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Ó÷åôßæåôáé ç âáñýôçôá ôçò ãáóôñïññáãßáò
ìå ôï Helicobacter pylori Þ ìå ôçí ðñïçãçèåßóá
ëÞøç ìç óôåñïåéäþí áíôéöëåãìïíùäþí;

ÓÊÏÐÏÓ Ç äéåñåýíçóç ôçò åðßäñáóçò ôçò ëïßìùîçò áðü Helicobacter pylori,
êáèþò êáé ôçò ðñïçãçèåßóáò ëÞøçò ìç óôåñïåéäþí áíôéöëåãìïíùäþí öáñ-
ìÜêùí (NSAIDs), óôç âáñýôçôá êáé ôçí Ýêâáóç ôçò ãáóôñïññáãßáò. ÕËÉÊÏ-
ÌÅÈÏÄÏÓ Ôï äåßãìá áðïôÝëåóáí üëåò ïé ðåñéðôþóåéò ìå ãáóôñïññáãßá ðïõ
íïóçëåýôçêáí óôçí 3ç ÐáèïëïãéêÞ ÊëéíéêÞ ôïõ ÔæÜíåéïõ Íïóïêïìåßïõ êáôÜ
ôçí ðåñßïäï Éïõíßïõ�Äåêåìâñßïõ 1997. Ïé áóèåíåßò ÷ùñßóôçêáí óå äýï
ïìÜäåò (Á êáé Â), áíÜëïãá ìå ôï áí Ýãéíå ìåôÜããéóç áßìáôïò Þ ü÷é, êáé õðï-
âëÞèçêáí óå ãáóôñïóêüðçóç. Ãéá ôç äéÜãíùóç ôçò ëïßìùîçò áðü H. pylori
÷ñçóéìïðïéÞèçêáí ïñïëïãéêÝò äïêéìáóßåò. Óôéò äýï ïìÜäåò ìåëåôÞèçêáí
ç ëïßìùîç áðü H. pylori êáé ç ëÞøç NSAIDs ùò äõíçôéêïß ðáñÜãïíôåò âáñý-
ôçôáò ôçò áéìïññáãßáò. ÁÐÏÔÅËÅÓÌÁÔÁ Áðü ôï óýíïëï ôùí 58 áóèåíþí,
22 áíÞêáí óôçí ïìÜäá Á êáé 36 óôçí ïìÜäá Â. Ç óõ÷íüôçôá ëïßìùîçò áðü
H. pylori êáé ç ëÞøç NSAIDs äåí äéÝöåñå ìåôáîý ôùí ïìÜäùí Á êáé Â (19/
22 Ýíáíôé 29/36, Ñ=NS ãéá ôï H. pylori) êáé (13/22 Ýíáíôé 24/36, Ñ=NS ãéá
ôç ëÞøç NSAIDs). Ðåñéðôþóåéò ìå ðïëëáðëÝò åíäïóêïðéêÝò âëÜâåò äåí
åß÷áí óõ÷íüôåñá ôïõò ðáñÜãïíôåò áõôïýò, óõãêñéíüìåíïé ìå áóèåíåßò ìå
ìïíÞñåéò âëÜâåò. Ïé áóèåíåßò ôçò ïìÜäáò Á åß÷áí åíäïóêïðéêÜ åõñÞìáôá
õøçëïý êéíäýíïõ ãéá åðáíåìöÜíéóç áéìïññáãßáò (ïñáôü áããåßï, èñüìâïò)
óõ÷íüôåñá áðü ôïõò áññþóôïõò ôçò ïìÜäáò Â (8/18 Ýíáíôé 3/35, Ñ=0,0042).
Óôï óýíïëü ôïõò, ïé áóèåíåßò ìå ôá ðñïáíáöåñèÝíôá åíäïóêïðéêÜ åõñÞ-
ìáôá äåí åß÷áí ëïßìùîç áðü H. pylori êáé äåí áíÝöåñáí ëÞøç NSAIDs óõ-
÷íüôåñá áðü áóèåíåßò ÷ùñßò ôÝôïéá åõñÞìáôá. ÓÕÌÐÅÑÁÓÌÁÔÁ Ç ëïßìùîç
áðü H. pylori êáé ç ðñïçãçèåßóá ëÞøç NSAIDs äåí ó÷åôßæïíôáé ìå ôç âáñý-
ôçôá ôçò ãáóôñïññáãßáò. ÁíôéèÝôùò, ôá åíäïóêïðéêÜ åõñÞìáôá âáñýôçôáò
áðïôåëïýí êáèïñéóôéêïýò ðáñÜãïíôåò Ýêâáóçò ôçò áéìïññáãßáò áðü ðå-
ðôéêü Ýëêïò.

ÓÞìåñá åßíáé ðëÝïí áíáìöéóâÞôçôï üôé ôï åëéêïâá-

êôçñßäéï ôïõ ðõëùñïý (H. rylori) óõììåôÝ÷åé óôçí áéôéï-

ðáèïãÝíåéá ôïõ ðåðôéêïý Ýëêïõò, ôïõ ãáóôñéêïý êáñêß-

íïõ êáé ôïõ MALT-ëåìöþìáôïò ôïõ óôïìÜ÷ïõ. Åßíáé

ãíùóôü üôé ç åðßðôùóç ôçò ëïßìùîçò áõîÜíåé ìå ôçí

çëéêßá êáé áíÝñ÷åôáé óå ðïóïóôü 76–100% óå Ýëêç

äùäåêáäáêôýëïõ (óôçí ÅëëÜäá õðïëïãßæåôáé ðåñßðïõ

90%), åíþ êõìáßíåôáé ÷áìçëüôåñá, óå ðïóïóôü 42–95%

óôá Ýëêç óôïìÜ÷ïõ.1

Ðáñüëá áõôÜ, åîáêïëïõèåß íá ðáñáìÝíåé áâÝâáéïò ï

ñüëïò áõôïý ôïõ ðáñÜãïíôá, êáèþò êáé ç åðßäñáóç ôçò

ðñïçãçèåßóáò ëÞøçò ìç óôåñïåéäþí áíôéöëåãìïíùäþí

öáñìÜêùí (NSAIDs) óôçí åðéâÜñõíóç ôçò ãáóôñïññáãßáò.

Óêïðüò ôçò ðáñïýóáò ìåëÝôçò Þôáí ç äéåñåýíçóç

ôçò åðßäñáóçò áõôþí ôùí ðáñáãüíôùí (H. pylori êáé

NSAIDs) óôç âáñýôçôá ôçò áéìïññáãßáò ôçò ðñïêáëïý-

ìåíçò áðü ðåðôéêü Ýëêïò Þ äéáâñùôéêÞ ãáóôñïäùäåêá-

äáêôõëßôéäá.

ÕËÉÊÏ ÊÁÉ ÌÅÈÏÄÏÓ

Áóèåíåßò

Ôï äåßãìá áðïôÝëåóáí üëïé ïé áóèåíåßò ðïõ ðñïóêïìßóôç-

êáí óôá åîùôåñéêÜ éáôñåßá ôïõ ÔæÜíåéïõ Íïóïêïìåßïõ ìå ãá-

óôñïññáãßá êáé íïóçëåýôçêáí óôçí 3ç ÐáèïëïãéêÞ ÊëéíéêÞ

êáôÜ ôç ÷ñïíéêÞ ðåñßïäï Éïõíßïõ–Äåêåìâñßïõ 1997. Ïé áóèå-
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íåßò ÷ùñßóôçêáí óå äýï ïìÜäåò (Á êáé Â) áíÜëïãá ìå ôï áí

õðïâëÞèçêáí Þ ü÷é óå ìåôÜããéóç áßìáôïò. ÊñéôÞñéá ìåôÜããé-

óçò áðïôÝëåóáí ç ìåãÜëç ðôþóç ôçò áéìïóöáéñßíçò (Hb <7

g/dL) êáé ç áéìïäõíáìéêÞ áóôÜèåéá (ôá÷õêáñäßá >100/min,

ðôþóç áñôçñéáêÞò ðßåóçò <100 mmHg). Óôéò ïìÜäåò áõôÝò

ìåëåôÞèçêáí ç ðáñïõóßá ôïõ H. pylori êáé ç ëÞøç NSAIDs ùò

äõíçôéêïß ðáñÜãïíôåò åðéâÜñõíóçò ôçò áéìïññáãßáò.

Ôáõôïðïßçóç ðáñáãüíôùí êéíäýíïõ

Ìå ôçí åßóïäï ôïõ áóèåíïýò êáé ðñéí áðü åíäå÷üìåíç ìå-

ôÜããéóç ëáìâáíüôáí äåßãìá áßìáôïò ãéá áíß÷íåõóç áíôéóùìÜ-

ôùí Ýíáíôé ôïõ H. pylori ÷ñçóéìïðïéþíôáò ôçí áíïóï÷ñùìáôï-

ãñáöéêÞ ìÝèïäï FlexPack (Abbott Laboratories). Áêïëïõèïý-

óå ç ëÞøç ëåðôïìåñïýò éóôïñéêïý (ðñïçãïýìåíåò ðáèÞóåéò,

éäßùò áðü ôï áíþôåñï ðåðôéêü, óõíõðÜñ÷ïõóåò êáôáóôÜóåéò

áðü Üëëá óõóôÞìáôá, ëÞøç NSAIDs) áðü ôïí ßäéï ôïí áóèåíÞ

Þ áðü ôï ïéêåßï ðåñéâÜëëïí.

ÅíäïóêïðéêÜ åõñÞìáôá

Ïé áóèåíåßò õðïâÜëëïíôáí åðåéãüíôùò óå ãáóôñïóêüðçóç.

Áíôåíäåßîåéò ãéá ôç äéåíÝñãåéá ãáóôñïóêüðçóçò áðïôÝëåóáí

ç âáñéÜ áéìïäõíáìéêÞ áóôÜèåéá, ç óïâáñÞò ìïñöÞò ÷ñïíßá

áðïöñáêôéêÞ ðíåõìïíïðÜèåéá, ç ðáñüîõíóç óôåöáíéáßáò íü-

óïõ êáé ç ìç óõãêáôÜèåóç ôïõ áóèåíïýò. Ôá åíäïóêïðéêÜ

åõñÞìáôá åîåôÜóôçêáí óå óõíÜñôçóç ìå ôç âáñýôçôá ôçò ãá-

óôñïññáãßáò êáé ôçí ðáñïõóßá ëïßìùîçò áðü H. pylori Þ ôç

ëÞøç NSAIDs.

ÓôáôéóôéêÞ áíÜëõóç

Ãéá óõíå÷åßò ìåôáâëçôÝò ÷ñçóéìïðïéÞèçêáí ðáñáìåôñéêÝò

(Student t-test) Þ ìç ðáñáìåôñéêÝò äïêéìáóßåò (Mann-Witney

U-test), áíÜëïãá ìå ôçí êáíïíéêüôçôá Þ ìç ôçò êáôáíïìÞò ôïõ

äåßãìáôïò. ÄõáäéêÝò ìåôáâëçôÝò åîåôÜóôçêáí ÷ñçóéìïðïéþíôáò

ôç äïêéìáóßá x2 Þ Fisher ãéá áíáìåíüìåíåò ôéìÝò <5. Ðïëõðá-

ñáãïíôéêÞ áíÜëõóç äåí åêôåëÝóôçêå ëüãù ôïõ ó÷åôéêÜ ìéêñïý

ìåãÝèïõò ôïõ äåßãìáôïò. ÔéìÝò Ñ<0,05 èåùñÞèçêáí óôáôéóôéêÜ

óçìáíôéêÝò. Ç óôáôéóôéêÞ åðåîåñãáóßá ôùí äåäïìÝíùí Ýãéíå

ìå ôï ðñüãñáììá SPSS 8.0 ãéá Windows.

AÐÏÔÅËÅÓÌÁÔÁ

Áóèåíåßò

Ôï äåßãìá áðïôåëåßôï áðü 58 áóèåíåßò, 22 óôçí ïìÜ-

äá Á (ìåôáããéóèÝíôåò) êáé 36 óôçí ïìÜäá Â (ìç ìåôáã-

ãéóèÝíôåò). Ïé äýï ïìÜäåò Þôáí óõãêñßóéìåò üóïí áöï-

ñÜ óôç ìÝóç çëéêßá êáé ôçí êáôáíïìÞ áíäñþí/ãõíáé-

êþí (ðßí. 1). ¸íôåêá áóèåíåßò áðü ôçí ïìÜäá Á åß÷áí

éóôïñéêü áðü ôï ðåðôéêü óýóôçìá (8 åß÷áí Ýíá Þ ðåñéó-

óüôåñá åðåéóüäéá ãáóôñïññáãßáò, 2 ãíùóôü Ýëêïò äù-

äåêáäáêôýëïõ êáé Ýíáò éóôïñéêü ãáóôñßôéäáò). Áðü ôçí

ïìÜäá Â, 21 áóèåíåßò åß÷áí óôï ðáñåëèüí ðñïâëÞìáôá

áðü ôï ðåðôéêü (6 ìßá Þ ðåñéóóüôåñåò ãáóôñïññáãßåò,

10 ãíùóôü Ýëêïò äùäåêáäáêôýëïõ, 3 ãáóôñßôéäá, 1

ãáóôñåêôïìÞ, 1 âáãïôïìÞ-ãáóôñïåíôåñïáíáóôüìùóç

ëüãù äéÜôñçóçò ãáóôñïäùäåêáäáêôõëéêïý Ýëêïõò êáé

1 ìç åëêùôéêÞ äõóðåøßá). Ç áíáëïãßá áóèåíþí ìå éóôï-

ñéêü áðü ôï ðåðôéêü äåí äéÝöåñå ìåôáîý ôùí äýï ïìÜ-

äùí (Ñ=NS). Ç óõ÷íüôçôá ëïßìùîçò áðü H. rylori êáé ç

ëÞøç NSAIDs, êáèþò êáé ï óõíäõáóìüò ôùí äýï ðáñá-

ãüíôùí ìåôáîý ôùí ïìÜäùí Á êáé Â, Þôáí óôáôéóôéêþò

ìç óçìáíôéêÜ (ðßí. 1). Áðü ôï óýíïëï ôùí áóèåíþí,

Ýíáò ìüíï (ïìÜäá Â) äåí áíÝöåñå ëÞøç NSAIDs êáé

äåí åß÷å ëïßìùîç áðü H. pylori. Ç äéÜñêåéá íïóçëåßáò

Þôáí óçìáíôéêÜ ìåãáëýôåñç óôçí ïìÜäá Á áðü ü,ôé óôç

Â (Ñ=0,001, ðßí. 1). Aðü ôçí ïìÜäá Á, Ýíáò áóèåíÞò

ïäçãÞèçêå óôï ÷åéñïõñãåßï ëüãù óõíå÷éæüìåíçò áéìïñ-

ñáãßáò ðÝñáí ôùí 48 ùñþí, 2 åìöÜíéóáí åíäïíïóïêï-

ìåéáêÞ õðïôñïðÞ ôçò áéìïññáãßáò êáé 1 (82 åôþí) áðå-

âßùóå (óõìðáñïìáñôïýóá âáñéÜ êáñäéáêÞ áíåðÜñêåéá).

Ðßíáêáò 1. ÄçìïãñáöéêÜ óôïé÷åßá êáé óõ÷íüôçôá ðáñáãüíôùí êéíäýíïõ óôéò ïìÜäåò Á êáé Â.

ÏìÜäá Á ÏìÜäá Â Ñ Óýíïëï

Í 22 36 – 58

Çëéêßá (åýñïò) 61,1±15,2 (27–87) 60,7±13,4 (22–85) NS 60,9±14 (22–85)

Öýëï (Á/Ã) 19/3 28/8 NS 47/11

ÇìÝñåò íïóçëåßáò (ìÝóïò, åýñïò) 5 (2–12) 2 (2–7) 0,001 5 (2–12)

ÌïíÜäåò áßìáôïò (ìÝóïò, åýñïò) 2 (2–6) 0 – 2 (2–6)

Ëïßìùîç áðü H. pylori 19 (86,4%) 29 (80,6%) NS 48 (82,8%)

ËÞøç NSAIDs 13 (59,1%) 24 (66,6%) NS 37 (63,8%)

Óõíäõáóìüò ðáñáãüíôùí 11 (50%) 18 (50%) NS 29 (50%)

NS: ÓôáôéóôéêÜ ìç óçìáíôéêü, Á: ¢íäñåò, Ã: Ãõíáßêåò, NSAIDs: Ìç óôåñïåéäÞ áíôéöëåãìïíþäç
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ÅíäïóêïðéêÜ åõñÞìáôá

ÓõíïëéêÜ åíäïóêïðÞèçêáí 53 áóèåíåßò, 18 óôçí

ïìÜäá Á êáé 35 óôçí ïìÜäá Â. ÐïëëáðëÝò âëÜâåò (óõí-

äõáóìüò åõñçìÜôùí Ýëêïõò óôïìÜ÷ïõ, äùäåêáäáêôý-

ëïõ êáé äéáâñùôéêÞò ãáóôñïäùäåêáäáêôõëßôéäáò) äéáðé-

óôþèçêáí óå 6 Üôïìá óôçí ïìÜäá Á êáé óå 11 óôçí

ïìÜäá Â (Ñ=NS). Áóèåíåßò ìå ëïßìùîç áðü H. pylori,

áíåîáñôÞôùò ïìÜäáò, äåí åß÷áí ðïëëáðëÝò åíäïóêïðé-

êÝò âëÜâåò óõ÷íüôåñá áðü áóèåíåßò ÷ùñßò ëïßìùîç (13/

45 Ýíáíôé 4/8, Ñ=NS). Äåêáôñåßò áðü ôïõò 33 ÷ñÞóôåò

NSAIDs (39,4%) åìöÜíéæáí ðïëëáðëÝò âëÜâåò óå ó÷Ý-

óç ìå 4 áðü ôïõò 20 áóèåíåßò (20%) ÷ùñßò áõôüí ôïí

ðáñÜãïíôá êéíäýíïõ (Ñ=NS). ÔÝëïò, 10 áðü ôïõò 26

áóèåíåßò (38,5%) ðïõ åß÷áí êáé ôïõò 2 ðáñÜãïíôåò êéí-

äýíïõ (H. pylori êáé NSAIDs) åìöÜíéæáí ðïëëáðëÝò

åíäïóêïðéêÝò âëÜâåò, óõãêñéíüìåíïé ìå 7 áðü ôïõò 32

(21,9%) ðïõ åß÷áí ìüíï Ýíáí ðáñÜãïíôá êéíäýíïõ

(Ñ=NS). Ôï åßäïò ôùí âëáâþí äåí äéÝöåñå óçìáíôéêÜ

ìåôáîý ôùí äýï ïìÜäùí (åéê. 1), ìåôáîý H. pylori (+) êáé

H. pylori (-) áóèåíþí (åéê. 2), êáèþò êáé ìåôáîý ÷ñç-

óôþí Þ ìç NSAIDs (åéê. 3). Ç åðßðôùóç ôçò H. pylori-

ëïßìùîçò Þôáí 86,9% ãéá ôá Ýëêç óôïìÜ÷ïõ (20 óôïõò

23 áóèåíåßò) êáé 92,3% ãéá ôá Ýëêç äùäåêáäáêôýëïõ

(24 óôïõò 26 áóèåíåßò). Áðü ôïõò 18 áóèåíåßò ðïõ

åíäïóêïðÞèçêáí óôçí ïìÜäá Á, 8 (44,4%) åß÷áí åõñÞ-

ìáôá óõìâáôÜ ìå áõîçìÝíï êßíäõíï ãéá åðáíåìöÜíéóç

áéìïññáãßáò (èñüìâïò Þ ïñáôü áããåßï), óõãêñéôéêÜ ìå

3 óôïõò 35 (8,6%) áóèåíåßò ôçò ïìÜäáò Â (Ñ=0,0042).

Ç óõ÷íüôçôá ôçò H. pylori-ëïßìùîçò êáé ç ëÞøç NSAIDs

óôïõò 11 áóèåíåßò ìå ôá ðñïáíáöåñèÝíôá åíäïóêïðéêÜ

åõñÞìáôá äåí äéÝöåñå áðü áõôÞ ôùí áóèåíþí ÷ùñßò

ôÝôïéá åõñÞìáôá (9/11 Ýíáíôé 36/42, Ñ=NS ãéá ôï H.

pylori êáé 5/11 Ýíáíôé 28/42, Ñ=NS ãéá ôç ÷ñÞóç

NSAIDs, áíôßóôïé÷á).
Åéêüíá 3. ÊáôáíïìÞ åíäïóêïðéêþí âëáâþí ìåôáîý ÷ñçóôþí êáé ìç

÷ñçóôþí ìç óôåñïåéäþí áíôéöëåãìïíùäþí öáñìÜêùí (NSAIDs).

GU: ¸ëêïò óôïìÜ÷ïõ, DU: ¸ëêïò äùäåêáäáêôýëïõ, EG: Äéáâñù-

ôéêÞ ãáóôñïäùäåêáäáêôõëßôéäá

Åéêüíá 1. ÊáôáíïìÞ åíäïóêïðéêþí âëáâþí ìåôáîý ôùí ïìÜäùí Á êáé Â.

GU: ¸ëêïò óôïìÜ÷ïõ, DU: ¸ëêïò äùäåêáäáêôýëïõ, EG: Äéáâñù-

ôéêÞ ãáóôñïäùäåêáäáêôõëßôéäá

Åéêüíá 2. ÊáôáíïìÞ ôùí åíäïóêïðéêþí âëáâþí ìåôáîý áóèåíþí ìå

êáé ÷ùñßò ëïßìùîç áðü Ç. pylori (ÇÑ).

GU: ¸ëêïò óôïìÜ÷ïõ, DU: ¸ëêïò äùäåêáäáêôýëïõ, EG: Äéáâñù-

ôéêÞ ãáóôñïäùäåêáäáêôõëßôéäá

ÓÕÆÇÔÇÓÇ

Ôá áðïôåëÝóìáôá ôçò ìåëÝôçò áõôÞò äåß÷íïõí üôé ç

ëïßìùîç áðü H. pylori, êáèþò êáé ç ðñïçãçèåßóá ëÞøç

NSAIDs, äåí äéÝöåñáí óçìáíôéêÜ ìåôáîý ôùí äýï ïìÜ-

äùí. ÁíôéèÝôùò, åíäïóêïðéêÜ óôßãìáôá âáñýôçôáò ôçò

áéìïññáãßáò Þôáí óõ÷íüôåñá óôçí ïìÜäá ôùí ìåôáããé-

óèÝíôùí áóèåíþí, ïé ïðïßïé èåùñÞèçêáí êáé ïé âáñýôå-

ñá ðÜó÷ïíôåò. Ðáñåëèüí éóôïñéêü áðü ôï ðåðôéêü êá-

èþò êáé ï ôýðïò ôïõ Ýëêïõò äåí áðïôÝëåóáí ðáñÜãï-

íôåò åðéâÜñõíóçò ôçò ãáóôñïññáãßáò. Äåí õðÞñîå óõ-

ó÷Ýôéóç ìåôáîý óõãêåêñéìÝíïõ ôýðïõ Ýëêïõò Þ ðïëëá-

ðëüôçôáò âëáâþí êáé ëïßìùîçò áðü H. pylori Þ ëÞøçò

NSAIDs.
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Óçìáíôéêïß ðáñÜãïíôåò, ïé ïðïßïé ìðïñåß íá õðåéóÝñ-

÷ïíôáé óôçí Ýêâáóç ìéáò áéìïññáãßáò áðü ôï ðåðôéêü

(üðùò êáé áðü êÜèå Üëëï óýóôçìá), åßíáé ïé ìç÷áíéóìïß

áéìüóôáóçò êáé ðÞîçò-éíùäüëõóçò, êáèþò êáé ç ôá÷ýôç-

ôá åðïýëùóçò ôçò áéìïññáãïýóáò âëÜâçò. Áí êáé ôá

NSAIDs êáé êáôåîï÷Þí ç áóðéñßíç åßíáé öÜñìáêá ìå

áíôéáéìïðåôáëéáêÞ äñÜóç êáé èåùñçôéêÜ èá Ýðñåðå ç

ðñïêáëïýìåíç áéìïññáãßá íá åßíáé âáñýôåñç, ôÝôïéï

åýñçìá äåí åðéâåâáéþèçêå áðü ôçí ðáñïýóá åñãáóßá.

Óýìöùíá ìå ðñüóöáôç ìåëÝôç,2 êáôÜ ôçí ïîåßá öÜóç

ôçò ãáóôñïññáãßáò åðéóõìâáßíåé äéáôáñá÷Þ ôçò éóïññï-

ðßáò ðÞîçò-éíùäüëõóçò óå éóôéêü åðßðåäï (áýîçóç ôïõ

ôýðïõ ïõñïêéíÜóçò åíåñãïðïéçôÞ ôïõ ðëáóìéíïãüíïõ),

áí êáé äåí öáßíåôáé íá åðçñåÜæåôáé ç Ýêâáóç ôçò áé-

ìïññáãßáò.3

Ç óõììåôï÷Þ ôïõ H. pylori óôçí ðñüêëçóç áéìïññá-

ãéêþí åðéðëïêþí ôïõ ðåðôéêïý Ýëêïõò ðáñáìÝíåé óç-

ìåßï äéáöùíßáò ìåôáîý ôùí äéáöüñùí åñåõíçôþí.4–11 Ôï

H. pylori äñá âëáðôéêÜ óôï ãáóôñéêü âëåííïãüíï êáé

óõíåðþò óôçí åðïýëùóç ìå ðïéêßëïõò ìç÷áíéóìïýò:

(á) ¢ìåóç êõôôáñïôïîéêÞ åðßäñáóç ìÝóù ôùí ðñùôåú-

íþí Cag A êáé Vac A, (â) ðñüêëçóç õðåñãáóôñéíáéìßáò,

(ã) ðáñáãùãÞ ìåèõë-éóôéäßíçò, ç ïðïßá åðéäñÜ áöåíüò

óôïõò Ç
2 
õðïäï÷åßò äéåãåßñïíôáò ôçí Ýêêñéóç HCl êáé

áöåôÝñïõ óôïõò Ç
3 
õðïäï÷åßò ôùí D êõôôÜñùí áíá-

óôÝëëïíôáò ôçí Ýêêñéóç ôçò óùìáôïóôáôßíçò, (ä) áýîçóç

ôçò ìÜæáò ôùí ôïé÷ùìáôéêþí êõôôÜñùí êáé ðéèáíþò åðé-

âñÜäõíóç ôçò ãáóôñéêÞò êÝíùóçò.1 Áðü ôçí Üëëç ðëåõ-

ñÜ, ðñüóöáôá óôïé÷åßá õðáéíßóóïíôáé õðÝñ åíüò ðñï-

óôáôåõôéêïý ñüëïõ ôïõ H. pylori Ýíáíôé ôçò âëáðôéêÞò

åðßäñáóçò ôùí NSAIDs, ðéèáíþò ìÝóù ðáñáãùãÞò êõô-

ôáñïðñïóôáôåõôéêþí ðñïóôáãëáíäéíþí, ç óýíèåóç ôùí

ïðïßùí áíáóôÝëëåôáé áðü ôá NSAIDs.8,9 Õðïôßèåôáé üôé ç

åðßäñáóç ôïõ H. pylori åßíáé óõíéóôáìÝíç äéáöüñùí

ðáñáãüíôùí-÷áñáêôçñéóôéêþí ôïõ ìéêñïâßïõ, üðùò ðå-

ñéóóüôåñï Þ ëéãüôåñï ëïéìïãüíá óôåëÝ÷ç Þ áêüìá êáé

«êõôôáñïðñïóôáôåõôéêÜ» óôåëÝ÷ç, ôá ïðïßá ìðïñåß íá

áðïéêßæïõí ôï ãáóôñéêü âëåííïãüíï óå äéáöïñåôéêÞ áíá-

ëïãßá êáôÜ ðåñßðôùóç. Óõíåðþò, ç ðáñïõóßá êáé ìüíï

ôïõ H. pylori äåí áðïôåëåß êáèïñéóôéêü ðáñÜãïíôá Ýê-

âáóçò ôçò áéìïññáãßáò.

ÔåëéêÜ, áí êáé ïé ðåñéóóüôåñïé åñåõíçôÝò4,11–16 ôåß-

íïõí íá åíï÷ïðïéÞóïõí ôá NSAIDs ãéá ôéò áéìïññáãé-

êÝò åðéðëïêÝò ôïõ ðåðôéêïý Ýëêïõò, ôï ðïóïóôü ôùí

áóèåíþí óôï äåßãìá ðïõ áíÝöåñáí áõôüí ôïí ðáñÜãï-

íôá êéíäýíïõ Þôáí ðåñßðïõ 64%. ÅÜí ëçöèåß õðüøç üôé

ïé ðëçñïöïñßåò ðïõ äßíïíôáé áðü ôïõò áóèåíåßò ó÷åôéêÜ

ìå ôï öáñìáêåõôéêü éóôïñéêü ðïëëÝò öïñÝò åßíáé áíá-

êñéâåßò, ôüôå áõôü ôï ðïóïóôü èá ìðïñïýóå íá åßíáé

ìåãáëýôåñï.

¸íá óçìáíôéêü óõìðÝñáóìá áðü ôçí åñãáóßá áõôÞ

åßíáé üôé ç ýðáñîç åíäïóêïðéêþí âëáâþí óõìâáôþí ìå

áõîçìÝíï êßíäõíï ãéá åðáíåìöÜíéóç áéìïññáãßáò (åñõ-

èñÜ êçëßäá/ïñáôü áããåßï Þ åñõèñüò èñüìâïò åðéêáëý-

ðôùí ôïí êñáôÞñá ôïõ Ýëêïõò) Þôáí êáé ï óçìáíôéêüôå-

ñïò ðñïãíùóôéêüò ðáñÜãïíôáò âáñýôçôáò ôçò ãáóôñïñ-

ñáãßáò. Áóèåíåßò ìå åíäïóêïðéêÜ åõñÞìáôá áõôïý ôïõ

åßäïõò äåí áíÝöåñáí ÷ñÞóç NSAIDs êáé äåí åß÷áí ëïß-

ìùîç áðü H. pylori óõ÷íüôåñá áðü áóèåíåßò ÷ùñßò ôÝ-

ôïéá åõñÞìáôá. Ïé áéôßåò ðïõ ðéèáíüí íá ïäçãïýí óå

áõîçìÝíç äéÜâñùóç ôïõ âëåííïãüíïõ –êáé óõíåðþò óå

óïâáñüôåñç áéìïññáãßá– üðùò ãéá ðáñÜäåéãìá ðåñéó-

óüôåñï ëïéìïãüíá óôåëÝ÷ç H. pylori Þ åëáôôùìÝíç åðïõ-

ëùôéêÞ ôÜóç ôùí ðñïóâåâëçìÝíùí éóôþí, èá ìðïñïý-

óáí íá áðïôåëÝóïõí ìåëëïíôéêÜ áíôéêåßìåíá Ýñåõíáò.

ÓõìðåñáóìáôéêÜ, öáßíåôáé üôé ç ëïßìùîç áðü ôï H.

pylori êáé ç ðñïçãçèåßóá ëÞøç NSAIDs äåí öáßíåôáé

íá åðéâáñýíïõí ôçí ðñüãíùóç êáé Ýêâáóç ìéáò ãá-

óôñïññáãßáò. ÁíôéèÝôùò, ôï åßäïò ôçò åíäïóêïðéêÞò âëÜ-

âçò åßíáé ï ðáñÜãïíôáò ðïõ óõíäÝåôáé Üìåóá ìå ôç

âáñýôçôá ôçò áéìïññáãßáò áðü ðåðôéêü Ýëêïò.
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................................................................................................................................................................................

Is there correlation between the severity of upper gastrointestinal bleeding and Helicobacter
pylori infection or the prior use of NSAIDs?

I. KYRLAGKITSIS,1 A. LAZARIDOU,2 A. MELIDONIS,3 S. KARAGIANNOPOULOS3

13rd Department of Internal Medicine, 2Department of Microbiology, 31st Department of Internal

Medicine, “Tzanio” Hospital, Piraeus, Greece

Archives of Hellenic Medicine 2004, 21(3):262–266

OBJECTIVE To assess the effects of Helicobacter pylori infection and the prior use of non-steroidal anti-

inflammatory drugs (NSAIDs) on the severity and outcome of upper gastrointestinal bleeding. METHOD All

cases of upper gastrointestinal bleeding due to peptic ulcer or erosive gastroduodenitis admitted to the 3rd



266 É. ÊÕÑËÁÃÊÉÔÓÇÓ êáé óõí.

...............................................................................................................................................................................

Department of Internal Medicine of the Tzanio Çospital during the period June–December 1997 were identi-

fied and subdivided into 2 groups (A and B) using the criterion of blood transfusion. All patients underwent

endoscopy and H. pylori infection was diagnosed using serological assay in each of the 2 groups. H. pylori

infection and the prior use of NSAIDs were analysed as potential factors for severity of the bleeding. RESULTS

In total 58 patients were identified, 22 in group A (transfused) and 36 in group B (non-transfused). The

frequency of H. pylori infection and the use of NSAIDs were similar in the 2 groups (19/22 vs 29/36, P=NS

and 13/22 vs 24/36, P=NS, respectively). Patients with multiple endoscopic lesions were not reported to have

the potential factors more frequently than those with single lesions. Group A patients more often had lesions

related with a high risk of re-bleeding (visible vessel, clot) than group B patients (8/18 vs 3/35 respectively,

P=0.0042). However, the patients with such lesions did not have a higher incidence of the studied factors than

those without. CONCLUSIONS H. pylori infection and the use of NSAIDs do not correlate with the severity

of the upper gastrointestinal bleeding. The presence of “high-risk” endoscopic lesions is the most important

predictive factor for severity.
................................................................................................................................................................................
Key words: Helicobacter pylori, Non-steroidal anti-inflammatory drugs
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