EPEYNHTIKH EPTALIA
ORIGINAL PAPER

IXETICETAI N BOpUTNTA TNE YOOTPOPPAYICIC
UE TO Helicobacter pylori i Pe TNV NPONYNOEIcH
ARYN PN GTEPOEISWV QVTIPAEYHOVWOWV;

ZKOMNOZ H &1Epelivnon Tng eNidpaong Tng AoIMWENG and Helicobacter pylori,
KOBWE KA TG NPONYNOEIcag ANYNG MN OTEPOEISWV OVTIPAEYUOVWSWV (ap-
MAKwV (NSAIDS), oTh Baputnta Kai thv EKBAch ThE yaotpoppayiag. YAIKO-
ME®OAOZ To Seiyua anotéAscav 6nEC Ol NEPINTWOEIG ME YOIOTPOPPAYIt MOU
voonneutnkav otnv 3n Madonoyikn Kaivikn tou TZaveiou NOCOKOUEIOU Katd
TNV NEPIOSO louviou-AeKeUBPIOU 1997. O1I OOEVEIG XwpioTnKav o dU0
ouGdEC (A Ko B), avanoya e To av yive METAyYIon aipatog i éxi, Kol uno-
BARBNKav og yaotpookonnon. ra th sidyvwon Tng AoIwENG and H. pylori
XPNGIMONOINENKAV OPONOYIKEG SOKIMACIEG. ZTIC 5UO0 ONASEC MERAETABNKAV
n AoipWEN anod H. pylorikal n ANPn NSAIDS w¢ SuVNTIKOI NApdyovteg Bapu-
TNTAG TNG aigoppayiag. ANOTEAEZMATA AnoG To oUVONO TwV 58 CCOEVWY,
22 avAKav otnv oudda A Kai 36 otnv oudda B. H cuxvotntd AoipwEng and
H. pylorikai n AnPn NSAIDS v SI1EQEPE PETAEU TwV OUAdwV A Ko B (19/
22 évavti 29/36, P=NS via to H. pylori kai (13/22 évavtl 24/36, P=NS via
Th ARYn NSAIDS). NeEPINTWOEIC ME NOARANNEG EVSOOKONIKEG BAABREG SEV
EIXAV GUXVOTEPC TOUG NAPAYOVTEG OIUTOUG, CUYKPIVOMEVOI ME ACOEVEIG ME
MOVAPEIG BAGBEG. O1 00OEVEIC TN OpaSac A gixav evéookonikd eupnpata
uPnnou KIveUvou via enaveu@avion aipoppayicag (opato ayyeio, 6p6upog)
GUXVOTEPO aNG TOUG apPWOTOUG Tthg ouddag B (8/18 évavti 3/35, P=0,0042).
2T0 6UVvOoNo6 TOUG, Ol ICOEVEIC LIE TA NPOAVAPEPOEVTH EVESOOKOMIKA EUPn-
Hata Sev gixav AoIMWEN ano H. pylorikal dev avépepav AnYn NSAIDS ou-
XVOTEPO N6 aGOEVEIG Xwpic TETola eupnpata. ZYMMNEPAZIMATA H AoipwEn
ano H. pylorikai n nponyndgica AnYn NSAIDs v oxetigovtal L€ Th Bapu-
TNTOA TNG YOOTPOPPAYIAC. AVTIOETWG, TO EVSOOKOMIKA eupripata Baputntag
anotenoUv KaBoPIoTIKOUG napdlyovteg EKBAonG TnG dijoppayiag and ne-
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NAé8e1g gvpenpiov

EAikoBaxtnpibio nuAwpov
Mn otepoe1bn avi@Aeypovaddn @dpuaka

YtoBAnbnke 29.6.1999

NTIKG €AKOG.

Znpepa eival nAéov avappioBninto 6t 1o ehikoBa-
KTnpibio tov nmuAawpov (H. rylori) cuppetéxel oTnV AItio-
naboyéveld Tov NenTKoL £NKOLG, TOV YACTPIKOV KAPKI-
vou Kalr tov MALT-Asp@duparog tov otopdxov. Eivai
yumotd 61 n enintwon tng Aoipwéng avfdvel pe tnv
nAikia xal avépxetar oe nocootd 76-100% os £Akn
Swderkabaktonov (otnv EAAGSa vnodoyizetar nepinov
90%), eved Kupaiveralr xaunAotepa, oe nocootd 42-95%
ota £€AKn otopdxov.?

INapdéha avtd, e€akonovBsi va napapéver aBéBaiog o
ponog avtod Tov napdyovta, KaB@d¢ Kal n enibpaon g
nponynBeicag ANYNG pn oTePOEIBOV AVTIPAEYHOVGOEMY
@appdrov (NSAIDs) otnv emBdpuvon tng yaotpoppayiag.

Eykpibnke 22.7.2003

Zkorndg g napovoag peAéing ntav n Sigpsdvnon
g eniSpaong aviov Tewv napayoviov (H. pylori kai
NSAIDs) otn Bapbtnta tng aipoppayiag tng rnpokanov-
pevng and nentkd £Akog N SiaBpwtikn yaotpobmwdeka-
Saxkrtuninda.

YAIKO KAl MEGOAOL

AcBeveig

To 8eiypa anotéAecav dno1 o1 acBeveig nov npookopion-
kav ota e€wtepikd 1atpeia tov Tzdveiov Noookopegiov pe ya-
otpoppayia kar voonhevtnkav otnv 3n INaBoroyikn Khvikh
katd tn xpovikh nepiodo lovviov-AeskepBpiov 1997. O1 acOe-
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vei¢ xwpiotnkav oe &Vo ouddeg (A ka1 B) avdioya pe 10 av
vnoBANBnKav A ox1 oe petdyyion aiparog. Kpitipia petdyyi-
ong anotéAecav n peydnn nroon tng aipoogaipivng (Hb <7
g/dL) kai n aipodvvaurn aoctdbeia (taxvkapdia >100/min,
niodon aptnplakng nieong <100 mmHg). £ug opdbdeg avtég
peNetnBnkav n napovoia tov H. pylori kai n Anywn NSAIDs wg
Suvnrtikoi napdyovteg emBdpuvong tng aipoppayiag.

TavToToinon TapayovVTwy Kivoivou

Me v gicobo tov acBevoig kal npiv and evdexduevn pe-
1dyvyion AapBavérav Seiypa aiparog yia avixvevon aviiomud-
1wV évavtl tov H. pylori Xpno1ponoidviag mv avoooxXpmparo-
yvpapirn pébodo FlexPack (Abbott Laboratories). AkonovBov-
oe n AAYn Aentopepols 10TopIkoL (Mponyovueves nabnoeig,
16iw¢ and 10 avdtepo MentKS, CLVLMIAPXOLOEG KATAOTACEIS
and dAda cvotipara, Awn NSAIDs) and tov i81o0 tov acBsvi
A and 1o oikeio nepiBAANov.

Evbookomikd supruaTa

O1 acBeveic vnoBaadoviav enelyéving o yaotpookdnon.
Avtevbeifeic yia tn Sievépyeia yaotpookénnong anotéhecav
n Bapid aipoduvvauikh actdBeia, n coBapng popEng xpovia
ano@paxtikn nvevpovondbeia, n napéfuvon otepaviaiag vo-
oov Kal n un ovykardBson tov acBevois. Ta svSookomrd
evpnparta e€etdonkav o ovvdptnon pe t Bapvnta ng ya-
otpoppayiag kair thv napovoia dofpwéng ané H. pylori i
Anwn NSAIDs.

LTOTIOTIKA av&Auon

Na ovvexeig petaBAntég xpnoipornoNBnkav Mapaperpikég
(Student t-test) 1 pn napapetpikég Sokipaocieg (Mann-Witney
U-test), avdhoya pe tTnv KQvovikGTnta N un tng KAtavopung tov
Sefyparog. Avadikég petaBintég e€etdotnkav XpNOIPONOIOVTAS
tn Sokipacia x? A Fisher yia avapevdpeveg tipég <5. INoAvna-
payovtikn avdAvon Sev eKTEAECTNKE AOY® TOL OXETIKA PIKPOV
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neyéBoug tov Seiyuarog. Tiuég P<0,05 Bewpribnkav otatiotikd
onpavtikég. H otanonuxkn enefepyaocia tov Sedopévmv Eyive

pe 1o npdypappa SPSS 8.0 yia Windows.

ATMNOTEAEZMATA

AadBeveig

To 8eiypa anotedeito and 58 acbeveig, 22 otnv opd-
8a A (netayyioBévieg) kair 36 omv opdda B (un petay-
vi1o0évteg). O1 800 opddeg Rntav cvykpioipes dcov ago-
pA otn péon nAlkia Kair thv Kartavoun avépav/yuvai-
kv (miv. 1). ‘Evieka acBeveic and mv opdda A sixav
10TOpIKS and 1o nentké ovotnua (8 sixav éva n nepio-
odtepa ene1oddia yaotpoppayiag, 2 yvmwotd ENKog Sw-
Sexkabaxktvnov Kai évag 10topikS yaotpiundag). And v
opdda B, 21 aoBeveig eixav oto napenBov npoBanpata
and to nentuké (6 pia N neplocdTEPES YaAoTpOoppayisg,
10 yvwotd énkog Swdekabaxktvnov, 3 yaotpitba, 1
vaotpektoun, 1 Bayotopn-yaotpoeviepoavactéumon
ASyw Sidtpnong YaotpoSm&ekaSakTuAIKOVD ENKOLS Kal
1 pn eAkwuKN Svonewia). H avatoyia acbsvav pe 1oto-
p1kS and 1o nenukd Ssv Siépepe petald twv do opd-
Swv (P=NS). H cuxvétnta noipwéng and H. rylori kal n
Anpn NSAIDs, kaBad¢ kai o cuvdvaoudg twv Svo napa-
Yvoviov petalt twv opddev A xkar B, Atav otatotikog
pn onpavtkd (niv. 1). Ané 1o obvodo twv acBevadv,
évag povo (opdda B) Ssv avépepes Anywn NSAIDs kai
Sev eixe Nolpwén and H. pylori. H 8i1dpkeia voonieiag
Atav onpavtkd peyanvtepn otnv opdda A and 6,11 otn
B (P=0,001, niv. 1). Ané tnv opdda A, évag acBevng
obnynbnke oto xeipovpyeio NGy cuvexizGpevng Alop-
payiag népav twv 48 wpadv, 2 sppdvicav ev8oVooOoKo-
HEIaKA vriotponn g aipoppayiag kai 1 (82 e1cdv) ane-
Biwoe (ovpnapopaprovoa Bapid kapbSiakn avendpkeia).

[Mivakag 1. Anpoypagikd otoixeia Kai ouxvétnta napaydviov Kivdivou otig opddeg A kai B.

Opdda A Opdda B P Zovoho
N 22 36 - 58
Hhkia (edpog) 61,1+15,2 (27-87) 60,7£13,4 (22-85) NS 60,9+14 (22-85)
dido (A/T) 19/3 28/8 NS 47/11
Huépeg voonieiag (péoog, edpog) 5(2-12) 2 (2-7) 0,001 5(2-12)
Movdbeg afparog (péoog, £pog) 2 (2-6) 0 - 2 (2-6)
Nolpwén and H. pylori 19 (86,4%) 29 (80,6%) NS 48 (82,8%)
Afyn NSAIDs 13 (59,1%) 24 (66,6%) NS 37 (63,8%)
Yuvdvaopdg napayoviov 11 (50%) 18 (50%) NS 29 (50%)

NS: Zratiotikd pn onpavukd, A: Avbpeg, I': Tvvaikeg, NSAIDs: Mn otepoeibni avtigAeypoveddn
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EvOookoTikG evpAUaTa

2LuVonIKd evbookommOnkav 53 aocBeveig, 18 otnv
opéda A xar 35 omnv opdda B. INoAAanAég BAGBeg (cuv-
Svaopdg svpnpdiwv EAKoLS otopdxov, Swdekabaktv-
Aov ka1 81aBpw1ikig yaotpoSwdekadaxktuaiudag) Siami-
otodOnkav oe 6 dropa otnv oudda A kai coe 11 omnv
opdda B (P=NS). AcBeveic pe Nolpwén and H. pylori,
aveaptntog opddag, Sev eixav moANanAéG evSooKonmi-
k&g BAGBeg ouxvdtepa and acBeveic xwpic Noipwén (13/
45 évavu 4/8, P=NS). Askatpeic and tovg 33 xpnoteg
NSAIDs (39,4%) sp@dvizav nodAaniég BAGBeg os oxé-
on pe 4 and touvg 20 acBeveig (20%) xwpig avtdév tov
napdyovta kivdvvov (P=NS). Ténog, 10 and tovg 26
aoBeveig (38,5%) nov eixav ka1 T1ovg 2 NApdyovIeg Kiv-
&bvov (H. pylori kai NSAIDs) su@dvizav noAAanAég
evBookomkég BAGBeg, cuykpivopevor pe 7 and toug 32
(21,9%) mnov eixav pévo évav mnapdyovia Kiv8vvouv
(P=NS). To £ibog tov BAaBov Scv Siépepe onpavtkd
petat twv 80o opddwv (gik. 1), petald H. pylori (+) kai
H. pviori (-) acBevav (g1k. 2), kKaBodg rkar petafd xpn-
otdv 1 un NSAIDs (g1k. 3). H enintwon g H. pylori-
Noipwéng ntav 86,9% yia ta éAkn otopdxov (20 otovg
23 aoBeveic) xar 92,3% vyia ta éAkn SwSekabaxktdAov
(24 otouvg 26 aoBeveig). And touvg 18 aoBeveic nov
evBookormBnkav otnv opdda A, 8 (44,4%) eixav svupn-
pata ovpBatrd pe av€npévo kivBuvo yia enavep@dvion
aipoppayiag (6pduBog n opatrd ayyeio), cLYKPITIKA pe
3 otouvg 35 (8,6%) acBeveic tng opddag B (P=0,0042).
H ouvxvéinta tng H. pylori-doipoEng kar n Anyn NSAIDs
otoug 11 acBeveig pe 1a npoavagepbévta evbookomkd
gvpnuata Sev Siépepe and avtn twv acBevdv XwpPig
tétola svpnparta (9/11 évavu 36/42, P=NS via 10 H.
pvlori xa1 5/11 évavu 28/42, P=NS vyia tn xpnon
NSAIDs, avtiotoixa).
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Eixéva 1. Karavoun evookomkadv BhaBov petadd tov ouddewv A kai B.
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Eikéva 2. Karavopn tev evdookomkadv BAaBodv perald acBevav pe
Kal xopig Aofpwén and H. pylori (HP).

60% 1
16
50% A
14 2
40% -
] 7

30% EGU
i
10% 1

0% -

NSAIDs (+) NSAIDs (-)

GU: "EAkog otopdxov, DU: ‘EAkog 8wbekabaktorov, EG: AiaBpw-
TKN yaotpoSwdekadaktuAiuda

Eixéva 3. Karavopn svSookomkav BAaBov petald xpnotdv kai pun
XPNOTOV Un otepoelbdv avii@Aeypovadav eapudkaov (NSAIDs).

2YZHTHXH

Ta anoteAéopara g peAéng avtng Ssixvouv ot n
Noipwén and H. pylori, kab&d¢ kal n nponynbeica Anyn
NSAIDs, &sv 8ié@epav onpaviikd petald twv o oud-
Swv. AvtiBétwg, svSookomKd otiypara Bapitntag g
alpoppayiag ntav ocvxvotepa oty opdda twv petayyi-
oBévimv acBevav, o1 onoiol BewpriBnkav kai o1 Bapvte-
pa ndoxovteg. I[MapenBov 10topikd and 1o nentkd Ka-
Od¢ ka1 o tOnog tov €NKovg Sev amotéNecav napdyo-
vteg emBdpuvong g yaotpoppayiag. Asv vnnpe ov-
oxétion petall cLYKeKPIPEVOL TOMOL EAKOLS N MOAAA-
nAdtntag BAaBdv kai Aoipwéng and H. pylori h AMmypng
NSAIDs.
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Znpavtikoi napdyovieg, ol oroiol pnopei va vreicép-
xovtal otnv ékBaon piag apoppayiag and 1o Nentko
(6nw¢ ka1 and kdbe dAno cOotnpa), eival o1 pnxaviopoi
aipéotaong kai nn€ng-ivwddéAvong, kKabdg Kal n taxvin-
Ta enoVA®ONG Tng algoppayovoag BAABng. Av kar ta
NSAIDs ka1 kateoxnv n acmpivn sival @dppaka pe
avtiaiporietadiakn 8pdon kair Bswpnuikd Ba énpene n
npokadoVuevn aipoppayia va sivar Bapvrepn, téroio
eOpnua Sev emBeBaiddOnke and v napovoa gpyaocia.
Zoppwva pe npdoeatn peném,? katd mv ofsia @don
g yaotpoppayiag emovuBaivel Siatapaxn tng 100ppo-
niag mi€ng-vmwddnvong oe 1011kS eninedo (av€non tov
TOMov OLPOKIVACNG EVEPYOMOINTA TOL MAACUIVOYOVOU),
av ka1 8ev @aiveral va ennpsdzetar n ékBaon tng ai-

poppayiag.?

H ovppetoxn tov H. pylori otnv npékAnon aipoppa-
VIKOU EMMNNAOKOV TOL MENTIKOV €AKOLES Napapével on-
peio Siapwviag petald twv Sia@dpwv epevvntdv.41! To
H. pvilori 6pa Bhantikd oto yacipikd BAsvvoydvo kai
OLVEN®G OTNV £MOVA®ON HE MOIKINOLVE UNXAVvIoHoUG:
(a) Apeon kuttapotoflkn enibpaon péo® TV NPGOIL]-
vodv Cag A kai Vac A, (B) npékinon vnepyactpivaipiag,
(v) napayoyn pebuid-10udivng, n onoia embpd apsvdog
otoug H, vnodoxeig Sieyeipovtag mv ékkpion HCI kai
apetépov otovg H, vnoSoxeig twv D kuttdpov ava-
oTéNNOVTAg TNV €KKPIon TnG omparootativng, (8) av€non
NG PAzag TOV TOIXOUATIKAOV KLTTAPp®V Kal mBavadg ermi-
BpdBuvon tng yaotpikAg KEvmwong.! And thy GAAN nhsv-
p4, npdopara oroixeia vrnawvicocoviar vrnép evog mnpo-
otartevtikov ponov tov H. pylori évavt tg BAanmkng
enibpaong twv NSAIDs, mBavdg péowm napaywyng Kut-
TAPOMPOCTATEVTIKAOV MpootayAaviivavy, n obvBeon tov
omnoiov avactéAdetal and ta NSAIDs. 89 YiiotiBstan 611 n
enibpaon tov H. pvlori eivai ocvvictapévn Siadpwv
napayovimV-XapakInpIoTIKOY Tov pikpoBiov, dnwg mne-

P100OTEPO N AIYOTEPO Nolpoydva oTeAEXN N akOua Kai
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«KLTTAPONPOOoTATELTIKA» OTEAEXN, TA omnoia prnopsi va
arnoikizovv 1o yaotpiké Bhevvoydvo os Siapopetikn ava-
Aovyia xatd nepintoon. ZLVEN®DG, N napovoia kai povo
tov H. pylori 8ev anotenel kabBopiotikd napdyovia £k-
Baong tng aipoppavyiag.

TeAikd, av ka1 o1 nepicodtepol epevvntég-16 1gf-
vouv va gvoxoromoouvv ta NSAIDs yia 1ig aipoppayi-
KEG €MMAOKEG TOUL TMeNTIKOV €AKOLG, TO MOCOOTd TV
aocBevadv oto Ssiypa nov avégepav avtdv tov napdyo-
vta Kiv8dvov nrtav nepinov 64%. EGv AngBei vnéypn éu
o1 nAnpo@opieg rnov Sivovtal and tovg acbeveig oxetkd
HE TO @APUAKELTIKS 10TOPIKO MONNEG @OpEG eival ava-
kpiBeig, tdte auvtd 1o nocootd Ba pnopovos va eivai
HEYANOTEPO.

"Eva onpavtkd ocvunépacpa and mv gpyacia avtn
eival 61 n vnapén evSookomrodv BAaBomv cvpBatadv pe
avénpévo kivBuvo yia enavepgdvion aipoppayiag (gpv-
6pd knAiba/opatd ayyeio n epuBpdg OpduBog emranv-
MOV TOV KPAtnpa tov €AKOLE) NTAV KAl O ONPAVTIKOTE-
POG MPOYVMOTIKOG napdyoviag Bapdtntag tng yaotpop-
payiag. AcBeveig pe evSookomkd svpriparta avtod Tov
eibovg 6ev avépepav xpnon NSAIDs ka1 Sev eixav Noi-
poén ané H. pylori cuxvotepa and acBeveic xwpig Té-
to1a svpnuara. O1 airtieg nov mBavov va odnyovv oe
av€npévn 81dBpwon tov BAsVVOYSUOL —Kal CLVENDG OE
ocoBapdtepn apoppayia- onwg yia napddsiyua rnepio-
odtepo Nolpoyova otenéxn H. pylori n edattopévn enov-
ATIKA tdon 1TV npooBeBAnpévov 10tdv, Ba pnopov-
oav va anoteNéoouvv PHENNOVTIKA aviikeipeva épsvvag.

Zounepaocuankd, @aivetar ot n Aoipwén and to H.
pvlori xar n nponynBeica Anyn NSAIDs 8ev @aivetal
va emBaplvouvv v npdyvwon Kar €kBaon pwag ya-
otpoppayiag. AvtiBétwg, to £ibog tng evSookomkng BAG-
Bng eivar o mapdyoviag nov ocvvSéetar dueca pe
BapOtnta tng aipoppayiag and nennkd EAKOG.

ABSTRACT
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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,! A. LAZARIDOU,? A. MELIDONIS,? S. KARAGIANNOPOULOS?
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
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Department of Internal Medicine of the Tzanio Hospital 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. pvlori 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

I. KYPAATKITZHZ kai ouv.

predictive factor for severity.

Key words: Helicobacter pylori, Non-steroidal anti-inflammatory drugs
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