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1. Introduction
Epidemiological studies report an increased rate of gastrointestinal diseases in subjects older
than 65 years, and these diseases constitute one of the most frequent indications for medical
consultation in this population (Pilotto, 2004). Oesophageal and gastroduodenal diseases,
especially Helicobacter pylori (H. pylori) infection, are frequent in this population since they
account for 40% of the total digestive pathologies in the elderly. Even if data in the literature
report an increased prevalence of H. pylori infection in the elderly, clinical interest remains
low. Only 56% of elderly patients hospitalized for peptic ulcers in the United States were
tested for H. pylori infection, among whom only 73% were then treated (Ofman et al., 2000).
However, studies report an increased rate of peptic ulcer disease (PUD) complications and
mortality in older patients (1 per million in young adults aged 20 years to 200 per million
after 70 years) (Younger&Duggan, 2002). This alarming finding has stimulated further
studies on the pathophysiological and clinical aspects of H. pylori infection in the geriatric
population. Indeed, recent data reported that H. pylori chronic infection plays a role in
gastric aging, appetite regulation, and possibly extra-digestive diseases such as Alzheimer
disease in the elderly.

2. Epidemiology in the elderly
The principal reservoir for H. pylori infection appears to be the human stomach, especially
the antrum (Megraud, 2003). In developing countries, the oro-fecal route as well as the orooral route coexists because of poor socioeconomic and hygienic conditions (Nurgalieva et
al., 2002). In developed countries, the oro-fecal transmission has gradually disappeared,
leaving the oro-oral route, which is secondary to vomiting and gastro-oesophageal reflux
(Megraud, 2003). Even if socioeconomic progress has led to a decrease in the incidence of the
infection in developed countries, the prevalence of H. pylori infection still remains high in
people born at the beginning of the 20eth century. In fact, Gause-Nilsson et al. (GauseNilsson et al., 1998) reported that when cohorts of 70 year old subjects born in 1901-1902 and
1922 were compared, the latter cohort showed a significantly lower H. pylori positive
serology. This difference in H. pylori prevalence may reflect changes in socioeconomic
conditions. Epidemiologic studies on elderly people, with a mean age of approximately 70
years, reported a prevalence of nearly 60 percent in asymptomatic subjects (Pilotto et al.,
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1996; Regev et al., 1999) and more than 70 percent among the most elderly patients with
gastrointestinal diseases (Pilotto, 2001; Pilotto&Salles, 2002). Other studies reported a high
prevalence of H. pylori infection in the most elderly population, especially in
institutionalized old people, with a prevalence ranging from 70 to 85 percent (Regev, Fraser,
Braun, Maoz, Leibovici&Niv, 1999). These results can be explained by the mode of
transmission of H. pylori (oro-fecal or oro-oral), taking into account the promiscuity and
living conditions in an institution. Regev et al. showed that living in an institution increased
the risk of H. pylori infection, the prevalence of the infection being positively correlated with
the duration of stay (Regev et al., 1999). Nevertheless, even if prevalence increases with age,
the prevalence curve appears to be flat and tends to decrease after 85 years (Pilotto&Salles,
2002; Salles-Montaudon et al., 2002). Thus, Neri et al. showed that H. pylori infection passed
from 70 to 50 percent after 90 years (Neri et al., 1996). Two hypotheses can explain this
trend. The first hypothesis is an underestimation of H. pylori infection, because of frequent
chronic atrophic gastritis and frequent current or previous use of antisecretory and
antibiotic treatments in this frail population. In a previous work, we showed a lower
prevalence of H. pylori infection (47.7%) than expected in hospitalized elderly people, which
can be explained on one hand by the higher polymedication with repetitive antibiotherapies
and on the other hand by more frequent gastric atrophic lesions which offers a less favorable
ground for H. pylori (Salles-Montaudon et al. 2002). The second hypothesis is a premature
death of H. pylori infected subjects due to various comorbidities, e.g., gastric cancer, peptic
ulcer diseases (PUD) and possibly other diseases such as cardiovascular diseases. Based on
the data from the PAQUID Cohort study (“Personnes Agées Quid?” which was designed to
enrol and follow-up elderly subjects randomly selected in the South-Western France4), we
recently evaluated the impact of H. pylori infection on the mortality rate in a population of
subjects older than 65 years. The follow-up of 605 subjects over 15 years, after adjustment for
age, gender, and cardiovascular comorbidity, showed that an H. pylori infection was not a
risk factor for mortality (HR=1.2, 95% CI [0.94; 1.52]) (Salles et al.).

3. H. pylori infection and peptic ulcer disease
The elderly are particularly susceptible to peptic ulcer disease (PUD) and complications due
to their higher H. pylori prevalence and use of non-steroidal anti-inflammatory drugs
(NSAIDs) (Bhala&Newton, 2005; Chow et al., 1998; Jones&Hawkey, 2001). Even if it is well
known that the incidence of gastric ulcers increases in elderly people, little is known about
gastric mucosal healing alterations during ageing. Newton et al. reported that gastric ageing
induces gastric frailty, characterized by a reduction in protective factors, i.e., mucus layer,
prostaglandin levels, mucosal growth, and gastric blood flow, and a higher susceptibility to
aggressive factors, i.e., NSAID and H. pylori infection (Newton, 2004). Age-related changes
could occur as a result of increased exposure to exogenous factors, alterations in the
secretion of endogenous aggressive factors, or changes in the production or repair of the
mucus bicarbonate layer, the primary barrier against acid and pepsin digestion. The
increased risk of severe complications in this population (haemorrhage, gastric perforation)
is likely to mask important early symptomatic signs which make PUD treatment difficult in
the elderly (Kemppainen et al., 1997). Most of the studies suggested that ulcer pain is less
common in this age group. Indeed, the diagnosis of PUD is usually delayed, because
symptoms are not easily detected in this population. Typical pain is often absent; only one
third of people older than 60 years experience painful symptoms (Seinela&Ahvenainen,
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2000). In geriatric practice, anorexia and malnutrition frequently represent alarm symptoms
and lead to gastroduodenal endoscopy. Endoscopic exploration, which is most of the time
well tolerated in elderly patients, allows a diagnosis in more than 50 percent of the cases
(Van Kouwen et al., 2003). Another contributing factor to PUD in the elderly is a high usage
of NSAIDs and/or aspirin. Pilotto et al. showed that NSAID use independently increases
the risk of peptic ulcer and ulcer bleeding. This risk increases with age in a linear manner,
and increases further in the event of comorbidities and polymedication which are common
in this population (Pilotto et al., 2003). H. pylori infection also independently increases the
risk of PUD in the elderly. Clinical studies reported that approximately 50 to 70 percent of
elderly peptic ulcer patients are H. pylori positive (Pilotto, 2001). The short- and long-term
studies performed on elderly patients demonstrated that treatment of H. pylori infection in
patients with peptic ulcer resulted in ulcer healing in over 95 percent of the patients and
significantly improved clinical outcomes, including a decrease in recurrence (Pilotto&Salles,
2002). With regard to the respective responsibility of the two risk factors previously
mentioned (AINS, H. pylori) in PUD, studies confirmed that both independently and
significantly increase the risk of PUD and ulcer bleeding.

4. H. pylori infection and gastric aging
The ageing stomach is usually described in terms of the occurrence of gastric atrophic
lesions. Thus, a wide range of studies reported an increased prevalence of atrophic gastritis
in elderly patients, with rates ranging between 50 to 70% in patients over eighty (Sachs et al.,
2003; Younger&Duggan, 2002). Only a few studies provided results on intrinsic gastric
ageing and most were animal studies. In contrast, most of the literature reported the strong
role played by chronic H. pylori infection in the occurrence of atrophic gastric lesions. The
discovery of H. pylori chronic infection has cast a doubt on the reality of the physiological
gastric ageing process which is now considered as a process of “pathological gastric
ageing”. Since the discovery of the strong role of this chronic gastric infection in the
development of a gastric atrophy and PUD, we actually consider that most of the observed
changes in the stomach that appear during ageing are, in fact, the result of environmental
causes, such as chronic infection, nutritional, and pharmacological factors. These
environmental factors may participate in inducing gastric frailty with impaired mucosal
defence.
4.1 Chronic atrophic gastritis
A series of studies, mainly from Japan, has focused on the long-term effects of H. pylori
infection and its role in the development of the histological changes that occur with ageing,
i.e., atrophic gastritis (Salles, 2007). In a large multicenter trial, authors reported that both
atrophic gastritis and intestinal metaplasia were strongly associated with H. pylori infection
and not with ageing per se (Asaka et al., 2001). Interventional prospective studies reported
that H. pylori eradication induces a significant reduction of inflammatory and atrophic
gastric lesions (Ito et al., 2002; Kokkola et al., 2002). Kokkola et al. reported that advanced
atrophic gastritis may improve and heal after H. pylori eradication in elderly subjects
(Kokkola et al., 2002). They followed prospectively 22 elderly men (55–69 years of age) with
H. pylori infection and atrophic corpus gastritis. During a 7.5-year period prior to eradication
therapy, no significant changes were observed in the mean atrophy and IM scores.
However, after H. pylori eradication, a significant improvement occurred in the mean
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histological Sydney system score of inflammation (from 2.2 to 0.5), atrophy (from 2.2 to 1.2)
and IM (from 1.6 to 1.1). These findings are in agreement with the results of another study
carried out in 132 subjects aged from 34 to 68 years (mean age 50 years) with multifocal
(nonautoimmune) atrophic gastritis. Six years after cure of H. pylori infection, a significant
improvement in antral atrophy was detected in subjects who received anti-H. pylori
treatment, the effect being greater among those who were free of infection at the end of the
trial (Ruiz et al., 2001). Since the response to treatment was similar in patients of different
ages, we may assume that the cure of H. pylori infection is as recommended in elderly
patients with gastric mucosal modifications as it is for young and adult patients. During
gastric ageing, histological modifications are frequently observed leading to physiological
gastric disturbances. Thus, a high prevalence of chronic atrophic gastritis is frequently
observed in the gastric mucosa of elderly people (Ofman et al., 2000; Pilotto, 2004). These
histological lesions lead to hypochlorhydria with a risk of bacterial overgrowth in the
proximal digestive tract and intestinal malabsorption.
4.2 Gastric acid secretion
Between 1920 and 1980, many studies reported a significant reduction in gastric acid
secretion with age. The majority of these studies was retrospective and did not take into
account the presence of possible gastric atrophic lesions (Salles, 2007). More recent studies
including elderly patients showed that there is no change in acid secretion with age,
whereas others even showed an increase in acid secretion. Those studies that demonstrate
hyposecretion in elderly patients offer chronic H. pylori infection and atrophic gastritis of
the oxyntic mucosa as a reasonable explanation. Shih et al. found that gastric acid secretion
does not change with age (Shih et al., 2003). Feldman et al. studied gastric acid secretion in
elderly patients and found that basal acid output and peak acid output did not correlate
with age (Feldman&Cryer, 1998). Similarly, Lijima et al., reported that gastric acid secretion
was well preserved irrespective of ageing, however it seemed to increase with ageing in the
H. pylori-negative subjects (Iijima et al., 2004). The decline in gastric acid secretion in H.
pylori-positive patients depends on both an increasing prevalence of fundic atrophic
gastritis and inflammatory cytokines, i.e., interleukin (IL) IL-1 and TNF-, which are
known to inhibit parietal cells. The mechanism promoting the increase in acid secretion with
ageing is unknown. However, since the alteration of acid secretion by the inflammation of
oxyntic mucosa can be ignored in the H. pylori-free stomach, two main possibilities could be
considered: one is an increase in the total parietal cell mass with age, and the second is an
increase in the reactivity of parietal cells. Because the previous studies failed to find any
change in parietal cell mass with ageing, the second possibility is more likely.
4.2.1 Gastrointestinal bacterial overgrowth
Only a few clinical studies investigated the prevalence of gastrointestinal bacterial
overgrowth in older healthy people, and most of the results showed that bacterial
overgrowth occurs rarely during the normal process of gastric ageing, but is rather an
iatrogenic process (antisecretory drugs) in the elderly. Mitsui et al. performed a study
(Mitsui et al., 2006) and included healthy and disabled older people, aged over 70 years.
They reported no bacterial overgrowth among healthy patients, but only in disabled or frail
older people. Parlesak et al. also performed a study in older adults using a hydrogen breath
test (Parlesak et al., 2003) and reported a 15.6% prevalence of small bowel bacterial
overgrowth. They showed that PPI treatments played a role in increasing the prevalence of
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positive breath tests in older adults, which was associated with lower body weight, lower
body mass index, lower plasma albumin concentration, and higher prevalence of diarrhea.
The pH of gastric acid and bacterial counts in the stomach showed a close correlation. In
normal subjects the gastric pH is usually below pH 4, a critical level for protection against
enteric pathogens, and the stomach is virtually sterile. At a pH of 4–5 bacteria from the
saliva are present in the stomach. A pH greater than 5 allows bacterial, viral and protozoan
pathogens to survive and enteric bacteria can be found in the stomach. Other drugs which
decrease acid production are anticholinergic drugs and tricyclic antidepressant drugs. In
geriatrics, malnutrition is one of the clinical consequences of bacterial overgrowth, and
antibiotic treatment may lead to the improvement of the anthropometric parameters of these
patients (Lewis et al., 1999).
4.2.2 Vitamin B12 deficiency
Cobalamin or vitamin B12 deficiency is common in elderly patients (Dali-Youcef&Andres,
2009). The Framingham study demonstrated a prevalence of 12% among elderly people
living in the community. Other studies focusing on elderly sick and malnourished people
living in institutions have suggested a higher prevalence of 30–40%. The main causes of
cobalamin deficiency include food-cobalamin malabsorption, pernicious anaemia, and
insufficient nutritional vitamin B12. Dietary causes of deficiency are limited to elderly
people who are already malnourished with lower albumin level, such as frail elderly
patients with severe co morbidities (Salles-Montaudon et al., 2003). First described by
Carmel in 1995, food-cobalamin malabsorption is frequent in elderly people, and is
characterized by the inability of the body to release cobalamin from food or intestinal
transport proteins, particularly in the presence of hypochlorhydria, where the absorption of
‘unbound’ cobalamin is normal (Carmel et al., 2003). Food-cobalamin malabsorption is
caused primarily by chronic atrophic gastritis. In fact, Andres et al, reported in a recent
meta-analysis, that cobalamin deficiency, other than those caused by nutritional deficiency,
can be treated by oral administration of vitamin B12 in the form of cyanocobalamin (free
cobalamin) (Andres et al., 2009). An evidence-based analysis by the Vitamin B12 Cochrane
Group also supports the efficacy of oral cobalamin therapy. In this analysis, serum vitamin
B12 levels increased significantly in patients receiving either oral vitamin B12 alone or
patients receiving both oral and intramuscular treatment (Vidal-Alaball et al., 2005). Other
factors that contribute to food-cobalamin malabsorption in elderly people include chronic
carriage of H. pylori and intestinal microbial proliferation, situations in which cobalamin
deficiency can be corrected by antibiotic treatment, long-term ingestion of antiacids such as
H2-receptor antagonists and PPI, and biguanides (metformin) (Dali-Youcef&Andres, 2009).
Sipponen et al, reported normalization of vitamin B12 levels after H. pylori eradication
(Sipponen et al., 2003).

5. H. pylori infection and gastric cancer
Gastric carcinoma and gastric MALT lymphoma have been causally associated with H.
pylori, and the bacterium has been categorized as a group I carcinogen by the International
Agency for Research on Cancer (IARC). The incidence of gastric cancer increases with age
worldwide. However, the association between H. pylori infection and gastric cancer might
have been underestimated due to possible clearance of the infection in the course of disease
development, especially among older patients who generally have more severe mucosal
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atrophy and intestinal metaplasia in the stomach. Recently, a new analytical investigation to
minimize a potential underestimation of the association of H. pylori with gastric cancer was
performed on Western populations [60]. Applying various more stringent exclusion criteria
to minimize a potential bias from this source increased the odds ratio (95% confidence
interval) of non-cardia gastric cancer from 3.7 to 18.3 for any H. pylori infection, and from 5.7
to 28.4 for cagA-positive H. pylori infection (Brenner et al., 2004). A possible mechanism to
explain the link between H. pylori infection and gastric carcinoma is inflammation which
increases the risk of mutations. Many of the mediators and byproducts of inflammation are
mitogenic and mutagenic. Release of pro-inflammatory cytokines, reactive oxygen species
and upregulation of Cox-2 all contribute to an intragastric environment conducive to
neoplastic transformation. The mechanisms involve direct DNA damage, inhibition of
apoptosis, subversion of immunity, and stimulation of angiogenesis. In addition, chronic
inflammation in the gastrointestinal tract is also known to affect proliferation, adhesion and
cellular transformation. There is also evidence of a direct carcinogenic effect of H. pylori per
se on the gastric mucosa. As mentioned before, the type 4 secretion system encoded by the
cag PAI allows the bacterium to inject molecules into the epithelial cells. The CagA protein
is one of them. It acts on numerous cell effectors disturbing cell physiology leading to
several proneoplastic processes, e.g. activation of growth factor receptors, increased
proliferation, evasion of apoptosis, sustained angiogenesis and cell dissociation, and tissue
invasion.

6. Impact of H. pylori infection on appetite regulation
The results showed that the expression of leptin and ghrelin peptides decreased both in the
presence of an H. pylori infection and in the presence of atrophic gastritis lesions. The
possible role of H. pylori infection in the regulation of appetite in the elderly is an interesting
new research topic. Studies reported that H. pylori eradication appeared to improve certain
nutritional parameters, i.e., body mass index (BMI), and albumin (Azuma et al., 2002;
Fujiwara et al., 2002). Kamada et al. recently showed a significant increase in the BMI after
H. pylori eradication among patients suffering from gastric ulcers, with a parallel increase in
triglyceride and cholesterol levels (Kamada et al., 2005). In geriatric practice, anorexia and
weight loss are often the only symptoms of PUD and are signs warranting endoscopic
exploration. It is also crucial to investigate H. pylori infection in such cases. Studies
performed on adults indicate that inflammatory cytokines may cause anorexia by inducing
variations in circulating gastrointestinal hormones, neuropeptides, and NO, all of which can
alter food intake (Chapman, 2004; Morley, 2001). Recently, we showed that chronic
inflammation in the gastric mucosa affects the expression of gastric satiety inducible
peptides such as leptin and ghrelin (Salles et al., 2006). Recent evidence suggests that, in
humans and rats, leptin is secreted not only from adipose tissue but also from the gut (Bado
et al., 1998). Studies indicate that gastric inflammation induced by H. pylori infection raises
gastric leptin expression which then induces satiety and lower BMI (Azuma et al., 2001;
Konturek et al., 2001). Ghrelin is a newly discovered peptide which is produced mainly in
the stomach and is involved in the control of food intake and energy homeostasis in both
humans and rodents (Kojima et al., 1999). In a recent study, authors reported that a cure of
H. pylori infection increased plasma ghrelin, which in turn led to an increased appetite and
weight gain (Nwokolo et al., 2003). Consequently, chronic gastric inflammation may induce
variations in the expression of both leptin and ghrelin and may play a role in the
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pathophysiology of anorexia in elderly patients. In a study on frail elderly patients over 80
years old, we showed that the presence of H. pylori chronic gastritis induced a decrease in
both leptin and ghrelin gastric production; this finding may, in fact, be due to the high
prevalence of atrophic lesions observed in this particular population (Salles et al., 2006).
Furthermore, the presence of H. pylori chronic gastritis was negatively correlated to the
caloric ratio and the body mass index of these aged patients. The decrease in plasmatic and
gastric levels of the strong orexigen, ghrelin, could explain the lack of appetite and the
malnutrition of aged people who have chronic gastritis lesions due to H. pylori

7. H. pylori infection and Alzheimer's disease
The risk factors identified for dementia are often inaccessible to intervention (age, gender,
genetic). New hypotheses have recently been suggested, such as the possible relationship
between H. pylori infection and dementia via inflammatory mechanisms, both pro-oxidant
and carential. Indeed, in addition to two case-control studies pointing out an association
between H. pylori infection and Alzheimer disease (Kountouras et al., 2006; Malaguarnera et
al., 2004), an interventional study has shown that H. pylori eradication positively influences
Alzheimer disease manifestations, especially cognitive decline (Kountouras et al., 2009).
Preliminary results of a cohort study conducted in our laboratory concluded that H. pylori
infection was a significant risk factor for developing Alzheimer disease. One of the
hypothesis is that H. pylori infection could act as a trigger in the genesis or in the
accumulation of Alzheimer disease lesions via cerebral hypoperfusion due to
atherosclerosis, or via an exacerbation of neuroinflammation.

8. Diagnosis of H. pylori infection in the elderly
Diagnosis of H. pylori infection remains difficult in elderly patients because of the
characteristics of this population.
8.1 Non-invasive methods
The advantage of these methods is that they are global tests, i.e., H. pylori can be detected
even if the patchy distribution of the bacteria, when gastric atrophy is present, precludes
their histological detection.
8.1.1 Serology
Generally speaking, H. pylori immunoglobulin G (IgG) antibodies appear 2 to 3 weeks
following infection, and slowly decrease after H. pylori eradication. In adulthood, the
performance of serology (ELISA) shows 85 to 95 percent sensitivity and 80 to 95 percent
specificity (Granberg et al., 1993). Even if most of the epidemiologic studies included
serology to detect H. pylori infection in the elderly, data concerning the performance of this
test remain contradictory for this population. Some authors consider that there is a risk of
over-estimating infection in the elderly when using serology, because antibodies remain
present for months or even years after H. pylori eradication (Kosunen et al., 1992). Indeed, in
this population, the prevalence of H. pylori infection is significantly higher when detected by
serology than by histology. Studies reported that in H. pylori positive patients with atrophic
body gastritis, after eradication therapy, the time delay concerning the decrease in H. pylori
IgG did not always correlate with the reduction in gastric inflammation (Kosunen et al.,
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1992). This suggests that, in patients with atrophic body gastritis, serology alone may not be
valid for assessing the efficacy of eradication treatment. Liston et al. showed that nearly one
third of their study patients had positive serology without signs of active H. pylori infection
(Liston et al., 1996). In addition, other authors reported that serology may not be useful in
determining successful eradication post-therapy in the elderly, because of a great
heterogeneity in the decrease in IgG antibody titer (6 months or more) (Kosunen et al., 1992).
On the contrary, some authors consider that serology may underestimate the infection in the
elderly. This could be explained by a possible lack of antibody response due to a frequent
immunodeficiency diagnosed in frail elderly people. In fact, immunodeficiency may be the
consequence of protein malnutrition which occurs in more than 30 percent of the elderly
population (Burns, 2004; Salles-Montaudon et al., 2002). The infection could also be
underestimated because of the characteristics of this elderly population, often hospitalized
and treated with antibiotics for recurrent urinary tract or pulmonary infections which can
induce false negative results.
Immunoblot (Western blot) is another serologic method useful in the elderly, for the
detection of antibodies directed against particular antigenic proteins of H. pylori (CagA,
VacA, urease A and B). Pilotto et al. showed that the presence of a CagA positive H. pylori
infection was independently correlated with atrophic gastritis and intestinal metaplasia in
the elderly (Monteiro et al., 2002; Pilotto et al., 1998).
8.1.2 13Carbon-Urea Breath Test
The 13carbon-urea breath test (13C-UBT) has an excellent diagnostic performance including
the post-therapy determination of successful H. pylori eradication. The principal
disadvantage of this method is the need for specific equipment which associates gas
chromatography and mass spectrometry. In the elderly, this test has the advantage of being
easily performed with a minimum of cooperation from the patient, and it is very well
tolerated. Pilotto et al. demonstrated the excellent performance of this test on elderly
patients, with a diagnostic accuracy of 97.9%. They found it useful even for patients with
severe cognitive impairment (Pilotto et al., 2000). In a recent study performed on
hospitalized patients older than 85 years, we reported that almost one-third of the H. pyloripositive patients would have remained undetected without this test, including treated
patients (PPIs and antibiotics), or patients with chronic corpus atrophic gastritis [16]. Some
studies reported the risk of an overestimation of H. pylori infection when using this test on
the elderly. This could be explained by a hypochlorhydria due to gastric atrophy, which
allows gastric colonization by urease-producing bacteria present in the mouth, oropharynx,
and small intestine and decreases the specificity of the test (Chen et al., 2000). Certain
situations can, to the contrary, involve an underestimation of H. pylori diagnosis in older
subjects. Among these various cases, a past gastric resection may decrease the amount of
urea present in the stomach, leading to an insufficient H. pylori detection.
8.1.3 Stool test
One of the formats of this test is a microwell-based immunoassay (HpSA), which detects H.
pylori antigens present in human stools (Vaira et al., 1999). This test has a good diagnostic
performance and can be easily carried out in routine. The test’s lower sensitivity in the
elderly can be explained by the higher frequency of chronic constipation in this group.
Indeed, the passage of the bacteria into the colon may be prolonged, leading to a
degradation of H. pylori antigens and jeopardizing their detection. This has been shown
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experimentally in stools spiked with H. pylori. Moreover, studies have shown that PPI
treatment decreases the accuracy of HpSA by increasing the gastric pH and suppressing H.
pylori colonization (Monteiro et al., 2001). The HpSA test also presents the disadvantage of
being more difficult to carry out in this very old population, mainly for practical reasons, in
dependent or demented older subjects (Salles-Montaudon et al., 2002).
8.2 Invasive methods
Most of the time, older patients have diagnostic indications for upper gastrointestinal
endoscopy, i.e., chronic anemia, dysphagia, epigastralgia, etc. Biopsy sampling per
endoscopy permits the detection of H. pylori infection by urease test, histological analysis,
culture or PCR.
8.2.1 Biopsy urease test
There are several tests available based on the the urease activity of H. pylori present in
biopsy specimens, among which are the CLO test® and the PyloriTek®. In the elderly,
studies reported a lower sensitivity of these tests (57%) compared to histology or serology
(Abdalla et al., 1998). As stated previously, the lower sensitivity can be explained by
multiple treatments for various infections, and frequent gastric atrophic lesions which may
induce a hostile environment for the bacterium.
8.2.2 Histology
In the elderly, the performance of this test increased when biopsy specimens were taken
from two areas of the stomach, i.e., the antrum and the body. Indeed, chronic gastric
atrophy may induce gastric hypochlorhydria which may in turn reduce H. pylori
colonization in the antrum. In the elderly, a histological analysis should not be the only
diagnostic method for H. pylori infection, because of its lower sensitivity as previously
stated.
Nevertheless, this method presents the advantage of evaluating the morphological
parameters of the gastric mucosa, using the Sydney System classification suggested in 1990
by Price et al. (Price, 1991). The revised classification made in 1994 in Houston is now
widely accepted (Genta&Dixon, 1995). These criteria are studied and quantified as either
mild, moderate or severe: activity, inflammation, atrophy, intestinal metaplasia, and the
presence of H. pylori infection. Given the increased incidence of malignancy in the elderly
population, histology has become mandatory.
8.2.3 Culture
Microbiological examination of biopsy specimens is considered as the reference technique.
Culture provides unique information which is helpful in the management of H. pylori
infection, in particular the strain’s susceptibility to antimicrobial agents (Mégraud, 1996).
Concerning all of the “invasive methods”, they may underestimate H. pylori infection in the
elderly because of the frequent antibiotic and PPI treatments, and also the high prevalence
of chronic atrophy lesions.
8.2.4 Molecular methods
Molecular diagnosis of H. pylori infection presents a real interest. PCR detection of H. pylori
in gastric biopsies offers very sensitive and accurate results in a short time. Many protocols
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have been developed for targeting different genes with specific primers for H. pylori.
Recently, realtime PCR assays were developed allowing simultaneous detection and
quantification as well as the determination of antibiotic susceptibility and genotyping of H.
pylori (Oleastro et al., 2003).

9. Indications for treatment in geriatrics
9.1 Peptic ulcer disease
The short- and long-term studies performed on elderly patients indicate that treatment of H.
pylori infection in patients with peptic ulcers results in healed ulcers in over 95% of the
patients, and significantly improves the clinical outcome, reducing ulcer recurrence, and
histological signs of ulcer-associated chronic gastritis activity [13,86]. It is, thus, strongly
recommended to test and treat H. pylori infection among the elderly presenting peptic
ulcers. Pilotto et al. showed that the rate of peptic ulcer relapse in eradicated older patients
was 2 percent versus 42 percent in those non-eradicated (Pilotto, 2001).
9.2 Atrophic chronic gastritis
As stated previously, H. pylori eradication induces a decrease in the severity of gastric
inflammation, atrophy and intestinal metaplasia (Kokkola et al., 2002). The Maastricht 22000 Consensus Report recommends treating patients with atrophic gastritis (Malfertheiner
et al., 2002).
9.3 Non-ulcer dyspepsia
The effectiveness of H. pylori eradication in patients with non-ulcer dyspepsia is still a
matter of debate. A study carried out on a geriatric population showed a significant
improvement in symptoms of functional dyspepsia in 70% of the patients two months after
eradication (Pilotto et al., 1999). However, the long-term benefit was not studied.
9.4 Gastroesophageal reflux disease
The relationship between H. pylori infection and the clinical evolution of gastroesophageal
reflux disease has not yet been clarified in elderly subjects (Kountouras et al., 2004;
Kountouras et al., 2006). In a study carried out on elderly patients with esophagitis, Pilotto
et al. reported that healing of esophagitis after a 2 month treatment with PPIs was similar in
H. pylori-positive and H. pylori-negative patients (Pilotto et al., 2002). Moreover, eradication
therapy did not accelerate the clinical response to short-term PPI therapy among these
patients. H. pylori eradication is thus not recommended for elderly patients with
gastroesophageal reflux disease.
9.5 Use of non-steroidal anti-inflammatory drugs
It is now established that most peptic ulcers are caused by H. pylori or NSAIDs. Studies
showed that H. pylori eradication is not sufficient in preventing ulcer bleeding in high-risk
NSAID users (Chan et al., 2002; Lai et al., 2003; Pilotto et al., 2000a). It does not enhance the
healing of peptic ulcer in patients taking antisecretory therapy who continue to take
NSAIDs. However, PPI was superior to the eradication of H. pylori in preventing recurring
bleeding in patients who are taking NSAIDs.
Among patients with H. pylori infection and a history of upper gastrointestinal bleeding
who are taking low-dose aspirin, the eradication of H. pylori is equivalent to treatment with
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omeprazole in preventing recurrent bleeding (Chan et al., 2001). In conclusion, there is no
clear proof which supports the systematic eradication of H. pylori in elderly patients treated
with short- or long-term aspirin and/or NSAID drugs.

10. H. pylori eradication in geriatrics
Many clinical trials demonstrated that PPI-based triple therapies for 1 week, as
recommended by the Maastricht 2-2000 Consensus Report, were highly effective in the
elderly population (Pilotto&Malfertheiner, 2002). H. pylori eradication is more effective in
elderly people compared to younger individuals. Studies performed on elderly patients also
showed that a reduction in the PPI dosage, i.e. omeprazole (20 mg) and pantoprazole (40
mg), from twice daily to once daily did not influence the cure rates of triple therapies
consisting of either PPI plus clarithromycin (250 mg b.i.d.) and metronidazole (500 mg
b.i.d.), or PPI plus clarithromycin (250 mg b.i.d.) and amoxicillin (1 g b.i.d.) (Pilotto et al.,
2001; Pilotto&Malfertheiner, 2002; Pilotto&Salles, 2002).
Bad compliance, which is frequently observed in elderly subjects, and H. pylori resistance to
antibiotics, are the major reasons for treatment failure in elderly patients (Pilotto&Salles,
2002). Studies reported that metronidazole resistance decreased with age (OR for patients
over 60 years = 0.63, 95% CI = 0.48–0.80) and was higher in females than in males
(Pilotto&Salles, 2002). The optimal strategy for second-line therapy associates PPI with
amoxicillin and metronidazole or PPI with tetracycline and metronidazole, with a
recommendation to increase the duration of treatment (10 to 14 days) as well as the
metronidazole doses. Concerning the poor compliance in older patients, the use of
structured patient counselling and follow-up may have a significant effect on H. pylori cure
rates and should be part of therapy management.

11. Conclusion
The strongest prevalence of H. pylori infection in the elderly as well as the role of H. pylori in
the occurrence of gastric lesions, in particular ulcer diseases, gastric precancerous lesions,
and gastric cancer, render the diagnosis and the eradication of H. pylori capital in this
population. However, studies evaluating the prevalence, diagnosis and treatment of this
infection are still few concerning this population, especially in frail patients older than 80
years.

12. References
Abdalla, A. M., Sordillo, E. M., Hanzely, Z., Perez-Perez, G. I., Blaser, M. J., et al.
(1998)."Insensitivity of the CLOtest for H. pylori, especially in the elderly"
Gastroenterology 115, 243-244.
Andres, E., Serraj, K., Mecili, M., Ciobanu, E., Vogel, T., et al. (2009)."[Update of oral vitamin
B12.]" Ann Endocrinol (Paris).
Asaka, M., Sugiyama, T., Nobuta, A., Kato, M., Takeda, H., et al. (2001)."Atrophic gastritis
and intestinal metaplasia in Japan: Results of a large multicenter study" Helicobacter
6, 294-299.

www.intechopen.com

266

Peptic Ulcer Disease

Azuma, T., Suto, H., Ito, Y., Muramatsu, A., Ohtani, M., et al. (2002)."Eradication of
Helicobacter pylori infection induces an increase in body mass index" Aliment
Pharmacol Ther 16 Suppl 2, 240-244.
Azuma, T., Suto, H., Ito, Y., Ohtani, M., Dojo, M., et al. (2001)."Gastric leptin and Helicobacter
pylori infection" Gut 49, 324-329.
Bado, A., Levasseur, S., Attoub, S., Kermorgant, S., Laigneau, J. P., et al. (1998)."The stomach
is a source of leptin" Nature 394, 790-793.
Bhala, N., &Newton, J. L. (2005)."Upper gastrointestinal alarms in older people" Lancet 366,
982-983.
Brenner, H., Arndt, V., Stegmaier, C., Ziegler, H., &Rothenbacher, D. (2004)."Is Helicobacter
pylori infection a necessary condition for noncardia gastric cancer?" Am J Epidemiol
159, 252-258.
Burns, E. A. (2004)."Effects of aging on immune function" J Nutr Health Aging 8, 9-18.
Carmel, R., Green, R., Rosenblatt, D. S., &Watkins, D. (2003)."Update on cobalamin, folate,
and homocysteine" Hematology (Am Soc Hematol Educ Program), 62-81.
Chan, F. K., Chung, S. C., Suen, B. Y., Lee, Y. T., Leung, W. K., et al. (2001)."Preventing
recurrent upper gastrointestinal bleeding in patients with Helicobacter pylori
infection who are taking low-dose aspirin or naproxen" N Engl J Med 344, 967-973.
Chan, F. K., To, K. F., Wu, J. C., Yung, M. Y., Leung, W. K., et al. (2002)."Eradication of
Helicobacter pylori and risk of peptic ulcers in patients starting long-term
treatment with non-steroidal anti-inflammatory drugs: a randomised trial" Lancet
359, 9-13.
Chapman, I. M. (2004)."Endocrinology of anorexia of ageing" Best Pract Res Clin Endocrinol
Metab 18, 437-452.
Chen, X., Haruma, K., Kamada, T., Mihara, M., Komoto, K., et al. (2000)."Factors that affect
results of the 13C urea breath test in Japanese patients" Helicobacter 5, 98-103.
Chow, L. W., Gertsch, P., Poon, R. T., &Branicki, F. J. (1998)."Risk factors for rebleeding and
death from peptic ulcer in the very elderly" Br J Surg 85, 121-124.
Dali-Youcef, N., &Andres, E. (2009)."An update on cobalamin deficiency in adults" Qjm 102,
17-28.
Feldman, M., &Cryer, B. (1998)."Effects of age on gastric alkaline and nonparietal fluid
secretion in humans" Gerontology 44, 222-227.
Fujiwara, Y., Higuchi, K., Arafa, U. A., Uchida, T., Tominaga, K., et al. (2002)."Long-term
effect of Helicobacter pylori eradication on quality of life, body mass index, and
newly developed diseases in Japanese patients with peptic ulcer disease"
Hepatogastroenterology 49, 1298-1302.
Gause-Nilsson, I., Gnarpe, H., Gnarpe, J., Lundborg, P., &Steen, B. (1998)."Helicobacter
pylori serology in elderly people: a 21-year cohort comparison in 70-year-olds and a
20-year longitudinal population study in 70-90-year-olds" Age Ageing 27, 433-436.
Genta, R. M., &Dixon, M. F. (1995)."The Sydney System revisited: the Houston International
Gastritis Workshop" Am J Gastroenterol 90, 1039-1041.
Granberg, C., Mansikka, A., Lehtonen, O. P., Kujari, H., Grönfors, R., et al. (1993)."Diagnosis
of Helicobacter pylori infection by using pyloriset EIA-G and EIA-A for detection of
serum immunoglobulin G (IgG) and IgA antibodies" J Clin Microbiol 31, 1450-1453.

www.intechopen.com

Helicobacter pylori Infection in Elderly Patients

267

Iijima, K., Ohara, S., Koike, T., Sekine, H., &Shimosegawa, T. (2004)."Gastric acid secretion of
normal Japanese subjects in relation to Helicobacter pylori infection, aging, and
gender" Scand J Gastroenterol 39, 709-716.
Ito, M., Haruma, K., Kamada, T., Mihara, M., Kim, S., et al. (2002)."Helicobacter pylori
eradication therapy improves atrophic gastritis and intestinal metaplasia: a 5-year
prospective study of patients with atrophic gastritis" Aliment Pharmacol Ther 16,
1449-1456.
Jones, J. I., &Hawkey, C. J. (2001)."Physiology and organ-related pathology of the elderly:
stomach ulcers" Best Pract Res Clin Gastroenterol 15, 943-961.
Kamada, T., Hata, J., Kusunoki, H., Ito, M., Tanaka, S., et al. (2005)."Eradication of
Helicobacter pylori increases the incidence of hyperlipidaemia and obesity in peptic
ulcer patients" Dig Liver Dis 37, 39-43.
Kemppainen, H., Raiha, I., &Sourander, L. (1997)."Clinical presentation of peptic ulcer in the
elderly" Gerontology 43, 283-288.
Kojima, M., Hosoda, H., Date, Y., Nakazato, M., Matsuo, H., et al. (1999)."Ghrelin is a
growth-hormone-releasing acylated peptide from stomach" Nature 402, 656-660.
Kokkola, A., Sipponen, P., Rautelin, H., Harkonen, M., Kosunen, T. U., et al. (2002)."The
effect of Helicobacter pylori eradication on the natural course of atrophic gastritis
with dysplasia" Aliment Pharmacol Ther 16, 515-520.
Konturek, J. W., Konturek, S. J., Kwiecien, N., Bielanski, W., Pawlik, T., et al. (2001)."Leptin
in the control of gastric secretion and gut hormones in humans infected with
Helicobacter pylori" Scand J Gastroenterol 36, 1148-1154.
Kosunen, T. U., Seppala, K., Sarna, S., &Sipponen, P. (1992)."Diagnostic value of decreasing
IgG, IgA, and IgM antibody titres after eradication of Helicobacter pylori" Lancet
339, 893-895.
Kountouras, J., Boziki, M., Gavalas, E., Zavos, C., Grigoriadis, N., et al. (2009)."Eradication of
Helicobacter pylori may be beneficial in the management of Alzheimer's disease" J
Neurol 256, 758-767.
Kountouras, J., Tsolaki, M., Gavalas, E., Boziki, M., Zavos, C., et al. (2006a)."Relationship
between Helicobacter pylori infection and Alzheimer disease" Neurology 66, 938940.
Kountouras, J., Zavos, C., &Chatzopoulos, D. (2004)."H pylori infection and reflux
oesophagitis" Gut 53, 912.
Kountouras, J., Zavos, C., Chatzopoulos, D., &Katsinelos, P. (2006b)."Helicobacter pylori
and gastro-oesophageal reflux disease" Lancet 368, 986; author reply 986-987.
Lai, K. C., Lam, S. K., Chu, K. M., Hui, W. M., Kwok, K. F., et al. (2003)."Lansoprazole
reduces ulcer relapse after eradication of Helicobacter pylori in nonsteroidal antiinflammatory drug users--a randomized trial" Aliment Pharmacol Ther 18, 829-836.
Lewis, S. J., Potts, L. F., Malhotra, R., &Mountford, R. (1999)."Small bowel bacterial
overgrowth in subjects living in residential care homes" Age Ageing 28, 181-185.
Liston, R., Pitt, M. A., &Banerjee, A. K. (1996)."IgG ELISA antibodies and detection of
Helicobacter pylori in elderly patients" Lancet 347, 269.
Malaguarnera, M., Bella, R., Alagona, G., Ferri, R., Carnemolla, A., et al. (2004)."Helicobacter
pylori and Alzheimer's disease: a possible link" Eur J Intern Med 15, 381-386.

www.intechopen.com

268

Peptic Ulcer Disease

Malfertheiner, P., Megraud, F., O'Morain, C., Hungin, A. P., Jones, R., et al. (2002)."Current
concepts in the management of Helicobacter pylori infection--the Maastricht 2-2000
Consensus Report" Aliment Pharmacol Ther 16, 167-180.
Megraud, F. (2003)."[When and how does Helicobacter pylori infection occur?]" Gastroenterol
Clin Biol 27, 374-379.
Mégraud, F. (1996). In "Helicobacter pylori - Epidémiologie, pathogénie, diagnostic" (F.
Mégraud&H. Lamouliatte, eds.), Vol. 1, pp. 249-266. Elsevier, Paris.
Mitsui, T., Shimaoka, K., Goto, Y., Kagami, H., Kinomoto, H., et al. (2006)."Small bowel
bacterial overgrowth is not seen in healthy adults but is in disabled older adults"
Hepatogastroenterology 53, 82-85.
Monteiro, L., Bergey, B., Gras, N., &Megraud, F. (2002)."Evaluation of the performance of
the Helico Blot 2.1 as a tool to investigate the virulence properties of Helicobacter
pylori" Clin Microbiol Infect 8, 676-679.
Monteiro, L., Gras, N., Vidal, R., Cabrita, J., &Megraud, F. (2001)."Detection of Helicobacter
pylori DNA in human feces by PCR: DNA stability and removal of inhibitors" J
Microbiol Methods 45, 89-94.
Morley, J. E. (2001)."Anorexia, sarcopenia, and aging" Nutrition 17, 660-663.
Neri, M. C., Lai, L., Bonetti, P., Baldassarri, A. R., Monti, M., et al. (1996)."Prevalence of
Helicobacter pylori infection in elderly inpatients and in institutionalized old
people: correlation with nutritional status" Age Ageing 25, 17-21.
Newton, J. L. (2004)."Changes in upper gastrointestinal physiology with age" Mech Ageing
Dev 125, 867-870.
Nurgalieva, Z. Z., Malaty, H. M., Graham, D. Y., Almuchambetova, R., Machmudova, A., et
al. (2002)."Helicobacter pylori infection in Kazakhstan: effect of water source and
household hygiene" Am J Trop Med Hyg 67, 201-206.
Nwokolo, C. U., Freshwater, D. A., O'Hare, P., &Randeva, H. S. (2003)."Plasma ghrelin
following cure of Helicobacter pylori" Gut 52, 637-640.
Ofman, J. J., Etchason, J., Alexander, W., Stevens, B. R., Herrin, J., et al. (2000)."The quality of
care for Medicare patients with peptic ulcer disease" Am J Gastroenterol 95, 106-113.
Oleastro, M., Ménard, A., Santos, A., Lamouliatte, H., Monteiro, L., et al. (2003)."Real-time
PCR assay for rapid and accurate detection of point mutations conferring resistance
to clarithromycin in Helicobacter pylori" J Clin Microbiol 41, 397-402.
Parlesak, A., Klein, B., Schecher, K., Bode, J. C., &Bode, C. (2003)."Prevalence of small bowel
bacterial overgrowth and its association with nutrition intake in nonhospitalized
older adults" J Am Geriatr Soc 51, 768-773.
Pilotto, A. (2001)."Helicobacter pylori-associated peptic ulcer disease in older patients:
current management strategies" Drugs Aging 18, 487-494.
Pilotto, A. (2004)."Aging and upper gastrointestinal disorders" Best Pract Res Clin
Gastroenterol 18 Suppl, 73-81.
Pilotto, A., Di Mario, F., Franceschi, M., Leandro, G., Battaglia, G., et al.
(2000a)."Pantoprazole versus one-week Helicobacter pylori eradication therapy for
the prevention of acute NSAID-related gastroduodenal damage in elderly subjects"
Aliment Pharmacol Ther 14, 1077-1082.
Pilotto, A., Fabrello, R., Franceschi, M., Scagnelli, M., Soffiati, F., et al. (1996)."Helicobacter
pylori infection in asymptomatic elderly subjects living at home or in a nursing
home: effects on gastric function and nutritional status" Age Ageing 25, 245-249.

www.intechopen.com

Helicobacter pylori Infection in Elderly Patients

269

Pilotto, A., Franceschi, M., Leandro, G., Bozzola, L., Fortunato, A., et al. (1999)."Efficacy of 7
day lansoprazole-based triple therapy for Helicobacter pylori infection in elderly
patients" J Gastroenterol Hepatol 14, 468-475.
Pilotto, A., Franceschi, M., Leandro, G., Bozzola, L., Rassu, M., et al. (2001)."Cure of
Helicobacter pylori infection in elderly patients: comparison of low versus high
doses of clarithromycin in combination with amoxicillin and pantoprazole" Aliment
Pharmacol Ther 15, 1031-1036.
Pilotto, A., Franceschi, M., Leandro, G., Paris, F., Niro, V., et al. (2003)."The risk of upper
gastrointestinal bleeding in elderly users of aspirin and other non-steroidal antiinflammatory drugs: the role of gastroprotective drugs" Aging Clin Exp Res 15, 494499.
Pilotto, A., Franceschi, M., Leandro, G., Rassu, M., Bozzola, L., et al. (2002)."Influence of
Helicobacter pylori infection on severity of oesophagitis and response to therapy in
the elderly" Dig Liver Dis 34, 328-331.
Pilotto, A., Franceschi, M., Leandro, G., Rassu, M., Zagari, R. M., et al. (2000b)."Noninvasive
diagnosis of Helicobacter pylori infection in older subjects: Comparison of the C-13urea breath test with serology" J Gerontol Ser A Biol Sci Med 55, M163-M167.
Pilotto, A., &Malfertheiner, P. (2002)."Review article: an approach to Helicobacter pylori
infection in the elderly" Aliment Pharmacol Ther 16, 683-691.
Pilotto, A., Rassu, M., Bozzola, L., Leandro, G., Franceschi, M., et al. (1998)."Cytotoxinassociated gene A-positive Helicobacter pylori infection in the elderly. Association
with gastric atrophy and intestinal metaplasia" J Clin Gastroenterol 26, 18-22.
Pilotto, A., &Salles, N. (2002)."Helicobacter pylori infection in geriatrics" Helicobacter 1, 56-62.
Price, A. B. (1991)."The Sydney System: histological division" J Gastroenterol Hepatol 6, 209222.
Regev, A., Fraser, G. M., Braun, M., Maoz, E., Leibovici, L., et al. (1999)."Seroprevalence of
Helicobacter pylori and length of stay in a nursing home" Helicobacter 4, 89-93.
Ruiz, B., Garay, J., Correa, P., Fontham, E. T., Bravo, J. C., et al. (2001)."Morphometric
evaluation of gastric antral atrophy: improvement after cure of Helicobacter pylori
infection" Am J Gastroenterol 96, 3281-3287.
Sachs, G., Weeks, D. L., Melchers, K., &Scott, D. R. (2003)."The gastric biology of
Helicobacter pylori" Ann Rev Physiol 65, 349-369.
Salles, N. (2007)."Basic mechanisms of the aging gastrointestinal tract" Dig Dis 25, 112-117.
Salles, N., Letenneur, L., Buissonniere, A., Jehanno, A., Dartigues, J. F., et al. Does
Helicobacter pylori affect life expectancy?" J Am Geriatr Soc 58, 1607-1609.
Salles, N., Menard, A., Georges, A., Salzmann, M., de Ledinghen, V., et al. (2006)."Effects of
Helicobacter pylori infection on gut appetite peptide (leptin, ghrelin) expression in
elderly inpatients" J Gerontol A Biol Sci Med Sci 61, 1144-1150.
Salles-Montaudon, N., Dertheil, S., Broutet, N., Gras, N., Monteiro, L., et al.
(2002)."Detecting Helicobacter pylori infection in hospitalized frail older patients:
the challenge" J Am Geriatr Soc 50, 1674-1680.
Salles-Montaudon, N., Parrot, F., Balas, D., Bouzigon, E., Rainfray, M., et al.
(2003)."Prevalence and mechanisms of hyperhomocysteinemia in elderly
hospitalized patients" J Nutr Health Aging 7, 111-116.
Seinela, L., &Ahvenainen, J. (2000)."Peptic ulcer in the very old patients" Gerontology 46, 271275.

www.intechopen.com

270

Peptic Ulcer Disease

Shih, G. L., Brensinger, C., Katzka, D. A., &Metz, D. C. (2003)."Influence of age and gender
on gastric acid secretion as estimated by integrated acidity in patients referred for
24-hour ambulatory pH monitoring" Am J Gastroenterol 98, 1713-1718.
Sipponen, P., Laxen, F., Huotari, K., &Harkonen, M. (2003)."Prevalence of low vitamin B12
and high homocysteine in serum in an elderly male population: association with
atrophic gastritis and Helicobacter pylori infection" Scand J Gastroenterol 38, 12091216.
Vaira, D., Malfertheiner, P., Megraud, F., Axon, A. T., Deltenre, M., et al. (1999)."Diagnosis
of Helicobacter pylori infection with a new non-invasive antigen-based assay.
HpSA European study group" Lancet 354, 30-33.
Van Kouwen, M. C., Drenth, J. P., Verhoeven, H. M., Bos, L. P., &Engels, L. G. (2003)."Upper
gastrointestinal endoscopy in patients aged 85 years or more. Results of a feasibility
study in a district general hospital" Arch Gerontol Geriatr 37, 45-50
Vidal-Alaball, J., Butler, C. C., Cannings-John, R., Goringe, A., Hood, K., et al. (2005)."Oral
vitamin B12 versus intramuscular vitamin B12 for vitamin B12 deficiency" Cochrane
Database Syst Rev, CD004655
Younger, J., &Duggan, A. (2002)."Helicobacter pylori infection in elderly patients" Lancet
360, 947; author reply 948

www.intechopen.com

Peptic Ulcer Disease

Edited by Dr. Jianyuan Chai

ISBN 978-953-307-976-9
Hard cover, 482 pages
Publisher InTech

Published online 04, November, 2011

Published in print edition November, 2011
Peptic ulcer disease is one of the most common chronic infections in human population. Despite centuries of
study, it still troubles a lot of people, especially in the third world countries, and it can lead to other more
serious complications such as cancers or even to death sometimes. This book is a snapshot of the current
view of peptic ulcer disease. It includes 5 sections and 25 chapters contributed by researchers from 15
countries spread out in Africa, Asia, Europe, North America and South America. It covers the causes of the
disease, epidemiology, pathophysiology, molecular-cellular mechanisms, clinical care, and alternative
medicine. Each chapter provides a unique view. The book is not only for professionals, but also suitable for
regular readers at all levels.

How to reference

In order to correctly reference this scholarly work, feel free to copy and paste the following:
Nathalie Salles (2011). Helicobacter pylori Infection in Elderly Patients, Peptic Ulcer Disease, Dr. Jianyuan Chai
(Ed.), ISBN: 978-953-307-976-9, InTech, Available from: http://www.intechopen.com/books/peptic-ulcerdisease/helicobacter-pylori-infection-in-elderly-patients

InTech Europe

University Campus STeP Ri
Slavka Krautzeka 83/A
51000 Rijeka, Croatia
Phone: +385 (51) 770 447
Fax: +385 (51) 686 166
www.intechopen.com

InTech China

Unit 405, Office Block, Hotel Equatorial Shanghai
No.65, Yan An Road (West), Shanghai, 200040, China
Phone: +86-21-62489820
Fax: +86-21-62489821

© 2011 The Author(s). Licensee IntechOpen. This is an open access article
distributed under the terms of the Creative Commons Attribution 3.0
License, which permits unrestricted use, distribution, and reproduction in
any medium, provided the original work is properly cited.

