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10% of the global population. Peptic ulcer arises from an inequity in
the protective factors of the mucosal lining, including mucus
secretion, bicarbonate release, endogenous antioxidants, cell
regeneration, and the ongoing production and release of
prostaglandin E2, nitric oxide, and sulfhydryl compounds.
Conversely, it is exacerbated by harmful agents such as smoking,
alcohol consumption, dietary factors, stress, prolonged and excessive
use of nonsteroidal anti-inflammatory drugs, and infection with
Helicobacter pylori, among other factors. The disorder is often linked
to severe complications, such as excessive bleeding, perforation,
gastrointestinal blockage, and cancer. Several therapies are offered,
including as proton pump inhibitors, H2 receptor antagonists,
antacids, antibiotics, and mucosal protective agents.The secretion of
gastric acid, which is the primary cause of irritation, can be stopped
or partially neutralized by antacids. H2 receptor antagonists inhibit
the binding of histamine to H2 receptors on parietal cells, which
stops the activation of adenylate cyclase. This prevents the increase
in cAMP levels and the activation of protein kinase and
H+/K+ATPase. Prostaglandins primarily hinder the release of acid by
reducing the increase of cCAMP generated by histamine. Proton pump
inhibitors attach to the H+/K+ATPase enzyme. Antimuscarinics
hinder the functioning of acetylcholine receptors on the parietal cell,
therefore preventing the entry of Ca2+ and the subsequent activation
of protein kinase and the proton pump. The primary objective of this
review article is to provide a concise overview of the epidemiology,
pathophysiology, diagnosis, clinical presentation, and therapy of
peptic ulcer.

Keywords: Peptic ulcer, anti-inflammatory, NSAIDs, Gl bleeding,
Cyclooxygenase

INTRODUCTION

Peptic ulcers are "acid-induced lesions of the
digestive tract characterized by denuded mucosa
with the defect extending into the submucosa or
muscularis propria,” and they "usually occur in the

stomach or proximal duodenum." [1]. It is estimated
that 5-10% of the population suffers from peptic ulcer
disease [2]. Epidemiological studies [3, 4] conducted
recently, however, have shown that peptic ulcer
incidence, hospitalization rates, and death are on the
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decrease. Helicobacter pylori (H. pylori) infections
have declined.

Hypersecretory acidic environment plus dietary
variables or stress have long been regarded to be the
root cause of mucosal disruption in persons with acid
peptic disease. Peptic ulcer risk factors include but
are not limited to H. pylori infection, heavy alcohol
and cigarette use, NSAID use, and Zollinger-Ellison
syndrome [5]. Risk factors for both stomach and
duodenal ulcers include H. pylori infection and the
use of nonsteroidal anti-inflammatory drugs [6].
Individual vulnerability is crucial within the
initiation of mucosal damage, since only a small
percentage of persons with H. pylori or who take
NSAIDs develop peptic ulcers. Disorder. Peptic
ulcers have been linked to functional polymorphisms
in a number of different cytokine genes. In the case
of H. pylorirelated gastroduodenal disorders,
polymorphisms of interleukin 1 beta (IL 1B) affect
mucosal interleukin 1 beta production [7].However,
"the risk of complications from stomach ulcers was
two- to four-fold higher in aspirin and NSAID
users."[8]. When wused with anticoagulants,
corticosteroids, or selective serotonin reuptake
inhibitors, NSAIDs and aspirin increase the risk of
upper gastrointestinal bleeding. [9].

Although H. pylori infections are widespread in
people who use NSAIDs or aspirin, the exact
function these drugs play in the onset of gastric ulcer
disease is controversial. Multiple observational
studies have shown that the usage of increases the
incidence of stomach ulcer illness. Aspirin and
nonsteroidal  anti-inflammatory drug (NSAID)
resistance are risk factors for idiopathic stomach
ulcer diseasedetected in around 15% of all instances"
According to "The pathogenic process underlying the
development ofthe exact origin of idiopathic stomach
ulcer is unclear,[11], although it is related to a
disruption in the equilibrium of factors that maintain
mucosal integrity and protect against aggressive
stroke. [5]. Danish research confirmed that
emotional distress might raise the risk of developing
stomach ulcers. [12]. Ischemia is only one of many
potential reasons; additional factors include
medication (steroids, chemotherapeutic drugs),
radiation treatment, infections, histamine, eosinophil
infiltration, gastric bypass surgery, and metabolic
issues. [13].

2. TYPES OF ULCERS:

2.1 Peptic Ulcer: Gastric ulcers are chronic, usually
isolated lesions that may form anywhere in the
digestive system that is subjected to the forceful
action of acid-peptic fluids. Approximately four
times as many duodenal ulcers as stomach ulcers
occur in this initial region [14]. Peptic ulcers are
caused by a number of factors, including infection
with the microorganism H. pylori and acid pepsin

secretion, as well as NSAIDs, shock, severe trauma,
septicaemia, intracranial lesions, nearly any irritant,
such as alcohol, smoking, and spices in food. [15].
Peptic ulcers are characterized by the following
symptoms: nausea, vomiting, stomach pain, weight
loss, lack of appetite, bloating, and sometimes blood
in the stool or vomit. [16].

Gastric ulcers and duodenal ulcers are two types of
gastrointestinal ulcers that differ based on their
locations in the digestive tract. It may also be broken
down into acute and chronic forms, depending on
how severe they are. Single or numerous lesions
involving submucosal tissue everywhere in the
stomach and at depths up to the first centimetre of
the duodenum are characteristic of acute gastric
ulcers. Chronic gastric ulcers arise independently in
the pyloric antrum of the stomach and duodenum
and may spread to the neighbouring pancreas or liver
by penetrating the epithelial and muscular layers of
the aforementioned  digestive organs [17].
Obstruction,  haemorrhage, perforation, and
malignant transformation are only some of the
problems that might arise [15].

2.2 Oesophageal Ulcer: Erosions that form in the
oesophagus (the food pipe) are referred to as
oesophageal ulcers. These form most often along the
oesophageal edge and may produce discomfort just
below the sternum, where heartburn sensation is also
experienced.  Gastroesophageal reflux disease
(GERD), nonsteroidal anti-inflammatory
medications (NSAIDs), and smoking are all linked to
oesophageal ulcers [18].

2.3 Aphthous Ulcer: Aphthous ulcers are chronic,
recurring sores or ulcers that form within the mouth
on regions where the skin is not adhered to the
underlying tissue. Bone that is just under the skin, as
in the case of the tongue base or the inside of the lips
and cheeks. These ulcers or sores are characterized
by a vyellowish-grey pseudo-membrane, elevated
edges, and an erythematous central cavity. Aphthous
stomatitis, canker sores, and mouth ulcers are all
names for the same condition [19,20]. Anaemia,
ulcers, viral infections, oral candidiasis, chronic
infections, laryngeal cancer, mouth cancer, and
vitamin B deficiency are all common causes of
mouth ulcers, and up to 40% of cases are inherited.
The prevalence of mouth ulcers is estimated to be
between 50 and 66 percent in North America and 15
to 20 percent worldwide [16]. Large ulcers (above 10
mm in size, more than 2 weeks in length), moderate
ulcers (size 510 mm, duration 10-14 days, prevalence
75-80%), and herpetiform ulcers (less than 5 mm in
size, 10-14 percent duration, and 5-10 percent
prevalence) are all described. [20].

3. PREVALENCE:"The early identification and
treatment of H. pylori infections, together with the
widespread use of proton pump inhibitors (PPIs),
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have contributed to a decrease in the prevalence of
peptic ulcer disease (PUD) in modern times. Gastric
ulcers are caused when the gram-negative spiral
bacillus H. pylori infects the stomach's epithelium.
The majority of peptic ulcer disease (PUD) cases
(95% of duodenal ulcers and 70% of stomach ulcers)
are still attributable to infection with Helicobacter
pylori [21]. PUD, which is responsible for most of
the remaining 30% of stomach ulcer illness, has been
shown to grow in prevalence along with the
increased use of NSAIDs (21). In addition, using
NSAIDs is associated with an increased risk of
haemorrhagic PUD consequences [22,23]. "Gastric
ulcer disease predisposition includes corticosteroid
usage, physiological depression, anxiety, and the

PUD and slower recovery from treated illness occur
in those who smoke and drink [25].

4. PATHOGENS: The formation of gastric ulcers is
related to lesions, defences, and repairs of the gastric
mucosa that are constantly exposed to the damaged
environment [26]. Pepsin, acid, and H. pylori
infection are all toxic, whereas Prostaglandins,
mucins, nitrogen monoxide, bicarbonate, and growth
factors are all helpful. This explains why. Stomach
ulcer risk factors include chronic nonsteroidal anti-
inflammatory drug (NSAID) wusage, excessive
drinking, poor nutrition, smoking, and emotional or
physical stress [27]. Overuse of nonsteroidal anti-
inflammatory drugs (NSAIDs) and Helicobacter
pylori are major contributors to peptic ulcer etiology

gastrointestinal disorders known as IBD and (Fig. 1).
Zollinger-Ellison" [24]. On top of that,more severe
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Figure:1
Pathogenesis of peptic ulcer disease. The secretion during the pathogenesis is shows. The normal stomach and the
formation of peptic ulcer are also displayed.

4.1 Helicobacter Pylori and Its Role to Induce Ulcer: H. pylori has been shown to be the leading cause of both
duodenal and gastric ulcers (Fig. 1). Human stomach antral mucosa is colonized mostly by H. pylori, a pathogen.
Which also causes over 95% of gastric and 70% of duodenal ulcerations in humans, according to [28]. [29].
Damage to the epithelium results from a mucosal inflammatory response to the local irritation caused by H. pylori
infection. While Helicobacter pylori has several virulence genes, vacuolating cytotoxin (VacA) and cytotoxin
associated gene A (CagA) are the most dangerous because of their association with peptic ulcer disease. [30].
Translocation of a carcinogenic substance into the host gastric cells is mediated by the CagA gene. The cag
pathogenicity island (cag-PAI) encodes the type IV secretion system (T4SS), which is responsible for the actual
translocation. [31]. The pathogenicity island, a collection of 31 genes, has been found in a few different types of
bacteria. [32]. T4ss [33], "which formed a syringe-like pilus structure that extended from the bacterial surface into
host cells for the delivery of the virulence factors, primarily CagA," was found in some of the cag-PAI genes, as
stated in previous papers. [34]. Tyrosine phosphorylation of CagA upon injection alters the intracellular signalling
pathway, paving the way for infection. A high T4SS level is very indicative of an infected gastric ulcer.
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Therefore, it is crucial to conduct cutting-edge studies to learn how T4SS contributes to the spread of
CagA.important. Cagl is a T4SS component that can bind to integrin membrane 1, and it plays a role in CagA
secretion as well. [26]. The pattern of gastric inflammatory development in duodenal or gastric ulcers is thought to
be heavily influenced by the host's genetic composition. [32] Only through producing the urease enzyme, which
breaks down urea into ammonia and carbon dioxide, can H. pylori assure its own existence.To protect themselves
from the acidic gastric environment, bacteria create the urease enzyme, which in turn causes a buffering of stomach
acid. [35] Alkalinity in the environment is known to inhibit the production of stimulating somatostatin from antral
D cells. Less somatostatin stimulation reduces antral G cells' ability to regulate gastrin secretion.[36]. The
unchecked generation of gastrin "results in hypergastrinemia, excessive gastric acid secretion, and parietal cell
hyperplasia [37]." The neuronal circuits of the brain that control the secretion of stomach acid are disrupted by H.
pylori infection, impeding the inhibitory response that normally reduces acid production. Inadequate signals from
the brain's nerves may also cause the stomach to produce too much acid, which in turn lowers the duodenal pH.
This may be found in the bulb of the duodenum. Ulceration is caused by H. pylori, and metaplasia is the ideal
setting for H. pylori colonization.

4.2 Diagnosis of Peptic Ulcer: The most common approach of identifying ulcers is based on symptoms, which
take into account the patient's age and the ulcer's location. A stomach ulcer is a painful ailment that often begins on
an empty stomach, responds to antacids and food, and may be triggered by consuming alcohol or caffeine.
However, weight loss and gastrointestinal bleeding are more often associated with stomach ulcer illness. Mornings
are the worst for pain from duodenal ulcers, and eating and getting some sleep at night are the only ways to
alleviate it. Diagnosing a duodenal ulcer requires the presence of symptoms such as bleeding, nausea, vomiting, or
stomach discomfort. According to [38], "a definitive diagnosis of peptic ulcer may be detection of H. pylori using a
variety of endoscopic and non-endoscopic assays, as well as direct imaging using endoscopy or radiography. Non-
endoscopic tests include the detection of antibodies to H. pylori in serum, the Urea breathe test (H. pylori urease
breaks down ingested labelled C urea, patient exhales labelled CO2), and the stool antigen test (the presence of
antigen against H. pylori in stool changes the colour of the stool, which can be detected visually or by
spectrophotometer). [39]
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4.3 Anatomy and Location of Peptic Ulcer Disease: Peptic ulcers are common in both the duodenum and the
stomach. There are many distinct regions inside the stomach, including the cardia, fundus, body, antrum, and
pylorus. Each gut wall is covered with visceral peritoneum. The stomach's body and antrum are separated by the
incisura angularis, an acute angle indentation along the wall's minor curvature.[Fig. 1] Ulcers of the stomach most
often develop in the minor curvature, near the gastric antrum. [40]. Peptic ulcers, especially along the stomach's
greater arc, have been linked to nonsteroidal anti-inflammatory drug usage. [41].

The duodenum lacks a mesentery and is only partly covered by the peritoneum. [42]In the duodenum, you'll find
four distinct divisions. The beginning of the duodenum is made up of the duodenal bulb, which emerges from the
pylorus. The only part of the duodenum not covered by visceral peritoneum is the bulb. The remaining portions of
the duodenum are located retroperitoneally. The second part of the duodenum runs downward, and it is here that
the pancreatic duct and the common bile duct are found. The third (horizontal) segment crosses the retroperitoneal
midline at the level of the second lumbar vertebral body. The fourth section of the duodenum extends from the
aorta to the Treitz ligaments. [42]
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Figure:3
The duodenal bulb is the most common site (95% of all cases) for duodenal ulcers[40,43,44]. Post-bulbar ulcers,
which develop beyond the duodenal bulb, are very rare, affecting around 3%-5% of affected people at most. If post-
bulbar ulcers are seen, uncommon causes such Zollinger-Ellison Syndrome or Crohn's disease should be
considered. [40,43,44]. Because to its proximity to the gastroduodenal artery [44], post-bulbar ulcers are thus more
prone to bleed than bulbar ulcers.

Near the duodenum's ampulla, on its anterior wall, is where most posterior duodenal ulcers form. Duodenal ulcers
may exhibit an inward bending of the opposite all due to oedema, reactive tissue, and spasm at the ulcer disease
site, which might mask the out pouching typical of an ulcer crater. Ulcer craters, a distinguishing characteristic
seen on fluoroscopic imaging, may be obscured by the inflammatory response, making diagnosis more challenging"
[44].

4.4 Epidemiology and Etiologic Factors: Worldwide, gastric ulcers are a leading cause of death and disability.
The outcomes might be anything from gastric outlet blockage or perforation to severe abdominal discomfort and
gastrointestinal haemorrhage.

The prevalence of stomach ulcers in the United States is estimated at 8.4 percent [45]. Male gender, smoking, and
chronic diseases have all been linked to an increased risk of developing stomach ulcer disease [45,46]. Gastric Ulcer
Worldwide, gastric ulcers are a leading cause of death and disability. The end results include anything from
bloating and cramping to gastrointestinal haemorrhage, blockage, and perforation. stomach opening.

The prevalence of stomach ulcers in the United States is estimated at 8.4 percent [45]. Male gender, smoking, and
chronic diseases have all been linked to an increased risk of developing stomach ulcer disease [45,46]. Gastric Ulcer
The development of stomach ulcer illness has also been linked to becoming older.[47] The prevalence of stomach
ulcers and their accompanying consequences have decreased over time in the United States and abroad [48,49].

Figure:4

At present, pylori infection and/or the use of NSAIDs are thought to be the primary causes of peptic ulcer
disease.[50] Helicobacter pylori is a gram-negative bacterium that may colonize the stomach lining and lead to
symptoms including heartburn, ulcers, and even cancer.[51;52] Although H. pylori affects a sizable percentage of
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the population, it only causes an increase in scientific illness in a tiny fraction of those infected.[52] Aspirin and
other nonsteroidal anti-inflammatory drugs (NSAIDs) are widely used, leading to an increased risk of adverse
gastrointestinal events such peptic ulcer disease. Non-aspirin NSAID users had a 4.0 times greater relative risk of
developing a symptomatic ulcer than people using aspirin. [53]

.

e~y

Figure :5Although Helicobacter pylori and nonsteroidal anti-inflammatory medications (NSAIDs) are the most
prevalent causes of gastric ulcer illness, additional, less common causes have been found, as shown in Table 1
[54,55]. These include gastronomes (such as Zollinger-Ellison syndrome), other medicines, and other aetiology Fig.

5.
4.5 Treatment: Overview of conventional antiulcer treatment options is summarized in Table 1 and 2
SNo Category N]a)lflf gSOf Mode of action Adverse/Side Effects References
g Blocking the activity | Headache, Dizziness,
Ranitidine . . . X
H2 Receptor L of histamine on Depression, Anxiety,
Cimetidine . s .
1. Blockers .. parietal cells Cardiovascular, [56]
Famotidine ) .
. histamine H2 Events,
Nizatidine .
receptors. Thrombocytopenia.
Headache
Proton pump Abch)\In;:llzzgpam
inhibitors(PPIs) Esomeprazole ..
e Vomiting
Omeprazole Inhibition of the Constipation
2. Pantoprazole | gastric H/K-ATPase Vitamin B12 [57,58]
Lansoprazole (proton pump) .
Rabeprazole enzyme system Deficiency
P M M Osteoporosis
Flatulence
Frequency not
defined: Nausea
. Increases gastric pH Vomiting
Aluminium .
Hvdroxide to greater .th.an four, Hypophosphatemia
3. Y and inhibits the Chalky taste
Antacids proteolytic activity Constipation
. . [59]
. of pepsin Abdominal
Magnesium .
Hydroxide . Cramping
y Causes osmotic Diarrhoea
retention of fluid Electrolyte imbalance
Inhibits H+, K+-
ATPase in gastric Contusion
parietal cells at the Nasopharyngitis
Potassium- final stage of the Fall
competitive acid acid secretory Upper respiratory
4, blocker Vonoprazan pathway Tract inflammation [60,61,62,63,64]
Eczema
Diarrhoea
Constipation
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Category Du;zttil::: of Efficacy References
First line [65]
PPI+two antibiotics (clarithromycin + metronidazole 7-14 days 70-85%
or amoxicillin)
Second line 66,67]
Bismuth-containing quadruple therapy: 14 days 77-93% ’
PPI + bismuth salt + tetracycline + metronidazole
Non- bismuth based concomitant therapy: o
PPI + clarithromycin + amoxicillin + metronidazole 14 days 75-90%
Levofloxacin triple therapy: o
PPI+ amoxicillin + levofloxacin 14 days 0%
Salvage regimens [68]
Rifabutin- based triple therapy: 10 days 66-70%
PPI + rifabutin + amoxicillin

5. COMPLICATION: The long-term effects of PUD
(adenocarcinoma and MALT lymphoma) included
persistent ~ symptoms,  bleeding,  perforation,
penetration, limitation of the stomach outlet, and
malignancy. Bleeding is the most common adverse
effect, occurring in 15% to 20% of patients. PUD is
the leading cause of acute bleeding in the upper
digestive tract (40-60%) [70]. The bleeding in the
upper digestive tract is an emergency that needs
immediate attention. Coordinating the management
of critically sick patients is facilitated by early
notification to a GI expert during examination of a
bleeding patient. Risk stratification was performed
using the Glasgow-Blatchford and Rockall ratings
[71]. Haemoglobin levels over 7 should be
maintained with appropriate intravenous fluid and
blood product resuscitation [72].

All patients undergoing intravenous PPI medication
should start with the top GI bladder on the
presentation [73] to reduce the likelihood of IV PPI
to detect High risk- Stigma during endoscopy and
discard risk. They raise stomach pH, which aids in
clot durability, and encourage platelet aggregation.
Endoscopic visibility and diagnostic yield may also
be increased by the presence of occupants like as
erythromycin or metoclopramide, as this has been
hypothesized before [74]. An early (ideally within 24
hours) endoscopy may have beneficial effects on both
prognosis and treatment. If bleeding indicates a
High-Risk Stigmata, a proton pump inhibitor (PPI)
should be started or maintained following an
endoscopy administered intravenously twice daily is
equally effective as PPI administered constantly
[75,76], but costs much less.Recurrent bleeding is
associated with a high mortality rate and may need
repeated endoscopy, angiographic embolization
utilizing interventional radiology, or surgical
intervention. Warfarin-induced coagulation
difficulties need the use of antidotes such vitamin K,
fresh frozen plasma (FFP), prothrombin complex
concentrate (PCC), or recombinant factor

VIIa.However, these drugs should be taken with care
due to the possibility of unfavourable outcomes.
Large doses of vitamin K, for instance, increase the
time it takes for warfarin to reach therapeutic levels,
which might be problematic when the bleeding has
stopped and therapeutic anticoagulant medication
must be restarted (for example, while removing a
prosthetic heart valve). It's quite probable.
Recombinant factor VIIa raises the risk of thrombosis
and is expensive, whereas fresh frozen plasma bears
the danger of volume overload. More often used are
new oral anticoagulants (ZOACs), which are
irreversible when combined with vitamin K. When
compared to warfarin, the NOACs rivaroxaban and
dabigatran increase the risk of gastrointestinal
bleeding, but apixaban does not seem to do so [77].
Activated charcoal may be used to treat a NOAC
overdose if given within four hours. Haemodialysis
in combination with idarucizumab may stop life-
threatening bleeding caused by dabigatran [78].
Haemostasis must be  confirmed  before
anticoagulants and antiplatelet drugs may be used
again. When it comes to restoring anticoagulation,
time is of the essence. Due to increased risk of acute
thrombosis after implantation of a drug-eluting stent,
patients on dual antiplatelet treatment should not
abruptly discontinue either medication.

Patients who begin aspirin treatment shortly (within
1-3 or 7 days) after haemostasis has been achieved
[74]. Because their warfarin levels are too low,
patients with mechanical mitral valves or other
thrombotic disorders should cross-link with low
molecular weight heparin. The second most frequent
consequence of PUD is perforation, which affects
2%-10% of patients. Gastrointestinal ulcers, which
may cause acute stomach discomfort accompanied
by a drop in blood pressure. A state of instability or
shock [79]. Physical examination findings of
hyperactive bowel movements may give way to those
of a rigid, bouncing belly, which may be indicative of
peritonitis. The presence of free air on the picture is
consistent with this diagnosis, suggesting that
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endoscopy should be avoided. Surgery is the gold
standard treatment for perforated gastric ulcers [80].
Perforations that have been confined for more than
24 hours (as shown by trials using water-soluble
contrast media) are amenable to medical therapy,
which includes nasal gastric (NG) aspiration,
infusion, antibiotics, and acid suppression in
individuals who are not surgical candidates. You
may choose to do this. Organs including the
pancreas, liver, bile ducts, and colon may all be
eroded by a penetrating ulcer.

Premature satiety, abdominal fullness, weight loss,
dyspepsia, nausea, and vomiting may all be
symptoms of gastric outlet obstruction (GOO),
another possible result of a peptic ulcer disease.
Squirting sounds may be audible during a physical
examination if air and water have been trapped in
the stomach. Pyloric or duodenal bulb ulcers are
common locations for GOO ulcers. NG aspiration
and  antisecretory  treatment are common
components of drug therapy. Endoscopic balloon
dilation or pylorus surgery are possibilities for
treating persistent blockage [79].

6. PREVENTION OF PEPTIC ULCER DISEASE:
Patients with a history of stomach ulcer should avoid
NSAIDs since they increase the risk of rebleeding.
The 2012 ACG Recommendations for the Care of
Patients with haemorrhagic Ulcers In patients with a
history of gastric ulcer disease, it is important to keep
in mind the need of continued NSAID use and, if at
all possible, the permanent discontinuation of
NSAID:s.

A review of [81] is suggested. Combining PPIs with
low-dose  cyclooxygenase-2 (COX-2) selective
NSAIDs is recommended. Re bleeding is less likely
while using proton pump inhibitors along with
COX2 selective NSAIDs. The reduced effect of
COX1 on the GI mucosa is thought to be at fault for
this [82,83]. Furthermore, while co-using NSAIDs
and Infection, the risk of bleeding increases
compared to those using NSAIDs alone [84].In those
with H. pylori infection who are unable to
discontinue use of NSAIDs, eradication reduces the
risk of future bleeding. H. pylori infection with
prolonged use of proton pump inhibitors. For those
who have a 57H. H. pylori-only stomach ulcer. The
H. pylori infection can be adequately cured; thus,
these individuals do not need PPI medication on a
long-term basis [81].

Gastric ulcers and bleeding are also strongly linked
to aspirin use. One research found that compared to
a placebo, low doses of aspirin increased the risk of
bleeding by 1.80 (95% confidence range 1.59 to
2.03). Patients using aspirin for secondary prevention
of cardiovascular and cerebrovascular disorders had
a much-decreased death risk if they resume aspirin

promptly upon discharge. One research found that
patients with concomitant cardiovascular disease
who stopped taking aspirin after admission because
of gastric ulcer bleeding had a higher risk of dying
and experiencing cardiovascular events during the
first 6 months following discharge than those who
started taking aspirin again. Three times as many
people experienced bleeding as those who did not
[86]. Continuous aspirin treatment was used to
manage gastric ulcer bleeding in a 2011 randomized
controlled trial with patients taking low doses of
aspirin and undergoing endoscopic haemostatic
therapy. We observed that although mortality may
go down, the probability of recurrence goes up.
Because of this, it may be suggested to patients in the
ACG  recommendations.  Aspirin  secondary
prophylaxis will resume as soon as possible. Aspirin
therapy should be restarted between 1 and 3 days,
and no later than 7 days, in these patients [87,88]. In
addition to aspirin treatment, PPI should be given.
Each case must be considered separately, but in
general aspirin should not be used for primary
prophylaxis again until advised to do so [81].

Idiopathic ulcers (ulcers not attributable to H. pylori
or NSAIDs) are more difficult to cure since less is
known about their causes and mechanisms. H. pylori
patients with idiopathic ulcers exhibited a higher
relative risk of rebleeding and death compared to
those with pylori-positive ulcers [89]. Despite a lack
of evidence, the ACG Guideline suggests daily PPI
medication for these individuals. [81]

6.1 Evaluation Techniques for Anti-ulcer Activity:
Stomach wulcers in rats are often induced by
physiological, = pharmacological, or  surgical
procedures that are pathogenically related to the
formation of stomach ulcers. The following are
examples of experimental models used to assess the
performance of anti-ulcer medications: [90,91].

+ Subacute gastric ulcer in rats; Immobilization
stress-induced stress ulcer;

* Alcohol-induced mucosal injury in rats
(cytoprotective action);

* Rats with gastric ischemia-reperfusion damage

* Cold water constraint or water immersion stress

* Gastric ulcers caused by NSAIDs (indomethacin,
aspirin, and ibuprofen)

* Acid reflux brought on by acetic acid

* Gastric ulcers caused by reserpine

* Gastric ulcers caused by histamine

* Gastric ulcers brought on by serotonin

* peptic ulcers brought on by a ligated pylorus

* Methylene blue-induced ulcers
 Diethyl-dithio-carbamate (DDC)-induced peptic
ulcers

* Ischemia-reperfusion induced gastric ulcers

* Cysteamine induced duodenal ulcers

* Indomethacin-histamine-induced duodenal ulcers
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* Acetic acid-H-pylori-induced ulcers
* Ferrous iron-ascorbic acid-induced gastric ulcers

CONCLUSION

Due to a drop in H. pylori infections, more
accessibility to anti-secretory medications, and more
cautious NSAID use, the clinical burden of PUD is
reducing. However, early detection and treatment are
crucial due to its high lifetime incidence and varied
clinical presentation. For serious repercussions to be
avoided or minimized, PUD treatment is crucial.
The review could be useful in enhancing knowledge
on recognizing symptoms, diagnosing them, treating
them, figuring out how common they are, managing
them, and treating ulcers with allopathic drugs. This
article inspires researchers and aids in the diagnosis
of ulcer disease.
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