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INTRODUCTION

Dyspepsia is a term frequently used by patients to
describe a variety of symptoms such as a feeling of ex-
cessive gas, epigastric discomfort, and nausea, even up
to vomiting.

The pathogenesis of dyspepsia is still controversial,
whether it is caused by gastric acid, inflammation of gas-
tric mucosa, or the Helicobacter pylori infection.

Camilesi (1995), assumed that a disturbance in the
central nervous systems, autonomic systems and local
factors in dyspeptic patients cause dysmotility of the
stomach.

Dyspepsia could be classified clinically and
pathophysiologically into functional dyspepsia and organic
dyspepsia.

Chronic gastritis, stomach ulcer, duodenal ulcer, gastro
esophageal reflux and others also could cause dyspep-
sia.

Dyspepsia in Helicobacter pylori is caused by the
enzyme and several toxins secreted by the bacteria and
cause inflammation of the gastric mucosa (Dunn
BE,1993).

The presence of Helicobacter pylori can be de-
tected with many methods such as the CLO test,
Helicobacter pylori bacteria culture, histopathologic ex-
amination, urea breath test, and anti-HP serology marker
examination.

MATERIAL AND METHOD

This prospective-cross sectional study was conducted
on approximately 40 patients with dyspepsia as a major
complaint in the Department of Internal Medicine
M.Djamil Hospital Padang and based on the upper gas-
trointestinal endoscopic examination, histopathologic ex-
amination and anti-HP serology marker examination.

RESULTS

There were 40 patients with dyspepsia as a major
complaint consisted of 18 males (45%) and 22 females
(55%) with ratio of 1:1.2

The average age is 44.6 years old with age range
from 21 years old up to 70 years old.

From table 1, we can find that the most common major
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ABSTRACT

Objective : Helicobacter pylori infection is probably the most common infection caused by pathogenic
bacteria and affects more than half of the world population. These bacteria caused many gastroduodenal
pathology such as chronic active gastritis, peptic ulcer and gastric malignancy. This study investigated
Helicobacter pylori infections in dyspeptic patients.

Materials & Methods: Forty dyspeptic patients were examined using upper gastrointestinal endoscopy
and biopsy for histopathologic examination.

Results: The symptom of the dyspeptic patients were epigastric tenderness (100%). Endoscopic abnor-
malities were found in 39 (97.5%) cases. The gastric abnormalities were chronic antral gastritis in 24 (60%),
esophagitis and gastritis in 7 (17.5%), and gastric ulcer in 3 (7.5%). Twenty four out of 40 patients had anti-
Helicobacter pylori positive (60%) and histopathologic examination were positive 18 (45%). The histo-
pathologic examination found atrophy in 18 (45%), MN in 18 (45%), PMN in 18 (45%), and metaplastic in
4 (10%).

Conclusion : The prevalence of Helicobacter pylori in dyspeptic patients were 60% (serology) and 45%
(histopathology).
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Table 1. The distribution of dyspeptic patients based on 
major complaints 

 

17 people (42.5%), polynuclear cells in 18 ( 45%), meta- 
plasia in 4 (20%), carcinoid in 1(2.5%).  

No     Major complaints Major Major complaints 
complaints percentage 

1. Epigastric discomfort 40 100.0 
2. Heart burn 17 42.5 
3. Regurgitation 13 32.5 
4. Abdominal 39 97.5 

distention 
5. Stomach fullness 34 85.0 
6. Bloating 23 57.5 
7. Eructation 31 77.5 
8. Anorexia 18 45.0 
9. Nausea 34 85.0 
10. Vomit 4 10.0 

DISCUSSION 
In this study from 40 patients with dyspepsia as a 

major complaint, was first stated with epigastric discom- 
fort (100%), abdominal distention  (97.5%) and that simi- 
lar to the report of Pajeres and Santander (1996) and 
Velanovich (1996). 

The average age of the dyspeptic patients in this study  
was 44.6 years old, and this was much older compared  
to the study by Purbayu H (1996) that concluded the  
average age for dyspeptic patients was approximately 

Table 2. Endoscopic findings from 40 dyspeptic patients and 
Anti-HP (+) 

36.9 years old. Though Vyas and colleagues (1994) re- 
ported older age, of 57 years old, which was similar to  

Endoscopic results N    Percentage Anti-HP(+) 
(%) Pajares and Santander (1996) finding of 51.4 years and 

Antral chronic gastritis (ACG) 24 60.0 14 ( 58.3%) 
Esophagitis + BRG +ACG 1 0.3 - 
BRG + ACG 1 0.3 - 
Pan gastritis 2 0.5 2 (100%) 
Stomach ulcer  + ACG 3 7.5 2 (66.7%) 
Esophagitis and gastritis 7 17.5 5 (71.4%) 
Duodenum ulcer + BRG 1 0.3 1 (100%) 
Normal 1 0.3 - 
Total 40 24 
 
Note: ACG = chronic antral gastritis, BRG= bile reflux gastritis 
 

complaint of dyspeptic patients was epigastric discom- 
fort in 40 patients (100%), followed with abdominal dis- 
tention in 39 patients (97.5%) and stomach fullness and 
nausea each in 34 patients (85%). 

From table 2, we can see that chronic antral gastritis in 
24 patients (60.0%) was the most common cause fol- 
lowed by esophagitis and gastritis in 7 patients (17.5%).  
 The anti-HP was positive in 14 of 24 patients with  
chronic antral gastritis (58.3%) and positive in 5 of  the 7 
patients with esophagitis and gastritis (71.4%).  
 As from the 40 dyspeptic patients we could found 24  
patients with anti-HP(+) (60%). 

We also found atrophy of the gastric mucosa in 18  
patients (45%), a spread of mononuclear cells found in 

Cutler and colleagues (1995) of approximately 53.7 years old. 
From the 40 dyspeptic patients who underwent en- 

doscopic examination, we found abnormalities that most 
probably caused by chronic antral gastritis in 24 patient 
(60%), followed by esophagitis and gastritis in 7 patients 
(17.5%) and gastric ulcer in 3 patients (7.5%). 

Malfertheiner P (1994) stated that Helicobacter  
pylori infection would increase the risk of chronic gas- 
tritis becoming ulcer 15 times. It could probably also be  
a predisposing factor for the development of gastric  
cancer. 

Nasrul Zubir and Julius (1993) found Helicobacter 
pylori in 84.1% of chronic gastritis patients.  
 From the serologic examination of the dyspeptic pa- 
tients, it was found that from the total 40 patients 24 
(60%) of them had anti-HP (+). 

From the 24 patients with chronic antral gastritis, there 
were 14 patients (58.3%) with anti-HP (+); from 7 pa- 
tients with esophagitis and gastritis there were 5 pa- 
tients (71.4%) had anti-HP(+). 

The serologic examination is more important for  
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Table 3. The ages group classification of dyspeptic patients distribution
with HP(+) based on serologic marker examination

Males Females Total
Age
group

N Ig G(+) % N Ig G(+) % N Ig G(+) %

21-30 4 - - 4 2 50.0 8 2 25.0
31-40 3 1 33.3 3 2 66.7 6 3 50.0
41-50 8 8 100 6 5 83.3 14 13 92.9
51-60 2 1 50.0 4 1 25.0 6 2 33.3
> 60 1 - - 5 4 80.0 6 4 66.7
Total 18 10 22 14 40 24
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screening for dyspeptic patients, because it is more im-
portant than screening for dyspeptic patients for
Helicobacter pylori infections and it is useful to evalu-
ating the progress and results of the therapy.

The histopathologic examination of the antrum showed
gastric atrophy in 12 patients (50 %), which would be a
premalignant mucosa.

In general, we found mucous atrophy in 18 patient
(45%), the spread of mononuclear inflammation cells in
17 patients (42.5%), polimorphonuclear in approximately
18 (45%), metaplasia in 4 (20%) and carcinoid in 1 pa-
tient (2.5%). This finding is similar with others report
that had been performed by other previous study
(Murtono and Suripto,1998).

From the histopathologic results we could conclude
that if the Helicobacter pylori enters the gastric mu-
cosa therefore inflammation cells such as monocytes,
neutrophyls, and macrophages will try to overcome the
infection. The antigen of these bacteria will enter to the
surface epithel and will cause inflammation that will be
seen histopathologically as chronic superficial gastritis

The antigen of the bacteria that has reached the
epithelial gland cells would cause inflammation of the
gland cells, degeneration and even atrophy. That’s why
it is called chronic atrophic gastritis (Wyatt,1989).

CONCLUSIONS

1. The prevalence of Helicobacter pylori in dyspep-
tic patient was 60% from the serologic examination
and 45% by histopathology.

Table 4. Endoscopic and histopathologic appearance from 40 dyspeptic patients with             
Helicobacter pylori positive. 
Endoscopic results N HP (+) Atrophy MN PMN Meta Edema Ca Hyper 

1. ACG 24 11(45.8) 12(50) 10(41.7) 9(45) 2(8.3)  1(4.2)  
2. Esophagitis + 

BRG + ACG 
1 - - - - - - - - 

3. BRG + ACG 1 - 1(100) - - - - - - 
4. Pan gastritis 2 2(100) - 2(100) 2(100) - - - 1(50) 
5. Stomach ulcer 

+ ACG 
3 2(67) 1(33) 2(67) 2(67) - - - - 

6. Esofagitis + 
gastritis 

7 2(29) 3(42) 2(29) 4(57) 1(14) - - - 

7. Duodenum 
ulcer + BRG 

1 - - - - - - - - 

8. Normal 1 1(100) 1(100) 1(100) 1(100) 1(100) - - - 

Total 40 18 18 17 18 4 1 1 1 
 

2. The most prominent complaint of the dyspeptic pa-
tient was epigastric discomfort and abdominal dis-
tension.

3. From the endoscopic examination, we found the im-
age of chronic antral gastritis in 60%, esophagitis
and gastritis in 17.5% and stomach ulcer in 3%.

4. There needs to be further research with larger
samples.
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