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Non-steroidal anti-inflammatory drugs (NSAIDs) and infection Helicobacter pylori E is the major, widely recognized bubbled factor n s damage to the gastric mucosa. NSAIDs the most important are "symptomatic" means, especially in the treatment of rheumatic diseases [1, 5], which is determined by a combination of anti-inflammatory,analgesic, antipyretic and anti-thrombotic properties needed for the main relief of symptoms characteristic of this pathology. At the same time about one third of the population in Europe and North America and 90% in the developing world are chronic carriers of Helicobacter pylori [1 3 2 0].
There is currently no consensus on the optimal tactics of patients, long-term NSAID users and infected Helicobacter pylori [6]. AND show whether these factor s a synergistic or antagonistic effect is controversial [2]. Meta-analysis by J. Q. Huang et al. showed that the risk of peptic ulcers in some 60 times higher in patients with the positive results of research on Helicobacter pylori, NSAID users [12]. But clinical study by C. J. Hawkey et al. and demonstrated that after eradication Helicobacter pylori healing ulcerative lesions of the gastric mucosa in host NSAIDs is somewhat delayed after treatment omeprazole, implying that Helicobacter pylori may have a protective effect against NSAID — the induced ulcers may in any way by stimulating the mucous membrane of prostaglandins and other protective factors. [17]
The aim of the study — the study of strains Helicobacter pylori in the gastric mucosa in adult patients receiving NSAIDs.
Materials and methods. The study included about 34 and the patient (May 1 men and 19 women, mean age 56 ± 1 7, 46). The subjects were divided into three groups, with additional criterion for inclusion in I and Group II was the patient's use of NSAIDs for at least 30 calendar days prior to the study.
·  Group I — patients receiving diclofenac at a dose of 100 mg per day (16 persons, the average age of 60,3 ± 1,28);
·  Group II — patients receiving therapy meloxicam a dose of 15 mg per day (11 men, mean age 58,3 ± 1,28);
·  Group III — CONTROL Ordering — persons who do not take NSAIDs (7 people, average age 46, 3 ± 1,57).
All patients underwent esophagogastroduodenoscopy with biopsies for further histological studies on Helicobacter pylori and by polymerase chain reaction (PCR). It should be noted that because the study excluded persons to whom eradication was carried out earlier Helicobacter pylori and taking proton pump inhibitors for six monthspreceding the second study.
The fragments of the gastric mucosa obtained during biopsy were fixed in a 10% solution of neutral formalin and poured into paraffin according to the generally accepted procedure. Genotyping Helicobacter pylori carried out biopsies Gastric antral department PCR (a test system "Helikopol-II" by "Liteh" (Russia)). Determines the presence of genes cag A and bab A2, and a polymorphism gene vac A on signal and a middle portion (subtypes s1 / s2 and m1 / m2, respectively) and ice A (subtypes iceA1 / iceA2).
Statistically development investigated contingent information included examination of strains Helicobacter pylori in patients receiving NSAIDs given the nature of gastric mucosal pathology (gastritis / erosive and ulcerative changes). To estimate the significant difference (p) between the sampling lobes calculated Student's t-test. Changes were considered statistically significant at p <0. 05. Statistical processing carried out using the packet Statistica 6.0. .
Results of own research. Based on the results we have obtained 12 combinations of genotypes were identified vac A, cag A, bab A 2, ice A Helicobacter pylori (see Table 1).
The overall structure of the test biopsies were most often identified genotype vac A s1 / m1; cag A +; iceA1 (7 of 34 cases (20.58%), p <0.05). The distribution of genotypes in clinical groups was enough heterogeneous (Table 1).
Table 1
The genotypes of the strains Helicobacter pylori, isolated from biopsy material of gastric mucosa, divided by the clinical groups
 
	No.
	The genotypes of Helicobacter pylori
	group I
	group II
	group II I

	
	
	abs
	%
	abs
	%
	abs
	%

	 
	Number of the graph
	1
	2
	3

	1
	v ac A s1 / m1; cag A +
	1
	6.25
	1
	9.09
	0
	 

	2
	v ac A s1 / m1; cag A +; iceA1
	2
	12.50
	3
	27.27
	2
	28.57

	3
	vac A s1 / m2; cag A-; ice A2
	0
	0
	0
	0
	1
	14.29

	4
	vac A s2 / m2; cag A-; ice A2
	1
	6.25
	1
	9.09
	2 ¹ ²
	28.57

	5
	vac A s2 / m2; cag A-;
	1
	6.25
	2
	18.18
	2
	28.57

	6th
	vac A s1 / m1; cag A-; ice A2
	1
	6.25
	0
	0
	0
	0

	7th
	vac A s1 / m2; cag A +; ice A1
	2 ² ³
	12.50
	0
	0
	0
	0

	8
	vac A s1 / m2; cag A +; bab A: ice A2
	1
	6.25
	0
	0
	0
	0

	9
	vac A s2 / m1; cag A-; ice A1
	1
	6.25
	0
	0
	0
	0

	10
	vac A s1 / m2; cag A-;
	3 ² ³
	18.75
	1
	9.09
	0
	0

	eleven
	vac A s2 / m2; cag A-; ice A1
	2
	12.50
	2
	18.18
	0
	0

	12
	vac A s1 / m2; cag A +; bab A
	1
	6.25
	1
	9.09
	0
	0


Note: In this table the superscript denotes graph number, with the index of which there are statistically significant differences.
 
Combination of genes and alleles signal portions medium vac A were analyzed (vacuolating-associatted cytotoxin — vacuolating toxin) — subtypes s 1 / s 2, and m 1 /m 2.
It is known that strains of Helicobacter pylori with subtypes s1 / m1 and s1 / m2 have the highest level of expression of the secretion of cytotoxin whereas subtypes s2 / m2property of n lower level of toxicity and [7]. The total sample met h ashche genotype vac A s2 / m2 (38.24%). In I clinical group in 43.75% of cases isolated Helicobacter pyloriwith availability vac A s1 / m2 (p <0 05.); in the second and third — vac A s2 / m2 (45,46% and 57.14% respectively Art venno; p <0 0 5.).
 
Fig. 1. The distribution of genotype variants vac A Helicobacter pylori in clinical groups.
 
cag gene A (cytotoxin-associated gene) is one of the most important factors tsittoksichnosti, encodes proteins IV secretion system Helicobacter pylori, necessary for transporting effector molecules to Rhee bacta 
eukaryotic cells [19] which allow Helicobacter pylori to modulate the metabolism of epithelial cells gastric mucosa, including expression of proto-oncogenes [8]. Infection cag Apositive strains of Helicobacter pylori increases the risk of development ospalitelnogo process in the gastric mucosa [18].
cag A + distribution on the investigated groups presented in Fig.2. In the group of patients treated with meloxicam and to diklofena cag A + stood with approximately equal frequencies minutes — 43.75% and 45.45% respectively governmental m (p> 0 0 5.), Wherein a total Selecting ke investigated contingent were also more often detectedstrains cag A — (58%, p> 0.05).

 
Fig. 2. The distribution of variants of genotype cagA Helicobacter pylori in clinical groups.
 
Of particular interest is the distribution of serotypes in patients with erosive and ulcerative changes in the gastric mucosa and without them. First of all, it should be noted that in the I clinical group erosive-ulcerous s changes were diagnostirova us in 50% of cases during II — in 54.5%, in the III — 14.3%.
T able 2
The genotypes of the strains Helicobacter pylori, isolated from biopsy specimens of gastric mucosa, depending on the presence of erosive and ulcerative changes
	No.
	The genotypes of Helicobacter pylori
	gastritis
	erosion

	
	
	abs
	%
	abs
	%

	 
	Number of the graph
	1
	2

	1
	v ac A s1 / m1; cag A +
	1
	5.56
	1
	6.25

	2
	c ac A s1 / m1; cag A +; ice A1
	2
	11.11
	5 ¹
	31.25

	3
	vac A s1 / m2; cag A-; ice A2
	1
	5.56
	0
	0

	4
	vac A s2 / m2; cag A-; ice A2
	2
	11.11
	2
	12.50

	5
	vac A s2 / m2; cag A-;
	3
	16.67
	2
	12.50

	6th
	vac A s1 / m1; cag A-; ice A2
	1
	5.56
	0
	0

	7th
	vac A s1 / m2; cag A +; ice A1
	0
	 
	2 ¹
	12.50

	8
	vac A s1 / m2; cag A +; bab A: ice A2
	1
	5.56
	0
	0

	9
	vac A s2 / m1; cag A-; ice A1
	1
	5.56
	0
	0

	10
	vac A s1 / m2; cag A-;
	4 ²
	22,22
	0
	0

	eleven
	vac A s2 / m2; cag A-; ice A1
	1
	5.56
	3 ¹
	18.75

	12
	vac A s1 / m2; cag A +; bab A
	1
	5.56
	1
	6.25


Note: This table superscript denotes the number of graph, with the index of which there are statistically significant differences.
 
If the total sample of patients (excluding NSAID) erosive and ulcerative lesions in 31.25% were associated with genotype vacA s1 / m1; cagA +; ice A1 (Table 2), thegroups formed depending on the NSAID, the ratio was different. Among the observed clinical group I, taking diclofenac, erosive and ulcerative changes were associated with cagA + 62.5% and 66.67% in group II of meloxicam — 66.67% and 33.33% respectively governmental m (p <0 0 5.).

 
Fig. 3. The distribution of genotype variants cag A Helicobacter pylori clinical groups depending on the presence of erosive and ulcerative changes.
 
Even more interesting was the distribution of serotypes vac A. In the group treated with diclofenac among persons with erosive-ulcerative changes were allocated only serotypes vac A s1 / m1, vac A s1 / m2 and vac A s2 / m2 distribution 2 2 33 2%, 3% and 44 4%, respectively (p<0.05).

 
Fig. 4. The distribution of genotypes vacA options Helicobacter pylori clinical groups depending on the presence of erosive and ulcerative changes.
 
And in the second group, where patients took meloxicam, have been allocated only serotypes vac A s1 / m1 and vac A s2 / m2 with the distribution of 66.67% and 33.33%, respectively (P <0.05).
Results of study confirm the presence of certain significant differences in Depending on the presence of erosive-ulcerous and factor changes NSAID. There was a significant impact on Factor NSAID availability definition of n n s strains Helicobacter pylori in erosive and ulcerative changes in the gastric mucosa (p  0.01).
Despite the fact that a number of studies in vitro and demonstrated that aspirin and celecoxib (as a selective inhibitor of cyclooxygenase -2), inhibited growth of Helicobacterpylori & Reduction and whether the activity of urease and toxin vacuolating doses of dependent manner, thereby at kazyvaya that NSAIDs can counteract damage to the gastric mucosa caused by infection Helicobacter pylori [3, 9, 10, 14, 15], e due complex mechanisms involved in the cascade of cytokines [4, 7, 11, 16], the molecular mechanism of interaction between Helicobacter p ylori and NSAIDs remains largely unclear and requires further study to larger patient population.
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Studying strains of Helicobacter pylori in a mucous membrane of a stomach in adult patients taking non-steroidal anti-inflammatory drugs was carried out. Helicobacter pylori genotyping was performed by technique of polymerase chain reaction. Results of the conducted research, despite some heterogeneity, show existence of statistically significant differences depending on existence of erosive and ulcer changes and a factor of non-steroidal anti-inflammatory drugs intake.
 
cag A+	
I группа	II группа	III группа	всего	43.75	45.454545454545197	28.571428571428573	41.176470588235297	cag A-	
I группа	II группа	III группа	всего	56.25	54.545454545454547	71.428571428571388	58.82352941176444	
%



cag A+	
I группа	II группа	III группа	55.555555555555557	66.666666666666671	cag A-	
I группа	II группа	III группа	44.444444444444109	33.333333333333336	100	
%



vac A s1/m1	
I группа	II группа	III группа	22.222222222222072	66.666666666666671	vac A s1/m2	
I группа	II группа	III группа	33.333333333333336	vac A s2/m2	
I группа	II группа	III группа	44.444444444444109	33.333333333333336	100	
%



vac A s1/m1	
I группа	II группа	III группа	всего	25	36.363636363636083	28.571428571428573	29.411764705882351	vac A s1/m2	
I группа	II группа	III группа	всего	43.75	18.181818181818301	14.285714285714286	29.411764705882351	vac A s2/m1	I группа	II группа	III группа	всего	6.25	0	0	2.9411764705882337	vac A s2/m2	
I группа	II группа	III группа	всего	25	45.454545454545197	57.142857142857153	38.235294117647044	
%



