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ABSTRACT. Nowadays, more than 50% of the world population are infected with Helicobacter pylori.
Itis a well-known fact that this microorganism is of a great danger for people in 20-30% cases. Itis also
known that the index of infection, caused by H. pylori, depends on geographic areas, ethnics and race,
factors of habits, sex, age and social environment. It is especially common in economically under-privileged
countries. This infection is mainly spread in the Kind of gastroduodenal diseases: chronic gastritis,
peptic ulcer disease, MALT-lymphoma, gastric cancer. According to certain literature the mentioned
bacterium causes diseases of other visceral organs of humans.

The aim of our research was to study H. pylori urease activity, spread and coexistence of Candida
spp and H. pylori in patients with gastric cancer. 24 patients with gastric cancer (GC) were involved in
the study (National Cancer Center, Tbilisi). Identification of strains H. pylori, Candida spp and other
gram-negative rods and gram-positive cocci were performed by established methods, on the basis of
morphological, tinctorial, cultural and biochemical properties. Ages of patients ranged from 50-73 years
with a male:female ratio of 1:3. Gc was more frequent in antrum (58.33+10.07%). Microorganisms
were isolated both in monocultures and in associations. There were 19 H. pylori+ patients (35.84+9.78%).
Candida spp were isolated in 30.18+9.35% cases. Other organisms were in a small amount (gram-
negative rods, gram-positive cocci.). Correlation of H. pylori and Candida spp was higher in comparison
with other species. The highest urease activity of H. pylori was revealed within 24h (42.10+10.07%). ©
2012 Bull. Georg. Natl. Acad. Sci.
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Microbes induce an estimated 20% of all fatal Helicobacter pylori (H. pylori ) is the first for-
cancers in humans, suggesting the tremendous po-  mally recognized bacterial carcinogen and is one of
tential of controlling microbe-related processes for  the most successful human pathogens, as over half of

cancer prevention [1]. the world’s population is colonized with this gram-
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Fig. Frequency of gastric cancer in patients in terms of
ages

negative bacterium. Unless treated, colonization usu-
ally persists lifelong. H. pylori infection represents a
key factor in the etiology of various gastrointestinal
diseases, ranging from chronic active gastritis with-
out clinical symptoms to peptic ulceration, gastric ad-
enocarcinoma, and gastric mucosa-associated lym-
phoid tissue lymphoma [2-4]. Although infection may
be beneficial in some cases [5,6], its pathological con-
sequences outweigh currently projected beneficial
roles. Antibiotic resistance and compliance problems
significantly reduce treatment efficacy [7,8]. In devel-
oping countries, reinfection is common, and current
treatment options are inadequate for control as H. py-
lori is the most frequent infection of the stomach [9].

Gastric pathology can be caused by other in-
fectious agents, including fungi, other bacteria,
parasites, and viruses. These infectious agents fre-
quently are part of a systemic process in which the
resulting gastric pathology is one of the manifes-
tations. Other microorganisms cause primary gas-

tric pathology. Lots of interesting facts confirm

Table 1. Microflora of patients with GC (N=24)

that Candida spp is accompanied by gastric ma-
lignancy. Analysis of relationship between se-
lected disorders of the upper gastrointestinal tract
and infection with H.pylori and/or Candida spp
revealed a link between the coexistence of H. py-
lori with Candida spp and gastric ulcers suggest-
ing synergysm of those microorganisms in
pathogenesis of the disease [10]. Study of the ag-
gravating impact of this infection is under a great
attention of the scientists.

Considering the above said, the aim of our study
was to identify some cultural, biochemical character-
istics of H.pylori, especially rapid urease test and
coexistence of Candida spp and H. pylori.

24 patients with gastric cancer (GC) were in-
cluded in the study. The resection materials and
biopsy specimens were taken during the operation
or endoscopy procedures. Identification of strains
H.pylori, Candida spp and other gram-negative
rods (G-rods) and gram-positive cocci (G+cocci) was
performed by established methods on the basis of
morphological, tinctorial, cultural and biochemical
properties [10,11].

The age of patients ranged from 50-73 years with
amale:female ratio of 1:3 (Fig.).

Gc was more frequent in antrum (58.33£10.07%)
than in corpus (29.16+9.26%) in comparison with the
body and proximal part of gaster (29.16+9.26% and
12.5 £6.75%, respectively).

Microorganisms were isolated both in mono-
cultures and in associations. There were 19 H.pylori+
patients (35.8+£9.78%). Candida spp were isolated in
30.1849.35% cases. Other organisms were in a small
amount (gram- rods, gram+ cocci.).

N Microflora Number of %
patients

1 H.pylori 2 8.33+£5.63
2 Candida spp 1 4.17+4.0
3 H.pylori+Candida spp 6 25.0+8.83
4 H.pylori+Candida spp+ G+ cocci 5 20.8448.33
5 H.pylori+ G+cocci 5 20.84+8.31
6 Candida spp+G-+cocci 3 12.5+6.75
7 H.pylori+Candida spp+G-rods 2 8.3345.63
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Table 2. Urease Activity of H.pylori (%)

20 min. 3h

18h 24h

10.52 £6.25 26.31+ 18.95

21.05%8.31 42.10£10.07

Correlation of H.pylori and Candida spp was
higher in comparison with other species. As shown
in the Table 1, H.pylori was in monoculture in
8.33£5,63%, Candida spp - in 4.1+54.0% cases. Other
bacteria were in associations. H.pylori+Candida
spp+G+cocci (20.8448.33%). H.pylori+G+cocci
(20.84+8.31%), Candida spp+ G+cocci (12.56+6.75%),
H.pylori+Candida spp+G-rods (8.33£5.63%).

The highest urease activity of H.pylori was re-
vealed in 24h. (42.10+10.07%) in comparison with

30 Jﬁm&nmﬁ)m& 0

3, 18 hand 20 minutes (26.3 £18.95%, 21.054+8.31%,
10.52+6.25%, respectively) ( Table 2).

Results of our study show high prevalence and
coexistence of H. pylori and Candida spp in pa-
tients with Gce. Correlation of H. pylori and Can-
dida spp was higher in comparison with other gen-
era. H. pyloriurease activity was very high as well.
The highest urease activity was revealed in 24h
(42.10%) in comparison with 3, 18 h and 20 min-
utes.

Helicobacter pylori-s «tg3bgmo sJdogmds s Candida
Spp—ls 3.)36(339336.) 6?]301’ dobm'ls 3;]0‘)53 300035@36‘30

4. 53(3'814)0050*, %. 53(3'814)0050**, o. 33609’20&0361}050% 3 Bos;\oﬁ)b&)§§

* mﬁog)olsols Zsobgglaﬁogjm ZJJHHQOGOEM ;7503(761}0(&7(50[} Z}‘)HJGEOJﬁ{V) ;75‘)(5-53‘7&7(30[) 0(75(5(90,

**mgdmgzmaools EJGOMEJQgﬁo 8(75(5(90, méog}o[)o

§ Zs(ﬁgggmls Zsobggzaﬁ’ogm jmls‘io@‘)gm, ﬁgﬁoo, m‘)gogzg‘),@g, oEngmo,‘ méog}o[)o[) Z}Jbgg)gﬁ’ogjm Z}JHJQOGOEM

27503(7(5150@‘7(50[} 15‘)3‘7650(7{9{0 275‘)(5-5(7&7"](30[) 035(55)0

§§ GSI 3{*71530@‘)@0, d‘)gﬁo.)g(ﬁ)ao, m‘)aogzg‘),@g, oEngmo,‘ méog}o[)o[) Z}Jbggn?ﬁ’ogjm Z}JHJQOGOEM

27503(7(5150@‘7(50[} 15‘)3‘7650(7{9{0 275‘)(5-5(7&7"](30[) 035(55)0

(%'aﬁ)amggaagomo‘) ‘)JJQZ]HOJ(")]A 6. (538130@3&013 80{]6)

337935 dmbsbeagmdol 50% obgozotgdamos Helicobacter pylori-o. 35635055 (36mdogmo, Hnd

060 20—30% '3330)1‘)3%)'30 QOQO %00501} 8(")8&0500. H pylori—ostaaﬂeools OEQI]:]]SO QOB(‘)JOQD%QOO

33”36°%°3Q o&mb‘ba, 30)50 d'at‘)mbo'lso 5 t“).)’ls.)‘ba, Vﬂh—ﬁaaﬁga&a&%a, Bﬂa’lﬂia, sbo d‘ba 5 Bmeoogﬂﬁ
a.)t‘){]ﬂm'ha. 030 a.sSlso dﬂmﬁabom 83153‘233‘) Q.)B.)Qo 3 dmsmao d'aﬁ)o 8.55300).5636015 5338633’8“' 315 05933:](30.)
a%ﬁeagabagoo ao]s&ﬁmQ-amQas-aﬁo Q.).)B.)Qababnls — ﬂﬁmsodﬂgo 6.)1)(5606015, 33360360
VﬂQ'{]Q"’{PEO Q.).)&)QDBQB, MALT—QQBQB(')BQB, 6-33015 doBm'ls 3;]0')53 330035&33’8«3. ‘bmanacﬁmo
15.)33(35036(') Va.)ﬁo'ls ao'baanm, 030 .)'lsaaa 15153.) mﬁa.)ﬁma&ols @33.);2333315.)0 0933313.

63Q3301s dobobo ogm™ '33333’[3%&0 H.pylori—ls 'Z']&'{]‘)%'Z']QO oj(ibo;;mbo, Candida Spp—ls 3‘)36(33Q36°
> dolo 0»5.).)61536(*)60 6'38‘01’ do&m'ls (dd) 3:](*)53 300035@33'30.

Bull. Georg. Natl. Acad. Sci., vol. 6, no. 3, 2012



124 Shorena Khetsuriani, Zurab Khetsuriani, ...

3329300 333998965 33-b IJmby 24 353096B0b domglono ms Gybggonmo dsbsgms
(06 gergomgool bsgombagan®o (39680, mdognolio). H.pylori-b, Candida spp-b, bbgs a®53psmgdono
3™39%0b s atsdgstigmgomo Bbotgdol I@sdgdol ogbihogeo;es brgdmps dmGgmmmaon®o,
&oﬁﬂ&mﬂmﬁgo, 6'3526'36‘)5:"360’ 300;]030-360 50'85330]5 Bo'bﬂanm.

35309680 sbsgo dmo(33ms 50-73 [engdl. 353335398015 @3 Jogmgdol csbogstipmds ogem 1:3.
bodbogbols gnm 3ogoba30s g™ Bdoto ogem s68)G9ddo (58.33£10.07%). 3o 3Ormnbobdgdo asdmogm
Geameyy 3mbm gl nMgdols, sbggg dogBmmdos sbmzes30g80l boboo. H.pylori- gspgdomo ogem 19
3.)(3035@0 (35.84+9.78%). Candida spp a.)amoam 30.18+9.35% '3330)153335'30. Bbab do dt‘)mmﬁa&ﬁo‘baabo
oge 73603369emm GimEgbmdon (3tdstgmgomo Bbotgdo, a®dpsrgdomo jmzqdo). H.pylori-b oo
Candida spp-b 065563335 3o oo ogm bbgs dogBmmEnsbobdgdond gmstrdom. H.pylori-t
9360 5JBogmds gggmsbyg domamo ogm 24 bssmdo (42.10+10.07%).
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