Current Research in Microbiology and Biotechnology
Vol. 5, No. 3 (2017): 1082-1087
Research Article
Open Access

ISSN: 2320-2246

Immunological and molecular detection of
Helicobacter pylori in patients clinically diagnosed
with chronic urticarial and atopic dermatitis
Tasneem Z. Abd-Alrahman1, Rana S. Aboud1 and Saife D. Al-Ahmer2,*
1
2

Department of Biology, College of Science, Baghdad University, Iraq.
Institute of Genetic Engineering and Biotechnology for Post Graduate Studies,Baghdad University, Iraq.

* Corresponding author: Saife D. Al-Ahmer; e-mail: saifealahmer@yahoo.com

Received: 14 April 2017

Accepted: 09 May 2017

Online: 16 May 2017

ABSTRACT
To determine the relationship between Helicobacter pylori infection and skin disorders, sixty six patients who
suffering from skin diseases include chronic urticarial (CU) and atopic dermatitis (AD) who attended at
Dermatological Clinic/ Al-Numan Teaching Hospital from the beginning of October 2015 to the end of January
2016 with age (6-62) have been investigated and compared to twenty two samples of apparently healthy
individuals were studied as control group. All the studied groups were subjected to measurement of antiHelicobacter pylori IgG antibodies by enzyme linked immuno sorbent assay (ELISA) and detection of 16S rRNA
and CagA genes by using singleplex and multiplex PCR methods. The results of current study revealed that there
was a highly significant elevation (P<0.01) in concentration of H. pylori IgG antibodies in sera of the CU and AD
patients compared with control group, also the results revealed that there was a significant elevation (P<0.05) in
concentration of H. pylori IgG antibodies in sera of the CU patients compared with control group, and significant
elevation (P<0.05) in concentration of H. pylori IgG antibodies in sera of AD patients compared with control
group. The results of present study indicated that 26(66.67%) patients out of 39 CU patients were positive for
both of 16S rRNA and CagA genes, while 13(33.33%) patients out of 39 CU patients were negative for those
genes. Also, the results revealed that 19(70.37%) patients out of 27 AD patients were positive for both of 16S
rRNA and CagA genes, whereas only 8(29.62%) were negative for both those genes comparing with control
group which showed 1(4.54%) individuals out of 22 apparently healthy individuals were positive for both 16S
rRNA and CagA genes, the statistical analysis was highly significant (P<0.01).
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1. INTRODUCTION

Helicobacter pylori (H. pylori), a microaerophilic,
flagellated, curved or spiral, Gram-negative bacterium,
colonizes the human stomach. Its infection is
widespread throughout the world, and is present in
about 50% of the global human population; with 80%
in developing countries and 20-50% in industrialized
countries [1, 2]. Infection in the stomach with H. pylori
causes inflammation of the gastric mucosa, which lead
to gastritis, duodenal or gastric ulcer and even in rare
cases to gastric carcinoma or mucosa associated
lymphoid tissue (MALT) lymphoma [3].

http://crmb.aizeonpublishers.net/content/2017/3/crmb1082-1087.pdf

There are two types of Helicobacter pylori strains type I
and II. Type I strains express cytotoxin associated
antigen (CagA) and vacuolating cytotoxin antigen (Vac
A), while type II strains do not express any antigens [4].
Translocation of CagA into the epithelial cells of gastric
mucosa leads to increased levels of pro-inflammatory
cytokines such as tumour necrosis factor–α, interleukin
(IL)-6, IL-10, and IL-8. VacA protein interacts with
macrophages, B- and T-lymphocytes and causes
reduced IL-2 production with suppression of IL-2mediated T lymphocyte proliferation. The interaction
between H. pylori and B-lymphocytes results in
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uncontrolled
growth
and
proliferation
of
predominantly CD5+ B-cells that produce polyreactive
and autoreactive immunoglobulin M (IgM) and
immunoglobulin G3 (IgG3) antibodies. The antibodies
produced do not result in clearance of the HP and may
result in production of autoreactive antibodies, such as
anti-H/KATPase antibodies [5].
In the past 10 years, an increasing number of research
concerning the association between H. pylori infection
and extra digestive conditions such as haematological,
cardiovascular, neurological, metabolic, autoimmune,
and skin diseases [6]. Helicobacter pylori infection
triggers a marked local inflammatory response and a
chronic systemic immune response. It is possible that
inflammatory mediators released during the immune
response to H. pylori infection play a role in the
pathogenesis of skin diseases [7]. There are several
diagnostic assays for H. pylori include bacterial culture,
urease test, urea broth test, histology, serology, stool
antigen test and the molecular methods such as
polymerase chain reaction (PCR), the potential to
accurately determine both the presence of infection
and the genotype of bacteria, and have marked
sensitivity and specificity. The PCR technique has been
used to detect the H. pylori DNA in human blood and
bacterial colonies by amplifying the 16S rRNA gene [8,
9]. This study aims to evaluate the association of H.
pylori infections with persistence of chronic urticarial
and atopic dermatitis skin diseases in human.

2. MATERIALS AND METHODS

2.1 Patients and methods
The present study included sixty six patients who are
suffering from skin diseases (chronic urticarial and
atopic dermatitis) attended at Dermatological Clinic/
Al-Numan Teaching Hospital. The samples were
collected from the beginning of October 2015 to the
end of January 2016. The ages of the total patients
ranged from 6-62 years. Twenty two samples of
apparently healthy individuals (control group)
including16 males and 6 females were studied as
control group. All the samples were marked by number

of samples, name of patient and the day of sample
collection.
2.2 Blood samples collection
Five milliliters of blood sample was collected from
patients clinically diagnosed with chronic urticarial and
atopic dermatitis and healthy individuals, and then the
blood sample was divided for 2 ml into EDTA tube for
DNA extraction and 3 ml into plain tube to collect the
serum for immunological tests. All the serum samples
were stored at -20ºC until use.
2.3 Immunological detection of anti-Helicobacter
pyloi IgG by ELISA method
All the studied groups include the chronic urticarial and
atopic dermatitis patients and apparently healthy
individuals (control group) were submitted to estimate
the anti-Helicobacter pyloi IgG antibodies level by using
ELISA test (Germany) according to a protocol of the kit
according to the method described in [10].
2.4 Molecular detection of Helicobacter pylori by
singleplex and multiplex PCR methods
a) DNA extraction: DNA was extracted from blood
samples that were collected from the patients clinically
diagnosed with chronic urticarial and atopic dermatitis
and from the healthy individuals using a commercial
gSYNCDNA extraction kit and according to the
manufacturer's instructions. All the extracted DNA
samples were stored at -20˚C until use.
b) DNA quantification: The extracted DNA from blood
samples that collected from the patients clinically
diagnosed with urticarial and atopic dermatitis and
from the healthy individuals was quantified by
spectrophotometer at O.D. 260/280 nm.
c) Primers selection: The primers for 16S rRNA and
CagA genes of H. pylori as the target genes for this study
were selected according to [11] and [12], respectively.
These sets of primers were designed based on the
conserved regions in H. pylori, primers were
synthesized by Alpha DNA, Kanda. The name, sequence
and expected product size of these primers are shown
in table [1].

Table 1: Primer name, sequence and expected product size of 16S rRNA and CagA genes of H. pylori.
Primer name

Primer sequence (5'→3')

Expected product size (bp)

16Sr-F

GCTAAGAGATCAGCCTAT

~522

16Sr-R

TGGCAATCAGCGTCAGG

CagA-F

GATAACAGGCAAGCTTTT

CagA-R

CTGCAAAAGATTGTTTGG

d) Singleplex PCR Master Mix of 16S rRNA and CagA
genes: The singleplex PCR master mix for detection of
16S rRNA and CagA genes of H. pylori was performed
individually for each one of those genes in 20 μl
volumes containing 4 μl of nuclease free water, 5 μl of
GoTaq Green Master Mix 2X containing (GoTaq DNA
http://crmb.aizeonpublishers.net/content/2017/3/crmb1082-1087.pdf

~394

polymerase supplied in 2X Green GoTaq reaction buffer
(pH 8.5), 400 μM dATP, 400 μM dGTP, 400 μM dCTP,
400 μM dTTP, 3 mM MgCl2, yellow and blue dyes which
function as loading dyes when reaction products are
analyzed by agarose gel electrophoresis), 3 μl of 10
pmol of forward primers (16Sr-F, CagA-F) and 3 μl of
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10 pmol reverse primers (16Sr-R, CagA-R), and 5 μl of
DNA sample.
e) Singleplex PCR program of 16S rRNA and CagA
genes: The singleplex PCR program was performed
individually for each one of those genes and carried out
in a thermal cycler (Applied Biosystem 9902,
Singapore) according to the PCR program described by
[12] with some modifications. Briefly, the Amplification
of 16S rRNA and CagA genes of H. pylori was carried out
with initial denaturation at 94°C for 5 minutes,
followed by 30 cycles of denaturation at 94°C for 30
seconds, annealing at 55°C for 30 seconds (for primers
of 16S rRNA gene) and annealing at 54°C for 30 seconds
(for primers of CagA gene), extension at 72°C for 30
seconds, and then the thermal cycles were terminated
by a final extension for 7 minutes at 72°C.
f) Multiplex PCR Master Mix of 16S rRNA and CagA
genes: The multiplex PCR master mix for detection of
both 16S rRNA and CagA genes of H. pylori in one
reaction was performed in 50 μl volumes containing 12
μl of nuclease free water, 15 μl of GoTaq Green Master
Mix 2X containing (GoTaq DNA polymerase supplied in
2X Green GoTaq reaction buffer (pH 8.5), 400 μM dATP,
400 μM dGTP, 400 μM dCTP, 400 μM dTTP, 3 mM
MgCl2, yellow and blue dyes which function as loading
dyes when reaction products are analyzed by agarose
gel electrophoresis), 3 μl of 10 pmol of each forward
primers (16Sr-F, CagA-F) and 3 μl of 10 pmol of each
reverse primers (16Sr-R, CagA-R), and 5 μl of DNA
sample.

g) Multiplex PCR program of 16S rRNA and CagA
genes: The multiplex PCR program for detection of
both 16S rRNA and CagA genes of H. pylori in one
program was carried out in a thermal cycler (Applied
Biosystem 9902, Singapore) according to the PCR
program described by [12] with some modifications.
Briefly, the Amplification of 16S rRNA and CagA genes
of H. pylori was carried out with initial denaturation at
94°C for 5 minutes, followed by 30 cycles of
denaturation at 94°C for 30 seconds, annealing at 58°C
for 30 seconds (for primers of both 16S rRNA and CagA
genes), extension at 72°C for 30 seconds, and then the
thermal cycles were terminated by a final extension for
7 minutes at 72°C.
2.5 Statistical Analysis
The Statistical Analysis System (SAS) [13] program was
used to study the effect of difference factors in study
parameters. T-test and Chi-square test data was
reported.

3. RESULTS AND DISCUSSION

The results of current study revealed that there was a
highly significant elevation (P<0.01) in the
concentration of H. pylori IgG antibodies in sera of
patients with chronic urticarial (CU) and atopic
dermatitis (AD) (29.24± 1.54) U/ ml compared to
control group (21.79± 3.03) U/ml, as shown in table
[2]:

Table 2: Mean level of anti H. pylori IgG antibodies U/ml in sera of chronic urticarial (CU) and atopic dermatitis patients (AD)
and control group.
Group
Patient's groups (CU, AD)
Control group
LSD value
P-value
** (P<0.01)

No.
49
22
-

Mean ± SE of IgG concentration
29.24 ± 1.54
21.79 ± 3.03
6.136 **
0.0112

Table 3: Mean level H. pylori IgG antibodies U/ml in sera of the chronic urticarial patients (CU) and control group.
Group
Chronic urticarial patients (CU)
Control group
LSD value
P-value
* (P<0.05)

No.
29
22
-

Also, the results of this study revealed that there was a
significant elevation (P<0.05) in the concentration of H.
pylori IgG antibodies in sera of the chronic urticarial
patients (CU) (28.41 ±2.12) U/ml compared to the
control group (21.79± 3.03) U/ml, as shown in table
[3]. Also, the present study revealed that there was a

Mean ± SE of IgG concentration
28.41 ± 2.12
21.79 ± 3.03
6.232 *
0.0524

significant elevation (P<0.05) in the concentration of H.
pylori IgG antibodies in sera of the atopic dermatitis
patients (AD) (30.46±2.25) U/ml compared to the
control group (21.79± 3.03) U/ml, as shown in table
[4]:

Table 4: Mean level of H. pylori IgG antibodies in sera of atopic dermatitis patients (AD) and control group.
Group
Atopic dermatitis patients (AD)
Control group
LSD value
P-value
* (P<0.05)

No
20
22
-

http://crmb.aizeonpublishers.net/content/2017/3/crmb1082-1087.pdf

Mean ± SE of IgG concentration
30.46 ± 2.25
21.79 ± 3.03
7.767 *
0.0297
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While there were significant differences (P<0.05) in the
concentration of H. pylori IgG antibodies in sera of the
atopic dermatitis patients (AD) according to the ages.
The total concentration of IgG antibodies were
(26.12±23.7)U/ml in sera of the atopic dermatitis

patients (AD) within age group less than 40 years
compared to (24.96±2.49) U/ml in sera of the atopic
dermatitis patients (AD) within age group more than
40 years as shown in table [5].

Table 5: Effect of gender and age in Level H. pylori IgG antibodies with atopic dermatitis disease (AD).
The factors
Gender
Male
Female
LSD value
P-value
Age group
Less than 40
More than 40
LSD value
P-value
NS: Non-significant, * (P<0.05)

No.

Mean ± SE of IgG concentration

8
12
-

30.78 ± 4.59
30.25 ± 2.36
9.336 NS
0.906

13
7
-

26.12 ± 237
24.96 ± 2.49
7.588 *
0.0509

The results of present study indicated that 26(66.67%)
patients out of 39(100%) chronic urticarial patients
(CU) were positive to 16S rRNA and CagA genes, while
13(33.33%) patients out of 39(100%) chronic
urticarial patients (CU) were negative to both of these
genes. Also, the results of current study revealed that
19(70.37%) patients out of 27 (100%) atopic
dermatitis patients (AD) were positive to 16S rRNA and
CagA genes, whereas only 8(29.62%) out of 27 (100%)

atopic dermatitis patients (AD) were negative to both
of these genes comparing with control group which
showed 21(95.45%) out of 22(100%) healthy
individuals (control group) were negative for 16S rRNA
and CagA genes and only 1(4.54%) person out of
22(100%) healthy individuals was positive to both of
these genes, the statistical analysis showed highly
significant different (P<0.01) as shown in table [6],
figure [1], figure [2] and figure [3].

Table 6: Distribution of chronic urticarial patients (CU), atopic dermatitis patients (AD) and control group according to positive
result for 16S rRAN and CagA genes.
Type of group

Total No.

Positive No. (%)

Negative
(%)

Chronic urticarial patients (CU)
Atopic dermatitis patients (AD)
Control group
Chi-square
** (P<0.01).

39
27
22
-

26 (66.67%)
19 (70.37%)
1 (4.54%)
12.405 **

13 (33.33%)
8 (29.62%)
21 (95.45%)
12.369

No.

Chi-square
9.721 **
11.856 **I
14.476 **
-

Figure 1: Gel electrophoresis of singleplex PCR products of 16S rRNA gene of Helicobacter pylori isolates using 1.5% agarose gel
at 7volt /cm for 1 hour. Lane 1: 100 bp DNA ladder, lane 2-13: Singleplex PCR products of 16S rRNA gene.

Figure 2: Gel electrophoresis of singleplex PCR products of CagA gene of Helicobacter pylori isolates using 1.5% agarose gel at
7volt /cm for 1 hour. Lane 1: 100 bp DNA ladder, lane 2-13: Singleplex PCR products of CagA gene.
http://crmb.aizeonpublishers.net/content/2017/3/crmb1082-1087.pdf
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Figure 3: Gel electrophoresis of multiplex PCR products of 16S rRNA and CagA genes of Helicobacter pylori isolates using 1.5%
agarose gel at 7volt /cm for 1 hour. Lane 1: 100 bp DNA ladder, lane 2-18: Multiplex PCR products of 16S rRNA and CagA genes.

The results of the present study were in agreement
with other studies. One study showed the prevalence
rate of H. pylori infection was 49, 74% in urticarial
group compared to control group [14]. While [15]
showed that H. pylori infection identified in 43(43%) of
100 patients with chronic urticaria. Other study
assessed 21 patients with chronic urticaria and H.
pylori infection [16]. While [17] showed that the
prevalence of infection was found to be higher in adults
than in children, and higher prevalence in men than in
women. Another study in Italy reported an increase in
anti H. pylori IgG antibody in children with AD
compared to control group [18]. Also, the result of
present study agrees with other study done by [8] who
showed that 20(100) % of cases positive result from
human blood by PCR. While [19] indicated that 18%
from serum sample contain CagA DNA.
Several factors lead to translocation of H. pylori across
the gastrointestinal barrier and lead blood stream
include disruption of the ecology of micoflora lead to
overgrowth of bacteria, impaired host immunity and
physical disruption of intestinal barrier by endotoxin.
Also, infection with H. pylori decrease synthesis of
gastric mucin producing inflammatory response and
induce changes in the endothelial lining of the vessels
[20].
The postulate role of H. pylori in the pathogenesis of
extra-intestinal disorders is based on the fact that local
inflammation has systemic effects. H. pylori colonize
gastric mucosa and induce strong inflammatory
responses with release of various bacterial and hostdependent cytotoxic substances. Gastric H. pylori
infection is a chronic process lasting for decades, and
persistent infection induces a chronic inflammatory
and immune response able to induce lesions both
locally and remote to the primary site of infection. The
systemic effects may involve increased mucosal
permeability
to
alimentary
antigens,
immunomodulation, an autoimmune mechanism or the
impairment of vascular integrity. The various
immunopathogenesis during the H. pylori –caused
disease might be due to an unbalanced TH1 or TH2
mediated response post infection [21, 22].
Several theories have been proposed to explain this
finding, first, as full antigens; H. pylori is able to cause
http://crmb.aizeonpublishers.net/content/2017/3/crmb1082-1087.pdf

allergy and immune responses. Chronic infection with
H. pylori cause production of specific antibodies such as
IgG and IgA antibodies to 19-kDa H. pylori-associated
lipoprotein were found to play a role in the
pathogenesis of CU. When these antibodies and IgEmediated immune response against H. pylori antigens,
some bacterial immunoresponsive proteins were
identified in cases of CU. Second, the cagA protein of the
virulent strain stimulates the gastric epithelium to
secrete inflammatory cytokines such as IL-1, TNF-,
LTC4 and PAF, may play a role in the pathogenesis of
urticarial lesions. Third the infection process
development impairs the barrier function of the
alimentary tract, and this creates conditions for allergic
food particles to enter bloodstream. Fourth, H. pylori
may up regulate the cytotoxic eosinophilic cationic
protein secreted by activated eosinophiles, which
contributes to the etiopathogenesis of chronic urticaria.
Also, infection with H. pylori might be a source of
circulating immune complexes and these immune
complexes may trigger urticaria [14, 16, 23].
Regard with ELISA technique, fast, easy, and relatively
in expensive could identify patients who have been
infected with the organism. This method is not useful in
confirming eradication of H. pylori [24]. Molecular
methods such as PCR have the potential to accurately
determine both the presence of infection by amplifying
16S rRNA gene. The 16S rRNA gene is one of the specific
targets to confirm H. pylori infection and positive
amplification of H. pylori specific DNA may be
considered as a direct evidence for the presence of the
pathogen [25, 26].

4. CONCLUSION

Helicobacter pylori may have a role in the pathogenesis
of chronic urticarial and atopic dermatitis, and the
results of present study suggest that H. pylori infection
should be included in diagnostic workup of patients
with skin disorders. In addition, several evidences may
revealed that H. pylori is based upon inaccurate isolate
identification, resulting from inadequate identification
methods, on the other hand, 16S rRNA and CagA genes,
appeared to be useful molecular tool for detection of H.
pylori isolates in chronic urticarial and atopic
dermatitis patients and, they could represented a useful
molecular method for detection of H. pylori isolates in
other human diseases.
1086

Tasneem Z. Abd-Alrahman et al. / Curr Res Microbiol Biotechnol. 2017, 5(3): 1082-1087

5. ACKNOWLEDGEMENTS
I would like to acknowledge Prof. Dr. Abdul-Hussein AlFaisal, Dean of Institute of Genetic Engineering and
Biotechnology for Post Graduate Studies and Assistant
lecturer Miss. Noor I. Al-Baiyati.

6. REFERENCES
1.

2.

3.

4.
5.
6.
7.
8.

9.

10.
11.

12.

13.

Fathy G, Said M, Abdel-Raheem SM, Sanad H (2010)
Helicobacter Pylori Infection: A Possible Predisposing Factor
in Chronic Plaque-Type Psoriasis. J. Egypt. Wom. Dermat. Soc.
7:39-34
Rana SA, Anmar SA, Ghadah MS (2016) Detection of antiHelicobacter pylori antibodies in sera of women with
recurrent spontaneous abortion. Wor. J. Exp. Bio. Sci.
4(2):123-126
Abdaslam SA, Hamdan HA, Soliman SM, Kaheel HH, Hassan
MA (2014) Detection of Helicobacter pylori antibodies among
patients from Sudan with skin manifestation. Curr. Res.
Micro. and Biotech. 2(5):466-472
Tasneem ZA, Rana SA, Al-Ahmer SD, Talib YM (2016) The
role of Helicobacter pylori infection in skin disorders. Iraqi
Journal of Science 57(4A):2406-2411
Hasni S, Ippolito A, Illei GG (2011) Helicobacter pylori and
autoimmune diseases. Oral. Dis. 17:621-627
Farshad S, Japoni A, Alborzi A (2009) Helicobacter pylori and
Extradigestive Disorders in the Past 10 Years. J. IRCMJ
11(2):123-132
Kutlubay Z, Zara T, Engin B, Serdaroglu S, Yalcın Tuzun YT,
Bulent Eren Y (2014) Helicobacter pylori infection and skin
disorders. Hong Kong Med. J. 20(4):317-324
Al-Joboril MB, Mushtak T, AL-Ouqaili MT, Essam M, Abdullah
EM (2011) Detection of 16S rRNA gene of Helicobacter pylori
in patients with peptic ulcerand gastric carcinoma: molecular
and bacteriological study. Egypt. Acad. J. Biolog. Sci. 3(1):95104
Rasmussen LT, de Labio RW, Neto AC, Silva LC, Queiroz VF,
Smith MA, Payo SL (2012) Detection of Helicobacter pylori in
gastric biopsies, saliva and dental plaques of dyspeptic
patients from MarSlia, So Paulo, Brazil: presence of vacA and
cagA genes. J. Venom. Anim. Toxins incl. Trop. Dis. 18(2):180187
Weiss JB (1983) Helicobacter pylori. Clin. Invest. J. 72:96-101
Peek RM, Miller GG, Tham KT, Perez-Perez GI, Cover TL,
Atherton JC, Dunn GD, Blaser MJ (1995) Detection of
Helicobacter pylori gene expression in human gastric mucosa.
J. Clin. Microbiol. 33(1):28-32
Peters TM, Owen RJ, Slater E, Varea R., Teare EL,
Saverymuttu S (2001) Genetic diversity in the of Helicobacter
pylori cag pathogenecitity island and effect on expression of
anti-CagA serum antibody in UK patients with dyspepsia. J.
Clin. Pathol. 54:219-223
SAS (2012) Statistical Analysis System, User's Guide.
Statistical. Version 9.1th ed. SAS. Inst. Inc. Cary. N.C. USA

14. Gu H, Li L, Gu M, Zhang G (2015). Association between
Helicobacter pylori Infection and Chronic Urticaria: A MetaAnalysis. Gastroenterology Research and Practice, Article ID
486974, 9 pages
15. Wedi B, Wagner S, Werfel T, Manns MP, Kapp A (1998)
Prevalence of Helicobacter pylori-associated gastritis in
chronic urticaria. Int. Arch. Allergy. Immunol. 116:288-294
16. Mogaddam MR, Yazdanbod A, Ardabili NS, Maleki N, Isazadeh
S (2015) Relationship between Helicobacter pylori and
idiopathic chronic urticaria: effectiveness of Helicobacter
pylori eradication. Postep. Derm. Alergol. 1:15-20
17. Abdaslam SA, Hamdan HA, Soliman SM, Kaheel HH, Hassan
MA (2014) Detection of Helicobacter pylori antibodies among
patients from Sudan with skin manifestations. Curr. Res. in
Microbiol. and Biotechnol. 2(5):466-472
18. Farajzadeh S, Esfandiarpour I, Ranjbar SA, Damavandi FD,
Kamyabi Z, Vares B, Moghaddam SD, Shahesmaeili A,
Bazargan N, Hoseinpoor GR, Mohammadi S (2013) Asurvey
on Helicobacter pylori seropositivity status in Iranian
children with atopic dermatitis. J. Pak. Associ. Dermatol.
23(1):34-38
19. Saeideh H, Davoud E, Jali F, Jafar R (2013) The presence of
CagA genome in blood of infected patient with Helicobacter
pylori as new marker. J. Bateriol. Res. 5(4):46-50
20. Huang Y, Fan X, Tang Z, Liu L, Tian X, Li N (2006) Detection of
Helicobacter pylori DNA in peripheral blood from patients
with peptic ulcer or gastritis. J. Com. 114:851-856
21. Fathy G, Said M, Abdel-Raheem SM, Sanad H (2010)
Helicobacter pylori infection: A possible predisposing factor
in chronic plaque-type psoriasis. Egypt. Wmo. Dermatol.
7:39-43
22. Pedulla M, Fierro V, Tufo ED, Alfano R, Triassi M, Perrone L
(2014) Helicobacter pylori immunization and atopic
dermatitis in south Italian children. United European
Gastroenterology Journal. 2(4) 263-267
23. Chiu Y, Tai W, Chuah S, Hsu P, Wu D, Wu K, Huang CH, Ho J,
Ring J, Chen W (2013) The clinical correlations of
Helicobacter pylori virulence factors and chronic
spontaneous urticaria. Gastroenterology Research and
Practice, Article ID 436727, 6 pages
24. Mohammad M, Abdullah E (2013) Detection of H. pylori cagA
gene in patients with gastroduodenal disease. 7(1): 20
25. Yoshida H, Hirota K, Shiratori Y, Nihei T, Amano S, Yoshida A
(1998) Use of a gastric juice-based PCR assay to detect
Helicobacter pylori infection in culture-negative patients. J.
Clin. Microbiol. 36:317-320
26. 26. Al-Thwai AN, Ali SF (2013) Detection of Helicobacter
pylori in saliva and biopsy specimens of some Iraqi patients
using PCR technique. I. J. A. B. R. 3(4):593-598.

© 2017; AIZEON Publishers; All Rights Reserved
This is an Open Access article distributed under the terms of
the Creative Commons Attribution License which permits
unrestricted use, distribution, and reproduction in any
medium, provided the original work is properly cited.

*****

http://crmb.aizeonpublishers.net/content/2017/3/crmb1082-1087.pdf

1087

