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Ç ó÷Ýóç ôçò ëïßìùîçò áðü Åëéêïâáêôçñßäéï ôïõ ðõëùñïý (H. pylori) êáé
ôçò ãáóôñïïéóïöáãéêÞò ðáëéíäñïìéêÞò íüóïõ (ÃÏÐÍ) âñßóêåôáé óôï åðßêåíôñï
ôçò åñåõíçôéêÞò äñáóôçñéüôçôáò ôá ôåëåõôáßá ÷ñüíéá. Ôá åñùôÞìáôá åßíáé
ðïëëÜ êáé óôçí ðáñïýóá âñá÷åßá áíáóêüðçóç, ìå âÜóç ôá âéâëéïãñáöéêÜ
äåäïìÝíá, èá ãßíåé ðñïóðÜèåéá áðÜíôçóçò óôá áêüëïõèá êýñéá åñùôÞìáôá.

ÅíÝ÷åôáé ôï H. pylori óôçí áéôéïðáèïãÝíåéá ôçò ÃÏÐÍ;

Ç ÃÏÐÍ åßíáé áðïôÝëåóìá Ýêèåóçò ôïõ ïéóïöáãéêïý âëåííïãüíïõ óôï
ãáóôñéêü õãñü ëüãù áíåðÜñêåéáò ôïõ áíôéðáëéíäñïìéêïý ìç÷áíéóìïý, êáèõ-
óôåñçìÝíçò ãáóôñéêÞò êÝíùóçò Þ/êáé áíåðáñêïýò ïéóïöáãéêÞò êÜèáñóçò. Ôï
pH, ç óýíèåóç ôïõ ðáëéíäñïìïýíôïò ãáóôñéêïý ðåñéå÷ïìÝíïõ êáé ç éóôéêÞ
áíôßóôáóç ôïõ ïéóïöáãéêïý âëåííïãüíïõ êáèïñßæïõí ôç âáñýôçôá ôçò ÃÏÐÍ.
Ïé ðñþôåò áíáöïñÝò ãéá ôç óõó÷Ýôéóç H. pylori ëïßìùîçò êáé ãáóôñéêÞò êÝíù-
óçò Ýäùóáí áíôéêñïõüìåíá áðïôåëÝóìáôá.1-6 Íåüôåñåò êáëÜ ôåêìçñéùìÝíåò
ìåëÝôåò Ýäåéîáí üôé ï ñõèìüò ãáóôñéêÞò êÝíùóçò äåí åðçñåÜæåôáé áðü ôçí
ðáñïõóßá ôïõ H. pylori.7,8 Ðñüóöáôá åñåõíÞèçêå êáé ï ñüëïò ôçò öëåãìïíÞò
ôçò êáñäßáò ôïõ óôïìÜ÷ïõ áðü H. pylori (êáñäßôéäá) óôçí ðáèïãÝíåéá ôçò
ÃÏÐÍ áöïý ç êáñäßá èåùñåßôáé óáí ç êáô’ åîï÷Þí áéóèçôéêÞ ðåñéï÷Þ ôïõ
óôïìÜ÷ïõ ðïõ ñõèìßæåé ôç ëåéôïõñãßá ôïõ ÊÏÓ. Óôïí ôïìÝá áõôü äýï ðñüóöá-
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ôåò ìåëÝôåò äåí Ýäåéîáí áõîçìÝíï êßíäõíï áíÜðôõîçò ÃÏÐÍ óå áóèåíåßò ìå H.
pylori êáñäßôéäá óå óýãêñéóç ìå ôçí ïìÜäá åëÝã÷ïõ.9,10 ¸íáò Üëëïò ðéèáíüò
áéôéïðáèïãåíåôéêüò ìç÷áíéóìüò ãéá ôç ÃÏÐÍ åìðëÝêåé ôçí áõîçìÝíç ãáóôñéêÞ
Ýêêñéóç óå Ýäáöïò H. pylori ëïéìþîåùò. Åßíáé ãíùóôü üôé óôçí H. pylori ëïßìù-
îç áõîÜíåôáé ç âáóéêÞ êáé ìåôáãåõìáôéêÞ áðåëåõèÝñùóç ãáóôñßíçò êáé ç åõáé-
óèçóßá ôùí ôïé÷ùìáôéêþí êõôôÜñùí (parietal cells) óôç ãáóôñßíç ìå áðïôÝëå-
óìá áõîçìÝíç Ýêêñéóç HCl.11-14 Åðéðñüóèåôá ç åêñßæùóç ôïõ H. pylori åëáôôþ-
íåé óçìáíôéêÜ ôç âáóéêÞ êáé ôç ìåôÜ äéÝãåñóç ìå ðåíôáãáóôñßíç êáé ìå ôï
ðåðôßäéï ðïõ áðåëåõèåñþíåé ôç ãáóôñßíç (GRP), ãáóôñéêÞ Ýêêñéóç.15 Áí êáé ôá
äåäïìÝíá áõôÜ ïäçãïýí óôï óõìðÝñáóìá üôé ç åêñßæùóÞ ôïõ H. pylori èá
ìåßùíå ôéò ðéèáíüôçôåò ÃÏÐÍ, óôçí ðñáãìáôéêüôçôá êÜôé ôÝôïéï äåí óõìâáßíåé
êáèþò ç ãáóôñéêÞ ïîýôçôá óå ìåñéêÝò ðåñéðôþóåéò ü÷é ìüíï äåí ìåéþíåôáé
ìåôÜ ôçí åêñßæùóç ôïõ H. pylori, áëëÜ áðåíáíôßáò ìðïñåß êáé íá áõîÜíåôáé.16,17

Ç ðñïêáëïýìåíç áðü ôï H. pylori ÷ñüíéá åíåñãüò ãáóôñßôéäá êáé ãáóôñéêÞ
áôñïößá18 êáèþò êáé ç ðáñáãùãÞ åîïõäåôåñùôéêþí ôïõ ïîÝïò ïõóéþí, êõñßùò
ÍÇ

3
 êáé Üëëùí áìéíþí19 öáßíåôáé üôé êáôÝ÷ïõí êåíôñéêü ñüëï óôçí ðñïóðÜ-

èåéá åñìçíåßáò ôùí ðñïáíáöåñèÝíôùí ðáèïöõóéïëïãéêþí äåäïìÝíùí. ÐïëëÝò
áðü ôéò ðáñáðÜíù áíáöåñèåßóåò õðïèÝóåéò åßíáé éäéáßôåñá åíäéáöÝñïõóåò,
áðáéôåßôáé üìùò ðåñáéôÝñù äéåñåýíçóç êáèþò ç óõ÷íüôçôá ôçò H. pylori ëïß-
ìùîçò óå áóèåíåßò ìå ðáëéíäñïìéêÞ íüóï äåí äéáöÝñåé áðü ïìÜäåò åëÝã÷ïõ.20

Åðéðñüóèåôá ðéèáíïëïãåßôáé üôé ç H. pylori ëïßìùîç áóêåß êÜðïéï ðñïóôáôåõ-
ôéêü ñüëï óôçí ðñüêëçóç ïéóïöáãßôéäáò üôáí ðñïêáëåß ìÝôñéá Ýùò óïâáñÞ
ãáóôñßôéäá.21 Ç ðñïêáëïýìåíç áðü ôç ãáóôñßôéäá åëÜôôùóç ôçò ãáóôñéêÞò
Ýêêñéóçò ïîÝïò áðïôåëåß ìéá åëêõóôéêÞ ðéèáíÞ åîÞãçóç ãéá ôïí ðñïóôáôåõôéêü
ñüëï ôïõ H. pylori óôçí åìöÜíéóç ïéóïöáãßôéäáò.

Ðïéüò ï ñüëïò ôçò H. pylori ëïßìùîçò óôç èåñáðåßá ôùí áóèåíþí ìå ÃÏÐÍ;

Äýï êëéíéêÝò ìåëÝôåò22,23 Ýäåéîáí üôé ç H. pylori ëïßìùîç äåí åß÷å åðßäñáóç
óôá ðïóïóôÜ åðïýëùóçò ôçò ðáëéíäñïìéêÞò ïéóïöáãßôéäáò ìåôÜ 4 åâäïìÜäåò
ðñùéíÞò ÷ïñÞãçóçò ïìåðñáæüëçò óå äïóïëïãßá 20 Þ 40 mg. Óå Üëëç ìåëÝôç23,
êáôÜ ôç äéÜñêåéá 12ìçíçò èåñáðåßáò óõíôÞñçóçò ìå ïìåðñáæüëç, ôá ðïóï-
óôÜ õðïôñïðÞò ôçò ïéóïöáãßôéäáò Þôáí óçìáíôéêÜ ÷áìçëüôåñá óôïõò H. py-
lori(+) áóèåíåßò, óå óýãêñéóç ìå ôçí ïìÜäá ôùí H. pylori(-) áóèåíþí.

ÐñÝðåé ïé áóèåíåßò ìå ÃÏÐÍ ðïõ âñßóêïíôáé óå áíôéåêêñéôéêÞ èåñáðåßá
óõíôÞñçóçò íá õðïâëçèïýí óå èåñáðåßá åêñéæþóåùò ôïõ H. pylori;

ÌåëÝôåò Ýäåéîáí üôé ç ìáêñï÷ñüíéá ÷ïñÞãçóç PPIs ìåôáâÜëëåé ôçí åíäï-
ãáóôñéêÞ êáôáíïìÞ ôïõ H. pylori ìå åëÜôôùóç óôï Üíôñï êáé áýîçóç óôï
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óþìá êáé èüëï24 ôïõ óôïìÜ÷ïõ. Ï Kuipers êáé óõí. óôç ìåëÝôç ôïõò25 Ýäåéîáí
üôé ç èåñáðåßá óõíôçñÞóåùò ìå ïìåðñáæüëç ðñïêáëåß óçìáíôéêÞ áýîçóç ôçò
ãáóôñßôéäáò êáé áôñïößáò ôïõ óþìáôïò ôïõ óôïìÜ÷ïõ. Ôï óõìðÝñáóìá Þôáí
üôé ïé áóèåíåßò óå áíôéåêêñéôéêÞ èåñáðåßá óõíôÞñçóçò èá ðñÝðåé íá ëÜâïõí
êáé èåñáðåßá åêñßæùóçò áí åßíáé H. pylori(+) êáèüóïí ç áôñïöéêÞ ãáóôñßôéäá
åíÝ÷åé ôïí êßíäõíï áíÜðôõîçò ãáóôñéêïý êáñêßíïõ. ¢Aëëåò üìùò ðñüóöáôåò
ìåëÝôåò26 êáôÝëçîáí óå åíôåëþò áíôßèåôá áðïôåëÝóìáôá. Óýìöùíá ìå ôéò ìå-
ëÝôåò áõôÝò äåí êñßíåôáé óêüðéìç ç åêñßæùóç ôïõ H. pylori óå áóèåíåßò ìå
ÃÏÐÍ ðïõ âñßóêïíôáé óå èåñáðåßá óõíôÞñçóçò, éäéáßôåñá áí ëçöèåß õð’ üøç
êáé ï ðéèáíïëïãïýìåíïò ðñïóôáôåõôéêüò ñüëïò ôçò H. pylori ëïßìùîçò óôçí
åìöÜíéóç õðïôñïðþí ôçò ïéóïöáãßôéäáò.23

ÐñïäéáèÝôåé ç åêñßæùóç ôïõ H. pylori óå áíÜðôõîç ÃÏÐÍ;

Ìéá ðñüóöáôç ìåëÝôç ìå ôñéåôÞ ðáñáêïëïýèçóç áóèåíþí ìå äùäåêáäá-
êôõëéêü Ýëêïò Ýäåéîå üôé Ýíá óçìáíôéêü ðïóïóôü áóèåíþí ìå äùäåêáäáêôõëé-
êü Ýëêïò ìå åðéôõ÷Þ åêñßæùóç H. pylori áíÝðôõîå óå óçìáíôéêüôåñï ðïóïóôü
ïéóïöáãßôéäá, óå ó÷Ýóç ìå áóèåíåßò üðïõ ç èåñáðåßá åêñéæþóåùò áðÝôõ÷å.27

Óå Üëëç ðñüóöáôç ðñïïðôéêÞ ìåëÝôç28 ìå ôõ÷áéïðïßçóç ó÷åôéêÜ ìå ôï áí èá
ëÜâïõí Þ ü÷é ïé áóèåíåßò áíôéåêêñéôéêÞ èåñáðåßá, ìåôÜ åðéôõ÷Þ åêñßæùóç ôïõ
ìéêñïâßïõ êáé ðñïïðôéêÞ åôÞóéá ðáñáêïëïýèçóç ãéá ôï åíäå÷üìåíï áíÜðôõ-
îçò ïéóïöáãéêÞò íüóïõ, Ýäåéîå üôé ïé áóèåíåßò ðïõ äåí Ýëáâáí áíôéåêêñéôéêÞ
èåñáðåßá áíÝðôõîáí óå óçìáíôéêüôåñï âáèìü ïéóïöáãéêÞ íüóï, óå óýãêñéóç
ìå ôïõò áóèåíåßò ðïõ Ýëáâáí áíôéåêêñéôéêÞ èåñáðåßá. Ôá áðïôåëÝóìáôá ôçò
ìåëÝôçò áõôÞò âñßóêïíôáé óå óõìöùíßá ìå ôá óõìðåñÜóìáôá Üëëùí ìåëåôþí27

ðïõ áíáöÝñïíôáé óôçí áíÜðôõîç ïéóïöáãéêÞò íüóïõ ìåôÜ ôçí åêñßæùóç ôïõ
ìéêñïâßïõ. Ç áðïêáôÜóôáóç ôçò ðñïêáëïýìåíçò áðü ôï H. pylori ÷ñüíéáò
åíåñãïý ãáóôñßôéäáò êáé ãáóôñéêÞò áôñïößáò18 ìåôÜ ôçí åêñßæùóç ôïõ ìéêñï-
âßïõ êáé ç Ýëëåéøç ðáñáãùãÞò åîïõäåôåñùôéêþí ôïõ ïîÝïò ïõóéþí áðü ôï
ìéêñüâéï, êõñßùò ÍÇ

3
 êáé Üëëùí áìéíþí19, öáßíåôáé íá áðïôåëïýí ôéò ðëÝïí

ðåéóôéêÝò åñìçíåßåò ãéá ôçí áíÜðôõîç ïéóïöáãéêÞò íüóïõ óáí åðáêüëïõèï
ôçò åêñéæþóåùò.

ÓõìðåñáóìáôéêÜ üëá ôá ðñïáíáöåñèÝíôá ôïíßæïõí ôçí áíÜãêç õðÜñ-
îåùò ðåñéóóïôÝñùí ðñïïðôéêþí ìåëåôþí ðïõ èá åîåôÜóïõí ðåñáéôÝñù ôï
óýíèåôï êáé äýóêïëï èÝìá ôùí áëëçëåðéäñÜóåùí ôçò H. pylori ëïéìþîåùò êáé
ÃÏÐÍ ìå ôçí åëðßäá åîáãùãÞò ðåéóôéêþí áðáíôÞóåùí óôá ôåèÝíôá åñùôÞìá-
ôá.



ÅËÉÊÏÂÁÊÔÇÑIÄÉÏ ÔÏÕ ÐÕËÙÑÏY ÊÁÉ ÏÉÓÏÖAÃÏÓ

5 3

ÂÉÂËÉÏÃÑÁÖÉÁ

1. Prakash C, et al. Gastric emptying of solids in patients with Campylobacter pylori
gastritis. Am J Gastroenterol 1987; 82:935.

2. Corinaldesi R, et al. Effect of chronic administration of asapride on gastric emptying
of a solid meal and on dyspeptic symptoms in patients with nonulcer gastroparesis.
Gut 1987; 28:300-5.

3. Barnett JL, et al. Campylobacter pylori is not associated with gastroparesis. Dig Dis
Sci 1989; 34:1677-80.

4. Tucci A, et al. H. pylori infection and gastric function in patients with chronic idio-
pathic dyspepsia. Gastroenterology 1992; 103:768-74.

5. Stangellini V, et al. Fasting and postprandial gastrointestinal motility in ulcer and non-
ulcer dyspepsia. Gut 1992; 33:246-51.

6. Pieramico O, Ditschuneit H, Malfertheiner P. Gastrointestinal motility in patients with
non ulcer dyspepsia: A role for H. pylori infection? Am J Gastroenterol 1993; 88:364-
8.

7. Minocha A, et al. Alteration in upper gastrointestinal motility in H. pylori-positive
nonulcer dyspepsia. Am J Gastroenterol 1994; 89:1797-800.

8. Chang Chi-Sen, et al. The effect of H. pylori infection on gastric emptying of digest-
ible and indigestible solids in patients with nonulcer dyspepsia. Am J Gastroenterol
1996; 91:474-9.

9. Spechler SJ, et al. Inflammation of the gastric cardia and H. pylori infections are not
risk factors of intestinal metaplasia at the esophagogastric junction. DDW Abstract-
796, 1997, p. 3177.

10. Goldblum JR, et al. Carditis and intestinal metaplasia: It’s all H. pylori. DDW A-797,
1997, p. 3182.

11. Levi S, et al. Campylobacter pylori and duodenal ulcer: The gastrin link. Lancet 1989;
i:1167-8.

12. Mullin GE, Kallo AN. Does H. pylori infection affect gastric acid secretion? Gastroen-
terology 1990; 98:A92.

13. Moss SF, Calam J. Acid secretion and sensitivity to gastrin in patient with duodenal
ulcer: effect of eradication of H. pylori. Gut 1993; 34:888-92.

14. Konturek JW, et al. Eradication of H. pylori restores the inhibitory effect of chole-
cystokinin on postprandial gastrin release in duodenal ulcer patients. Gut 1995; 37:482-
7.

15. Harris AW, et al. Eradication of H. pylori in patients with duodenal ulcer lowers basal
and peak acid outputs to gastrin releasing peptide and pentagastrin. Gut 1996;
38:663-7.

16. Verdu EF, et al. Effect of H. pylori status on intragastric pH during treatment with
omeprazole. Gut 1995; 36:539-43.

17. Labenz J, et al. H. pylori augments the pH increasing effect of omeprazole in patients
with duodenal ulcer. Gastroenterology 1996; 110:725-732.



ÓÔÑÏÃÃÕËÇ ÔÑÁÐÅÆÁ

5 4

18. Borody TJ, et al. Apparent reversal of early gastric mucosal atrophy after triple
therapy for H. pylori. Am J Gastroenterology 1993; 88:1266-8.

19. Trinh LT, et al. A comparison of gastric juice NH
3
 analysis by enzymatic Kit (K) and

electrode (E) in normal and H. pylori infected subjects. Am J Gastroenterology 1994;
89:A21.

20. Csendes A, et al. Prevalence of Helicobacter pylori infection in 190 control subjects
and in 236 patients with gastroesophageal reflux, erosive esophagitis or Barrett’s
esophagus. Dis Esophagus 1997; 10:38-42.

21. Mihara M, et al. Low prevalence of H. pylori infection in patients with reflux es-
ophagitis. Gut 1996; 39(suppl 2):A94.

22. Bate CM, et al. Omeprazole 10 mg or 20 mg once daily in the prevention of
recurrence of reflux oesophagitis. Gut 1995; 36:492-8.

23. Hallerback B, et al. Omeprazole or Ranitidine in long term treatment of reflux
esophagitis. Gastroenterology 1994; 107:1305-11.

24. Logan RPH, et al. Changes in the intragastric distribution of H. pylori during treat-
ment with omeprazole. Gut 1995; 36:12-6.

25. Kuipers EJ, et al. Increase of H. pylori associated corpus gastritis during acid suppres-
sive therapy: Implications for long term safety. Am J Gastroenterol 1995; 90(9):1401-
6.

26. Lundell L, et al. Gastritis development and acid suppression therapy. Revisited results
of a randomised clinical study with long-term follow up. Gastroenterology 1997;
112:A28.

27. Labenz J, et al. Curing H. pylori infection in patients with duodenal ulcer may pro-
voke reflux esophagitis. Gastroenterology 1997; 112:1442-7

28. Rokkas T, Ladas SD, Liatsos C, Panagou E, Karameris A, Raptis S. Effectiveness of
acid suppression in preventing gastroesophageal reflux disease (GERD) after success-
ful treatment of Helicobacter pylori infection. Gastroenterology 1999; 116(Suppl):A294.




