222286

2 j’ 3 . @ :’ 1 :’ v
- psfewlunaiumsISunue  Helicobater species luszuuAY. W@ uazviewhd ua

unfinte

o o 3 ' T e ™ P ¢ s&’ .
anduiuslunmsnudouazmsne lsndhidaou  msdfeiifnmimsnuie  Helicobater
- . EY ¥ 9
Taumme Helicobater pylori Tufhednduuazifnngdihelussuudy hd uazviohd Taedl
2 z 7 - - o
PCR unzmsmzie saustslansindeuuniifulunguivesndiou uazlildvendioulaeifne

E4 1 4 1 4
o nindredrefihessuudutazifidmau 148 519 (Glhewsdwiuuazriehd 93 31, filulan

]
o 1

‘ﬁ') uazqufﬁé“ﬂmu 55 514) fadnsanrhanshmsfinu Helicobacter species way H. pylori
Tau3T PCR uag nested PCR 484 16S rRNA %uﬁlﬁm%’mﬁummiuxmiaqiiﬂ‘lwﬁa H. pylori
1Aun wiiaveddu vacA uaz My caga n1vlauds PCR wan1339uwudn Helicobater #3710
TeSimzde uas ﬁugTu'éﬂTmﬂuﬁﬁw‘%“lﬁwwﬁa ihaifluriinvesiretafimnsfigalumsd
#3295 H. pylori msms';m'f;a"[ﬂu%‘ﬁwnkituaqaﬁﬁa PCR uag nested PCR  @3529WY
Helicobater Tuduiaziianadiy 58.8% (87/148) Helicobater quuuwﬁwutﬂu H. pylori 91529
wudo H. pyiori Wlsanguuzieie uxedu 1ind uas viedd 60%(64/93) vaieimutudilelse
lilduedaio ﬁ'ﬂuquiyﬁl qﬁﬁé’mﬁuﬁmﬂu 42% (23/55) Tavfanuunndrsotheiitudidy
NWADA (p < 0.05) ﬁyﬁ\‘luﬂfjumuqn 16 ﬁaadmswwmﬁa 25% (4/16) Sufifvadestunny
quu‘zwaﬂiﬂ‘lm%a H. pylori %ila vacAsim1 uag vacAs1 m2 wulunguuze 91 ez 9 %
anwdndy wulunguit bilsueds 87 uaz 13 % muddu wuSu cag A W TsnduuaziAviing

= o,

WhuaeSe 38% (24/64)  wilalailouzFe 13%323) Tavfianuuandvednivedifgyneada

<t

- I as L o :

(0<0.05) WouuafiGusiladuninrronulagiimnedelulsnuzdedy uanbf 18%(14/93)
o - day a 4 o ,

vaginrronuluTsaihuasquiddney 44% (24/55) wilavoudeuuniiGeiiwuie Escherichia

coli, Enterobacter spp., Citrobacter. freundii, Bacillus spp., Klebsiella spp.,Acinetrobacter

anitratum, Pseudomonas aeruginosauag Staphylococcus aureus .. A1IATIVMIOAAUNLN

4 1 Ja Py 2 ada a 4 , s o ' o 1 d
Tsauzduiohduaz Tsnialugui@nlinsade H, pyorr  Asmsdauinnnilsadinanan
o A’ 1 L] C o 03 ) A' o.
Yaifimsfade H. pylori Taufinnuuand et uihivddymeada (p< 0.05) mafnwmauesad
oo 4 . Y & ,
Taumans29m Ki-67 index 1 epithelium veeTinusdunazquidiiinsfaide H. pylor wums
A o I 1 ] . VR a 4 .d ’ '\ &w oo W ' aa
Wusuadinnnaih lsadwnaniihiins@ade  TaelinnuuandnediiivdiAigneada
g A, Ay va ' 3, , e
(o< 005) vazimadvduradlulsan lilduzde wumsmsswauadlamnaniilsn
o 8 IR a & 1w TR ' ' ™ Y aa ‘
fanani lilimsAaderiuiu ud Litinnuuananedielivddgneadd (p >0.05)
vy ¥
M3 ety liidiud We H pylori dnsfiunumddglumstennuguussveslsnly
aQ uy -4 { j’ o o o
szuuduiazihd Taommieend cagd Taumawudelinnudufusiy M1 Ki-67 index nfoms
a o 4 @ a @ v & : I ( o Jan Pl 'l
Wuswaumad samdemafamsoney aniumsdadeil lussuuduuazthfeziiyse Tewd

o o o o Y
Tunisflesfumsnaunmsauz§la



ABSTRACT 222286

Several studies have éhown the presence of Helicobacter species in the human hepatobiliary
tract. However the correlation between the Helicobacter infection and hepatobiliary disease is
not clear. In this study, the presence of Helicobacter spp. especially Helicobacter pylori in
liver and bile samples from hepatobiliary tract patients using PCR and culture method was
evaluated. Other aerobic, facultative, and anaerobic bacteria were also investigated by culture
method. 292 of liver, gallbladder and bile samples from 148 hepato-bilialy patient cases [93
cases of cholangiocarcinoma, gallbladder cancer and hepatoma (malignant), 55 cases of
cholelithesis and cholecystitis (benign)] were collected. Helicobacter species and H. pylori
was detected by using PCR and nested PCR of 16s rRNA gene. Virulence genes including the
types of vacd and the presence of cagd gene in H. pylori were detected by PCR. The results
showed that Helicobacter spp. was not detected by the culture and immuxlo-histochemistry
whereas can be detected by PCR. Bile samples were the most appropriate specimens for H.
pylol‘i detection. Helicobacter spp. was detected in 58.8% (87/148). All were H. pylori. The
presence of H. pylori in the hepato-biliary malignant samples was 69% (64/93) whereas that of
benign samples was 42% (23/55). There was statistically significant difference between the H.
pylori positive in malignant and benign hepato-biliary disease (p<0.05). Helicobacter spp. was
detected in 4 samples of 16 control group (25%5. H. pylori vacAslml and vacAslm2 were
detected in 91% and 9% for the malignant, and 87% and 13% for the benign patients. The
cagd gene was detected in 38% for the malignant, and 23% for the benign with statistically
significant (p<0.05). Other bacteria detected by culture in malignant were 18% (16/93)
whereas in benign were 44% (24/55). Bacteria detected in the hepatobiliary tract patients were
Escherichai coli, Enterobacter spp., Citrobacter freundii ,Acinetobacte anitratumr Bacillus

spp. Klebsiella sﬁp., Pseudomonas aeruginosa,and  Staphylococcus aureus . The cell
inflammation in Helicobacter DNA-positive gallbladder cancer and cholelithesis patients was
statistically higher than that in Helicobacter DNA-negative patients. The Ki-67 labelling index

in the biliary epithelium in Helicobacter DNA-positive cholangiocarcinoma (liver and
gallbladder) patients was statistically higher than that in Helicobacter DNA-negative patients.

bOur t;ndings suggest that H. pylori, especially in cagA positive strains play a role 'in
pathogenesis of hepato-biliary disease. The association between 4. pylori infection and hepato-
biliary cancer was found through cell proliferation and cell inflammation. Therefore, the
eradication of H. pylori in hepato-biliary tract may be useful for prevention of developing

cancer.





