the language used in
haematology reporting. This is long overdue with the reporting of
blood cell morphology riddled with synonyms which do nothing but
confuse the laboratory scientists aspiring to report films and, equally
importantly, the clinician trying to interpret the laboratory report. One
of the interesting features of the booklet is the appendix section which
lists a recommended name for a particular cell type and then next to
it the synonyms that the authors have found in the literature. It is inter-
esting to find for simple red cell fragments no fewer than 15 substi-
tute names are listed, ranging from the dangerous sounding ‘pincher
cell' to the long winded 'keratoschistocyte’.

The format of the book is to present red cell morphology fol-
lowed by white cell and then platelet morphology. A small colour pho-
tomicrograph is presented on the left of the page illustrating the
abnormality under discussion. On the right of the page the correct

name to describe it and any defining characteristics are presented. This
format works well being easy to understand and access. The book pro-
vides a comprehensive listing of the common abnormalities seen in the
routine haematology laboratory. The quality of the photomicrographs
is adequate. The colour reproduction is of variable quality but in all of
the picture the abnormality illustrated is clearly discernible.

One of the difficulties in reporting blood films is determining
whether an occasional abnormal cell seen carries any pathological sig-
nificance. A useful table is provided listing various abnormalities and
the threshold (expressed as a percentage of cells) above which such an
abnormality is significant. It is useful that these statistics are provided
both for adult and cord blood samples.

This booklet sets out to present a standardised reporting sys-
tem for blood films. It achieves this admirably. As such it should be
available in all laboratories and will provide an excellent adjunct for
teaching programmes for those students learning to interpret and
report blood films. The booklet is not a substitute for detailed haema-
tological atlases and, appropriately, no attempt is made to delve into
the minutae of microscopy, and in particular the complex classification
of leukaemia and myelo or lymphoproliferative disorders.

J. Carter

Wellington

This long awaited revision of the well known ‘Standardisation Document’ has
been upgraded for use at the microscope.

67 Colour photographs are positioned alongside text descriptions of normal
and abnormal red cells, inclusion bodies, white cells and platelets.

The book also contains recommendations for standard units for reporting,
nomenclature, and a guide to the reporting of degree of abnormality.

Consistency in reporting, Clear Guidelines for morphology reporting

Price $50 (including GST)

Special Student price $40 (20% discount, one copy only, with Student ID)
How to get your copy
Photocopy this order form

Name:
Position Held:
Address for delivery:

Number of copies required:

Receipt required: Yes | No _|

And send with payment (Cheques Payable to NZIMLS)
to
L Glogoski — Secretary Haematology Special Interest Group, Haematology Laboratory,
Middlemore Hospital, Private Bag, Otahuhu, New Zealand.
Phone (61)( 9) 276 0167 ext. 8542, Fax (9) 270 4706
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I "ew Products and Services

New configurations for biology and medicine using the more-
than-routine microscope Axioskop from Carl Zeiss

Carl Zeiss' Axioskop was launched more than 10 years ago, closing the
then existing gap between simple laboratory microscopes and expen-
sive research microscopes. It was the first and only routine microscope
which could be equipped for all imaging and contrasting technigues
and featured Infinity-Corrected-System (ICS) optics.

The Axioskop is equipped to handle the extreme of situations.
For example, it is currently ploughing Antarctic waters on the German
polar and marine research vessel MS ‘Polarstern’” and the Australian
research vessel MS 'Aurora Australis’. The Axioskop will be used even
further away on board the ISS International Space Station, and has
already been part of several Space Shuttle missions.

Carl Zeiss also offers special Axioskop configuration packages
for the solution of ‘terrestrial’ problems, e.g. for histology, genetic
engineering and immunology. In addition, special equipment is avail-
able for image processing and analysis.

The technology of the Axioskop more-than-routine micro-
scope has proven successful in practical use, ensuring that it has main-
tained its strong position on the market to this very day.

For more information please contact:
Carl Zeiss (NZO Limited

9-15 Davis Crescent

Newmarket, Auckland

Phone: (09) 520 5626

Carl Zeiss (NZ) Limited
Suite 2, 7 Ward Street
Lower Hutt

Phone: (04) 566 7601

Fax: (09) 520 5619 Fax: (04) 566 7501
email:  info@zeiss.com.au
web.  http://www.zeiss.de

AVL & Med-Bio

Med-Bio Enterprises Ltd is pleased to announce that from the 23 April
1998, they became the exclusive New Zealand distributors of AVL
Medical Instruments.

AVL Medical Instruments is a leading global supplier of blood
gas and electrolyte analysers. They have a wide range of analysers, to
meet any need a laboratory or critical care area may have.

AVL have done very well in the Australian market during the
last couple of years and now have approximately 60 instruments place
throughout Australia.

For your current and future blood gas and electrolyte analyser
requirements contact Med-Bio Enterprises Ltd.

Med-Bio Enterprises Ltd

Rose-Marie Daniel - Technical Representative, North Island
Nicola Egerton - Technical Representative, Wellington South
Ph: 0800 733 599

Fax: 0800 101 441

email: jvincent@medbio.co.nz

Astrovirus detection

Astroviruses are now recognised as a common cause of viral gastroen-
teritis in young children worldwide. Recent reports indicate that the
incidence of astrovirus infection may have been greatly underestimat-
ed and that after rotavirus, astrovirus may be the second most com-
mon cause of infantile viral gastroenteritis. Astroviruses have been
associated with outbreaks of gastroenteritis in hospitals, families,
community and adult institutions,

It is therefore important for the clinician to define the cause of infec-
tion to ensure correct patient care and to manage and control any out-
breaks.

Recently, astrovirus specific monoclonal antibodies have been pro-

duced, which have been shown to react with al astrovirus types. This
has lead to the development of an enzyme immunoassay for the
detection of astroviruses.

DAKO IDEIA™ Astrovirus is a qualitative enzyme immunoassay for the
rapid detection of astroviruses in human fecal specimens. The test
utilises group reactive monoclonal and polyclonal antibodies.

For more information, please contact us.

Med-Bio Enterprises Ltd

Ph: 0800 733 599

Fax: 0800 101 441

email: jvincent@medbio.co.nz

Roche Boehringer Mannheim Diagnostics

Chlamydia trachomatis detection with COBAS AMPLICOR
Roche Boehringer Mannheim Diagnostics is pleased to announce the
launch of COBAS AMPLICOR for diagnostic PCR in New Zealand.

The COBAS AMPLICOR system integrates five instruments into
one compact unit, thereby fully automating all steps in the amplifica-
tion and detection process.

The instrument is a two-segment thermal cycler capable of
accommodating a total of 48 specimens, 24 in each segment. Each
thermal cycler segment can be controlled independently. Two 12-well
stations in the instrument amplify specimens and two stations detect
the amplified specimens. An automated pipetting system is incorpo-
rated to standardise the aliquoting of reagents and specimens.
Reagent dispensing is conducted in a closed-vial system to minimise
contamination, and since the procedure is performed automatically, it
reduces the risk of manual errors.

An incubation station holds the specimens at 37°C while the
on-board washing system washes the magnetic beads which are coat-
ed with specific oligonucleotide probes and utilised in the capture of
the hybridised nucleic acid complex. Finally a photometer is integrated
into COBAS AMPLICOR to perform the colourimetric readings, and an
on-line printer prints the results automatically.

With COBAS AMPLICOR up to six assays can be performed in
one amplification and up to 100 detections can be run without oper-
ator intervention. Automation reduces the amount of labour and
‘hands on” time and allows:

Parallel amplification and detection

Unattended overnight operation

Self-monitoring software

Automatic monitoring of reagent and consumables inventory
Option for multiple diagnostic tests on one system

Moreover, standardisation of the assay and elimination of manual
errors is assured with the following automated features:

Quality control checks

Internal control option

AmpErase® contamination control

Closed, contained amplification

Standardised, automated protocols

Precision pipetting of specimens and reagents

Bar-coded data entry

COBAS AMPLICOR has been developed to allow both qualitative and
guantitative detection. The quantitative systems (COBAS AMPLICOR
MONITOR) for viral load measurement provide the additional auto-
mated features of calculation of titre and availability of raw data, and
a data archive to allow future comparisons of MONITOR results.

For more information contact your Roche Boehringer Mannheim
Diagnostics representative, or call David Beins at 09-276 4157, 025-
270 5117 or beinsd@bmnz.co.nz.
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