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ONE STOP DIAGNOSTIC CLINIC FOR SYMPTOMATIC
COLORECTAL PATIENTS UTILISING NURSE FLEXIBLE
SIGMOIDOSCOPISTS & COUNSELLORS RHodson P.Drew
M-Hughes. A.Qureshi. RFarouk J.R.T. Mnon. G.S.Duthie. The
University of Hull Academic Surgical Unit, Castle Hill Hospital, Hull
HU16 SJQ

Patients with symptomatic colorectal problems have traditionally been
submitted to multiple hospital visits and several bowel preparations in
order to facilitate colonic investigations and arrive at a diagnosis. This
situation represents an inefficient use of resources and is inconvenient
for the patient. We have therefore utilised nurse practitioners skilled in
endoscopy, counselling and management in order to establish a
diagnostic service requiring only one out patient visit.
Nurse practitioners manage the service, perform the flexible

sigmoidoscopies and counsel the patients as they proceed through a
sigmoidoscopy, barium enema examination and clinical evaluation
during the outpatient visit. Data is collected prospectively by the nurse
manager in charge of the service.
Fifty patients have been evaluated. Male to female ratio 2:4 with a

mean age of 62 years. Presenting symptoms included: change in bowel
habit (n=15), PR bleeding (n=10), abdominal pain (n=5), tenesmus (n=2)
and other non-specific abdominal symptoms (n=18). All of the patients
underwent flexible sigmoidoscopy and barium enema.. Twenty (40%)
of the flexible sigmoidoscopies were performed independently by a
nurse practitioner. The final diagnoses included: normal (n=12),
diverticular disease (n=25), haemorrhoids (n=2), ulcerative colitis (n=2),
polyps (n=6), annular cancer (n=l), non specific inflammation (n=1),
melanosis coli (n=l).
This study represents the initial evaluation of the first one stop

diagnostic colorectal clinic to utilise nurse sigmoidoscopists and
counsellors. The addition of a barium enema permitted the evaluation of
the whole colon and confirmation of the sigmoidoscopic findings. We
conclude that this service is safe and efficient and represents a significant
improvement in patient management.
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TEAQIING IN THE COLOIRECTAL CLINIC USING RISK-ESTIMATION
AND A DATABASE OF PRIOR EXPERIENCE
Simon Dodds FRCS, Mike Thampson FRCS, Queen Alexandra
Hospital, Portsmouth

Introduction
Good clinical judgement requires sound principles and

extensive prior experience. Collection of clinical data
can provide statistically valid evidence on which to base
clinical decisions and such data can also be used as a
teaching tool for students and trainees with limited
clinical experience.

Method
Prospective collection of information concerning the

presentation, clinical findings, investigation and outcome
of all patients attending a colorectal outpatient clinic
since 1986. An interactive teaching system ("hot learning
system", HLS) has been designed which uses the database to
provide likelihood estimates for particular diagnoses (eg
colorectal cancer) for real and hypothetical cases based
on partial information provided by the user.

Results
Camplete records on over 6000 patients have been

collected. The likelihood of finding a cancer in this
population is 5% and by using the HLS it can be
demonstrated that this risk varies between 0% and 30%
depending only on the age and presenting symptems. By
using a "what if" approach, different investigation
strategies (eg flexible sigmoidoscopy, barium enema) can
be evaluated to ascertain their effectiveness in defined
risk groups.

Discussion
On-line access to an extensive database of prior

experience can provide the necessary clinical perspective
to allow trainees to make informed decisions regarding the
Uikelihood of finding serious pathology and the
appropriateness of specific investigations. However, such
"hot learning" systems cannot make management decisions as
they only provide risk estimates based on a subset of the
clinical information available to the doctor.
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EXPRESSION OF A PEPTIDE EPITOPE OF THE COLONIC
MUCIN MUC2 IN PRECURSOR LESIONS TO GASTRIC,
CARCINOMA
D.M. Swallows J.M. Linehan', L.G. Durrant 2, M.R. Price3, N.C.
Smeeton4, S. Pathakl and M.I. FilipI,
'Dept of Histopathology, 4Dept of Public Health Medicine, UMDS,
Guy's Hospital, London SEI 9RT, UK; 2Academic Dept of Clinical
Oncology, City Hospital, Nottingham NG5
1PB, UK; 3Cancer Research Laboratory, Dept of Pharmaceutical
Sciences, University of Nottingham, Nottingham NG7 2RD; SMRC
Human Biochemical Genetics Unit, Galton Laboratory, University
College London, Wolfson House, 4 Stephenson Way, London NW1
2HE, UK.

Previous histochemical studies have shown that changes occur in the
composition of mucins both in pre-neoplastic and neoplastic lesions of
the gastric mucosa (Filipe&Lake,1990, Histochemistry in Pathology
Churchill Livingstone p451). Since monoclonal antibodies are now
available which recognise the protein product of distinct mucin genes,
they are likely to provide useful tools for evaluating these changes.
Thus a monoclonal antibody 996/1 raised against a peptide epitope of
the colonic mucin MUC2 (Price et al, 1993 Int. J. Cancer a 753-
759)was examined for its potential as a prognostic indicator in gastric
cancer. 996/1 works well on formalin fixed paraffin sections and
shows good staining of the colonic goblet cells in the region of the
golgi, while there is no staining of normal control gastric mucosa. The
epitope was detected in all cases of intestinal metaplasia (48 samples)
and some but not all cases of dysplasia (26 samples) and gastric
carcinoma (74 samples). The pattern and intensity of staining differed
between the intestinal metaplasia close to the tumours and the intestinal
metaplasia in non-cancer patients. However, this was probably more a
reflection of the relative frequencies of intestinal metaplasia type I and
type m. There was no significant difference between the positivity of
the tumours according to their classification, stage and lymph node
status, thus giving little indication that it would be useful as a
prognostic indicator in gastric carcinogenesis. Nevertheless, the pattern
of 996/1 staining provides some indications of the molecular changes in
mucin expression in gastric carcinogenesis. These results indicated that
this antibody is unlikely to be a useful prognostic tool. Nevertheless,
the pattern of 996/1 staining provides some indications of the molecular
changes in mucin expression that occur in gastric carcinogenesis.
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ABNORMAL EXPRESSION OF THE E-CADHERIN-CATENIN
COMPLEX IN GASTRIC CARCINOMA AND DYSPLASIA:
CORRELATION WITH PATIENT SURVIVAL A Jawhari(l), S Poole(2),
M. Pignatelli(2), MJG Farthing(l). (l)Digestive Disases Research Centre, St.
Bartholomew s & The Royal London School of Medicine & Dentistry, London.
(2)Dept. ofHistopathology. Hammersrnith Hospital, London.

Background/Aims: E-cadherin is a calcium-dependent cell-cell adhesion
molecule whose function is dependent on interaction with the cytoplasmic
proteins, a., ,B and y-catenin. Distrbance of E-cadherin and ax-catenin expression
has been shown to correlate with a poorly differentiated phenotype in a nwnber
of tumors. We investigated expression of the E-cadherin-catenin complex in
gastric cancers and correlated this with tumor characteristics and patient survival.
Methods: We studied 89 gastric cancers, adjacent non-involved mucosa, and
lymph node metastases. as well as mucosal biopsies from patients with dysplasia
(n=14) and normal healthy controls (n=10). lmmunohistochemical staining of
microwave-teated parffin-embedded sections was performed using monoclonal
antibodies to E-cadherin and P-catenin (n=89), a and y-catenin (n=38). Results
were scored semiquantiatively by 2 independent observers and were correlated
to tunor type, grade, stage, and patient survival. The normal pattem of staining
was membranous. A heterogeneous pattern, cytoplasmic, and absent staining
were scored as abnormal.
Resuls: E-cadherin expression was abnormal in 23% (n=2 1) of all cancers (13%
of intestinal and 54% of diffuise tumors, p<0.0001). et, J and y-catenin were
abnomal in 92%, 58/o and 100% of diffise tumors respectively, but only 54%,
38% and 54% of intestinal tumors. Both E-cadhein and ,Bcatenin showed
statisticallly significant correlation with tumor grade (p<0.00l and <0.05,
respectively), but no correlation with tumor stage. in a multivariate analysis,
abnonnal E-cderin and [3caenin correlated closely with poor survival (p<0.01
and <0.001 respectively). ai and y-catenin showed no correlation with tumor
grade, stage or patient surival. Areas of gastric dysplasia stained abnormally in
21-57%o of cases, suggesting that disruption of the complex is an early step in the
neoplastic sequence.
Conclusons: Abnormal expression of the E-cadheicatenin complex occurs
frequently in gastric dysplasia and cancer and may be an important factor in the
development and progression of neoplasia. The close correlation with poor
survival suggests that abnormal E-cdein and J3catIenin may be useful
prognostc markcers.
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92KD GELATINASE (MMP-9) IS OVEREXPRESSED IN
GASTRIC CANCER. S.L.Parsons, S.A. Watson,
H.M.Collins and R.J.C.Steele. Department of
Surgery, University Hospital, Nottingham. NG7
2UH

Matrix Metalloproteinases (MMPs) are thought
to have an important role in tumour invasion and
metastasis. The gelatinases are a subgroup of
the MMPs which seem to have the tightest
correlation with the malignant phenotype.
Gelatin Zymography is an electrophoretic
technique which is able to detect the 92kD and
72kD progelatinases and their active forms.

We performed zymography on 58 known
concentrations of pure gelatinasei and showed
that, using computerised image analysis, the
technique was quantitative within the 0-50ng
range with a linear relationship(r=0.813). The
main source of error was inter-gel variation and
using our standard curve and known standards on
all gels we were able to correct for this.

Using this technique we performed zymography
on 10 fresh frozen gastric cancers and
corresponding normal mucosa. Each sample was
sectioned in triplicate with one sample
undergoing protein determination and the
remaining 2 samples undergoing zymography.
Results were corrected for inter-gel variation
and expressed per milligram of protein. 92kD
gelatinase was overexpressed in tumours compared
to normals (p=0.02) but no differences were seen
in the expression of the 72kD and 62kD
gelatinases.

Gelatin zymography is a quantitative
technique and useful in the detection of
gelatinases. 92kD gelatinase is overexpressed in
gastric tumours.

GASTRIN RELEASING PEPTIDE (GR) INFUSION RIEDU
EXPRESSION OF GASTRIN mRNA IN RATS AND HUMANS.
AH Gibbns, M Jordinson, RA Goodlad 2 S Legon 1 and J Calam
Depts of Medicne and Metabolic Medicine, Hammersmith Hospital,
London and Histopathology Unit, ICRF2, London.

Intoduction: Exogenous GRP excessively stimulates gastrin
release and acid secretion in Hekxbacterpylori infection. This may
be importan in the pahdsi of duodenal ulcers, but the normal
gastric response to GRP in vivo is not fully understood. There is
evidence that GRP inhibits G-cells indirectly through the release of
somatostatin. GRP directly stimulates isolated G-cells to release
gastrin but does not increase gastrin mRNA in vitro, so changes in
pastrin mRNA in Mio are likely to reflect indirect effects of GRP. We
found that infusion of GRP into infected patients elevated gastrin
mRNA after 3 hours. However GRP significantly decreased gastrin
mRNA in uninfected people. This was unexpected so we studied the
effect of GRP on gastrin mRNA in healthy conscious rats.
Method: Internal jugular cannulae were surgically placed in 30
male Sprague Dawley rats. After a 3 day recovery period 15 rats
were infused with GRP at 75 nmol/kg/hr and 15 with vehicle
infusion. 5 from each group were sacrificed at 1 hour, 3 hours and
6 hours. The stomachs were removed for RNA extraction. Gastrin
mRNA levels were determined on blots of total RNA using a 32p
labelled cDNA probe for rat gastrin. GAPDH mRNA levels were
measured to correct for RNA loading and transfer variations.
Results: After 6 hours of GRP infusion there was a significant fall
in gastrin mRNA 0.20 ± 0.04 (mean and SEM) in the GRP group
versus 0.33 ± 0.04 in the controls. There was no significant
difference between the 2 groups at 1 and 3 hours.
Conclusion: Infusion of GRP into healthy rats and humans
releases gastrin peptide but actually decreases expression of
gastrin mRNA This effect is likely to be important in the normal
restraint of acid secretion. The rise in gastrin mRNA in infected
persons is therefore abnormal and may contribute to duodenal
ulceration through excessive synthesis and release of gastrin.

DEVELOPMENT OF A RADIOLIGAND BINDING ASSAY TO
CHARACTERISE GASTRIN RECEPTORS IN THE HUMAN
GASTROINTESTINAL TRACT. L Mackenzie'. C.A. Dorrian2,
I.D. Penman3, V.P. Gerskowitch4, K.E.L. McColll. University Dept. of
Medicine & Therapeutics', Western Infirmary and Dept. of Path.
Biochemistry, Gartnavel Gen. Hospital, Glasgow', Western Gen.
Hospital, Edinburgh3, James Black Foundation, London4.

Gastrin is known to exert its effects on normal mucosa and tumours
within the GI tract via specific gastrin receptors. Therefore, there is
increasing interest in the potential clinical application of gastrin receptor
antagonists. Specific gastrin receptors are well characterised on AR42J
cells and we have previously characterised them on AR42J cell
membranes. Cell and membrane results were used as a control for
development of a radioligand binding assay capable of detecting gastrin
receptors in the human gastrointestinal tract.
Methods: Membranes were prepared from fresh human GI tract

normal and tumour tissue by homogenisation and from equivalent
frozen tissue pulverised under liquid nitrogen. followed by differential
centrifugation. Ligand binding studies involved incubating 100pg
membrane with 250pM [231_]-GI7 for 15-60 mins at 22°C in 50mM
Hepes, 10mM MgCI, 10% glycerol, protease inhibitors, 0.1% BSA,
pH7.0. Non-specific binding was defined by 1000 fold excess
unlabelled G17. Competition assays were performed using increasing
concentrations of G17 (10-' -10-'2M), G34 (10-7 - 10- 4M), CCK
anta5gonist L365260 (106 10-12M) and CCKA antagonist L36471l
(10'1 - 10-1°M).
Results: Three out of four fresh and one out of five frozen human

corpus stomach samples analysed exhibited specific gastrin receptors
with aK,f of approximately 0.46nM and receptor density between
21-76fmoVmg. Specific binding was displaceable with ligands G17,
G34, L365260 and L364718 with IC.. values of approximately 0.4nM,
0.55nM, 17nM and 260nM respectively. Gastrin receptors were not
deleted on corresponding antral of tumour tissue. In a separate study.
thirty-four primary colorectal tumour and corresponding normal tissues
were analysed. Although tumour tissue showed 2-3 fold higher total
binding of 125-G17 than corresponding normal tissue, it was not specific.
Conclusions: Gastrin receptors were only detected in the corpus

region of the human stomach. Gastric and colorectal tumours analysed
showed no specific gatrin receplor biung.

EFFECT OF N'METHYL-HISTAMbNE ON ACID SECRETION IN
CULTURED RABBIT PARIETAL CELLS: IMPLICATIONS FOR
HYPERGASTRINAEMWA AND ACID SECRETION
Ian Lr P. Beales and Jlob Calam
Gastroenterology Unit, Royal Postgraduate Medical School, London.

N-methyl-histamine (NaMH) is produced by H. pylori and acts as a
histamine receptor agonist. Previous reports have suggested that this
compound is a potent acid secretagogue in whole animals, while studies in
isolated gastric ghnds have suggested there may be an inhibitory H3
receptor located on parietal cells, in which case inhibition of acid secretion
may be seen as this compound is a potent agonist at this receptor. In order
to clarify this we have studied the effect of NaMH on isolated parietal
cells.
Methods: Rabbit parietal cells were isolated by collagenase-EDTA
digestion, enriched by centrifugal elutriation and cultured for 48 hours on
Matrigel coated plates. Intracellular accumulation of '4C aminopyrine (AP)
over 30 mins was used to assess acid secretion in response to NaMH (10-10
- 1O- M) and standard secretagogues.
Reults: NaMH stimulated AP uptake in a dose dependent manner. 104 M
NaMH was as potent as 104 histamine, producing a rise in AP ratio of
1421 + 58 (mean +S.E.) above basal(p<0.001). NaMH also potentiated the
stimulatory effects of both 104 M carbachol: AP ratio 758 + 144 above
basal alone rising to 2880 + 843 in combination with NaMH 10i M and
io-? M gastrnn-17: 492 + 67 increasing to 2210 + 428 (both p<0.01). The
stimulatory effects of NaMH were reduced by 1i0 M raniditine and
completely blocked by 10C M ranitidine. Even when concentrations of
NaM which would be expected to be effective at the H3 receptor
(10x9 -1O M) were tested in the presence of ranitidine there was no
evidence of inhibition of AP accumulation in the basal state or when cells
were stimulated with carbachol or forskolin.
Ceclsos: N-methyl-histamine stimulates acid secretion in isolated
cultured parietal cells via the receptor. In this preparation there was no
evidence for a functional inhibitory H3 receptor located on the parietal cells.
The ability of bacterially produced NaMH to potentiate the
stimulatory effect of gastrin may explain why duoderal ulcer
patients with H. pylori infection show an increased sensitivity to gastrin
despite reductions in mucosal histamine and histidine dearboxylase
activity, which would be expected to decase the effects of gastrin.
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IB ROLE OF PLATELETS AND MAST CELLS IN
HEUCOBACTER PYLORI-INDUCED CHANGES IN RAT GASTRIC
MUCOSAL MICROCIRCULATION IN VIVO. N. Kalia D. MortonO,
S. Jacob, N.J. Brown*, M.W.R. Reed*, K.D. Bardhan°, Depts. of
Biomedical Science and Surgery*, University of Sheffield, S10 2TN;
0Rotherhai District General Hospital NHS Trust, Rotherhamn, S60 2UD;

Background/Aims: The mechanisms by which Helicobacterpylori (H.
pylori) infection results in gastric mucosal injury are unknown. This study
aimed to assess i) whether H. pylori extracts could initiate an
inflammatory response in viwvo in the rat gastric mucosal microcirculation
ii) a possible role for mucosal mast cells.

Methods: The gastric mucosa of anaesthetised rats was continuously
superfused with extracts of H. pylori, Escherichia colt (E. coli) or
distilled water (controls). Fluorescent in vivo microscopy was used to
assess macromolecular leakage of fluorescein labelled albunin from
mucosal vessels and to study leukocyte and platelet activity over 90
minutes. A separate group of animals were orally administered ketotifen,
a mast cell stabiliser (100tg/100g bwt), prior to anaesthesia and
subsequent H. pylori treatment.

Results: H. pylori extracts induced albumin leakage with a peak of
11% at 5 minutes (P<0.02). There was significant increases in adherent
platelet thrombi peaking at 15 minutes (P<0.001) and plateauing at this
level and also circulating platelet emboli with a peak at 30 minutes
(P<0.001). Although a significant increase (P<0.001) in the number of
rolling leukocytes was seen (peak at 5 minutes), they did not become filly
activated to adhere. A second topical application of H. pylori had no
effect. These events were unique to H. pylori. Ketotifen pre treatment
prevented macromolecular leakage but did not prevent platelet
aggregation.
Condusion: This is the first study in vivo to demonstrate the ability of

H. pyloni extacts to promote an increase in microvessel permeability and
platelet aggregation within gastric mucosal microvessels. Since ketotifen
prevented only macromolecular leakage, separate mechanisms may be
involved in H. pylori-induced microcirculatory changes.
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SOMATOSTATIN mRNA. EXPRESSION IS REDUCED IN
INFLAMMED GASTRIC MUCOSA IN RATS.
AH Gibbons, M. Jordinson, S Legon', MM Walker2 and J Calam.
Depts of Medicn and Metabolic Medicine', Hammersmith Hospital,
and Dept. of Histoptology 2, St. Mary's Hospital, London, UK

IntroductIon. Helicobacter pylon (Hp) infection causes
hypergastrinaemia and a reduction in gastric somatostatin (SST).
We consider that these changes are due to the inflammation that
occurs secondary to the infection, rather than to a direct toxic effect
of the Hp organisms; in vitro, cytokines have been shown to alter
the release of gastin and SST. To test this hypothesis we artificially
induced inflammation in rat gastric mucosa in vivo, and measured
the expression of SST mRNA.
Method. 5 adult male Sprague Dawley rats (200g weight) were
given 0.1% iodbacetamide to drink for 2 weeks, while a control
group drank normal water. Both groups had free access to rat chow.
On day 15 the rats were sacrificed and the stomachs removed for
total RNA extraction. Antral and corpus sections were routinely
processed for histopathological examination. SST mRNA levels
were determined on blots of total RNA using a mP-labelled cDNA
probe for rat SST. GAPDH mRNA levels were measured to correct
for RNA loading and transfer variations.
Results. Histology of the control group showed a mild gastritis. The
iodoacetamide treated rats had a severe gastritis with gland
shortening and basal mitoses. The expression of gastric SST was
significantly rdcd in the iodoetamide treated rats compared to
the controls. The mean antral SST mRNA in the iodoacetamide
treated rats was 0.14 ±f 0.02 (mean and SEM) versus 0.22 ± 0.04 in
thecontkrols (p <0.025). The same pattern was seen in the corpus:
0.13 ± 0.02 (mean and SEM) in the iodoacetamide treated rats
versus 0.20±+0.02 in the controls (p < 0.02).
ConclusIon. lodoacetamide induces inflammation in the gastric
mucosa resulting in a reduction in SST mRNA. This suggests that
the inflamaion occuring in Hp infection may be the primary cause
of the alteration in expression of gastrin and SST.
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ASSESSMENT OF ENDOTHELIAL VASCULAR MICROSTRUCTURES
IN NORMAL AND INFLAMED HUMAN GASTRIC MUCOSA USING A
NOVEL COMPUTER-ASSISTED IMNUNO-HISTOCHIMICAL MTHOD.
A.S. Taha, I.M. Huxham, P. Motley, R. Norton,
R.H.R. Park, A.D. Beattie, Gastro-Intestinal Centre
and Department of Pathology, Southern General
Hospital and University of Glasgow, Scotland.

Although the endothelium is increasingly
recognised as an important component of the
inflammatory response, little is known about it
in the human gastric mucosa. We aimed at studying
the gastric mucosal endothelium in patients with H.
pylori gastritis and in normal controls. Methods:
endoscopic gastric antral and body biopsies were
taken to grade gastritis, detedt H. pylori and for
the endothelial studies. The latter involved
preparing 4 Um sections from formalin fixed tissue,
blocking endogenous peroxidase, use of an
endothelial antibody, a detection kit and a
chromogen. The size and number of endothelial
marker-peroxidase conjugate positive regions were
determined by computer-assisted image analysis of 20
fields (video-images) from each section using a
Leitz microscope. Results: Thirty subjects were
studied including 15 females, 19 patients positive
and 11 negative for H. pylori. The median number of
gastric mucosal endothelial microstructures per
section in patients with H. pylori gastritis was 43
in the antrum and 86 in the body compared with 205
(p=0.00004) and 165 (p=0.0022) respectively in the
normal controls. The median average surface area of
the endothelial microstructure was 29 U' in the
antrum and 38 U' in the gastric body of H. pylori
positives compared with 113 (p=0.00038) and 76
(p=0.013) respectively in the negative group.
Conclusions: H. pylori gastritis is associated with
a reduction in the number and size of mucosal
endothelial microstructures. The severity and
duration of the resulting ischaemia might contribute
to ulceration or atrophic gastritis.

Ulcers and therapy T152-T157
T152

RELEVANCE OF ANTIBIOTIC SENSITIVITIES IN PREDICTING
FAILURE OF OMEPRAZOLE, CLARITHROMYCIN AND
TINIDAZOLE TO ERADICATE HELUCOBACTER PYLORI. P
Moawedi, DS Tompkins*, N Mapstone, ATR Axon. Centre for
Digestive Diseases, Leeds General Infirmary, *Dept. Public Health
Medicine, Leeds

Introduction: Omeprazole 250mg od/bd, clarithromycin 250mg bd
and tinidazole 500mg bd for 7 days (OCT) is an effective regimen
against H pylon but it is unclear whether antibiotic resistance reduces
the efficacy of this treatment.

Methods: Hpylon was culured from antal biopsies of infected
patients as detennined by histology, rapid urease test and 3Carbon
Urea Breath Test (13C-UBT). Patients were prescribed OCT and cure
of the infection was assessed by '3C-UBT at least 4 weeks after
completion of therapy. Antibiotic sensitivities of H pylon to 5-
nitroimidazoles and macrolides was evaluated using the disc diffusion
method using 5Sg metronidazole and a 15sg clarithromycin on blood
agar plates incubated microaerobically for 72 hours.

Results: 141 H pylon infected patients were enrolled in the study
and the organism was successfully cultured in 119 cases (84%). The
incidence of metronidazole resistant strains was 49/119 (41%),
clarithromycin resistance 5/119 (4.2%) and dual antibiotic resistance
4/119 (3,4%). The overall eradication rate was 125/141 (89%). OCT
was successful in 62/69 (90%) patients harbouring fully sensitive
strains of H pylon compared with 42/45 (93%) of patients with strains
that were resistant to metronidazole alone (p=1.0 Fisher's exact test).
The eradication rate in those harbouring Hpyloni strains resistant to
both antibiotics was 1/4 (25%) (p=0.003 Fisher's exact test) sWhilst
treatment was successful in the one patient with H pylori resistant to
clarithromycin alone. Repeat cultulre in treatment failures revealed
dual antibiotic resistance in 9, metronidazole resistance in 4 and fully
sensitive organisms in 3 cases.

Conclusion: The efficacy of OCT is not reduced in 5-nitroimidazole
resistant Hpyloni strains but dual antibiotic resistance may be
associated with treatment failure. Secondary metronidazole and
clarithronmcin resistance is common in unsuccessfull,y treated cases.
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