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ABSTRACT

Helicobacter pillory (H.P.) induced immune reactions play leading role in the damage of gastroduodenal zone mucous
membranes. At the same time it is known that cytokines production by peripheral blood cells has some influence on the
stomach epitheliocytes and development of inflammatory process in stomach membranes. Proceeding from the above
mentioned we aimed to investigate peripheral blood T-, B-lymphocytes and IL-6 during gastroduodenal diseases. We have
observed patients with ulcer disease (20), chronic gastroduodenal disease (32 patients) and mixed form of ulcer and chronic
gastroduodenal diseases (37 patients). There was no difference found between groups while comparing quantities of T- and B-
lymphocytes, T-suppressors. The active fraction of T-lymphocytes was statistically reliably decreased in the mixed group in
comparison with the chronic group. It should be mentioned that there is a tendency of T-active lymphocytes increase in the
group of patients with chronic course of disease in comparison with all other groups. IL-6 concentration in peripheral blood was
the highest in the chronic group. Accordingly, there is increase in T-active and T-helper lymphocyte quantity, as well as IL-6
concentration in peripheral blood during chronic gastroduodenal diseases. All the above-mentioned give us opportunity to
conclude that quantitative determination of T-lymphocytes subpopulations and IL-6 is significant factor for diagnosis of chronic

forms of gastoduodenal pathology.
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infections play leading role in the damage of mucous

membrane of gastroduodenal zone [1]. The peptic
ulcer may be the result of CD4 immune reaction on the
H.P. antigen and imunopathological processes caused by
it (2). At the same time it is known that cytokines
production by peripheral blood cells has some influence
on the stomach epitheliocytes and development of
inflammatory process in stomach mucous membranes [3].

Immune reactions induced by Helicobacter pylori (H.P.)

Proceeding from the above-mentioned we aimed to
investigate T- and B-lymphocytes population and IL-6
production in the peripheral blood during gastroduodenal
diseases.

The estimation of the T-lymphocytes' general population
and active T-lymphocytes in the peripheral blood of the
patients was performed by the method of rosettes [4].
The investigation of T-helpers and T-suppressors was
made according to the quantity of sensitive and resistant
to teophyllin populations [5]. IL-6 was investigated by

ELISA method. B-lymphocytes were measured by the
method of direct immunofluorescention.

We have studied the following groups of patients: | - ulcer
disease (20 patients), Il - chronic gastroduodenal disease
(32 patients), Il - mixed form of ulcer and chronic
gastroduodenal disease (37 patients); IV - control group
(13 healthy persons). The quantitative parameters of T-
lymphocytes general population, its active fraction and B-
lymphocytes are presented in Fig.1. As it is shown in the
diagram there was no difference in the quantity of
general population of T lymphocytes between control and
research groups, but in the mixed group there was
tendency of decline in T lymphocytes general population.
The quantitative parameters of T lymphocytes active
fractions were low in comparison with chronic group
(p<0,05). It should be mentioned that in spite of
statistically unreliable difference between all other groups
there is tendency of increase in T-lymphocytes number.
There is no statistically reliable difference in any group
for B-lymphocytes.
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Fig.1 Average and confidential intervals for T-general, T-active and B-lymphocytes parameters in different groups.
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Fig.2 Average and confidential intervals for T-helpers, and T-suppressors parameters in different groups.
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Fig.3 Average and confidential intervals for IL-6 general parameters in different groups.

T-helpers and T-suppressors (consequently resistant and
sensitive to teophyllin) quantitative parameters are shown
in Fig.2. As it could be seen from the diagram the
difference in T-helpers quantitative parameters between
chronic and mixed groups approaches statistically
reliable scope. There is the tendency of T-lymphocytes
parameters to increase in chronic patients group in
comparison with all other groups. The immunoregulation
index didn't show any statistically reliable difference
between the groups. Except T- and B-lymphocytes
investigation of IL-6 was performed in peripheral blood.
The received data is presented in Fig.3. It shows that IL-6
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quantity is the highest in patients with chronic
gastroduodenitis. This difference is statistically reliable.

The tendency of some correlation between the
quantitative increase of T-active lymphocytes, T-helpers
and concentration of IL-6 could be seen from all three
diagrams. This correlation logically proceeds from the fact
that IL-6 is product of T-helpers [3]. According to the
received data we could conclude that quantitative
analysis of IL-6, T-lymphocytes helper subpopulation and
T-lymphocytes active fraction in peripheral blood
provides important information for diagnosis of chronic
gastroduodenic forms.
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IHoka3zatean T- u B-mumdounton u IL-6 npu racTpoayoneHaJIbHbIX
3a0os1eBaHusAX, Bbi3BaHHbIX Helicobacter pylori

Hana 'abaoaosze

JleyeOHO-MarHOCTHUECKHUI LIEHTP TOMIMCCKOTo rocyJapcTBEHHOrO YHUBEpcHTeTa UM. MB. J[kaBaXuIBuiy;
Kadenpa xnmanko-naboparopHoit quarnoctiku I'ocynapcTBeHHON MeAMIIMHCKON akaneMun [ py3nmn

PE3IOME

MugyumpoBaHHble Helicobacter pylori (H.pylory) nHdekumen nMMyHHblE peakumMu urpatoT Bedyllylo poflb B NOBPEXAEHWU CM3NCTON
ractpoayofeHanbHoN 30Hbl. MNpoayKumsa LMTOKMHOB KreTkamm nepudepruyeckori KpoBn onpeaeneHHbiM o6pa3om BNnseT Ha passuTve
BOCManuTENbHOro npolecca B Cn3NCTon obornouyke xenyaka. Mcxoas n3 atoro, Mbl 3aganqcb LEenblo M3yunTb coctosiHue T- u B-
nuMmcoumnToB nepudepnyeckon Kposu n npogykumm Wn-6 npu ractpogyogeHanbHbix 3abonesaHusx. Ob6cnepoBaHbl GonbHblE C
ractpoayofeHanbHon s3BeHHoW 6omnesHbio (20 60MbHbIX), XPOHUYECKUM racTpoayofAeHnToM (32 60nbHbIX) 1 GOMbHBIE CO CMELLaHHON
dopmoin racTpogyoneHanbHol natonorum (37 6onbHbix). Mpy cpaBHeHun konuyects T- n B- numdouutos, a Takke T- cynpeccopoB
pasHunua Mexay OTAENbHbIMU rpynnamMun He BbisiBNeHa. AKTMBHas dpakumsa T- nuMdOLMTOB CTaTUCTUYECKU AOCTOBEPHO MOHWKEHa B
CMeLLaHHON rpynne GOoMbHbIX B CPaBHEHWM C «XpoHu4eckon» rpynnov. OBHapyxeHa TeHOeHUMs pocTa KonuyecTBa T- aKTUBHbIX
numdoumnToB B rpynne 6onbHbIX C XPOHWYecKoW (hOpPMOI B CpaBHeHUn ¢ Apyrnmu rpynnamu. KoHueHTtpaumsa Un-6 nepudpepuyeckon
KPOBM BbIle Mpu XpoHudeckonm copme. Takum o6pa3oMm, BbISIBMEHO YBENUYeHMe KonuyecTBa T- aKTMBHbIX M T- XemnnepHbix
NMMAOLIMTOB Hapsidy C POCTOM KOHUeHTpauun Wn-6 nepudpepuyeckolrt KpoBM MPU XPOHWUYECKOM racTpogyopeHute. Mcxops wus
BbILLEN3MOXEHHOr0, MOXHO 3aKMoYUTb, YTO KONMUYECTBEHHOEe onpefeneHve cybnonynsauum T- numdoumtoB n Un-6 asnsetcs
3HaYUTENbHBbIM NOACMNOPLEM NPU KOMMIIEKCHOM ONAarHOCTUKEe XPOHUYECKOro racTpogyodeHnTa, nigyunposaHHoro Helicobacter pylori.

KJIOYEBEIE CJIOBA: helicobacter pylori, T- mu B-smmpormTei, IL-6
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