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H. PYLORI TRIGLYCERIDE LIPASE
HAS NO PATHOGENIC ROLE IN VIVO.

MA Asante. HA Ahmed, P Patel, J Levy, R Lloyd, *C Finlayson, MA
Mendall, TC Northfield. Departments of Medicine and *Histopathology,
St. Georges' Hospital Medical School, London. UK.

Background: The pathogenic mechanisms by which H.pylori induces
gastritis and peptic ulcer disease are unclear. In vitro studies suggest that
H. pylori produces several enzymes including triglyceride lipase which
may contribute to pathogenesis'. It has been postulated that triglyceride
lipase hydrolyses mucus triglycerides resulting in a weaker mucus gel
thus making the underlying mucosa more susceptible to acid/peptic
attack. However the effect on gastric mucus by this enzyrne in vivo has
not been investigated.
Aim: To investigate the effect of H.pylori triglyceride lipase on gastric
mucus in vivo.
Methods: 23 H. pylon positive (mean age: 47yr, range 27-70, m:f
13:10) and 19 H. pylori negative (mean age: 46yr, range 23-64, m:f
9:10) dyspeptic patients attending for endoscopy were recruited. At
endoscopy 3 antral biopsies were taken; 1 for biopsy urease test and 2
for histological assessment of H. pylon infection density (graded 0-3).
Antral surface mucus was obtained with a cytology brush and total
glycerol fatty acid esters measured colorimetrically after homogenisation.
Total glycerides were extracted by the Folch technique and mono, di and
triglycerides species separated on TLC. Bands were visualised with
iodine vapour and sulphuric acid charring.
Results: Mucus from H. pylon positive patients had a mean (SE)
triglyceride of 27.1(7.6) nmollmg protein compared with 8.4(3.1)
nmollmg protein (p<0.05) for H. pylon negative patients. There was no
correlation between mucus triglyceride and the degree of mucosal
inflammation assessed by mucosal neutrophil infiltration scores (Rs=
.32, p= 0.12). TLC analysis of glycerides showed no lipolytic activity
by the absence of bands corresponding with breakdown product of
triglycerides (mono- and diglycerides).
Conclusions: There is no significant H. pylon triglyceride lipase
activity against mucus in vivo suggesting that this is not important in
pathogenesis of peptic ulcer and gastritis. H.pylori infection increases
the triglyceride content in mucus but the mechanism and significance of
this are not clear from this study.
Reference:
1. Slomiany BL et al. Digestion. 1989;84: 1273-7
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ADHERENCE-INDUCED EXPRESSION OF A NOVEL
HELICOBACT PYLORIGENEAND CORRELATIONWITH
PEPTIC ULCERATION. RM. Peek, S.A Thompson, J.C.
Atherton, M.J. Blaser, G.G. Miler. Department of Medicine,
Vanderbilt University School of Medicine, Nashville, TN.

Putative Helicobacter eylori virulence factors for peptic
ulceration indude a vacuolating cytotoxin and a high morecular
weight protein encoded by the cytotoxin-associated gene, cagA.
However, a significant percentage of infected persons harbor
cagA+tox+ strains but not develop peptic ulcer disease,
suggesting that other, as yet undescribed, genes also could play
a ro ee in ulcerogenesis and are expressed'y only some strains.
Experiments with other Gram negative pathogens show that
signals from the host environment can induce expression of
bacterial products that mediate pathogenesis. For H. pylori,
adherence to gastric epithelium in vivo may be one of the earliest
host environmental signals. The aim of this study was to identify
H. pyloni genes that are induced following adherence to gastric
epiflielial cels in vitro and that are expressed selectively by strains
associated with peptic ulcer disease. Methods: Two agA+tox+
recent clinical isolates were selected, one from a patient with
peptic ulcer disease (J166) and a second from a patient with
gastritis only. Each strain was grown in broth arone and co-
cultured with AGS gastric epithelial cells. Bacteria added to AGS
cels were sepratedmto non-adherent and adherent populations.
For each strain, RNA was extracted from the populiapon grown
in broth alone, the non-adherent population, and adherent
bacteria. RT-PCR was perfonned on each RNA with several
random oligonudeotide pnmers. Results: RT-PCR with one of
the random pnmers resulted in eleciive amplification of a
product from R.NA of the ulcer strain J166 only following
adherence. DNA seq,uence of this product revealed a 700 bp
open reading frame with no significant homology to previously
reported genes. Specific pnmers complementasy to the novel
sequence were used for PRon genorrc DNA from 25 clinical
isolates. Nine (75%) of1l2cer-associated strains, indluding the
source strain Ji166 yielded a single, identical PC:R product of
approximately 400 bp. In contrast only 4 (30%) of 13 non-ulcer
strains demonstrated this product (p=O.O3). Condlusions:
Adherence of H. pylon to gastric epithehlal cells induces
expression of a strain-specific novel gene that may play a role in
ulcer pathogenesis.
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SOLUBLE MUCINS IN THE GASTRIC JUICE OF H.
PYLORI-INFECTED PATIENTS. J. C. Byrd, H. Schoeppner,
C. Yunker, R. S. Bresalier. GI Cancer Res. Lab., Henry Ford
Health Sci. Ctr., Detroit, MI. USA

Degradation by HP of gastric mucin may be one factor
in development of gastritis and gastroduodenal ulcers. This
could be reflected in the amount of soluble mucin in gastric
juice. The purpose of this study was to compare soluble mucins
purified from gastric juice of HP+ patients to those from
uninfected (HP-neg) individuals. Methods: Gastric aspirates
were obtained at routine endosopy from 10 HP+ (CLO test and
biopsy) patients (4 gastric ulcer, 3 gastritis, 2 duodenitis, 1
normal) and 19 uninfected individuals (11 normal, 4 gastric
ulcer, 3 gastritis, 1 esophagitis). Mucins were purified from the
100,OOOxg supernatants by gel filtration on Sepharose CL-4B
and by CsCI density gradient centrifugation. Purified mucins
were assayed for binding of mucin-specific monoclonal
antibodies on microtiter plates. Mucinase activities were
assayed by incubation of crude gastric juice with purified
substrate mucin overnight at pH 8, followed by gel filtration on
Sepharose CL-2B. Results: The yield of soluble mucin was
not significantly decreased in HP+ gastric juice (88+27 ug
hexose+protein/ml juice for HP+; 155+45 ug/ml for HP-neg,
mean+SEM). There was also no decrease in carbohydrate
content (66+4% hexose for HP+; 71+3% for HPneg). A higher
proportion of the mucins from HP+ juice, however, bound
monoclonal antibodies PS10 (5/6 for HP+; 7/19 for HPneg) and
GS2 (6/6 for HP+; 6/19 for HPneg), which recognize non-
sialylated carbohydrate epitopes on mucins. In addition, more
of the HP+ gastric aspirates degraded purified gastric mucin (4/4
with mucinase activity) compared with HPneg aspirates (3/8).
Conclusion: Gastric aspirates from HP+ patients degrade
mucin to a greater extent in vitro than those from uninfected
individuals, but the soluble mucins in HP+ gastric juice are not
decreased in amount. Mucin degradation by HP in vivo may
therefore affect only the insoluble mucous gel layer. Soluble
mucins may. however, be qualitatively altered by the presence
of HP.
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H.PYLORI INFECTION INCREASE GASTRIC ANTRUM
MUCOSAL CELL PROLIFERATION
T.FUJIOKA,R.KODAMA,K.MURAKAMI,T.KUBOTA,M.NASU
Second Department of Internal Medicine, Oita Medical
University, Oita, Japan.

The strong association of H.pylori with chronic atrophic
gastritis and acceleration of proliferative cell kinetics in
the gastric epithelial cells led to speculate that this
organism may well play a role in the carcinogenesis
process. We have investigated the long tern serial changes
of gastric mucosal cell proliferation of H.pylon infected
Japanese monkeys which have already established in our
laboratory ( Eur. J. Gastroenterol. Hepatol. 6 [Suppl. 1]
:73-78,1995).
Methods: Endoscopic mucosal resection was carried out
every six months for 4 years from the antrum of both
infected and control animals for histological examination
and in-vitro Ki- 67 immunostaining. The length of Ki- 67
positive gastric epithelial cells between the highest and the
lowest labeled cell was defined as proliferative zone, and
the ratio of proliferative zone (B) / total height of antral
mucosa (A) was defined as proliferative zone index ( PZI;
B/A ). PZI in the infected group was compared with that of
control animals for 4 years after inoculation with H.pyorn
Results: PZI in the infected group was significantly
increased 3.5 years after inoculation compared with control
group (p<O.O25).
Conclusion: These results strongly suggest that persistent
colonization with H.pylori accelerate cell proliferation in
the antral mucosa as a possible mechanism for a causal
role in the chain of events leading to gastric carcinoma.
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LYMPHOID FOLLICLES IN GASTRIC MUCOSA OF
Helicobacter Pylori (Hp) INFECTED PATIENTS:

REGRESSION 6-12 MONTHS AFTER ERADICATION
Battaglia G, Lecis P. E. 'Donisi P. M., Benvenuti M. E., 0Leandro G,
Pasini M._ 4Gion M., M. Pasquino, @Bergamasco M_ ADi Mano F.
Ulnits of Gastroenterology, 'Pathology, #Radioimmunology and
@Microbiology OOCCRR "SS Giovanni e Paolo', Venezia: OIRCCS `S.
C. de Bellis", Castellana Groae (BA):; Division of Gastroenterology,
Padova, ITALY

Background. Previous studies demonstrated, on small samples, that
eradication of Hp infection provokes a slow decrease of number of
lymphoid follicles and, mosly, a regression of low grade B cell gastric
MALToma. Aim of the study. We tested the iputhesis that the cure of
Hp infection treatment could determine the regression of the lymphoid
tissue, affecting the persistence of lymphoide follicles in the gastric
mucosa. Methods. Patients infected with Hp were eligible for the study.
At baseline endoscopy at least 2 biopsies of the antrumrn and 2 of the corpus
were obtaine. Hematossilin-eosin and Giemsa stain modified were used
for histologic examination by pathologists blinded as regards either therapy
carried out either clinical results. Sydney sistem was followed for the
description of the histological parameters. One more biopsy was used for
rapid urease test (Clo test) and colture. Patients were treated with either
two or three or four drugs for 7-14 days. Six to twelve months after
stopping given treatments an UGI endoscopy was repeated with all above
described methods. Patients with active peptic ulcer at baseline had one
more endoscopy 1 month after the first. Statistics: McNemar test of
symmetry. Results. One hundred patients (59 M, 41 F, mean age 59 yrs,
range 25-73) entered the study; 551100 (55%) were proven to have
lymphoid follicles at baseline endoscopy; 27 out of these 55 patients were
evaluated 1 month after the first examination: 63% (17a7) still presented
lymphoid follicles, 96% having cleared their Hp infection. After 6-12
monhs 46155 (84%) were proven to be cured of their Hp infection while
lymphoid follicles were still present in 20155 (36%). Twenty-two out of
the 45 with no lymphoid follicles at baseline were revaluated I month after
first endoscopy; 1 1122 (50%) were found to have lymphoid follicles. After
6-12 months, 45 patients with no lymphoid follicles at baseline were
reevaluated alltoghether; 18/45 (40%) presented lymphoid follicles while
36/45 (80%) were cured of their Hp infection.The differences between
baseline and long term check-up were proven statistically significant
(p=O.Ol95). Conclusions. The cure of Hp infection significantly
reduces the presence of lymphoid follicles in the gastric mucosa.

EVIDENCE FOR THE ROLE OF HELICOBACTER PYLORI IN THE PATHOGENESIS
OF MALT-TYPE LYMPHOMAS OF THE STOMACH THROUGH AN AUTOIMMUNE

MECHANISM
Andreas Karameris and Theodore Rokkas
Department of Pathology and Gastrointstinal Unit, 401 Army General Hospital of

Athens, Athens, Greece
In the last few yeara, several lines of evidence suggest an important role of
Helicobactr pylorl (Hp) in the pathogenesis of MALT-type low grade lymphomas of

the stomach. Subepithelial plasma cell differentiation, blast transformation, and the
specific colonisation of lymphoid follicle centres by neoplastic cells indicate that the

tumour is immunologically responsive. So, the aim of this study was an effort to

investigate the immunologic mechanisms that trigger the formation of MALT-type

lymphomas on the ground of HP gastritis, through the construction of two new anti-

idiotypic (Al) monoclona antibodies (Moabs) that recognise the lgMI? and lgADX
idiotypes of the neoplastic population of MALT lymphomas. The two antibodies

generated against the human Moabs A123 and A134 which produced by hfsing
Iymphoma cells from 2 MALT cases exhibited the phenotypes lgA, CD20+ and IgM,

CD20+ respectively, with heteromyeloma HAB-1. Hybridoma supematants were

screened for Moabs production with an EUSA and suboloned by limiting dilutions.

Two Al Moabs raised against these idiotypes labelled with biotin according to

standardised procedures and applied immunohistochemically against the non-

neoplastic precursor B cell population of 15 cases of chronic gastritis of Hp

aetiology.Furtermore, 5 nodal low grade lymphomas and 3 MALT lymphomas (2

high grade gastric and 1 low grade of the salivary gland) were also studied using

tese 2 AJ antibodies. The resul showed that the 2 Al antibodies reacted with the

lymphocytes and plasmctes of the inflammatory population, in 13115 of HP-

gastitides as well as with the neoplastic populabon of the 2 MALT lymphomas used

for the production of the idiotypes. None of the 5 nodal and 3 exanodal lymphomas

exhibited positive immunosignal. Our findings sust that the neoplastic cells in

MALT lymphomas are indirecty dependent on HP stimulation through an

autoimmune mechanism rather than direct implicaton of the microorganisms.

INCREASED GASTRIC EPITHELIAL CELL PROLIFERATION IN
H. PYLORI ASSOCIATED FOLLICULAR GASTRITIS

T1.JHlavard, P. Sarsfided, H. W. Steer
Departments ofGeneral Surgery and Pathology,

Southampton General Hospital, Tremona Rd., Southampton, S09 4XY

An increase in the proliferative state of the gastric epithelium has been
attributed to infection with Helicobacier pylori. In order to obtain a
more precise estimate of the magnitude of this change, we examined the
proliferative state of seventeen cases of florid H. pylori associated
follicular gastritis, using the monoclonal antibody MiB-1.
We produced comparable results from our control and gastritis cases

by using a combination of two reproducible measures of the labelled
cells. Dividing cells in the gastric mucosa are concentrated within a
proliferating compartment, situated at the base of the crypts. This
compartment was measured and expressed as a proportion of the total
crypt length. In addition we counted the proportion of positively
labelled cells within the compartment.
The proliferation compartnment in the gastritis cases occupied 44.5%

of the gastric crypt compared to the control groups 15.6% (p<0.001 by
pooled t test). Ofthe cells in the proliferating compartment 77.4% were
positively labelled in the gastritis cases compared to 30.5% in the
control group (p<0.001). In areas of gastric atrophy and intestinal
metaplasia, the proportional increase in the proliferating cels was
maintained.
An increase in the turnover of cells in inflamed tissue may increase

their susceptibility to genotoxic agents. In the case of the chronic
inflammation associated with ulcerative colitis, patients with inreased
epithelial cell proliferation have been reported to be at a greater risk of
developing carcinoma of the colon. The greater than 100%/ inrease in
the proportion of proliferating cells in the gastritic mucosa, to
normal, suggests that further investigation in this area is waranted.

PRESENCE OF CAGA ANTIBODIES IS RELATED TO THE
EXTENT OF PREMALIGNANT HISTOLOGICAL CHANGE
N THE STOMACH

M. Wilks, L. Lin, S.E.Patchett, P.H. Katelaris, P. Domizio,
M.J.G. Farthing, S.Tabaqchali.

Departments of Medical Microbiology, Digestive Diseases
Research Centre and Histopathology, St. Bartholomew's Hospital
Medical College, London, UK.

Gastric carcinoma is commonly preceded by atrophic gastritis
and intestinal metaplasia. As atrophy occurs after many years of
chronic gastritis, which is most commonly due to H. pylori, it is
not surprising that a close association between high gastric
cancer rates and infection with H. pylori has been reported from
a number of different countries. It has been suggested that
strains of H. pylori producing CagA are particularly important.
In this study IgG antibodies to H. pylori and the CagA protein
were measured by Western blotting using H. pylori NCTC 11637
as antigen, a commercially available ELISA to H. pylori whole
cells (BioRad GAP IgG kit ), and an ELISA to an H. pylori
CagA fusion protein. 93 consecutive patients (mean age range
64, range 23-78) attending for upper gastrointestinal endoscopy
were studied. Antral biopsies were obtained from each patient for
culture, Gram stain and histological examination. All histology
was examined by a single pathologist and activity graded
according to the Sydney system. Five of 19 patients (26%) with
nornal antral histology were CagA positive, compared with 20
of 38 of patients (53%) with chronic active gastritis, 38 of 42
(91%) of patients who had gastritis with atrophy and 16 of 16
patients (100%) with intestinal metaplasia. In the four patients
with gastric atrophy who were CagA negative, their atrophy was
graded as mild. These findings support epidemiological studies
on an association between CagA positivity and the development
of gastric neoplasia.
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THE EFFECT OF H. FELIS INFECTION ON PROLIFERATION LACK OF ASSOCIATION BETWEEN THE PRESENCE OF
AND GROWTH FACTOR EXPRESSION THE cagA GENE INHELCOBACE R PYLORI AND GASTRIC

ADENOCARCINOMA. S.LMihike. J.G. Kim, S. M. Small, D.Y.
lortj DJ, Mulla R, Kaur S, WasteJI. Graam, M. F. Go. Depts. ofMedicine, VA Medical Center and Baylor

Academic Surgery, Chelsea and Westminster Hospital College ofMedicine, Houston, TX, USA, and Guro Hospital, Korea
369 Fulham Road, London, SW10 9NH University College ofMedicine, Seoul, Korea.

Helicobacterpyloni (H. pylon) is suspected to play an important role in
The effect of Helicobacter felis infection on mucosal proliferation, the pathogeness ofgastric adenocarcinoma. Several putative virulence
epidermal growth factor (EGF), transforming growth factor alpha factors (e.g., the vacuolating cytotoxin and its encoding gene, wvcA) are
(TGFa), and epidermnal growth factor receptor (EGFR) was assessed present in virtally all H. pylon isolates. In contrast, the cagA gene andTGFaandepidermal growthfactorrodenmod irtyPRwatsasse d isasocted 128K protein is found in only a subset ofisolates withimmunohistochemically in a rodent model. Thirty PVG rats with most evidence rdating it to duodenal ulcer disease. Since current or aantral H. felis infection were examined at intervals for 8 weeks and history ofduodenal ulcer appears to "protect" against development of
compared to a control group. Proliferation was assessed by gastric carcinoma, cagA should not be associated with gastric
calculating the proportion of cells stained by the proliferating cell adenocarcinoma. We deteid the prevalence ofthe cagA and vacA
nuclear antigen (PCNA) in 40 glands. Growth factor expression was genes in 20 clinical isolates obtained from gastric adenocarcinoma
assessed by an established semiquantitaive method. patients from Korea (9 women, 1 men, age range 28 - 76 years).

Genomic DNA was PCR-amplified using synthetic oligonucleotide
Maximal EGF expression and proliferation and proliferation index primers to the cagA and vacA genes based on published sequence data.
was at 2 weeks (P = 0.0002). EGFR expression could not be shown to All ex iments were performed in triplicate. The expected 1.4 kb band
be affected. TGF expression was maximal at 8 weeks (p = 0.007) and for cagA was found in I of 20 isolates (5 1%) compared to 18 of 20
the proliferation index and TGF expression were positively correlated isolates (90 %/), in which the expected PCR product for vcA was
suggesting an autocrine loop. identfied. The PCR unplicons for iiA were polymorphic in size

which may be a reflection ofsequence heterogeneity or intragenic
All these effects were maximal in the mucosa adjacent to the infected recombhatuon among the isolates. The very low prevalence ofcagA in
antrum and suggest that H. fells may trigger increased proliferation H. pylor isolates from Korean patients with gastric adenocarcinoma
via EGF. suggests no specific association between cagA-positive H. pylor strainsand gastic adencarcinoma. Geographic differences in the prevalence
This increase in proliferation and growth factor expression may be of-sidvel.lascagApH. pylon stain may have complicated previous
This increas a promoter of carcinogenesis. observations ofa possible relationship bdween the presence ofimport ant rmtefcringnss antibotdies against CagA and gastric adenocarcinoma.
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HELICOBACTER PYLORI INFECTION AND
LYMPHOCYTIC GASTRITIS IN GASTRIC LYMPHOMA.
T t , A. Miettinen. Department of Pathology, University
of Oulu, Oulu, Finland

Lymphocytic gastritis is a rare condition with unknown
significance. It is characterized by a heavy increase of
intraepithelial lymphocytes. Recently it has been suggested that
Heilcobacterpyloni has a role in the pathogenesis of both
lymphocytic gastritis and gastric lymphoma. We studied the
occurrence of lymphocytic gastritis and H. pylor infection in a
series of patients with primary gastric lymphoma.
Methods: The cases of primary gastric lymphomas (n=35)
diagnosed in years 1970-1993 were identified. The specimens of
22 cases contained gastric mucosa sufficiently so that the number
of intraepithelial lymphocytes, severity of gastritis and occurrence
of H. pyloni could be studied. Cell lineage of intraepithelial
lymphocytes and tumour cells was confirmed with
immunohistochemical stainings with L26 (a B-cell marker) and
UCHL1 (a T-cell marker).
Results: Lymphocytic gastritis was detected in 7 out of 22 cases
(32%), and in most cases both in antral and body mucosa. All the
the seven lymphomas were of B-cell lineage, while nmjority of
intraepithelial lymphocytes expressed T-cell marker. There was
more marked atrophy of body glands in lymphocytic gastritis. H.
pylon was detected in 13 out of all 22 patients (59%); 2/7 (29%)
of patients with lymphocytic gastritis and 11/15 (73%) of patients
without lymphocytic gastritis.
Condusion: Lymphocytic gastritis is common in patients with
gastric lymphoma. Rarity of H. pylon in lymphoma patients with
lymphocytic gastritis might be connected with atrophic changes in
body mucosa. Further studies are needed to reveal significance of
lymphocytic gastritis as a precursor lesion of gastric lymphoma.

A PROSPECTIVE INVESTIGATION OF THE ASSOCIATION
BETWEEN H.PYLORI INFECTION AND GASTRIC CANCER IN
CHINA. PM Webb, DG Newell, J-M Yuan, M Yu, R Ross, Y-T Gao,
D Forman. ICRF Epidemiology Unit, Oxford, UK

Objectives: To investigate the association between Hpylori infection
and the subsequent development of gastric cancer and to evaluate the
effects of other risk factors on this association.
Methods: 87 subjects with gastric cancer were identified during the
first 6 years of follow-up (median 2.3 years) of a cohort of middle-
aged men from Shanghai, China. They were matched with 261 cancer-
free controls. Serum samples, obtained at recruitment, were assayed
for anti-Hpylori antibodies. Questionnaire data provided information
on socioeconomic variables, tobacco smoking, alcohol consumption
and a wide range of dietary variables, including the frequency of
consumption of fresh fruit and vegetables and preserved foods.
Results: Of the 87 tumours, 27 were at the cardia, 54 were non-cardia
cancers and the site of 6 was unknown. H.pylori data were available
for 85 of the cases and 46 (54%) were seropositive compared with 143
(56%) of their matched controls, giving an overall odds-ratio (OR) of
0.93 (95% CI, 0.57-1.54) for the development of gastric cancer
following Hpylori infection and an OR of 1.10 (0.57-2.14) for non-
cardia cancer. Adjustment for any of the other variables studied had
little effect on the latter relationship (multivariate OR=0.95, 0.4-2.2).
Conclusions: Unlike previous prospective studies, the results are not
consistent with the hypothesis that H.pylori plays a role in the process
of gastric carcinogenesis. It is possible that this is due to the use of an
inappropriate ELISA for Chinese subjects or to the short follow-up.
When subjects diagnosed more than 3 years after recruitment were
considered separately from those diagnosed earlier, however, the
results were not significantly different from the overall results.
Adjustment for potential confounders had little effect, suggesting that
confounding is unlikely to explain the lack of association.
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HELICOBACERPYLOI AND MOLECULAR MECHANIMS
OF GASTlUC MUCOSA PROLIFRAION.

MJhinu1a C. Msa, F.Ro, I Giorgio*, A Di Le
Lab. BiocI * v. m C.CS S. DilB CaseinG. (BA)

hay
H. pylon (Hp) caus .chromc gasitis, it is sty associated with

peptiC ulcer disse an recenldy it has alo bee with gstric
carcinoma. Using the mvito BrdU, it has bea shown that eradicaon of
Hp reduces gastic cell proliferat (1). Besides. Hp Aication dcreases
ODC acdvity, the rate liming eymn m syntbesis (2). Either
polyaminerescine (Put), pemidn (Spd) uad spemidine (Spm) or
Epidermal Growth Factor (EGF) are inl in rgatin the celluar
proliferation, both nonnal a neoplasdtc (3) Three aim ofthsstudy
was to asse the effect of Hp infction on ce profaon of gastric
mucosa by eauag polyamine lees m biopsy samples of the body and
antum and EGF lees in biopsy ofthe ano of 11 H.p positive paticntes
(5 M, 28-61 yrs and 6 F, 42-62 yrs) before and 8 weeks after eradicating
therapy (DeNol tabs qid, Amoicillin qid, metronidazole 400 mg tid). After
therapy H.p was eradicated in al patie The presence of Hp was
evaluated by CLO test aMd histology (Wathin Stay) Polyamme levels
were analyzed by HPLC. EGF levels were evluaed by ELISA. The results
were anaized by Studegts t test. Poyamineare epressed as nmol/mg
prot., EGF levels are oer as prot.

An Body
Befwe Atr p Befe Atr pBd e bBrc~~~~f After

Put 0.35±0.22 0.26±0.11 m 0.27±0.14 0.16±0.06
Spd 4.40±0.95 3.49±0.73 * 3.48±0.71 2.93±0.64 *
Spm 6.94±2.23 6.29±1.57 us 5.70±1.53 5.32±1.45 as
Tot 11.71±2,43 10.06±2.76 as 9.47±2.07 8.42±2.10 ns
SpdlSpm 0.71±0.13 0.54±0.16 * 0.67*0.14 0.52±0.08
EGF 1.07±0.65 2.23±1.52 * re- p< 0.05), uS. ~ 54i&affl

Our finding show lower poamine leves and higher EGF levels in
gastric biopsies taken: after therapy than in those taken before Hp
eradication. This preiminay study provides new data to the assmption
that Hp infection actively affcts cdlluar proliaton in gastric mucosa.
References: (1) R. Cabill et aL Gut (suppl 2) 35: T131, 1994 (3) K.
Alam et al. Am J Gastroenterol 89:888-893, 1994 (3) A. Di Leo et al Dis
Colon Rectum 35:305-309, 1992.
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SEROPREVALENCE OF HELICOBACTER PYLORI
INFECTION AMONG GASTROENTEROLOGISTS IN
FRANCE. N. Broutet, F. Cantet, H. Lamouliatte, S. Forestier, F.
M6.graud. National Reference Center for Helicobacter, H8pital
Pellegrin, Bordeaux, *Laboratoires Takeda, Puteaux, France.

Previous studies indicated that the prevalence of H. pylori infection
among gastroenterologists is higher than expected and that
performing endoscopies may be a risk factor. The goal of the
present study was to confim these data using a large sample of
gastroenterologists at a national level.
1,296 gastroenterologists (2/3 of the total number of registered
gastroenterologists in the country) participated in the study. A
questionnaire concerning personal data and infornation of past and
actual risk factors was filled out. The H. pylori status was
determined on a mixture of saliva and transgingival exudate collected
with OraSure®D devices. The samples were sent by mail and tested
by using the Roche multititer well H. pylori kit. Cut-off value was
established by testing 20 proven H. pylori negative subjects (mean
+ 3SD).
1,276 cases were available for analysis; 442 were considered H.
pylori positive (34.6%). Fifty-four cases with OD close to the cut-
off value are being confirmed and are not included in the analysis.
The prevalence increased with age from 18.7% (30-34 y), 19.8%
(35-39 y), 38.4% (40-44 y), 48.8% (45-49 y), 63.6% (50-54 y),
55.3% (55-59 y) and 50% (60 y and older). When stratified by age
group, the prevalence of the infection increased significantly with
the number of endoscopies performed for those aged 50-59 y, it was
borderline for those aged 40-49 y, but not significant for the others.
These data show a high level of H. pylori infction in
gastroenterologists 40 years and older and a dose-response effect
with regards tO endoscopy which favours this practice as a risk
factor for H. pylori infcstion.
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SPECIFIC ANTIBODY RESPONSETOHEUCOBACTER PYLORl
IN ASYMPIOMATIC ADULTS IN CHINA AND AUSTRALIA
COMPARED WITH PATIENT GROUPS.
H MihlL P.J. Hu, Y.Y. Li, M.H. Chen, S.L. Hazell.
Univ. of New South Wales, Sydney, Australia & Sun Yat-sen Univ of
Medical Sci & 1st Municipal Hospital, Guangzhou, P.R of China.

Aims: To determine the antibody response to H. pylori infection in
asymptomatic individuals from Australia and China. To compare the
response in asymptomatic people with that seen in patients suffering
significant upper astrointestinal pathology. To detennine the prevalence
of antibody to the 12OkDa protein ofH. pylori within these groups.
Methods Blood was collected from donors in Sydney, Australia and
asymptomatic individuals in Gansu and Guangdong Provinces, China.
Blood was also collected from patients diagnosed as having NUD and
duodenal ulcer disease (Australia) and gastric cancer (China). Sera from
H. pylon positive asymptomatic subjects and patients were exanined by
immuno-probing of Westem blots of H. pylori antigens (Gene Labs
Diagnostics, Singapore).
Reslts: H. pylon positive individuals from both Australia and China
gave a diverse array of responses to H. pylon antigen by Western blot
analysis. The prevalence of antibody to 12OkDa antigen by group and
country is shown below.

Group Anti to 120 kDa
Blood donor (Austraia) 13/19(68.4%)
Asymptomatic high gastric cancer area 13/16 (81.3%)
(China)
Asymptomatic low gastric cancer area 17/19 (89.5%)
(China)
Duodenal ulcer disease (Austalia) 31/35 (88.6%)
Non-ulcer dyspepsia (Australia) 63/85 (74.1%)
Gastric cancer (China) 41/49 (83.7%)

Conclusion: The prevalence of antibody to the 12OkDa was lower in
blood donors in Australia compared with patients suffering duodenal
ulcer disease from the same country. In China there was no significant
difference in the prevalence of antibody to the 12OkDa between
asymptomatic groups and gastric cancer patients. These data raise
questions relating to the role of the 12OkDa antigen and specific disease
profiles.
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ISOTYPIC PATTERN OF 1IIELICOBACTER PYLORI ANTIBODY
RESPONSE IN GASTRIC MUCOSA, SLIVA AND SERUM. Relation
to ulcer, gastrti and in atr etent of HA.pylor
F.Luzza M.Makfta,M.lmeneo,LBiancone,A.Manhievano & F.Pallne. Dept
Medcina Sperimentaie, Universty of R.Calabrh, Catanzaro, Italy
Backaround & Aim: Evidence is accumulating that host's response to
H.pylo is a key factor in understing the pathogenesis of H.pyi-felated
diseases. This study was aimed at investigating the isotypic pattem of the
antibody response to H.pykx in gastric homogeonate, saliva and serum of
histologically proven H.pylon infected patients. MllXod 152 dyspeptic
patients underwent gastroscopy: 67 had duodenal ulcer (DU), 85 had no
lesion (non-DU). Seven antal and body biopsies were taken. Serum and
unstimulated saliva were collected. Two atrl biopsies were homogenated
on ice. H.pylori specific IgG and IgA were measd by an in-house ELISA.
Results were expressed as mean OD±SD. BeadL H.pylen wes detected
histologically in 131 (86%) patierns. Gastric mucosa, saivary and serum
H.pylori IgG titres were higher in H.pylcwi posNive than negative patients:
0.508±0.456 vs 0.212±0.323 (p.0.01), 0.808±0.908 vs 0.307± 0.305
(p=0.01) and 1.109±0.316 vs 0.437±0.176 (p<0.01),respectively. Gastric
mucosa and serum H.pyhn IgA titres were also higher in H.pylcw positive
patients: 0.538±0.451 vs 0.176±0.239 (p<0.01) ad 0.679±0.439 vs
0.401±0.237 (p0.01). In infected patierts, serum H.pylcn IgG were higher
than salivary IgG and these were in turn higher than gastric mucosa 1gG
(p<0.01). In contrast, salivary H.pylou IgA were higher than serum IgA and
these were in tun higher than gastric mucosa IgA (pc0.01). There was no
difference in terms of gastric mucosa, salivary aMd seum H.pylcn lgG and
IgA antibody titres between H.pyklo posUive DU and non-DU patents. Ttres
of serum H.pyhn IgA were significty higher in patients with anum and
body colonization than in patients with H.pylcd confined to the arum
(p=0.002, positive predictive value 94.4%). Gastrc mucosa, salivary and
serum H.pyhnr antibody tite did not difer between superficial and
atrophicactive and inactve H.pylrxl poitive gtilts. d : 1. the
isotypic pattern of H.py/ori antibodies differ aoring to compartment; 2.
the antibody response agalnst H.pylcvl does ndt diferentiate DU fro non-
DU; 3. serum H.pyloni IgA may be of use in asesing H.pylcii inragsric
extent; 4. the mucosal and systemic H.pylonl antibody concentrations do not
paralle tissue damage.
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