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Abstract: There has been a marked decrease in elective surgery for peptic ulcer disease (PUD) following introduction of
medical therapies including proton pump inhibitors with or without antibiotics for H pylori eradication. By contrast, the
numbers of acute complications like ulcer perforation and bleeding requiring emergency surgery have remained
quantitatively constant. The present clinical study was carried out at Mamata general hospital surgical ward in
Khammam; Telangana state from the period of April 2013 to March 2016 includes 100 patients. The male, female ratio
was 56:44. The age wise incidence is more common in the 30-35 years(26%) followed by 50-60 years(20%).In this study
28% male were having the habit of alcohol drinking, smoking and irregular food habits. Most of females (32%) were
taking tea/coffee about 4-5 times a day with irregular food habits. Helicobacter pylori infection and NSAIDs usage were
more prevalent risk factors. Among these 81% of cases were treated successfully with the medical line of treatment and
18% people went for surgical treatment. Mortality rate was1%.
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INTRODUCTION

Peptic ulcer is a disease of chronic
development, characterized by an imbalance between
the factors that damages the mucosa and those for its
protection, resulting in a lesion of the lining of the
upper digestive tract[1]. It has been one of the most
prevalent diseases in the world, including India. Peptic
Ulcer Disease (PUD) is the major gastrointestinal
disorders causing ulcers in the gastric or duodenal
mucosa that extend into the submucosa or deeper.
Peptic Ulcer Disease be acute or chronic but are
ultimately caused by an imbalance between mucosal
defences and acid/peptic injury [2,3].There are many
causes has been found for ulcers. However, it is now
clear that an ulcer is the end result of an imbalance
between digestive fluids in the stomach and duodenum.
Most ulcers are caused by an infection with a type of
bacteria called Helicobacter pylori (H. pylori).

Risk factors for ulcers include use of
painkillers called non steroidal anti-inflammatory drugs
(NSAIDs), such as aspirin, naproxen , ibuprofen and
many others, excess acid production from gastrinomas,
tumours of the acid producing cells of the stomach that
increases acid output, excessive drinking of alcohol,

smoking or chewing tobacco, serious illness and
radiation treatment. Patients with ulcers may show
gnawing or burning pain in the middle or upper
stomach between meals or at night bloating, heartburn,
nausea and vomiting. In severe cases dark stools due to
bleeding, vomiting blood, weight loss and severe pain
in the mid to upper abdomen are observed. If ulcers are
not treated properly can lead to serious health problems
like bleeding, Perforation, gastric outlet obstruction
from swelling or scarring that blocks the passage way
leading from the stomach to the small intestine.

Every year peptic ulcer disease (PUD) affects
4 milion people around the world [4]. Complications
are encountered in 10%-20% of these patients and 2%-
14% of the ulcers will perforate [5,6]. Perforated peptic
ulcer (PPU) is relatively rare, but life-threatening with
the mortality varying from 10% to 40% [7-8]. More
than half of the cases are female and they are usually
older and have more co morbidities than their male
counterparts [9]. Main etiologic factors include use of
non-steroidal  anti-inflammatory drugs (NSAIDs),
steroids, smoking, Helicobacter pylori and a diet high in
salt [10]. All these factors have in common that they
affect acid secretion in the gastric mucosa. Defining the
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exact etiological factor in any given patient may often
be difficult, as more than one risk factor may be present
and they tend to interact [11].

Currently, medical management, usually with
a group of drugs called proton pump inhibitors, is the
mainstay treatment for uncomplicated peptic ulcers.
Ulcer medications can include, Proton pump inhibitors
(PPI) Proton reduce acid levels and allow the ulcer to heal.

They include dexlansoprazole, esomeprazole,
lansoprazole , omeprazole , pantoprazole , Rabeprazole,
and omeprazole/sodium bicarbonate . If patients have H.
pylori infection, then antibiotics are also used. Some
bleeding ulcers can be treated through an endoscope.
Sometimes an operation is needed if the ulcer has created a
hole in the wall of the stomach, or if there is serious
bleeding that can't be controlled with an endoscope. The
alternative to medical treatment for refractory and
recurrent peptic ulcer is surgical treatment to decrease
the acid secretion in the stomach with the goal of curing
the peptic ulcer. It is not known whether medical or
surgical management is a better option for people with a
refractory or recurrent peptic ulcer.

The main aim and objective of this study is to
know the prevalence, risk factors associated with
chronic peptic ulcers and to compare conservative
medical lines of treatment versus surgical approach in
treatment of chronic peptic ulcers.

MATERIALS AND METHODS

The present clinical study was carried out at
Mamata general hospital surgical ward in Khammam,
Telangana state from the period of April 2013 to March
2016 after obtaining permission from hospital ethics
committee. A total of 100 patients were included in the
study. Inclusion criteria is both male and female
patients, aged between 30-50 years, who were consent
to participate in study were included. Patients with
deformed duodenal cap, pyloric stenosis were excluded
from the study. Study included both conservative,
elective surgery and emergency laparotomy.

The diagnosis of gastrointestinal ulcers was
based on clinical features, blood tests, routine
laboratory tests, and radiological findings (i.e. plain
abdominal X-ray in all cases and abdominal CT scan in
87 % of patients).Invariably, the definitive diagnosis of
PPU was obtained at surgery. Diagnosis of this
infection may be achieved through various tests, each
with a sensitivity and specificity above 80%. The
golden standard test is the upper endoscopy, which
allows the physician to collect material to check for the
presence of H. pylori besides other therapeutic
procedures [12]. Free air under the diaphragm found on
an upright chest X-ray is indicative of hollow organ
perforation and mandates further work-up and/or
exploration. In the setting of an appropriate history and

peritonitis on examination, free air on X-ray is
sufficient to justify exploration. However, up to 12% of
patients with traumatic perforations may have a normal
CT scan. Adding oral contrast and performing triple
contrast CT scan may improve diagnostic sensitivity
and specificity [13].

After diagnosis patients were subjected to
medical line of treatment with a combination of drugs
like Omeprazole 40mg, Amoxicillin 1550mg /
Clarithromycin 500mg and Tinidazole 1000 mg with
antacid gel and bland diet for 7days course in a month
repeated for 3 months. The cases were followed up for
about 6 months

RESULTS

A total of 100 patients were included. The
demographic data was given in tablel. The male,
female ratio was 56:44. The age wise incidence is more
common in the 30-35 years (26%) followed by 50-60
years (20%).

Table.1: Age, Sex wise incidence of peptic ulcers

Age (year) | Male Female
(No) (No)
30-35 14 12
36-40 10 6
40-45 8 8
46-50 12 8
50-60 10 10

The risk factors for chronic peptic ulcers were
given in table 2. Most of males suffering with ulcers
were having more than one risk factor. In this study
28% male were having the habit of alcohol drinking,
smoking and irregular food habits. Most of females
(32%) were taking tea/coffee about 4-5 times a day with
irregular food habits. Helicobacter pylori infection and
NSAIDs usage were more prevalent risk factors. About
10% of people were suffering with other gastric
problems and some were with unknown etiology.

Table 2: The risk factors for peptic ulcers

Risk factor Percentage
Helicobacter pylori infection 42
NSAIDs usage 44
Alcohol drinking 36
Smoking/tobacco chewing 32
Tumors of GIT 2

Drinking of tea/coffee 62
Irregular food habits 56

Others 10
Unkown factors 10

Among these 81% of cases were treated
successfully with the medical line of treatment and 18%
people went for surgical treatment. Surgical treatment
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includes five for cataclysmic haemorrhage, four for
persistent haemorrhage, 6 for recurrent bleeding. An
analysis of factors leading to the necessity of surgical
haemostasis was undertaken by considering the clinical
status, endoscopic findings and laboratory results. The
size of the ulcer (greater than 2 cm) was the most
significant parameter and other criteria shock,
endoscopic signs of recent haemorrhage, gastric or
duodenal posterior ulcer were considered. Two cases
had anterior duodenal ulcer perforation for which
emergency laparotomy and closure of perforation was
done and one underwent posterior gastrojejunostomy
with bilateral truncal vagotomy for peptic ulcer
complications like deformed duodenal cap and early
signs of pyloric stenosis. Among all one patient was
died due to delay in arrival to hospital, delay in
diagnosis and management

DISCUSSION

Peptic ulcer is characterized by a solution of
continuity the upper digestive tract mucosa exposed to
chloride peptic secretion. It often occurs in the
duodenum (5-10% of the population), stomach or
esophagus [12]. It is a chronic disease, with activation
and remission periods and its pathogenesis is
characterized by the imbalance between the factors that
damages the mucosa (chloride acid, pepsin, and
ulcerogenic drugs) and those that protect it (mucosal
barrier, prostaglandins, and mucosal secretion)[14].
Clinical manifestations are characterized by epigastric
discomfort, burning or severe and continuous pain,
which tends to be worse at night. Pain usually happens
one to three hours after eating, and may be followed by
nauseas, vomiting, and discomfort in the
gastrointestinal tract, flatulence, and significant loss of
body weight [15].

Approximately 1 in 100 to 1 in 800 people
have peptic ulcers. The major causes of peptic ulcer
are Helicobacter pylori infection, non-steroidal anti-
inflammatory drug use, and smoking. People who have
peptic ulcer have upper abdominal pain, which is
sometimes accompanied by dyspepsia The most
serious complications of peptic ulcers are bleeding from
the ulcer and perforation of the peptic ulcer, which
results in stomach or upper small intestinal contents or
both leaking into the tummy. About 1 in 10 people with
bleeding peptic ulcer and 1 in 4 people with perforated
peptic ulcer die. Peptic ulcers cause approximately 3000
to 4500 deaths per year in the US [16].

It has been one of the most prevalent diseases
in the world, and some of its complications have been
the major causes of morbidity and mortality [17]. The
prevalence differs in the world population between the
duodenal and gastric ulcers, and the mean age of people
with the disease is between 30 and 60 years, but it can
happen in any age. Racial difference has also been

observed, and in Africa duodenal ulcers are found to be
rare in black people, but in the United States the
incidence is the same for blacks and whites; regarding
gender, there is predominance of ulcers in males
[18].Peptic ulcer has a multifactor etiology.
Environmental elements such as alcohol and nicotine
can inhibit or reduce secretion of mucus and
bicarbonate, increasing acid secretion. Genetic factors
can influence, and children of parents with duodenal
ulcer are three times more likely to have ulcer than the
population [19]. In the past decades, the identification
of Helicobacter pylori and ulcers associated with the
chronic use of anti-inflammatory drugs contributed to a
better understanding of the events associated to the
genesis of peptic ulcers [12].

These results suggested that more than 50% of
patients with perforated peptic ulcer respond to
conservative treatment without surgery and that the
association of few required emergency surgery.
Mortality in our study was1%.When PPU are diagnosed
expeditiously and promptly treated, outcomes are
excellent. Mortality ranges from 6% to 14% in recent
studies [20-21]. Poor outcomes have been associated
with increasing age, major medical illness, peri-
operative hypotension [22], and delay in diagnosis and
management (greater than 24 hours) [23]. With
improvements in resuscitation, hypotension may no
longer be a significant prognostic indicator [24].
Advanced age (greater than 70 years) is associated with
a higher mortality with rates of approximately 41%
[25].

CONCLUSION

The present study concludes that PUD cases
can be better managed with medical line of treatment of
H2 blockers and PPI’s in 80% of patients, despite the
introduction of effective medical line of treatment,
bleeding is still a frequent complication where surgical
treatment should be recommended
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