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LETTER TO THE EDITORS

J. Stachura

Gastric carcinoma risk index in patients infected
with Helicobacter pylori

Sirs: | read the paper by Meining A. et al. (1998) in tlwancer. The incidence of these diseases varies, however.
recent issue ofirchows Archiwvith interest. It is postu- H. pylori infection persists for years. Possibly all indi-
lated that computation of this risk index might be a simplé&uals harbouring the microrganism develop chronic ac-
method of identifying patients infected witdelicobacter tive gastritis but the majority remain asymptomatic,
pylori and carrying a higher risk for gastric cancewhile a minority suffer from gastric or duodenal ulcer
The authors studied gastric mucosa in patients bearamgl fewer still develop gastric cancer.
an early gastric cancetl. pylori-infected duodenal ulcer H. pylori has been postulated as a group 1 carcinogen,
patients were used for comparison. They listed threet the mechanism of gastric carcinogenesis remains to
features: chronic active corporeal gastritis (neutrophile elucidated. It is believed that gastric cancer morpho-
present) and corporeal and antral intestinal metaplagjanesis follows Correa’s paradigm of a gastritis—atro-
With a score of 3 (all three features present) the predityy—metaplasia—dysplasia—cancer sequence. We have in-
tive value for the presence of gastric carcinoma was 0.94stigated noncancerous gastric mucosa in 40 patients
| doubt whether this index is of real practical value mperated on for early gastric cancer (Stachura et al.
surgical patholgy. 1981). In all cases of well-differentiated adenocarcino-
ma, mucosal atrophy and intestinal metaplasia were pres-
1. The first feature considered in the index is chronic actiet in noncancerous gastric mucosa. Atrophy was never
corporeal gastritis (neutrophils present). This limits the iantirely diffuse and was separated by spared mucosal ar-
dex to patients currently infected with pylori, whereas eas. In addition, focal glandular hyperplasia was present
in severe atrophic gastritis bacteria may be long gone. in 83.3% of cases and hyperplastic surface epithelium
2. Patients with atrophic pangastritis and intestinal meveas present in 50% of cases. Mucosal atrophy and intes-
plasia are known to be in the higher risk group for gasttigal metaplasia were seen in 90.5% of poorly differenti-
carcinoma anyway, with no need to compute the index.ated adenocarcinoma. This was accompanied by surface
3. Duodenal ulcer patients are not the best control grapthelium hyperplasia in 66.7% and glandular hyperpla-
for such a study. Most duodenal ulcer patients are hypge in 47.6% of cases. In a diffuse early gastric cancer at-
secretors. In infected persons without ulceration thephy was present in 71.4% and intestinal metaplasia in
maximal acid output (MAO) tends to be normal or db7.1%, while hyperplasia (either surface epithelium or
minished. Increased MAO with increased parietal cglandular) was presentin 42.8%.
mass is typical for duodenal ulcer patients, associatedSince the introduction of Genta’s “strict definition” of
with hyposomatostatinaemia and hypergastrinaemia. Efastric mucosal atrophy (Genta 1997) it has been clear
cell density in duodenal ulcer patients is three times thiaat atrophic gastric mucosa is not just a matter of simple
in non-ulcer-infected individuals. Duodenal ulcer patrophy but can be compared to a cirrhotic organ. Our
tients also develop an active non-atrophic antral gastrisigydy documents surface and glandular hyperplasia in
mostly chronic, without corporeal involvement. the atrophic gastric mucosa leading to mucosal nodular-
ity just like the hyperplasia that accompanies cirrhosis in
Global infection withH. pylori is associated with other organs. Cirrhotic mucosa is assoiated especially
the global incidence of gastritis, ulcer disease and gastrith well-differentiated gastric adenocarcinoma.
In summary, it is chronic atrophic pangastritis with
3 Stachura intestinal metaplasia and focal hyperplasia that should

Department of Clinical and Experimental Pathomorphology, identify patients carrying a higher risk for gastric carci-

Jagiellonian University, Grzegérzecka 16, PL-31531 Krakow, Nnoma. By the way, | share the author’'s admiration of
Polanc Professor Dr. Kurt Elster.




584

Stachura J, Konturek SJ, Brzozowski T, Konturek J, Domschke W
(1995) Pathologic basis of gastric mucosal adaptation to topi-
cal injury. J Gastroenterol 30:416-427
s%li%chura J, Heitzman J, Zembala M, Korabiowska M, Schauer A
(1998) Lymph node micrometastases in the early gastric can-
cer alone inadequately reflect the model of metastatic poten-
tial. Pol J Pathol 49:155-157
8Btachura J, Popiela T, Kulig J, UneZyk K, Heitzman J (1998)
Lauren’s and Goseki's grades distribution does not change
along with the progression from an early to advanced gastric
cancer. Pol J Pathol 49:151-154
Stachura J, Krzeszowiak A, Popiela T, Utbayk K, Pituch-Now-
orolska A, Wieckiewich J, Zembala M (1998) Preferential
overexpression of CD44v5 in advanced gastric carcinoma Go-
Suggested further reading seki’s grade | and Ill. Pol J Pathol 1998, 4
Zembala M, Pituch-Noworolska A, Stachura J, Ruggiero |,
Asaka M, Takeda H, Sugiyama T, Kato M (1997) What role does Krzeszowiak A, Siedlar M, Szczepanik A, Popiela T (1998)
Helicobacter pyloriplay in gastric cancer? Gastroenterology Circulating tumor cells in the blood of patients with gastric
113:S56-S60 cancer and the effect of surgery. Pol J Pathol 1998, 4
Calam J, Gibbons A, Healey 2V, Bliss P, Arebi N (1997) How
doesHelicobacter pyloricause mucosal damage? lIts effect on
acid and gastrin physiology. Gastroenterology 113:S43—-S49
Correa P (1995Helicobacter pyloriand gastric carcinogenesis.
Am J Surg Pathol 19[Suppl 1]:S37-S43
Dixon MF, Martin 1G, Sue-Ling HM, Wyatt JI, Quirke P, Johnston
D (1994) Goseki grading in gastric cancer: comparison with
existing systems of grading and its reproducibility. Histopa-
thology 25:309-316
Dixon MF, Genta RM, Yardley JH, Correa P, for the Houston In-
ternational Workshop on Gastritis (1996) Classification and
grading of gastritis: the updated Sydney system. Am J Surg
Pathol 20:1161-1181
Go MF (1997) What are the host factors that place an individual at
risk for Helicobacter pylorassociated disease. Gastroenterol-
ogy 113:515-S20
Goseki N, Maruyama M, Takizawa T, Koike M (1995) Morpho-
logical changes in gastric carcinoma with progression. J
Gastroenterol 30:287-294
Goseki N, Takizawa T, Koike M (1992) Differences in the mode of
the extension of gastric cancer classified by historical type: new
histological classification of gastric carcinoma. Gut 33: 606—612
Graham DY (1997Helicobacter pyloriinfection in the pathogen-
esis of duodenal ulcer and gastric cancer: a model. Gastroen-
terology 113:1983-1991
Konturek JW, Dembiski A, Konturek SJ, Stachura J, Domschke
W (1998) Infection ofHelicobacter pyloriin gastric adapta-
tion to continued administration of aspirin in man. Gastroen-
terology 114:245-255
Lauren P (1965) The two histological main types of gastric carci-
noma: diffuse and so-called intestinal-type carcinoma. An at-
tempt to histo-clinical classification. Acta Pathol Microbiol
Scand 64:31-39
Lewin KJ, Appelman HD (1996) Tumors of the esophagus and
stomach. Atlas of tumor pathology. Armed Forces Institute of
Pathology, Washington, DC, pp 245-330
Martin 1G, Dixon MF, Sue-Ling H, Axon ATR, Johnston D (1994)
Goseki histological grading of gastric cancer is an important
predictor of outcome. Gut 35:758-763
Pawlega J (1997) Poland, Cracow. In: Parkin DM, Whelan SL,
Ferlay J, Raymond L, Young J (eds) Cancer incidence in five
continents, vol.7. (Scientific Publication no 143) IARC, Lyon,
pp 598-601
Pituch-Noworolska A, Wieckiewicz J, Krzeszowiak A, Stachura J,
Ruggiero |, Gawlicka M, Szczepanik A, Karcz D, Popiela T,
Zembala M (1998) Evaluation of tumor cells expressing CD44
variants in the blood of gastric cancer patients by flow cytom-
etry. Pol J Pathol 1998, 3
Smoot DT (1997) How doeBlelicobacter pyloricause mucosal
damage? Gastroenterology 113:S31-S34
Stachura J, Tarnawski A, DalsrV/ (1993) Apoptosis: genetically
programmed physiologic cell loss in normal gastric oxyntic
mucosa and in mucosa of grossly healed gastric ulcer. J Clin
Gastroenterol 17:S70-S77

References

Genta RM (1997)Helicobacter pylorj inflammation, mucosal
damage, and apoptosis: pathogenesis and definition of ga:
atrophy. Gastroenterology 113:S51-S55

Meining A, Bayerdérffer E, Miller P, Miehlke S, Lehn N, Holzel
D, Hatz R, Stolte M (1998) Gastric carcinoma risk index i
patients infected withHelicobacter pylori Virchows Arch
432:311-314

Stachura J, Krause WJ, Ivey KJ (1981) Endocrine cells in human
cardiac glands. Folia Histochem Cytochem 19:71-74




