




















Data are presented as mean + standard deviation (SD) for clarity,
with significance values reported from the Mann-Whitney U test
or Spearman correlational analysis. The self reported activity
levels between the active and the sedentary groups for time
spent exercising per week was significant (12.2 + 5.6 vs 0 hours
per week, p<0.01), as expected. Sedentary SCl had sustained their
injury for a longer duration than the active SCl group (27.0 + 14.8
vs 9.6 + 9.0 years, p<0.05), and were older (50 + 10 vs 29 + 6 years,
p<0.01), respectively

Bone re-absorption

No significant differences were found for the bone reabsorption
marker between the active and the sedentary SCI groups (p>0.05).
However, the mean Dpd concentration in the active group (16.8
nmol/mmol creatinine = 10.3) was higher than that in the sedentary
group (11.8 nmol/mmol creatinine = 5.4). In the active group, a
moderate positive correlation that approached significance was
found between TPI and bone resorption (r=0.57; p=0.065).

Bone formation

BAP activity in the sedentary SCI men was significantly higher than
those of the active group (sedentary: 28.0 + 6.4 U/l; active: 14.0
= 3.6 WI, p<0.01). When data were combined (n=15), significant
correlations were found between bone formation and activity
hours (r=-.51, p<0.05; Figure 1) and TPi (r=0.60, p<0.05).

Discussion

Early bone loss associated with spinal cord injury is from the entire
skeleton with osteopenia prevalent primarily below the level of the
lesion. It would be anticipated therefore that the bone biomarkers,
such as Dpd and BAP would give an indication of the net changes
of bone cellular activity (16).

Sedentary SClI subjects in this study had higher bone marker
formation (BAP) rates than the active SCI subjects, a result which
contrasts with studies in able-bodied athletes, in whom exercise has
had a positive influence on bone density formation (9,10). While
the sedentary SCI group in this study had higher bone formation
rates, they had also sustained their injury for a longer time and
were older. Previous research has shown that bone formation
decreases progressively to a low at 60 days post-injury and reaches
a new steady state at approximately 16 to 24 months post-injury
(1,11,17), which is maintained to at least 10 years post-injury
(7). Bed rest per se is not reported to influence the BAP marker,
although these negative findings may have been influenced by the
presence of other forms of alkaline phosphatise (18,19).

Itis difficult therefore, to ascertain what influence (if any) exercise
is having on these subjects. It may well be that duration of the
injury plays a greater role in maintaining normal bone formation
rates and that the active group may approach these rates later
on. This is supported; in part when the sedentary and the active
groups are combined, as a significant correlation (r=0.60, p<0.05)
was found suggesting bone formation rates increase with time
post injury. Conversely, combined group data demonstrated that
as activity hours increased, bone formation rates decreased which
may be due to the total amount and intensity of exercise being
undertaken by the active group.

Previously, it has been reported that bone formation decreased in
able-bodied men and women for up to two days following a single
session of endurance exercise, but returned to normal activity
thereafter (20). In the SCI subjects in the present study, repetitive
bouts of exercise may have had a compounding effect on bone
remodelling, preventing a return to baseline formation levels.
Sedentary SCI in this study had bone formation rates within the
population reference range.

Whilst not statistically significant (p=0.85), the bone reabsorption
marker (Dpd) had a higher concentration in active SCI compared

with the sedentary group (mean —16.2 + 10.3 vs 11.8 + 5.4 nmol
Dpd/mmol creatinine, respectively). Both groups had values
outside the able-bodied males reference range (2.5 to 5.5nmol
Dpd/mmol creatinine). Whilst a transient increase in bone
reabsorption biomarkers has been identified in able-bodied
athletes following intensive exercise (20), both the SCI groups in
the present study demonstrate a high level of continuous bone
reabsorption.

Although not statistically significant, a trend towards increasing
bone resorption with the duration of injury was observed for
the active group, but no such association was evident with total
activity hours. Previous research has utilised data modelled on
mathematical regressions lines deduced from DEXA measurements
to predict bone mineral activity. This method, linked to the use
of electrically stimulated exercise, has been shown to improve
muscle function but does not however, improve the prediction of
decreasing bone mineral density in the SCI (21-23), leading to an
underestimation in bone reabsorption.

A significant limitation in this study was the low number of
sedentary SCl, which did not allow a more rigorous statistical
investigation of the data. Despite this, the results presented
do provide evidence that remodelling dynamics differ in
SCI individuals and vary dependant on physical activity and
duration of injury. Further work to validate these results needs
to be undertaken, extending these preliminary findings to a
larger athletic SCI population to establish how duration and
intensity of exercise, and age and duration of injury may affect
bone remodelling. We also would caution the use of single
measurements of biomarkers of bone remodelling in the SCi
population who clearly demonstrate different bone dynamics
than seen in the able-bodied population.
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such patients is needed to confirm this. The higher prevalence of
anaemia among HAART naive HIV patients with UTl in comparison
to other populations in this study is therefore not due to UTI, but
to HIV infection itself. HAART naive HIV patients should be placed
on HAART, preferably a regimen without zidovudine, to reduce
the prevalence of anaemia and improve the quality of life of HIV
patients (2).

In conclusion, an overall prevalence of asymptomatic UTI and
anaemia of 24.9% and 50.1% respectively was observed in this
study. The prevalence of asymptomatic UTI was higher among HIV
patients on HAART, while the prevalence of anaemia was higher
among their HAART naive counterparts. Asymptomatic UTI had no
effect on the prevalence of anaemia.
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phaeochromocytoma, two more 24 hour urinary catecholamine
tests were performed. The results showed catecholamine levels as
normal; thereby excluding phaeochromocytoma (Table 2).

The exact etiopathogenesis of sporadic adrenal carcinoma is
unclear. However, the role of tumour suppressor gene mutations is
indicated by their association with Li-Fraumeni syndrome, which is
characterized by inactivating germline mutations of the TP53 gene,
gives some insight into the origins of these tumours (1, 3). This
syndrome is associated with predisposition to adrenal carcinoma
and other malignancies, including breast carcinoma, leukaemias,
osteosarcomas and soft tissue sarcomas (3). It has also been
proposed that adrenal hyperplasia predisposes patients to develop
adrenal carcinoma, as a few cases of congenital adrenal hyperplasia
are associated with functional adrenocortical adenomas but not
carcinomas (6).

Among the putative pathogenic mechanisms that may function in
concertarealterationsinintracellularcommunication, paracrineand
autocrine effects of various growth factors, cytokines elaborated
by the tumour cells and promiscuous expression of various ligand
receptors on the cell membranes of the cells that cause them to be
in a state of perpetual hyper-stimulation. This is presumed to lead
to clonal adrenal cellular hyperplasia, autonomous proliferation,
tumour formation and hormone elaboration (2). Molecular studies
of adrenocortical tumour cells show mutations of the tumour
suppressor genes TP53, TP57 and increased production of insulin-
like-growth factor 2 (2). Germ cell mutations of the P53 gene
have also been demonstrated in more than 90% of children with
adrenal carcinoma from southern Brazil, which has the highest
prevalence of sporadic adrenal carcinoma in the world (1).
Amplification of steroidogenic factor-1 expression has also been
described in this population (3). Other studies demonstrate that
some of these tumour cells express menin (MEN-1), the aberrant
gene product in patients with multiple endocrine neoplasia type
1; in others, the hybrid gene is associated with glucocorticoid-
responsive aldosteronism (3, 6). A few cases of adrenal carcinoma
are associated with primary hyperaldosteronism, in which the
adrenal tissue has portions showing hyperplasia (3, 6).

For treatment, mitotane remains the major chemotherapeutic
option for the management of adrenal carcinoma because it is a
relatively specific adrenocortical cytotoxin although its capacity
to prolong clinical survival is uncertain. At best, only 20-25% of
patients respond to mitotane (3). Advances in the treatment of
adrenal carcinoma currently include an international phase [l trial
evalualing chemotherapy regimens, vascular growth inhibitors
and small molecular pathways involved in tumour genesis.

Conclusions

The primary diagnosis of the patient was made after she
underwent a complete endocrinology workup in addition to the
analysis of catecholamine excretion and localized tumour imaging
to rule out the possibility of phaeochromocytoma, a condition that
results from a histological variant tumour of the same embryonic
origin, typically mixtures of phaeochromocytoma spindle cell
sarcomas and adrenocortical carcinomas (3). Although the means
of identifying adrenal carcinoma is still controversial, virtually
all authorities agree about removing all nonfunctional adrenal
tumours larger than or equal to 6 cm because of significant cancer
risk (5). The management strategy for adrenal masses larger than 3
cm and less than 6 cm is disputed, as was the case with this patient.
Therefore, although the patient in this case study presented with
no clinical features of Cushing’s or virilization syndromes, it was
imperative to distinguish potential adrenal carcinoma from an
adrenal incidentaloma.

The laboratory investigations carried out for patient N led to a
timely diagnosis that resulted in total resection as management
modality although recurrent local metastatic disease is common in
adrenal carcinoma.
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get confused about the ISO standard and IANZ, and often people
incorrectly refer to the 1SO standard as the IANZ standard. This
is incorrect. IANZ accredit against this standard, but it is not an
IANZ standard, it is an international standard. Kristen selected
various clauses from the standard, in particular section 5, Technical
requirements, and discussed how they related to the work we do
in our areas. | think as a result of Kristen’s talk, there are more
staff aware of the reasons why we have to do certain things a
particular way, and it’s not just because the boss says so! For
example, the laboratory shall monitor the transport of samples to
the laboratory to ensure they arrive within a suitable timeframe,
the final report shall indicate if samples are compromised (e.g. not
collected on ice), the signature of the person taking responsibility
must be traceable to the request form, sample aliquots shall be
traceable to the original primary sample etc

Brenda Parshotam is the Director of Life Impact Strategies and the
trustee of Life Impact Trust. Her talk entitled "Take back your Life
- Accountable Communication” focused on clear communication
and accountability. Taking away the "wiggle room" and taking
ownership of your results and empowering others along the way.
She talked about the importance of accepting responsibility for
the outcome of our choices and being able to take ownership of
both our life successes and our life failures. Taking ownership was
about "owning our own results" versus evading responsibility
for them. The questions were asked of us, am i a slacker, a taker,
and do | fail to do my best? Do | follow through on every single
promise made? Clarity in communication takes time, it might
mean more work, it can even mean loss of face, and asking for a
specific commitment may appear aggressive, but an unambiguous
agreement might lead to a better deal. A very interesting, thought
provoking presentation.

The final speaker of the day was Cathy Bridsen, the Manager of
Specimen Services at the PathLab in Hamilton. Cathy’s talk was

on "Pre-analytics. The Installation of a Beckman Coulter Total
Automated System." This new instrumentation and tracking
system was evaluated and it showed the key elements that are
necessary to get it right. It doesn’t always happen first time and
requires commitment to evaluating the current process, mapping
the work flow, looking for bottlenecks, wastage, steps prone to
error and what standardization is necessary e.g. standardization of
specimen tube heights. As in all major projects technical support
and training requirements are crucial to success. Adjustments
have been made to the process but the Beckman Coulter has been
successfully implemented and PathLab wouldn’t be without it!

The last segment of the program was a question and answer segment
that had a panel of "experts" answer questions that had been
submitted by the participants on the day. The questions covered
a diverse range of subjects from practical phlebotomy procedures,
collection on ice (using a slurry of ice),tourniquets use ( frequency
of cleaning tourniquets vs. disposable tournigquets), isolation of
patients and MRSA transmission, venesections { blood pressure cuff
use, patient position), in-house training for medical and nursing
staff, glove wearing & use of the customer feedback form.

I would like to thank the Presenters for giving up their time on a
sunny Saturday, the Chairpersons for their introductions, and the
panel of experts who took centre stage for a time in the spotlight.
Thank you also to the Northern Region NZAP group members who
organised the Presenters and provided us with a great range of
interesting topics.

I encourage others to put their hands up and assist with the
organisation of a workshop at the NZIMLS Conference in Blenheim
on 18th August 2009.

Gerry Heta
NZAP and Specimen Services Co-ordinator
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study. For all culture-positive urine samples and wound swabs
from intensive care unit (ICU) patients, CCA was compared with
standard laboratory testing procedures and HPA/BSAC guidance
on ESBL detection. The CCA medium was also evaluated for ESBL
faecal carriage from patients on [CU and the haematology ward.
These patients had no prior evidence of colonisation or infection
with ESBL-producing bacteria. All ESBL isolates underwent
minimum inhibitory concentration (MIC) testing to cefpodoxime.
The Miles and Misra method and the ecometric methods were
used to quality control the microbiological performance of the
CCA medium, which proved satisfactory. A total of 750 specimens
were examined (690 urines, 40 faeces, 20 wound swabs). From
urine cultures, 92 suspect colonies were followed up. Eighteen
were cefpodoxime-resistant on routine disc testing and all were
confirmed subsequently as ESBL-positive. Conventional laboratory
methods identified only two urinary ESBLs. Wound cultures
revealed two suspect colonies, both of which were ESBL-positive
and were also detected by routine methods. Faecal samples
produced 10 suspect colonies, six of which were ESBL-positive. All
ESBLs had cefpodoxime MICs >10 mg /L (75% were >256 mg/L).
Thus, primary conventional culture methods cannot be relied
upon to detect suspect ESBL-producing bacteria.

Matsuda M, Shigematsu M, Tazumi A, Sekizuka T, Takamiya
S, Millar BC, Taneike I, Moore JE. Cloning and structural
analysis of the full-length cytolethal distending toxin (cdt)
gene operon from Campylobacter lari. Br J Biomed Sci 2008;
65(4): 195-9.

Polymerase chain reaction (PCR) amplicons (approximately 2.5
kbp) encoding a cdt gene operon and two partial and putative
open reading frames (ORFs) were identified in six urease-negative
(UN) Campylobacter lari isolates using a new PCR primer pair
constructed in silico. Three closely spaced and putative ORFs for
cdtA, cdtB and cdtC, two putative promoters and a hypothetically
intrinsic p-independent transcription terminator were found in
the operon. Each ORF commenced with an ATG start codon and
terminated with a TGA stop codon for cdtA and cdtB and a TAA
for cdtC. Interestingly, an overlap of four nucleotides was detected
between cdtA and cdtB and the non-coding region of six base pairs
occurring between cdtB and cdtC. The start codons for the three
cdt genes were preceded by Shine-Dalgarno sequences. Although
nucleotide sequence differences were identified at seven loci
in the cdtA gene, six in cdtB and two in cdtC among the seven
isolates (including C. lari RM2100), no polymorphic sites occurred
in the putative promoters, hypothetically intrinsic transcription
terminator and the three ribosome binding sites among the seven
isolates. All nine amino acid residues specific for both Escherichia
coli cdtB and mammalian DNase | were completely conserved in
the cdtB gene locus in the 26 C. lari isolates, as well as in C. jejuni
and C. coli. No PCR amplicons were generated with urease-positive
thermophilic campylobacters (UPTC; n=10) using the primer pair.

Hancock JT. Cell signalling is the music of life. Br J Biomed Sci
2008; 65(4): 205-8.

Cell signailing is an immensely important topic in biological and
biomedicalsciences, and onewhich hasan ever-increasing literature.
As more and more is known about it, and more components are
discovered, it is getting harder and harder to visualise how it all
might work to create an holistic mechanism in the cell. To achieve
a better understanding of a complex issue such as this, it is often
useful to use an analogy which is familiar to the researcher to
encourage better understanding. In this essay it is suggested
that music, and the instruments used to produce it, can be used
as such an analogy. Various elements and issues in cell signalling
are discussed and musical comparisons are made. Clearly, the true
understanding of cell signalling will come from systems biology
and mathematical modelling, but it is proposed that this analogy

might prove useful. The phrasing used may be considered a little
loose and flamboyant for a scientific topic of such importance,
but it is hoped that the discussion will not only be interesting but
might also be useful in fostering debate and facilitating teaching
in this area of molecular biology.

Blann AD, Nation BR. Good analytical practice: statistics
and handling data in biomedical science. A primer and
directions for authors. Part 1: introduction. Data within and
between one or two sets of individuals. 8r J Biomed Sci 2008;
65(4): 209-17.

The biomedical scientist is bombarded on a daily basis by
information, almost all of which refers to the health status of an
individual or groups of individuals. This review is the first of a two-
part article written to explain some of the issues related to the
presentation and analysis of data. The first part focuses on types
of data and how to present and analyse data from an individual or
from one or two groups of persons. The second part will examine
data from three or more sets of persons, what methods are
available to allow this analysis (i.e., statistical software packages),
and will conclude with a statement on appropriate descriptors
of data, their analyses, and presentation for authors considering
submission of their data to this journal.

Wren MW, Sivapalan M, Kinson R, Shetty NR. Laboratory
diagnosis of clostridium difficile infection. An evaluation of
tests for faecal toxin, glutamate dehydrogenase, lactoferrin
and toxigenic culture in the diagnostic laboratory. 8r J Biomed
Sci 2009; 66(1): 1-5.

Faecal samples from 1007 patients suspected of having diarrhoea
caused by Clostridium difficile infection are investigated for the
presence of toxins A and B and for the presence of C. difficile-
specific glutamate dehydrogenase (GDH). Toxigenic culture is
performed on all samples and is used as the 'gold standard' for the
purpose of the study. A marker for intestinal inflammation, faecal
lactoferrin, is used on any samples that give a positive result in any
of the above tests. Part of the study also involves an assessment
of six commercial toxin kits to detect the presence of C. difficile
toxins in faecal samples. This study revealed that the commercial
toxin detection kits used can give rise to false-positive and false-
negative results and that all demonstrated poor sensitivity when
compared to the gold standard of toxigenic culture. Testing of
faecal samples for GDH can be useful as a negative screening
method as the results of this test show high correlation with
culture. Faecal toxin testing can then be performed on all GDH-
positive samples (GDH positivity is independent of toxigenicity in
strains of C. difficile). The combined use of GDH and toxin testing,
coupled with toxigenic culture, revealed that some patients with
diarrhoea who harboured toxigenic strains of C. difficile were
faecal toxin-negative. Lactoferrin appears to be a useful marker
for the presence of inflammatory diarrhoea.

Bamber Al, Cunniffe JG, Nayar D, Ganguly R, Falconer E.
Effectiveness of introducing blood culture collection packs
to reduce contamination rates. BrJ Biomed Sci 2009; 66(1): 6-9.

Contaminated blood cultures result in a significant waste of
healthcare resources and can lead to inappropriate antibiotic
therapy. Practitioners have taken measures to reduce
contamination rates. These include thorough skin disinfection,
effective hand decontamination, introduction of a standardised
approach to collection, and the introduction of blood culture
collection packs (BCCP). This study aims to assess the impact of
introducing BCCP and staff training on the rate of contamination,
The study demonstrated that contamination rates are greatest
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in high patient throughput units where practitioners are under
most pressure. The introduction of blood culture packs and staff
training has reduced contamination rate significantly from 43%
to 25% of the total number of positives, equating to an overall
reduction of 42%. Thus, there is a demonstrable benefit in the
purchase of commercially produced blood culture packs and the
investment in staff training.

Oyedeji KS, Smith Si, Coker AO, Arigbabu AO. Antibiotic
susceptibility patterns in Helicobacter pylori strains from
patients with upper gastrointestinal pathology in western
Nigeria. BrJ Biomed Sci 2009; 66(1): 10-3.

A total of 186 Helicobacter pylori isolates and 532 gastric
biopsies recovered from 532 patients with varying degrees of
gastroduodenal pathology are subjected to in vitro antibiotic
susceptibility testing using the disc-diffusion method, Etest (MIC
breakpoints) and molecular testing using the polymerase chain
reaction (PCR). In the isolates studied, antibiotic resistance was
as follows: piperacillin (72%), amoxicillin (66%), erythromycin
(78%), tetracycline (100%) and metronidazole (95%). All isolates
were sensitive to ofloxacin, ciprofloxacin and norfloxacin. None
of the 245 amplicons (positive for H. pylori) from the biopsies
were digested with the Bbs1 and Bsal restriction enzyme used
in the polymerase chain reaction-restriction fragment length
polymorphism (PCR-RFLP) technique, showing sensitivity to
clarithromycin. However, a 238 bp fragment from H. pylori
chromosomal DNA (corresponding to the quinolone resistance
determining region [QRDR]) of the gyrA gene was amplified
successfully. Twelve (4.9%) of the 245 strains studied had the
described mutation at position 91, from asparagine (Asn) to
glycine (Gly). The study showed that all the H. pylori strains were
sensitive to clarithromycin and ciprofloxacin. It also highlighted
PCR as a potential tool for faster diagnosis and determination of
antibiotic susceptibility (within 24 h) of H. pylori from biopsies and/
or isolates recovered from peptic ulcer and gastritis patients.

Kriushnapriya S, Malathy NS, Shamitha Begum A, Baskaran
AC, Appalaraju B, Mani K, Kandhaswamy KA. Anti-MRSA
activity of aldehyde Schiff base N-aryl thiosemicarbazones.
Br J Biomed Sci 2009; 66(1): 14-9.

Eight different newly synthesised aldehyde Schiff base N-aryl
thiosemicarbazones, differing in R, R' groups, are tested on 25
clinical isolates of methicillin-resistant Staphylococcus aureus
(MRSA) and a standard strain. Antibacterial activity was carried
out by a well-diffusion method in concentrations of 15-500 microg/
well. Compounds 1, 2, 3, 4 and 6 showed good inhibition of
MRSA. Increasing concentration of the test compounds enlarged
the inhibition zone. Determination of minimum inhibitory
concentration (MIC) was carried out using a dilution susceptibility
test in concentrations of 4-512 microg/mL of the medium. The
lowest MIC value (16 microg/mL) was produced by compound 4.

Mu HJ, Xie R, Shen YF, lJiang YQ, Zeng YJ. Cadherin-13
in primary and blast crisis chronic myeloid leukaemia:
declining expression and negative correlation with the
BCR/ABL fusion gene. Br J Biomed Sci 2009; 66(1): 20-4.

Expression of the CDH13 gene in chronic myeloid leukaemia
(CML) patients at different clinical stages, and its relationship
with the BCR/ABL fusion gene, is investigated. Expression of
the CDH13 gene and the BCR/ABL fuse gene is investigated in
peripheral blood from 30 healthy adults, 25 primary CML patients
and 25 CML patients in blast crisis using the EvaGreen real-time
reverse transcriptase polymerase chain reaction (RT-PCR). Results
showed that BCR/ABL fusion gene expression in the blast crisis

CML patients was 4.72-fold higher than that in patients with
primary CML. Expression of CDH13 mRNA in primary and blast
crisis CML patients was lower than in the healthy adults, reduced
64% and 75%, respectively. Expression of CDH13 showed a
negative correlation with the BCR/ABL fusion gene. The data
indicate that the decline of CDH13 expression accompanied the
different clinical stages of CML and probably was involved in
over-expression of the BCR/ABL fusion gene.

Devraj JP, Shankarkumar U, Ghosh K. Increased frequency
of HLA-B7 among B27-negative seronegative spondarthritis
patients from Mumbai, western India. Br J Biomed Sci 2009;
66(1): 25-7.

Seronegative spondarthritis (SSA) is a group of inflammatory
disorders that shares certain clinical features and has a strong
association with the human leucocyte antigen (HLA)-B27
allele. Serologically, HLA-B27, HLA-B22, HLA-B7, HLA-B40 and
HLA-B42 antigens belong to the HLA B cross-reacting antigen
group (CREG). In addition to B27, other B locus antigens are
associated with B27-negative American black, Brazilian, French
and Chinese SSA patients. Many B27-negative individuals in
India have developed SSA with severe clinical and radiological
findings. This stimulated the evaluation of the involvement
of HLA-B7 CREG antigens among B27-negative SSA patients
from western India. A total of 276 SSA patients who were B27-
negative and fitted the modified New York criteria for AS and the
European Spondyloarthropathy Study Group (ESSG) criteria for
spondarthritis from western India were studied and compared
with 637 normal, healthy individuals who were B27-negative
and of the same ethnic background. A significantly increased
phenotype frequency of HLA-B7 (PF = 57.24% vs. 22.44%; P <
0.001) and a significant decreased phenotype frequency of
HLA-B40 (PF=18.11% vs. 31.86%; P < 0.001) was observed when
compared to the controls. These results suggest that HLA-B7
antigen may be associated with B27-negative SSA in patients
from western India.

Campo GM, Avenoso A, Campo S, D'Ascola A, Traina P,
Calatroni A. Effect of cytokines on hyaluronan synthase
activity and response to oxidative stress by fibroblasts. 8/ J
Biomed 5c¢i 2009; 66(1): 28-36.

Cytokines such as tumour necrosis factor-alpha (TNFalpha),
interferon-gamma (IFNgamma), and transforming growth factor-
beta (TGFl1beta) modulate hyaluronan synthase (HAS) gene
expression and protein activity. The aim of this research is to
evaluate the response of HAS gene expression and the related
protein synthesis in fibroblasts after treatment with TNFalpha,
IFNgamma and TGF1beta and to assess the potential protective
effect of increased hyaluronan (HA) synthesis during oxidative
stress. [n this study, gene expression, protein synthesis, hyaluronan
content, cell death, lactate dehydrogenase (LDH) activity,
membrane lipid peroxidation and endogenous antioxidant
depletion are determined for HAS1, HAS2 and HAS3. Messenger
RNA (mRNA) expression and protein formation of the three
HAS genes is modulated using different cytokines and various
doses and correlated with increased HA synthesis. Protection of
fibroblasts from injury induced by exposure to reactive oxygen
species was significantly increased by TGF 1beta and was associated
with increased gene expression and protein formation of HAS1
and HAS2 enzymes synthesising high-molecular-weight HA. It is
proposed that specific HAS enzyme activity and HA molecular
weight specificity is involved in the protective mechanism.

Moore JE, Watabe M, Millar BC, Rooney P}, Loughrey A,
Goldsmith CE, McMahon MA, McDowell DA, Murphy RG.
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Molecular characterisation of the recA locus in clinical
isolates of verocytotoxigenic E. coli 0157:H7. Br J Biomed 5ci
2009; 66(1): 37-41.

Molecular epidemiology of verocytoxigenic Escherichia coli
0157:H7 is important to help elucidate reservoirs and modes
of transmission, particularly between animals and humans. As
the recA gene locus is now beginning to gain application in
bacterial genotyping schemes, and as it has not been examined
previously in E. coli O157 isolates, this study aims to examine
potential polymorphic variation as a possible epidemiological
marker for the subspecies characterisation of clinically significant
verocytotoxigenic E. coli O157:H7. A novel polymerase chain
reaction (PCR) assay was designed to target a 638 bp region of
the recA gene in E. coli O157 isolates. The PCR amplification of
genomic DNA from extracted organisms was able to generate
an amplicon of the expected size (approximately 638 bp) for all
E. coli O157:H7 examined (n=80), as well as for other non-0157
E. coli and other members of the Enterobacteriaeceae including
Citrobacter, Hafnia, Shigella, Enterobacter and Providencia.
Subsequent restriction fragment length polymorphism (RFLP) and
single-stranded conformational polymorphism (SSCP) analyses
of these recA amplicons were able to differentiate E. coli 0157
from the organisms examined, but were unable to distinguish

between 79 isolates of wild-type E. coli 0157, suggesting a highly
conserved recA gene structure within the local population of
organisms examined.

Blann AD, Nation BR. Good analytical practice: statistics
and handling data in biomedical science: A primer and
directions for authors. Part 2: analysis of data from three or
more groups, and instructions for authors.

Br J Biomed Sci 2009; 66(1): 42-6.

Biomedical scientists are bombarded daily by information, almost
all of which refers to the health status of an individual or groups
of individuals. This article is the second of a two-part review
written to explain some of the issues related to presentation and
analysis of data. In the first part (Br J Biomed Sci 2008; 65: 209-17)
we focused on types of data, and how to analyse and present the
data from an individual or from two groups of persons. Here, we
will continue with an examination of data from three or more
sets of persons, what methods are available to allow this analysis
(i.e., statistical software packages), and will conclude with a
statement on appropriate descriptors of data, their analyses and
presentation, for authors considering submitting their data to
this journal.
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