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ABSTRACT

Chronic Prostatitis

Background: The optimal treatment is not possible yet for chronic prostatitis due
to the unknown etiology of the diseases. We aimed to investigate the association of
Helicobacter pylori infection with chronic prostatitis.
Methods: In this prospective case-control study that conducted in Imam Hospital
Complex affiliated to Tehran University of Medical Sciences in Tehran, Iran from
2014 to 2015, patients with diagnosis of chronic prostatitis according to the criteria
of National Institute of Health (NIH) were enrolled. Control group constituted of
consecutive healthy patients. Blood samples were obtained for each patient and control
and evaluated for serum levels of anti H. pylori IgG, A. Data analysis was carried out
using SPSS, version 18. Values of P<0.05 were considered statistically significant.
Results: Mean ± SD age of patients was 59.5 ± 3.08 yr in the case group and 56.88
± 3.20 yr in the control group with no significant difference (P>0.05). Mean ± SD
levels of anti H. pylori IgG and IgA in the control group were 9.36 ± 7.45 U/ml and
6.25 ± 7.29 U/ml, respectively compared with 20.94 ± 16.98 U/ml and 18.63 ± 15.65
U/ml in the case group, respectively both of which revealed statistically significant
(P<0.05).
Conclusion: Chronic prostatitis is associated with H. pylori infection. Both anti
H. pylori IgG and IgA are increased in patients with chronic prostatitis. Therefore,
treatment of HP infection could be effective in the prostatitis cure.
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Introduction
Chronic prostatitis/chronic pelvic pain syndrome (CP/ CPPS) entitled discomfort in pelvic
or perineal region is one of the most troublesome
complaints in urology with an estimated incidence between 2% and 14% of men worldwide
(1-3). Despite improvements in understanding of
Vol.11 No.4, Fall 2016

CP within the last decades (4), the exact etiology is still unclear. However, infections and inflammations have received tremendous interests
in the last years changing the face of therapeutic
approaches to this health resource-consuming
problem (5).
The role of microorganism in causing CP/
CPPS has been widely addressed (6,7). One-step
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further, proinflammatory cytokines including
have been found in elevated levels in prostatic
secretions. Moreover, interleukin-1 (IL-1), IL-6
and tumor necrosis factor- α (TNF- α) increase
in their serum levels in association with immune-mediated vascular disorder (8,9). On the
other hand, anti H. pylori antibodies have been
elevated in other tissue disorders including respiratory and cardiac diseases (8-10). Immune
responses evoked by H. pylori infection may be
associated with inflammatory reactions in prostatitis (11,12). However, not much later, the topic
was forgotten and to the best of our knowledge,
no more studies have been designed after the
first initiation in 2010. On the other hand, some
studies have referred to connections between H.
pylori infection and other diseases like coronary
diseases, cancer and gastric ulcer (8-10).
Our study aimed to investigate the relationship between anti H. pylori IgG, IgA, and presence of chronic prostatitis in a tertiary care center in Iran. The significance of this study is in
the fact that if the connection between the H. pylori infection and prostatitis is proven, the latter
could be treated and the patients would take less
medication like some antibiotics.

Materials and Methods
Patients Population
A prospective case-control study was conducted in Imam Hospital Complex affiliated to
Tehran University of Medical Sciences in Tehran, Iran from 2014 to 2015. Patients with diagnosis of chronic prostatitis according to the criteria of National Institute of National Institute
of Health (NIH) (2, 13) were enrolled. Inclusion
criteria were as age between 18 and 65 yr old,
presence of chronic prostatitis symptoms for a
minimum of 6 months (pain in lower abdomen,
groins, genitalia, or sacral regions, erectile dysfunction or painful ejaculation and sings of inflammation on prostatic secretions i.e. presence
of white blood cells or polymorph nuclear cells),
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not remarkable urological assessments, negative results for microbiological studies, no signs
of inflammatory reactions including erythrocyte
sedimentation rate (ESR), and normal liver and
renal function test. Control group constitutes of
consecutive healthy patients attending outpatient clinic of in Imam Hospital for routine laboratory checkups.
In the control group, no urologic and symptomatic digestive disease was reported. They
had been reported as healthy after their checkup
at lab. The case and control groups were picked
as to match in age and social conditions.
Patients with any history of previous urological surgeries, those with known status of
urinary tract infections or other disorders, laboratory findings of renal (Cr>1.8mg/dl) or liver
(increased liver enzymes including AST, ALT,
ALKP) dysfunctions, and patients undergone
anti H. pylori eradicating medications or antiacid drugs within the past 12 months were excluded.
Patients Evaluation
All patients underwent complete physical
examination as well as abdominopelvic sonography with special focus on urinary tract and
genital system including prostate and surrounding structures. Additional tests were requested
in case of any clinical impressions.
Sampling
Four ml blood samples were obtained from
peripheral intravenous (IV) lines for each patient. Specimens were transferred to the central
laboratory to be evaluated in terms of complete
blood counts (CBC), prostatic specific antigen (PSA), serum levels of anti H. pylori IgG
and IgA in accordance with the manufacturer’s
guidelines (German Immunolab kits).
Statistical Analysis
Data analysis was carried out using SPSS
Vol.11 No.4, Fall 2016
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ver. 18 (Chicago, IL, USA). Chi Square test for
qualitative variables and student t test for Quantitative variables were employed and the values
of P<0.05 were considered statistically significant.

Results
A total of 126 patients entered this prospective study of which 42 patients (33.3%) had the
diagnosis of CP/CPPS (case group) and 84 patients (66.7%) were healthy subjects (control
group). Mean ± SD age of patients was 59.5 ±
3.08 yr in the case group compared with 56.88
± 3.20 yr in the control group with no significant difference (P>0.05) (Table1). Most patients
aged between 55 and 60 yr old. All patient of
case group be positive for H. pylori infection.
Mean ± SD serum levels of anti H. pylori
IgG and IgA were 9.36 ± 7.45 U/ml and 6.25
± 7.29 U/ml, respectively in the control group
compared with 20.94 ± 16.98 U/ml and 18.63 ±
15.65 U/ml, respectively in the case group which
both revealed statistically significant increase in
patients with CP (P<0.05).
The Hb did not differ meaningfully in the case
and control groups (P>0.05). PSA in the case
group was a bit higher than in the control group,
but statistically, the difference was not meaningful (P>0.05).

Discussion
CP is a prevalent disease with a remarkable

physical, mental, and socioeconomic burden (4).
However, because its underlying causes is still
unknown, the optimal treatment has never come
possible. Recently, multimodal approaches to CP
have been considered (5). Increasing evidences
are relating H. pylori infection with urological
diseases (14). Most evidently, H. pylori has been
found to induce cystitis, a condition which may
further lead to bladder lymphoma. If a relation is
found between H. pylori and CP, then eradication
of this organism may proceed to prevent such
urological disease just like what anti H. pylori
did in peptic ulcer diseases (14). Although several studies have investigated the role of infectious
organisms in CP and other lower urinary tract
diseases (1, 3-7, 14), there are little evidences existing about the causative role of H. pylori in CP.
Karatas et al. compared the seroprevalence of
H. pylori infection among 64 cases of CP/CPPS
and 55 asymptomatic controls (11). They found
a higher seropositivity against H. pylori among
CP patients (76%) compared with the controls
(62%). Similarly, in our study, there were higher
serum levels of anti H. pylori IgA and IgG in patients with diagnosed CP than in control patients.
To date, there is no other study, which could be
compared with our findings in terms of seroprevalence of H. pylori in CP/CPPS. However,
detection of H. pylori antigens may relate such
an infection more clearly to urological disease
including CP/CPPS (14).
CP is evoked by a primary stimulus within
the prostate gland (15). Although microorganisms such as Escherichia coli, Mycoplasma geni-

Table 1
Comparing anti-HP anti-body titer in prostatitis patients and control group
Case Group (n=42)

Control Group (n=84)

P value

Age (yr)

59.5±3.08

56.88±3.20

NS

Anti H. pylori IgG (U/ml)

20.94±16.98

9.36±7.45

P<0.0005

Anti H. pylori IgA (U/ml)

18.63±15.65

6.25±7.29

P<0.001
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talium, and Chlamidya trachomatis have been
accused in this regard (16), it has not been well
documented whether the stimulus is of definite
infectious etiology (5). If the role of infectious
disease in development of such a disease is accepted, H. pylori can be also listed as a key etiology. H. pylori has been resulted in elevated proinflmmatory cytokines in human body (14). On the
other hand, IL-6, IL-8, IL-10, IFN-γ, and TNF-α
are increased in secretions of prostate glands in
patients with CP/CPPS (6). Both anti H. pylori
IgA and IgG elevated in our CP patients compared to control group. However, IgM may not
be of important cause for CP due to its chronic
process and maybe question the role of H. pylori
infection in CP to some degrees.
H. pylori organism may cause prostatitis from
different ways. For instance, the organism may
directly enter the prostate and cause disease or
penetrate stomach and excrete cytokines and
interleukins, which would be circulated in the
blood into the prostate and cause inflammation
or the H. pylori infection does reduce the body’s
immunity and the prostate would be affected.
The small size of the sample, non-detected of antigen H. pylori and its culture were among the
restrictions in this study.
To our knowledge, this is the second study to
show the relationship between H. pylori and CP
following a pilot study by Karatas and colleagues
(11). Although our study presented more quantitative results compared with previous one by
comparing mean serum levels of anti H. pylori
IgA and IgG between the two groups, there is still
a paucity of evidence regarding the definite role
of H. pylori in CP. Quantitative measurements of
microorganism antigens by PCR may serve more
efficiently to confirm our findings. Furthermore,
larger sample size and multicenter design would
be additive values of further studies.
The significance of this study is in the fact that
if the connection between the H. pylori infection
and prostatitis is proven, the latter could be treated and the patients would take less medication
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like some antibiotics.

Conclusion
Chronic prostatitis may be associated with
H. pylori infection. Both anti H. pylori IgG and
IgA are increased in patients with chronic prostatitis.

Acknowledgment
Authors are thankful to Miss Akram Sarbiaee for their kind assistance in data collection.

Conflict of Interest
The authors declare that there is no conflict of
interests.

References
1.

Al-Marhoon MS, Ouhtit A, Al-Abri AO,

Venkiteswaran KP, Al-Busaidi Q, Mathew J, et al.
Molecular Evidence of Helicobacter Pylori Infection in
Prostate Tumors. Curr Urol 2015; 8(3):138-43.
2.

Verit A, Yüksel ÖH, Kivrak M, Yazicilar HA,

Özbay N, Uruç F. Are Helicobacter Pylori and Benign
Prostatic Hyperplasia Related, and If So, How?. Urol J
2015 4;12(4):2271-5.
3.

Mehik A, Hellström P, Lukkarinen O, Sarpola A,

Järvelin M. Epidemiology of prostatitis in Finnish men:
a population-based cross-sectional study. BJU In 2000;
86(4):443-8.
4.

Konkle KS, Clemens JQ.New paradigms in

understanding chronic pelvic pain syndrome. Curr Urol
Rep 2011; 12(4):278-83.
5.

Lee KS, Choi JD. Chronic prostatitis: approaches

for best management. Korean J Urol 2012; 53(2):69-77.
6.

Li LJ, Shen ZJ, Lu YL, Fu SZ. The value of

endotoxin concentrations in expressed prostatic secretions
for the diagnosis and classification of chronic prostatitis.
BJU Int 2001; 88(6):536-9.
7.

Brunner H, Weidner W, Schiefer HG. Studies

on the role of Ureaplasma urealyticum and Mycoplasma

Vol.11 No.4, Fall 2016

Abdollahi et al 327
hominis in prostatitis. J Infect Dis 1983; 147(5):807-13.
8.

Kanbay M, Gur G, Akcay S, Yilmaz U.

Helicobacter pylori seroprevalence in patients with chronic

13. Leontiadis GI1, Sharma VK, Howden CW. Nongastrointestinal tract associations of Helicobacter pylori
infection. Arch Intern Med 1999 10;159(9):925-40.

bronchitis. Respir Med 2005; 99(10):1213-6.
9.

Roussos A, Tsimpoukas F, Anastasakou E,

Alepopoulou D, Paizis I, Philippou N. Helicobacter pylori

14. Al-Marhoon MS. Is there a role for Helicobacter
pylori infection in urological diseases?. Urol J 2008;
5(3):139-43.

seroprevalence in patients with chronic bronchitis. J
Gastroenterol 2002;37(5):332-5.
10. Tsai CJ, Huang TY. Relation of Helicobacter

15. Krieger JN, Riley DE. Chronic prostatitis:
Charlottesville to Seattle. J Urol 2004; 172(6 Pt 2):255760.

pylori infection and angiographically demonstrated

16. Khadra A, Fletcher P, Luzzi G, Shattock R,

coronary artery disease. Dig Dis Sci 2000; 45(6):1227-32.

Hay P. Interleukin-8 levels in seminal plasma in chronic

11. Karatas OF, Turkay C, Bayrak O, Cimentepe E,

prostatitis/chronic pelvic pain syndrome and nonspecific

Unal D. Helicobacter pylori seroprevalence in patients

urethritis. BJU Int 2006; 97(5):1043-6.

with chronic prostatitis: a pilot study. Scand J Urol Nephrol
2010; 44(2):91-4.

How to cite this article:

12. Pellicano R, Fagoonee S. Comment and reply

Abdollahi A, Etemadian M, Shoar S, Nozarian Z. Is

on "Helicobacter pylori seroprevalence in patients with

Helicobacter pylori Infection a Risk Factor for Prostatitis?

chronic prostatitis: a pilot study". Scand J Urol Nephrol

A Case-Control Study in a Referring Tertiary Care Center.

2010;44(5):345-6

Iran J Pathol 2016; 11(4):323-327.

Vol.11 No.4, Fall 2016

IRANIAN JOURNAL OF PATHOLOGY

