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Abstract 

Aim: To identify   predictors of Helicobacter 

pylori (H pylori) infectivity, Using stool 

antigen   test with its correlations to epigastric 

abdominal pain and other gastrointestinal 

symptoms. 

Patients &methods: Patients   from Al Qurna 

presented to private clinic with epigastric 

abdominal pain each of them has been screened 

for H pylori via stool antigen test, after 

evaluations of other causes of abdominal pain. 

Data analysis was carried out using SPSS 

version-15               

Results:  a   total   of 254     patients   142 

(55.9%) were    males   and 112 (44.1%) were    

females were studied.  H pylori   stool antigen 

was positive in 69 (27.2 %) and negative in 185 

(72.8%) of the   studied patients. 

Gastrointestinal symptoms that were observed 

included weight loss, loss of appetite (3.6%), 

heart burn (60.6%), vomiting (28.3%), diarrhea 

(7.1%), constipation (15.4%) and abdomen 

distension (24%). In 59.3% of the H. pylori 

antigen positive cases, the duration   of 

epigastric pain was of >two weeks. 

Conclusions:   logistic regression analysis 

indicated that epigastric abdominal   pain of > 

two weeks and loss of appetite were two 

significant predictors of H. Pylori infection. 
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Introduction 

Isolation of H. pylori in 1983 had 

revolutionized the history of Gastrointestinal 

(GIT) medicine. 
(1)  

H. pylori   plays a vital role 

in the aetiology of gastritis    especially active 

antral gastritis, and accounts for 90%of   

duodenal ulcers and 70% gastric ulcers. 
(2)

 It   

also   plays a role in the development of gastric 

mucosa-associated lymphoid tissue (MALT), 

lymphoma   and   gastric   adenocarcinoma 
(3)

. 

Thus the prevalence of this 

microorganism is a determinant of the risk of 

peptic ulcer and related lesions. In a study 

reported a prevalence rate of 55.8% among 

university students. 
(4)

 The bacteria can be 

cultivated from stool, vomitus and saliva in 

normal individual
 (5)

. 

In niebouring countries as Saudi Arabia 

the prevalence of H. pylori infection was 

detected in 61% in   asymptomatic subject
 (6)

 

and a comparable result was found in Turkey 

also (56.6%). 
(7) 

Amazing seroprevalence   rate of H 

pylori in asymptomatic subject seen in 

Bangladesh (92%).The majority of infected 

subjects are   asymptomatic and clinical disease 

is only observed in minority.  
(2) 

 

The methods currently used for 

detection of H. pylori in man include culture of 

organism from mucosal biopsy or using isotope 

based urea breath test 
(2)

 or H. pylori   stool 

antigen test (HPSA T), which is cheap, 

sensitive and   specific in > 95% of patients 
(2)

 

(HPSA T) is useful for follow up after 

detecting and eradication current infection. 
(8) 

    

  

The current study was designed to 

determine the relationship between H. pylori   

stool antigen test, asindex of infectivity and its 

correlation with various epigastric pain and 

other GIT symptoms (weight loss, loss of 

appetite, heart burn and regurgitation, 

vomiting, diarrhea, constipation and abdomen 

distension. 
(2)

 

Other variables that may potentially 

cause GIT diseases including   smoking, 

drinking of alcohol, using drugs like 

corticosteroids or non steroidal anti 

inflammatory drugs (NSAID) were also 

explored. 
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Patients and methods 

This is a two years' study involving   

recruitment   of patients   attended a clinic   

from October 2012 until   January 2014 in Al 

Qurna district 74   km   northwest of Basrah. 

All patients   presented   with epigastric 

abdominal pain were included. Each patient 

was evaluated for age, gender, GIT symptoms, 

history of smoking, drinking   alcohol and 

corticosteroids treatment and NSAID use. 

Investigations were done after clinical 

examination included abdominal ultrasound for 

most of patients.   Fresh stool sample received 

from each patient and analyzed for detection of 

H. pylori antigen. Rapid diagnostic test 

(chromogenic test) was used to detect 

Helicobacter   pylori   in    stool samples from 

(ABON company, China). The principle of this 

technique depends on presence of antigen 

(bacterium H. pylori) and antibody from the 

kit. Stool sample emulsion was put on the kit 

strip and reacts with antibody to make a color 

result. The appearance of one red line was 

regarded as negative and two red lines regarded 

as positive result (under company instructions). 

A brief description of symptom and 

other variables studied was as follows: 

Weight loss: The loss of 4.5 kg or > 5% 

of body weight over a period of 6-12 months. 

(9)
  

Loss of appetite: Reduced desire for eating for 

at least three days 
(9)

 

Heart burn: The presence of retrosternal 

burning pain. 
(10

 

Regurgitations: The presence of sour or bitter 

tasting fluid coming into mouth.  
(10)

 Vomiting 

defined as forceful expulsion of gastric content. 

(10) 
 

Diarrhea: Passage of frequent stools > three 

bowel motions per day or change in 

consistency of the stool. 
(11) 

  

Constipation was defined as passage of less 

than three bowel motions per week or passage 

of hard stool or stool that is difficult to be 

evacuated. 
(11)

  

Abdominal distension: Gaseous distension on 

ultrasonic examination.  

Smoking was defined as a history of smoking 

at least one cigarette a week
. (11) 

 

Drinking of alcohol    was sorted as any 

regular intake of alcohol  
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Corticosteroid treatment is defined as any 

recent or concurrent history of oral or 

injectable intake of corticosteroids like 

prednisolone, dexamethasone, betamethasone 

or hydrocortisone. 

Non steroidal anti inflammatory drugs 

(NSAIDs) use sorted as recent or old use of the 

available types like diclofenac, ibuprofen, 

mefenamic acid, indomethacin, piroxicam or 

aspirin. 

Positive ultrasound examination described 

any abdominal pathology like gall bladder, 

liver, intestinal, pancreatic or peritoneal 

diseases.    

Statistical analyses were done using Statistical 

Package for Social Science(SPSS) for windows 

version 15, logistic regression analysis was 

done to identify the independent predictors 

which significantly associated with H. pylori 

infection a p   value of <0.05 was considered   

significant.  

Results 

Of the 254 patients with epigastric abdominal 

pain, 142(55.9%) were males and 112(44.1 %) 

were females. Male: female ratio was   1.26: 1. 

The mean age was 34.2±11.7 years (Males= 

24.3±10.7, females = 34.1±13.0).  The test for 

H. pylori   stool antigen (HPSA) was positive 

in 69(27.2%) patients and negative in 

185(72.8%) of the patients. Table 1 shows the 

distribution of patients according to various 

symptoms and the percentage of patients with   

H pylori positive or negative results...  The 

majority of patients with epigastric pain 

presented with heart burn (60.6%). The other 

symptoms with relatively higher frequency 

were vomiting, constipation and feeling of 

distension. Symptoms with lower frequency 

were weight loss, loss of appetite, regurgitation 

and diarrhoea.  Smoking was reported by 16.1 

% while alcohol was reported by only two 

patients.  Ultransound examination revealed 

positive evidence of other pathologies in 7 

(2.8%) of the patients only. History of NSAID 

intake was reported by 6.7% and 

corticosteroids intake was reported by one 

patient only. In the Univariate analysis, only 

three variables were significantly associated 

with positive H pylori results (P<0.05). These 

included age, duration of epigastric pain and 

loss of appetite. All the others did not show 

significant association with H pylori positivity. 
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In the logistic regression analysis, age 

lost its effect as predictor of H pylori positivity 

but duration of epigastric pain and loss of appetite 

remained strong independent predictors as 

shown in (Table 2). 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Table (1): Results of H pylori stool antigen in relation to selected patient characteristics 

Characteristics Patients studied 

No.     % out of total 

H pylori positive 

No.                 % 

P value* 

Gender  

Female 

Male 

Total 

112                  44.1    

142                  55.9    

254               100 .0   

 31                27.7       

 38                 26.8                

 69                 100.0         

 

 0.491 

 

Age  

 <20 

 20-29 

30-39 

40-49 

50-59 

60+ 

 

 19                     7.5 

81                   31.9 

75                   29.5 

44                   17.3 

24                     9.4 

11                     4.3 

 

     9                   47.4           

 17                   21.0        

 17                   21.0         

 15                   34.1 

10                    41.7 

  1                      9.1           

   

0.044 

Duration of pain 

≤2 weeks 

>2 weeks  

Total 

100                      40.7    

146                      59.3 

246                     100.0 

19                  19.0 

47                  32.2 

66                  26.8 

0.008 

Weight loss    

Present                                                      

absent 

 

4                            1.6                    

                    

250                       98.4 

 

3                    75.0 

66                  26.4 

 

0.057 

Loss of appetite  

Present          

Absent 

9                            3.6 

245                      96.4 

 

6                     66.9 

63                   25.7 

                    

0.012 

Heart burn                                             

present 

Absent 

 

154                    60.6 

100                    39.4 

 

46                    29.8     

23                    23.0     

 

0.057 

Regurgitation                                          

present 

absent  

 

12                       4.7 

242                   95.3 

 

4                       33.3 

65                     26.9 

  

0.218 

Vomiting                                                 

present 

Absent 

     

  72                      28.3 

182                      71.7 

 

17                        23.6 

52                        28.6 

 

0.092 

Diarrhea                                                

present 

18                          7.1 

236                      92.9 

5                        27.8 

64                      27.1 

0.563 
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Absent 

 

  

Constipation                                           

present 

Absent 

 

39                        15.4 

215                      84.6 

 

11                   28.2 

58                   27.0 

 

0.151 

Distension                                               

present 

Absent  

 

61                       24.0 

193                     76.0 

 

19                       31.1 

50                       25.9 

 

0.093 

Smoking                                                  

present 

absent  

   

41                        16.1 

213                      83.9 

 

 11                    26.8 

58                     27.2 

 

0.563 

NSAID                                                       

present 

Absent    

 

17                         6.7 

237                     93.3 

 

5                   29.4 

64                 27.0 

 

0.211 

Corticosteroids                                      

present 

Absent 

 

1                          0.4 

253                    99.6 

 

1                  100.0 

68                  26.9 

 

0.272 

Alcohol drinking                                   

present 

absent  

 

2                           0.8 

252                     99.2 

 

0                     0.0 

69                  27.4 

 

 

0.530 

Ultrasound exam. 

Positive                                                   

negative 

Total 

 

7                          2.8 

247                    97.2 

254                  100.0 

 

2                  28.6 

67                27.5 

69              27.5 

 

0.323 

 

*Based on Chi-squared or Fisher Exact Tests 

 

 

Table (2) Logistic regression analysis to predict positivity of H pylori     

variables B S.E. Wald df Sig. Exp(B) 

Age -.003 .013 .042 1 .839 .997 

Gender .045 .308 .021 1 .885 1.046 

 

Discussion This study suggests no significant 

variation   in the   age between patients with 

Duration of epigastric  pain .108 .052 4.351 1 .037 1.114 

Weight loss 2.449 1.729 2.006 1 .157 11.572 

Loss of appetite 1.870 .781 5.738 1 .017 6.489 

regurgitation -1.022 1.155 .782 1 .376 .360 

Heart burn .293 .319 .847 1 .357 1.341 

vomiting -.337 .363 .865 1 .352 .714 

Abdominal distension -.040 .226 .032 1 .859 .960 
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(HPSA) positive groups & (HPSA) negative 

groups & apparently, the age was not predictive 

of   the pattern of infectivity of H. pylori.  

Although there was some difference in 

frequency of positive stool test which was    

remarkable in all age groups (Table1) yet this 

difference was statistically not significant in the 

logistic regression analysis.  This result is in 

agreement with a study conducted in 

Bangladesh (
12)

 but contradicts another study 

(
13). 

which concluded that H   pylori was more 

common in children and the incidence was 

declining with age, which may signify   some 

age predilection. Similarly, Chen S   et al 

concluded that H pylori incidence decreases 

with age. 
(14)

 Conversely, a Welsh &German 

study revealed   increasing infection with 

advanced   age.
 (15,16)

 However, in neighboring   

countries as in Saudi Arabia, H. pylori infection 

is acquired in the early age and the risk of 

infection increases as the age increased 
(6)

 

However, our observations confound 

mostly to adult age groups (account for >90% 

of studied patients) Table (1) and there was a 

limited extension to childhood age groups, this 

prejudice may explain   the limited effect of 

age in this study or the variations with the over 

mentioned studies may reflect geographic, 

racial or urban- rural variations.  

The present study   did not reveal 

difference in the risk of H. pylori positivity in 

relation to gender. This result was   similar to 

an Indian study   which showed also no 

significant difference   in this regard. 
(17)

 

Another study published   by de Maretel and 

Parsonnet (2009) concluded a true relationship 

of H. pylori and male gender 
(18)

 

 Conversely, two other studies reported 

an increased bacterial load in females 

suggested   a significant   female gender 

predilection to H pylori infection. 
(19,20) 

  Our 

results may require further studies   taking into 

account the role of social and cultural values or 

larger sample is required as well as assessing 

the sex hormone profile in the infected patients. 

We have clearly seen that no significant 

association existed between HPSA positivity 

and each of heart burn and regurgitation. These 

Laine e   consistent with a study   by results wer

et al (2002) who demonstrated also no  L

relationship between H    pylori infection   and 

gastroesophageal reflux disease (
21)   

yet other 

studies reported a controversial relationship in 

this regard
 (22)

.  However, we cannot exclude 
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such relationship perhaps because of lack in the 

precise assessment of symptoms   like   cough, 

asthma & hoarseness of voice which sometimes 

a manifestations of gastroesophageal reflux 

disease
 (3) 

 

Our study did not observe   a significant 

change in body weight among patients with     

HPSA positive as compared to negative   

groups, but this result may not be true   and 

was confounded by other weight influencing 

conditions like endocrine causes physical 

activity level and economic status.  The result 

support previous results in a study in New 

York which reported no   significant 

association between   H. pylori and overweight 

(23) 
but contradicts another study in the United 

Kingdom that showed increase in body weight 

after successful eradication of H. pylori. 
(24).

 

Evaluation of diarrhea in this study did 

not significantly reveal   evidence of   H. pylori 

infection   but   comparing this result with a 

German study in 2012 which hypothesized that 

colonization with H    pylori   might protect   

from diarrhea 
(16)

. Interestingly a recent study 

demonstrated remarkable association between   

diarrhea    of   irritable   bowel   syndrome   and H 

pylori.  
(25)

 

 At the present study, the duration   of 

epigastric abdominal pain appeared   to be a 

potential predictor of infectivity (p<0.05) and the 

duration of the pain   was sharply recognized into 

two groups: a group of ≤ two weeks (40.7%)     and 

group of > two weeks (59.3%). The duration of 

epigastric abdominal pain   appeared to be related 

to the H pylori pattern of    infectivity. We conclude 

that persistency of epigastric pain of more than 2 

weeks was likely a strong predictor of H pylori 

infection. These results may be explained by 

several points among them is the early contraction 

of infection in early childhood   especially in 

developing countries as in southern parts of Iraq 

and also the H. pylori infection    tend to run   in a 

chronic course like chronic gastritis or peptic ulcer. 

Also, it is well-known   that acute phase of the H. 

pylori infection may last for about 2 weeks or less 

&often asymptomatic &after that become chronic 

(26, 27,28,29,30).
 Lastly, the prevalence of H. pylori 

&atrophic gastritis is increased in elderly    in some 

studies 
(30,31)

 this point could aid the correlations of 

long duration of epigastric pain   & microorganism   

infectivity. 

 Pearce et al reported that is H. pylori   

almost certainly acquired from close contact with 

infected individual in early childhood and persists 

for decades to become a major risk factor for the 

development of gastrodeudinal diseases in early 

adult life. 
(27)

 Similarly, it was reported that H 

pylori infection was acquired in early childhood 

and continued   contact would have been required 

for the establishment of real infection that can last   

lifelong.  
(28) 

 Malaty in 2007 concluded that the 

infection was acquired since childhood and 

appeared in adulthood separated by a period of 

latency. 
(29) 
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Kataralis et al   suggested that the 

prevalence of H. pylori &atrophic gastritis 

increased in elderly 
(30)

, as we referred to before, 

where others stated that H. pylori infection is rarely 

observed as acute illness which is asymptomatic but 

commonly seen as chronic (atrophic or non atrophic 

gastritis). This explains why long duration is 

necessary to create these complications. 
(31)

  

In our study we concluded that loss of 

appetite was second predictor for   H. pylori 

infectivity, this result is in agreement with a recent 

study 
(31)

 which showed that the chronic gastritis 

could induce chronic suppression of ghrelin 

(appetite stimulating peptide). It is well known that 

chronic gastritis is often a common presentation of 

H. pylori infection. Adding to that, chronic gastritis 

is commonly associated with postprandial pain 

which consequently suppresses the appetite 
(32).

  

To conclude, this study strongly supports 

the view that   patients with epigastric abdominal 

pain for > two weeks and loss of appetite are very 

likely to have H pylori infection.  
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http://www.ncbi.nlm.nih.gov/pubmed/?term=Jafri%20W%5BAuthor%5D&cauthor=true&cauthor_uid=22558797
http://www.ncbi.nlm.nih.gov/pubmed/?term=Yakoob+J+%26Abbas+Z++++++++diarrhea+H+pylori+IBS
http://www.ncbi.nlm.nih.gov/pubmed/24010891
http://www.ncbi.nlm.nih.gov/pubmed/?term=Jones%20DB%5Bauth%5D
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 فحص مستضدات البراز في قضاء القرنة باستخدامبعدوى الجرثومة المَعَدِيَّة الحلزونية  التنبؤ

 اختبار مستضداتالحمزونية عن طريق  الجرثومة المَعَدِيةتحديد تنبئ العدوى  :الدراسةهدف 

 .الشرسوفيه والأعراض المعدية المعوية الأخرى لام البطنا وارتباطها مع   البراز

من القرنة قدموا الى العيادة الخاصة يعانون من ألم البطن  : مرضىالعملالمرضى وطرائق 

تم فحص كل واحد منهم عبر اختبار مستضدات البراز لمجرثومة المعدية الحمزونية، الشرسوفي 

بعد تقييم الاسباب الأخرى لألام البطن وأجري تحميل البيانات باستخدام برنامج اس بي اس اس 

 .51النسخة 

 ٪(22.5) 554و٪( من الذكور 11.5) 524مريضا ، 412مجموعه  دراسة ما تمت: النتائج

 95في    الحمزونية ايجابيافحص مستضدات البراز لمجرثومه المعدية  الاناث وكانمن 

 لوتشم .لمدراسة٪( من المرضى الخاضعين 4.8.) 581وسمبيا في  ض٪( مري4..4)

 حرقة ،) ٪6.9الشهية ) الوزن، فقدانفقدان  من،الأعراض المعدية المعوية التي لوحظت كل 

، وانتفاخ البطن ) ٪51.2٪(، والإمساك )5..٪(، والإسهال )48.6٪(، والتقيؤ )9..9القمب )
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كانت لديهم مدة الألم الشرسوفي  الايجابي،٪ من حالات فحص مستضدات البراز 15.6وفي ) 42٪)

 .أسبوعينمن  أكثر

من أسبوعين  الشرسوفي لأكثرألم البطن الى ان : أشار تحميل الانحدار الموجستي الاستنتاجات .
 بالبكتيريا المعدية الحمزونية. الشهية ينبئان بقوة عن الاصابةوفقدان 

 


