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Haticobacter pylort genotypes in the Grask |

NN, Sgourss’, M Oipmald?, A. Georgopouion !, A. Kallimopoukos?,
© A, Nusioad, L Panagiotou?, . Roma*, S. Michoptuloa®, K Kalergi®,
A Fangait?, A Menkis', 'L ry of Medical

Heltenlt Bossor fnrtiacs, Athens, Grerot, I Microbloiagy Laborakory
“Agia Sophlz " Children's Haspital, Arhar, CGireece, 4 Gosmoenteroiony
Clinke “4lexandra™ Hospital, Athers, Greece, * Ganroenseriogy Clinic
“Agia Sophia™ Children's Hozpital Athin, Greeoe

m:hmhmdmwmm.mmﬁdﬁw
string, isclued from chiidren avd adults in the Greok

Minterick aod Mulbods: 45 clinical streins from childten pad 36 from
wlult patienis were olated from gautric bopsles following pastroccopy.
The preserscs of cagh me well 1 gibiyping of vech mid-and signal-region
was cffected by POR 0o penomic DINA 23 deacribed by Athiatos e al,
1999 and Vamacks o 2., 1999,

Fesaity: £4 (83%) ol of 101 erins were detecied positive fox e
pressnce of cagA [86% in the adult mod 0% iu the children popukation).
Out of 1% prainy woabysed, 52 bejongad w the vacAsl and 27 w0 the
vacAIZ blype (60% aod 34% respectively). Oot of T4 wirmies sadysed,
73 {(31%) wrte of the vacAm] and 48 (E5%) varAm? rubfypes whike 5

alim] aliml i Ll i lamd
Ay 13 n o [F 1
Cheikdrrm g [} -] 15 1
Towl -] F] 4 I 3

4%) remained unTypeable. The combinations of vach subiypes obcrred
are sorrgnaniged in the Folbowing, bie:
We did not desect the vacAS2/m] wMype in the sample populaion.
Conclusion: A high frequency m'c:pk posilve straine wn olrscrved in
the Greek populetion. There g o
betwecn e vach mid- and signdl-regicn seboypes, No slmnlly llg;mf
Jeant difforonces among the pubtypes were derened borween the sdult and
the children study groups.

Weferences

11] Asheriom e al {19991 J. Clin, Microbiol TH, 2979
[2) Vamaoks & al. {1999} 1. Clia. Microiol. 17015 2274

6.02% | Intratamillal spreed of Helicobacter pylor (M. pylori:
A anaiyals

E. Roma-Giannikou ', A. Knmum" B Balasos?, T, Panayioou !,

Z. Manlia*, C. Vaa-Vliel', T. Rokkas®, N, Skandalis?, C. Kattamiz ',
’m Dapt, Paed, Athens University, Athens, Greece, ? Labararory of
Jv halingy and Motecular Siology, 401 Armty General Hagpital, Athens,
Gnreca Costroenrerology Dept. Atheny General Hosplaal, Athens,
Greece, *Histopathology Depe, Athens Geneval Hospizat, Athens, Greeze,
TGasiroenterclogy Uit “Heary Dunane™ Hozpin, Aihens, Greece

Backgroand: A bigh incidence of 7. pylor’ among family members of
chikdren with 5. pyfor? gastntit hog previously been documended ot iapay
muoerial, The main objactive of this sudy wis the genetic clenficaion of
H, pylor srados involved in intrafamilis! dispersion.

‘Waterlals and Methods; Formalin-fied, prafin-smbedded muterial
of wieal mucosa from 32 members of 11 familics was srudied For the
presence of genetic hamageneiry. To achieve this goal, the 2mire: genome
of K. pylori was studied by the RAPD methed. Funt
the Urcasc A geme won analyzsd o lntemat centrol, weing o muliples
PCR-assay and the novel mutotion detection method based on the Hy-
drolink anefysic. Oenetle similanitics of the whole gename of K. pylon
20 well & the aize and swucture of Urease A gene were observed smong
membery of the yame famaly.

Resulta; Although mutations m Urease A gene were [ound in 22 gut ot
32 individuals. e RAPD fi thay vhe sume Y, pylon
sirain was invedved in the inwefamiiel dispersion.

Comclusions: The homaokogy of de H. pulori genome in members of the
sume Farily sirongly supports the hypothesis ol ransmiasion of A, prios
FrommL persnn-to=erz0l or Frem & Comeon ware.
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. pylor i chilrarrs dantal placue: Comehtion
he H. pylori Infect!on stalus of thelr parenis

¥. Kafrlisa rhmmﬁ A Mengia?, A Tiamis?, B Sgoara,
I Plnm\nlnu‘ E. Ruma’ 1 Aghia Sophia Childven's Horpital, Athens,
Greacr, * of Avhena Lintwersirg, Athena,
Greece, ' Rellanie ﬂumrhurwu. Athens, Greece

Alin: The aim of the sty was 10 jnveslipue the presesce of i miart
in g dental plaguc of chikiren, wive coderwent erdoscopy for upper
Gi aymploms i corvelae it with the M. pyiori infectica satg of their

Mnm The sudy shonple comsisted of 25 chikiven aged 4 10 14
years old und 49 family mombers (mother andlor fathic). Gastric biopwies
wmmwﬁumdlmcj\ﬂml«aﬂmuﬂdﬂwmm
Serclogy wa sed Lo asstas the K. pylor) canmik of the parenty,
giva! plaque sampics wmmmmhmnlﬂ‘ﬁ“mwm

endostopy. Only sampler positite by two diffrent PCR methods were
coasidered pasitive for the presence of H- pwiovi In denal plaque.

Results: Fifieon o of 35 (43%) children were comsidensd H. pwar)
inferted Ty M lensl two methods {CLO, histology, culfure). M. pyiord was
detected in dentdl plagues of &3 hlopey positive childen and in only 1
o(ﬂu?ﬂweplymmvednldfu The presence of H, ploni in the denud
plaque was wied wikh H. pylor/ & 3o in pLsTic sam-
ples from the antrum {Fluher’s pef.027). On the basis of scrokogy. 33.3%
of mothers end 45% of fohers were consideced posiehve for M. pfort in-
festion. Childeen who had A, pylor identified in their pague belonged in
Furtilies wha glso had &, pylod in dental piaque. The prescrce of M. pylart
in madher’s dental plaque or postive serology wes skiocisied with B, -
fori infection in e reepective child {pm0.00% and pal002 mapectively).
Although the same trend wis alse obearved for the fben, the diffirence
was hon auistically cignificant [pel. L0 wnd pall, 576 respectively)

Concludoas: Deva] plaque of chikdren and whelr families may play
an impanE role-acting w4 “resarvair” Jfor H. pyiord awamisgon, The
dewactlon of A. pylori in mather's dertind plaque seemd 1e e 1 critical
Factor for the infrafumiliy ppread.

7] The intrafamiiéal status of H. pyied Infecticn in
children with upper Gl symptoms

E Roma . ¥. Kafrima!, I Panagiotou?, A, Mentis!, €, Van-Viict?,

¥, Sytlepoulou’, ‘Ga:w:mvm&:y Unlt, 138 Dept of Paedialricr. Athens
Univarticy, Atkens, Greece,  Hellenc Insiiture Pusitur, Athent, Greece,

I Hiztopathoiogy Depr, Aghia Saphiz Hospiual, Athens, Greece

Background: H. pylor! infection ix common sod its acquisition iy mainly
in young sges. It bas been claimed that dusing eacly childhood inrafs-
miUal coowminatioy le meze possible dan from othor seurces oubide
home.

Al The aim of the study wit 10 investigate the H, pyfori statvs within
fariliex of children with vpper GI symphona.

Methods: 43 symplomatic children without previons eesdicilion ther
apy nged 46 yous (rocdias 11yrs) ware investgued by 7C-UBT as
well 1 all their lﬁﬁmdynmbmwmmdsibhngx)hvmsinm
anme house. Stz and of living were alw
Enysstigamd.

Rosme: Acconding 1o H. prlor] stetus tho index children wers divided
into group A I (44%) whe were & pplort iofsered and goup B 25
(56%) who were negative for . pvioni lofaction, Ferty four pui of 57
(T7%) relakiver. of group A wers also fofocted, whils B, pydon wes found
only in 19 cut of 88 (23%) relatives of group B, (p=0.000). Tn grovp A
75% of fuben, W% of mathers and &5% of slblings were found H. pylor
positive, while [b group B 299, 44% and 5.2% fespectively (p=0.001,
pel 01 pau (01}, There waa not found any diffecence conceming living
conditlona between . pylon Petilive And regrlive children,

(o “The highes p ! M. pelovi indection
within famitise of H. pyi'orf ponuvu sympeomatic children, comparcd o
the negative ones, sapports @e hypothesis that tmndmivion of i pyiort
in children could be from the infected members of the family ot the sams
soures within house,
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7.131 lpomull and call proiferation sce slgnificantly
aftactsd by anatomic she and Helcabacter pylor!
intaction of tha gasins mucoss

5D, Ladar’ M, Chaiargyriou', P. Kitunes 2, X, Trinmafyllou !
C Barbazas!. 5. Rapuic? . Gausmsensansingy Cinit, 2ad eparment of
Internal Madicine. Medionl School of Athens, Athens, Grrece, 2 Pathology
qusmum ofﬂu ‘Ewmpelismes ' Hospital, At Grrecs,

Xy Uik, Si ion Hospital, Athers, Greece

Lotroduction: Helicabacier pylori it b risk fector for gaatric camcer, The
aspnciaticn tetwers H, pylord wnd eancer may be stribatable t2 increased
cputhelinl eell tomerven, Hewever, the mechaniums s tbe
reaporse of difforent wnatomse dics of the paoiic mocom o M. pdanl
infection remein be be defined.

Alm: To ipvestipais the apoptosic and cell proliforaton ree of diffaren:
WROTILE G OF ZMATC Irsceda in . pplord v kel ove patlansy,

Methody: 3 paclensy (M/F I/, age 34, 16-54 years, medin, range)
wore shediod Sin biopees were eparately chiained from the gt (GC)
wnd leaser (L) curvitare of the apem and cocpas and the fundos sed
caritia . pori simhs and eedl p wem deterind i
mmmm“mywmmlmmm
accordmg w0 e Avidin-Rioin Mabed. Apopacwil v ncwioed by
TUNEL method The rae of the panitive staimed colls war cound uaing
image analysis echnique (SABAY

Roachtur 11 paticnt were . pylon —ve and @ +ve. Medien apopiotic
ncder was wignificendly different among the GC 25 end LO 30 of anmam,
the GC 13 exd 1.C 13 of corpu, the fimdus 12 and the cardi 35
(Pc0.001), being kigniBoardy higher at b Matomic wick i H, pylori
4ve pationtz [P=<0.001} Mediny prot invden s Al o
differem kg the GO 24 and LT 3.0 of snirom, the GC 4.5 ind the LT
9.2 of corpus. m:r\mumlmmmus (P=0.001). However,
H. pytorl e priets had o i Jowes proliferation index mnly
GC (P02} aod LC (P03} u the corpus and e cardis (P, 04).
Cosclurios: Gaatric cell apopianls and profifarution are cigniScandy
affiected by enslonic aite and M. plort infecting, fecon. which are known
1 be reland with gasric cacinogeneis.

Guiriccarull"' lon and intestinal

{IM}: Role of H. pyier and gasiroasophageal reflux
dizanss (GERD)

N. Rosolimsos ', P Aggeli', N, Sfoughatakis'. F. Koulaaris ', K. Petmki®.
A Nakes ', ! Hippokrasite Geareeu! Hegpicad of Athens, Gustrgarerrdagy
Department, Athens. Grecee, SHippukrarlon Geaeral Hospital of Atheus.
Histapatheategy Deparusent, Atheis, Greece

Ohjective: Path is of chuonic inil bon and intestinal Lusi
B the gastric cardin 5 Bitb uncleas We svaluated dw factors ipvolved in
the. is of there histological alveradi

Methods: Totally 52 coosecutive patients who underwent uppel eh-
doscepy were enrclled in the siudy. In cach patient 2 biopsies were
performed i the antrom, 2 in the gruTic body and 2 ar the gastric cardie
in oder 1o dawermine B, pbort infection and hinological surus,

Remits: Overall inflammasion of the gragic cardin wis detecied in 40
(TR A%) patiens, M. pror] infection in 35 (68.65%), Incestiny meuplasiz
of the gawic cantia in 9 {17,6%) and GERD in 1§ (35.2%). The rue of
H. pylow! infection was not found higher in patiens wha had inflammazsion
of e gustric cadin compared to those who had not [28/40 (70%} ve 5%
{55,6%) p=>0.1% while the prevalence of GERD symplomn wid 1130 nok
different beatween the fwo groups (1544 (37,5%) va 28 (2225, p=0.1).
Regarding the intzaring] meuplasiz, M. pylor infection rate was also oo
Tigher in patiends with [M compared o those without (58 {62.5%} v
3043 (69,E%); p= 0,13, while no difference concaming the prevalence of

aympeons war found berwsen the rwo powps [29 (272%) v
16442 (38,1%}; p=GlL). No rhffmm in age and men emerged betwoen
patients with o withet aierations of the gaswic candie,

Concdugions: o relation was found berween both nflamemarion and
intestinal metaplasin s the pasinc capdin wnd M, pyiori infaction and
OERD. !

Xyih International Workshop on Gastrointestinal
Pathology & Heficohacter,
11-14 Sept 2002, Athens, Greece
Gut 2002:54(Suppf H1EAS5

XVth Intemational Workshop on Gastrointestinal
Pathology & Heticobacter,
11-14 Sepl 2002, Athens, Greece
Gut 2002:51(Suppl If:AS9

[512*] Roiiotgmmh factors apopiasa nd COX-1 and
COx-2 In

Conelation with H, pyim‘{Hp] Infaction
A Karamerin |, T. Rokkas?, ! Depr of Pathology, 417 VA Hoapiral,
Atheny, Greece, } Gastroarzarology Undt, "Henry Dunant™ Herplial,
Athens, Greeee
Introduction: Severtl spidemiologic sndies d in
between gastric cere

giam that is responsible for the mandformation of the gaurie mucos Fill
remaing ooteure. 1 b posrulasd that sxcesaive mucosal cell proliferation
wmmnﬂymn]tmgummphy mutaticn aod tepsformasion af
epthelial calls in 2 more These seemd 19
becomplﬂedbylhcexpmumnfCQXZummﬂmmmeMm
wulmacmwemmo mmwﬁmmmm

o and bmor growth. 5o the aim of
this stody way to Srvestigie the poscible role of Growth Factors such as
TGF1 snd HGF in putric carvinogencsis in correlation with Hp infectics,
a well a2 to cudy the expression of geoes sach ws COX-1 and 2 and
spoptosis reiaed moleciles Bax wod BCL-Z

wod Methods: Bicptic speci and serum from 50 patients
with gasmic curcinoma were used, Moleguler biclogy techmiques were
lmpwfurﬂ:mdyoluwonofTG&HGmelmdz
and i y for the detection of Bax and BCL-2 proteins.
Nepnvnmuﬂamnud
Resulls: memmmpolmfwﬂp.w+m1imm
deterted in 3530 Hp (+) cases. HOF and TGP =x o)
mmmgumcm:mmmmw(lﬂwlﬁfem
respectively). No statistically significane differsnce wa in the
cmammwmmﬂmmmum

Heilcobacter pylan miuted gantric sarcinogenssts
and lnunchistochamical sxprassion of FHIT gene
product

K H. Kntsanos, A Skopelitou, M. Michail, 0. Baltayannds, E.Y. Tslanoe,
Medicol Sehool of foanning, loanming, Greece

Background: Changes in whe fragile cuvinogenic regioe FRAJE of Fog-
dchimd:mnhd{?hn)mluwbunmcdumuﬂymmm
Faatric g d the i 2Epras-
mnotﬂmgmpmducttpmujmbmpsm orpndemmagmmi
w.m :hmnlc mmu [Hdlwbamrr pyiart (Hp) elited 6r not], pastnc
T 7 i uul ww: lduwmma
and Methods: We per

archival turerial of fmnl.lm-ﬁud paraffin-cmbedded tissues of [35
ganric Bopeies (76 endoscopical and 59 surgical), weing tbe anti-Fhit wnti-
body [rabbit and-Fhit polyclenal antibady, ZYMED] and the strepavidin:
bictin peroxiduse method {Dakopara). Biopsics from nemal gasmic
epithelim were vxed s controls, Depending o the swength of staining
for Fhit all biopsics wern characterized a3 neguiive () up to strongly
pasitive {3} ones. Sudistical anaiysis wes pecformed with Fuscher's exact
eat and MeMemar's 52 et

Resolts: Total abacoce o¢ minithal expression of Fhit protein was oo
ticed in 79% of Hp positive(+) gustring, i 76.4% of chronic gasritis
writh ko oc high grade dysplavia and in 56% of gastric adenocarcinomas.
The absence of Fhit prolein expression correlated with te peesence of
Hp {p-ﬁ DO(II) and epulnlml dysplusio {pa.01) but net with entenic

lation was naticed between the absence of

Fhit ¢ presEi lndlhc lerati h of gaslric
1p=0.02} a3 well p3 with its Insnnlu;ucal and clmlcnl saaging (p=CO0).

Conclosions: Our reselts strongly indicate that abaers or reduced

hand, COX-2 cxpreasion was exchisively seso among gasmic carct
cises. Only e Bax protein cormtlaed with 50% of the Hp (+) cancer
CaEEE.

Concluslon: Infection with Hp, elpeciul.ly with &erains upreuin;
CagAs, aeetu 10 be o well d pathwiy in develogiog gusmic
exrcinoma. Upregulation af growth factors and COX-2, and dysregulation
of the Bax/BCL-? system in Hp infected patients, may conwibue o
neoplastic vensformation.
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of Fhit prodein in Hpd+) guatritis o chronic gasmiue widh dys-
plasia, may be an early event in gaame carcindgenesis, probably Wtough
diroct or indivect changes in the fragile region of the Fhit gene.
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|' 10.05 il tap of cardiac

n wih o ulesr wnd

reftux ssophagiis

& Mkaoposio®, K. Petmki?, M, mu?m oA, Nusios |,
N Katselr! | 65, Manuhes |, G, Statis |, B Sgounns*, N, Krdioe !,
AL Meniis? *cmwmmy Lirir o Alexandra® Hospital, Athens,
Greece, ?Pashology Unis of ‘Metropolitan® Haspital Athens, Greece,
TRathetogy Lini of ‘Alerandre’ Hosplal, Avkenz, Greece, *Microbiolagy
Dapartmuns of Paztewr fngtitute, Athens, Greece

Alos of the sty To cvahutie patible Effermess in flanmation snd
intrstinal medsplaxia o pelienty with decdena! uleer (TN and refus
esophagitis (RE),

Fathmtr aod Mrbods: 20 pagenis with DU, llJHp(-r):ldQ!plhm
mmﬂﬂﬁa)md“"p(-)mmoud in the shudy. Biopry
paciovend oblalned from paric aatrom (A funded (F)oand cardpdC)
were examinad with HemaoxylineEcsio. modificd (Beman, PAS-Alcian
BIulﬂil—l]D—Akhnmmnhu Toe prade and acohvlry of nflagroaatio

sveluatnd acconding Sydncy Sysem. Serology for Cagh
MMWMmmIIJHp(-»)m Stm; chi-mpine,

Remlts: The pumber of patiends with the differoni degrees {01/273) of
the grade wnd the setivity of ioflamoetion as well o e prescoce and
e caweol of inmutine metaplarls (T} are ahown o the wble Caga
sexoposttivity was DO for DL paticow bex ouly 409 for REHp +).

e Acreiny [
o e AN Ty
1 * hod HE
REH+) I M IARD
2 - A pi=
RPHp-y p g prn s 321z

gt e pecti 1.

Conchumdons: 1} The grade and activity of the inflammadon of the
it wre e wevere in DL thae in REHpO) paticats. 2) The gk sl
activity of ibe candtia inflanmation are moce severs In REHp(+) i m
REHp-} patienrs. 33 There is no dilferenes. in the presence of DM neither
betwzen DU aod REHp(+) wor betweon REHpG) amd REHp-) puubenis.
4)the prevalenes of Cagh pvopouitivity is higher v DU thaa in REHpi+}
Paiena

ot soscotc i
gartraduadanal e | {BDI.I] and uophqlﬂa {E}
after the wide Ippl of Hellcobaoher pyion Hp}

arm«non aginans
E. Michopouloa, M, Sctiropoatoa?. K. Perski?. Amum'
N, Kasakoa !, c‘.u.mum’ . Stamans |, b, Pisaia |, M. Kaliort
*ammm” alr of "Alazandra* Horpial, Athens, Greeee,
? Fathplogy [nit of "Alemandre' Fospital, Athers, Greece, ’Wan umit
of ‘Metrapolian” Hospltal, Athers, Greece

inltuw ic ctingnowis of GDU ov B whsr the wide
epplicsiion of Hp -
Patients & Muathods: W anal’ all the endoecopk: reports and e

1993, 1997 and 2001. Our department is i hag
Athens, uh:lwmmemHukhSylmanSJndkhum

increased dramatically during 1997 (95%) md 2001 {F1%). Ameong Lem
the % of Hp(+) packau was 50%, 42% and 31% fc E, 77%, 63% and
T3 for GU wnd 90%, ﬂnwﬂﬁhwfwuime
tively. NSAM's sonsumpdon was oot modified seconding oo the A’
mcwmﬂaﬂyhml (5, 194, £8)-

ar o B
1983 M L4y TANG
17 Eyd T | i
2001 24 bt PEVE LR

Conclusions: Since 1993, 1) The tolsl oumber of UQ1 procsdures
had bt changed, 2) Tha accurue conmnl oo Hp s b doacaacdcally
incresand, 3 Meilior the previdicse of GDU and E u endoscopy oo their
Hp aut were modified, 47 Hon varcesl hemontage decressed during
200, seguardies of the garne NSAID's conaumpebon.

Xth International YWorkshop on Gastrointestinal
Fathology & Heficobacler,
11-14 Sept 2002, Athens, Greeca
Gud 2002,51(5uppi (). AS4

XVth International Weorkshop on Gastrointestinal
Pathclogy & Helicobacler,
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|15.15 pyfor Ivdeation In upper
In pasth with

hemorhaght dissriart
NP, Eleftherimils ', 5. Makei 2, € Aggouridaki®,

¥ Piasvog P Muiria? PArdniotier University of
Thesralonii, m:.m{auh. Greece, *Ariiolles Unhkrmz of Thersalaniid,
.h‘mmn‘mc Un!rnfnrnm Pmpdeurfc Dlﬂ. Gresce, " A,

of Th Gmﬂ'
*Arirentles Univerairy of Thezsaloniis, AFEFA HOWEL Greece
w 1o pannm with hwvduuq beverthagic diurhn {HED)
i bending {1 a lify compli-
mnwhﬂcfhnmho(ﬂdknhmrnﬂenﬂl?]mfwnmnm
ptienrs haw Bt heen fully clarified in the likerature. The kim of s sudy
wia wr rvaluse the role of HP infection snd desal sst in LGB in
patiootr with HHD.

Methode: Thiny-seven patents with HHD, mein dge 413 146 years, [11
puamu(l?nulu.m!muk)mwm (12 males, 7 females) with
wmmmmdmmyﬂszpmmmm
who crne for alstive gan mmm
61416, 32 tauke. mmummmm . Endoscopy wa
forrsad i all pesienss with UGE and to controld, msammmm
1] 1g0 (Phanmecisd. Upohn, normal« 10UMmI) 2} anti-Cagh (RADIM,
mtworuad < 10 RUml) amd 3} IgA (Movum Disgnostics, rormal <20 NLUml)
ummuﬂsdml{?wbadaaﬁpnmumdmb Monoover, deml
Flali ek i the tweth index (DMFT}
mmwmx tost s waod for seaistical aoglyais

Remaha: 437 (64.8%) pazientt and 34052 (S5.4%) cnmmh had HP-
1gC sy antibadiox peeidva {po 0,1, H5), while 2007 (54,05%) patients
and 13T (MER) controls had semm aet-Cagh pﬁlill\m (N5L Hew-
cvar, 151E (855) md S19 (26.3%) FHD patieun’ with and withowl
uoe ¥, had serom anvi-CagA pogitive (p0,01), while serum.
HP-I30 wia poliun]n l]l'li (725} nd 11712 (FB%], lttpﬂﬂtl}' fNSj

and the DMFT mdex did

aﬂu hetwua lhe i aubgroupe.
Cencluslona: Although there was nat found muxnnny aignifleant
HHD

: Teod]
with history of HGB. Acconding 16 ouwr repilts and 1o comblnation with
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PREVALENCE OF HELICOBACTER PYLORI INFECTION IN FATIENTS WITH REFLUX QESOPHAGITIS
AA. Gatopoulow, K. Mimidis, G.l, Leortiadis, N. Lirantzopoulos, G.1. Minapoulos
Endoscopy Unit, Depantment of Surgery, Demoknitus University of Thrace, Alexandroupolis, Greece

INTRODUCTION: The role of Helicobacter pylori {HP) in cesophagitis is st undefined. It has been suggested that it may be
protective against oesophagitis.

AIMS & METHODS: We inlended to evaluate the relationship between HP prevalence and cesophaggtis in endoscopy, as well as
between HP and histofogical diagnosis. In this prospective study 50 consecutive patients were subjected lo upper gastrointestinal
endascopy for the evaluation of refiux symptoms. The presence of HP was estimated by CLO test. Lugol chromoendoscopy-directed
biopsies of the oesophagus were [aken in all cases.

RESULTS: The overall prevalence of HP in 50 GORD patients was 35/50 (70%). Among the 50 patients: 29 (58%) had normal
endoscopic findings (presence of HP in 20/35, 57.1%; absence of HP in 9/15, 60%; p=ns),13 patients (26%) had grade A
oesophagitistHP+in 1135, 31.4%; HP- in 2115, 13.3%; p<0,05), 6 patients (12%} had grade B oesophagitis (HP+in 2132, §.7%; HP-
indf15, 26.7%; p<0.05), 2 patients (4% had grade C cesophagitis {(HP+ 2135 5.7%, HP- 0%). Furthemmare, the overall prevalence of
HF in biopsies was 34/48 (70.8%). The histological diagnosis were as follows: 2748 (4.2%) nomal (2/34, 5.9% HP+; 0f14HP-
O%;p=ns), 11/48 (22.9%) low grade oescphagitis (8734 23.5% HP+; 3114 21.4% HP-, p=ns),35/48 (72.9%) high grade cesophagitis
{24134 70.5% HP+ 1114 78.5% HP-p=ns}

CONCLUSION: A statistically significant comelation was observed belween the presence of HP and grade A oesophagitis in
endoscopy, as well as betwaen absence of HP and grade B oesophagitis. All cases of grade C cesophagitis were HP(-). There was no
comelation between histological diagnesis and HP presence. The aforementioned probably indicate that the absence of Helicabacter
pylari may tead to more severe oesophagitis in endoscopy.
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APOPTOSIS AND EXPRESSION OF THE REGULATORY PROTEINS BCL-2, BCL-X AND CYCLIN-D1 IN HELICOBACTER
PYLOR: INDUCED GASTRITIS

J.A. Karagiannis!, N, Giannakou?, K.D. Paraskeva’, P. Mathiow?, P. Kitsanta2, A, Tsinga2, . Gaga?, D. Theodosiou?, C. Spifiadi?
'Gastroenterology Unf, 2Histopathology, *Agia Olga™ Hospiial, Athens, Greece

INTRODUCTION: Several cell cycle requlatory groteing have been studied extensively in a wide range of diseases of the
gastrointestingl tract because of their regulatory effect on cell prolferation and particulady for their implication in carcinogenesis.
AIMS & METHODS: Aim of the study was to assess apoptosis and the expression of the cell cycle regulatory proteins Bel-2, Bel-x and
Cyclin D1 tn patients with HP gastritis before and afler successtul HP eradication. Mulliple endoscopic biopsies from the body and
antrum of the stomach from 30 adult patients with histologically confirmed HP gastritis were studied. Apoptotic activity was assessed
with the TUNEL method and Bal-2, Bcd-x and Cyclin D1 expressicn with immunoperoxidase staining. Bel-x expression was studied
before HP eradication only while 10 patients with reactive NSAID-induced gastritis were used as controls for Bol-x expression.
RESULTS: Mean value of apoptotic index before and after HP eradication was 3.5% (0.6-11.7%) and 12% (4.8-32.9%) for the body
and 5.02% (2.03-19.29%) and 7.4% (1.5-16%) for the antrum respectively (p<0.05}. Bcl-2 expression was observed in the antrum only
in 8/30 (27%) and 26/30 {87%) patients befors and after HP eradication respecfively (p<0.05}. Cydlin 01 expression was found in ~1%
of cells, beth before and after HP eradication, being increased (in -5-10% of cells) only in foci of regenerative activily. Bel-x
expression was observed in 1010 (100%) patients with Grade 3 and in 6/8 (75%) with Grade 2 gaskritis and G3 and 62 HP load
respectively. Al patients (12/12, 100%} with mild {Grade 1) gastritis were negative for Bel-x expression as were the 10110 {100%)
control patients with NSAID-induced reactive gastrilis.

GONCLUSION: Although if the number of patienis studied is relatively small, it seems that after successful HP eradication: a)
apoplotic activity remains increased, particulady in the body of the stomach, b) expression of the anti-apoptotic profein Bl-2 is
slatistically significantly increased in the antral mucosa only, ) cyclin D1 expression remains unchanged and d) Bel-x expression is
associated with high HP foad and severe gastritis, being negative in reactive (NSAID-induced) gastritis.
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