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BackgroundBackground 
• HP infection has been implicated, in several recent 

studies, in the etiology of iron deficiency anemia (IDA). 
R tl it t d th t i d lt HP i f ti i• Recently it was suggested that in adults, HP infection is 
a possible trigger for autoimmune gastritis, in a form of 
molecular mimicrymolecular mimicry. 

• Thus, it is plausible that HP is involved in the early 
stages of pernicious anemia (PA), leading to severe s ages o pe c ous a e a ( ), ead g o se e e
gastric atrophy and contributing to depletion of vitamin 
B12 stores. 







Gastric autoimmunity: the role of Helicobacter pylori
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In Pediatric Patients:In Pediatric Patients:
• Atrophic gastritis in young children and adolescents, 
 173 children 58 from Korea (median age 14 years) 115 from Colombia 173 children, 58 from Korea (median age, 14 years), 115 from Colombia 

(median age, 13 years).
 HP+ in 85% of Colombia children vs 17% of Korean children (p<0.01).
 Mucosal atrophy was present in 16 children from Columbia (16% HP+), 

median age, 15 years (7-17).
O Ricuarte et al, J Clin Pathol 2005

• Organ-specific autoantibodies in children with HP 
i f tiinfection.

 124 dyspeptic children, 56 HP+, 68 HP-
 The frequency of organ-specific autoantibodies was higher in patients with e eque cy o o ga spec c autoa t bod es as g e pat e ts t

H. pylori infection than in uninfected patients (χ2-test p < .0001). Specifically 
gastric autoantibodies were significantly higher: seven of the 56 H. pylori-
positive children were PCA-positive and one was IFA-positive (χ2-test p p p (χ
p = .0004).

Guariso G et al, Helicobacter 2004



Association Between Gastric Atrophy and Helicobacter pylori
Infection in Japanese Children: A Retrospective Multicenter StudyInfection in Japanese Children: A Retrospective Multicenter Study

• 196 patients, 1-16 years, 131 HP+, 65 HP-.
• Prevalence of atrophy in the antrum in (HP+) was10 7%Prevalence of atrophy in the antrum in (HP+) was10.7%, 

and 0% in (HP-), (p<0.01) and in corpus 4.3% and 0%, 
respectively (p=0.2).

• H. pylori-induced gastric inflammation can cause atrophy 
in Japanese children, predominantly in the antrum.

Minoura et al, Digestive Diseases and Sciences 2006.

Antibodies to H+/K+-ATPase of gastric parietal cells in children withAntibodies to H /K ATPase of gastric parietal cells in children with 
Helicobacter pylori associated chronic gastritis

• 54 children, 3-15y, abs were found in 27.7% of children, concomitant 
autoimmune diseases pangastritis pre-atrophic morphology wereautoimmune diseases, pangastritis, pre atrophic morphology,  were 
discovered more often in antibody + patients.

Eksp Clin Gastroenterol 2003Eksp Clin Gastroenterol. 2003



Table 1
Parietal Cell Antibodies and 
Helicobacter pylori in 
Children

Kolho, Kaija-Leena; Jusufovic, Jasminka; 
Miettinen, Aaro; Savilahti, Erkki; Rautelin, Hilpi
Journal of Pediatric Gastroenterology and 
Nutrition 2000.



ObjectiveObjective 

• to determine the prevalence of cobalamin 
deficiency in children with HP gastritis y g
compared to healthy children without HP 
gastritisgastritis.



MethodsMethods
• 80 consecutive children (ages 2-18) referred to the Pediatric 

Gastroenterology and Nutrition Unit Meyer Children's Hospital forGastroenterology and Nutrition Unit, Meyer Children s Hospital, for 
endoscopy were enrolled. 

• Children known to have chronic diseases were excluded.
• HP infection was determined by Giemsa staining of gastric 

samples.
• Assessment of gastritis as well as gastric atrophy was documented• Assessment of gastritis as well as gastric atrophy was documented 

by assessment of antrum and corpus biopsies.
• Laboratory work up included a complete blood count, serum iron, 

transferrin, ferritin, vitamin B12, anti-parietal antibodies and gastrin 
levels. The study group included HP positive children and HP 
negative children served as controls.



ResultsResults 
i i i l lHP Positive HP Negative Total  P value

Age (years): 11 5±3 35 [11] 11 18±4 04[12] 11 3±3 78 [11 5] 0 91Age (years): 
Mean±SD [Median]

11.5±3.35 [11] 11.18±4.04[12] 11.3±3.78 [11.5] 0.91

l ( ) l ( ) l ( )Sex  Female 17 (56.67%)
Male 13 (43.33%)

Female 24 (48%)
Male 26 (52%)

Female 41 (51.25%)
Male 39 (48.75%)

0.45

Ethnicity (J) 16 (53.33%)
(A) 14 (46.67%)

(J) 32 (64%)
(A) 18 (36%)

(J) 48 (60%)
(A) 32 (40%)

0.34



Results 
Variable HP Negative HP Positive Total

Iron 81.02±41.16 [76.5] 87.36±41.14 [91] 83.56±40.98 [81]

Ferritin 33 27±27 68 [23] 31 37±21 41 [29] 32 54±25 32 [26]Ferritin 33.27±27.68 [23] 31.37±21.41 [29] 32.54±25.32 [26]

B12 502.12±242.56  530.03±268.12  512.72±251.24 12
[445] [510] [462]

Hemoglobin 13.08±1.63 [13.2] 12.93±1.5 [12.95] 13.02±1.57 [13.1]

Gastrin* 53.95±55.71 [43.5] 72.13±81.3 [60] 60.98±66.74 [52]

*0 01< * 0.01<p

were not foundor gastric atrophyAnti Parietal Abs

IDA was found in 6 children (7.5%), 3 (6%) in the HP positive group, 3 (10%) in the group without HP

were not foundor gastric atrophy Anti Parietal Abs 
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ConclusionsConclusions 

• Our results suggest that currently, neither IDA gg y
nor vitamin B12 deficiency were associated with 
HP infection in Israeli children.

• Whether the high gastrin levels in the HP• Whether the high gastrin levels in the HP 
positive group are associated with development 
of gastric atrophy should be determinedof gastric atrophy should be determined.


