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Abstract  

Background: To alleviate pain associated with rheumatic diseases, musculoskeletal or 

osteoarticular disorders, and other similar conditions, many people turn to non-steroidal anti-

inflammatory medicines (NSAIDs). Chronic therapy is a major cause of morbidity and mortality, 

even though NSAIDs are usually well tolerated. In reality, patients on NSAIDs have a substantially 

greater risk of gastrointestinal events (complications). Researchers in pharmacology are looking 

into COX-2 inhibitors, a type of NSAID that shows promise in improving gastrointestinal 

tolerance. This is because the demand for nonsteroidal anti-inflammatory drugs (NSAIDs) is 

growing. The purpose of this research was to determine the frequency of gastrointestinal (GI) 

events in patients who took non-selective or selective non-steroidal anti-inflammatory drugs 

(NSAIDs) for three months or longer, either on their own or in conjunction with other antiplatelet 

medications (such as aspirin or clopidogrel). Methods and patients: 362 people who have 

experienced persistent gastrointestinal distress for at least three months were part of the cross-

sectional and comparative investigation. Patients were retrieved from various healthcare facilities, 

including emergency rooms, rheumatology clinics, general inpatient wards, and medical 

counseling clinics. We followed the OGD protocol as the method for diagnosis. 

Results To determine the impact on the GI system, the study compares four groups. A control 

group without NSAID use and gastrointestinal problems constitutes the first group. Second group 

with GI problems on NSAIDs. Class IIIa patients are experiencing gastrointestinal side effects 

while using COXIBs. Aspirin and clopidogrel members in the fourth group experienced 

gastrointestinal issues while taking a combination of COXIBs and antiplatelet medication. Final 

Product 1) Information on the patients: 362 individuals participated in this research. The birth ratio 
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was 1:1.14, with a male-to-female ratio of 193:169. This study included patients with ages ranging 

from 18 to 76, with a mean of 51 ± 6.5 years. The average duration of the condition was 1.9 ± 1.58 

years, with a range of 0.25 to 10 years. When it comes to the use of nonsteroidal anti-inflammatory 

drugs (nsNSAIDs), there is no statistically significant link between age and the number of stomach 

problems in the groups that were looked at (p = 0.74). 2) The endoscopic findings and OGD records 

show that out of 362 procedures, 57 had normal findings (15.74%), and 305 had positive 

gastrointestinal consequences (events), for a total of 84.26%. 3) Histopathological characteristics; 

a biopsy was used to diagnose 34 out of 305 cases (11.2%). 4) GI complication prevalence in 

patients taking nsNSAIDs compared to those not taking them; 42 cases with no history of 

nsNSAID use had a prevalence of 26.1%, while 131 cases (97.7%) of 134 cases with positive GI 

problems had a history of nsNSAID use. (o.oo1) with a p-value of 0.003. When compared to 

patients who do not take NSAIDs, the risk of gastrointestinal (GI) events caused by these drugs 

can increase by 3.74 times (97.7% / 26.1%). 5) Compared to individuals on COXIBs, the 

prevalence of gastrointestinal (GI) issues in patients taking nsNSAIDs is lower: 131 (97.7%) out 

of 134 patients on nsNSAIDs have GI complications, whereas 62 (80%) out of 77 patients on 

COXIBs have GI complications. Those on nsNSAID had a statistically significant increase in 

gastrointestinal events (p = 0.039), while those on COXIB had a statistically significant increase 

(p = 0.03). 6) The frequency of gastrointestinal (GI) problems in patients taking nonsteroidal anti-

inflammatory drugs (nsNSAIDs) is lower than in individuals taking a combination of 

corticosteroids and antiplatelets (101 out of 109 patients with a history of GI difficulties on 

COXIBs and antiplatelets vs 131 out of 134 patients). Patients taking COXIB plus antiplatelet 

medication had a substantially higher risk of gastrointestinal problems (p = 0.015), as did those 

taking nonsteroidal anti-inflammatory drugs (nsNSAIDs) (p = 0.05). In conclusion, nonsteroidal 

anti-inflammatory drugs (NSAIDs) continue to be the leading cause of gastrointestinal (GI) 

problems, while nonsteroidal anti-inflammatory drugs (nsNSAIDs) are not as common in 

COXIBs. Using COXIBs in conjunction with other antiplatelet medications increases the risk. Aim 

of the Study We used a variety of nonsteroidal anti-inflammatory drugs (NSAIDs) to demonstrate 

endoscopic features of gastrointestinal (GI) issues in patients.  to find out what happens when 

COXIBs and antiplatelet drugs are taken together. 

 

Keywords: NSAIDs nonsteroidal anti-inflammatory drugs, gastrointestinal(GI) problems, 

antiplatelet drugs  , COXIBs.. 

 

 

INTRODUCTION  

The analgesic and anti-inflammatory effects of non-steroidal anti-inflammatory medicines 

(NSAIDs) make them the most prescribed pharmaceuticals in the world. Pain from rheumatic 

diseases, which affect a large percentage of the population, and musculoskeletal or osteoarticular 

disorders are two common indications for the prescription of nonsteroidal anti-inflammatory drugs 

(NSAIDs). Annually, NSAID prescriptions reached almost 15% of the global population. Chronic 

administration of NSAIDs is associated with a high incidence of adverse gastrointestinal events, 

which is about four times greater in patients undergoing this treatment, despite the fact that these 
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drugs are often well-tolerated (1). Some epidemiologic and clinical investigations have shown a 

decreased incidence of colon cancer in patients receiving low-dose aspirin (2), demonstrating the 

favorable benefit profile of NSAIDs and aspirin in pain alleviation, inflammation reduction, and 

cancer prevention. Low-dose aspirin therapy effectively lowers the risk of death and significantly 

lowers cerebrovascular incidents and cardiovascular (CV) events in people who have 

cardiovascular risk factors and a history of CV events. However, a small but considerable number 

of patients experience adverse gastrointestinal events (AEs) as a result of NSAID treatment, 

leading to a substantial amount of morbidity and death (3). As an example, there were over 100,000 

hospitalizations and 15,000 fatalities in the United States in 2016 due to adverse events associated 

with nonsteroidal anti-inflammatory drugs (NSAIDs) (4). Non-selective NSAIDs (nsNSAIDs) 

inhibit both cyclooxigenase-1 (COX1) and cyclooxigenase-2 (COX2). In example, COX1 causes 

the release of prostaglandin (PG), a protective mechanism in the upper gastrointestinal tract, 

although these two enzymes have distinct functions in the cell. In the last ten years, researchers 

created selective COX-2 inhibitors (COXIBs) to reduce NSAID-related toxicity to the upper 

gastrointestinal tract. Clinical investigations indicated that patients receiving COXIBs had a 

decreased relative risk of having upper GI damage, and COXIBs modestly inhibit COX1. (4) How 

NSAID-induced peptic ulcers develop: Protective and damaging factors Protective measures There 

is a comprehensive biological defense system in the upper gastrointestinal tract (GI) that helps 

prevent and treat injuries caused by endogenous (HCl, pepsin, and bile acids) and exogenous 

(drugs, alcohol, and germs) harmful chemicals that the gastroduodenal mucosa is constantly 

exposed to. Pre-epithelial, epithelial, and post-epithelial defenses worked together in a complex 

way to keep the mucosa from getting damaged and to keep its integrity. (33) The bicarbonate 

barrier and mucus that are released by the epithelial cells of the upper gastrointestinal tract make 

up the pre-epithelial defense stage. The hydrophobic barrier that mucus forms blocks the flow of 

ions and compounds like pepsin. Water (95%), lipids (fatty acids and phospholipids), and 

glycoprotein (mucin) make up its composition. By entering the mucus layer directly, bicarbonate 

creates a strong pH gradient (6-7) that can counteract acidity in the lumen even when the pH drops 

below 2. (33) The epithelial defense layer is made up of a continuous layer of gastrointestinal 

epithelial surface cells that are connected by tight junctions. These complexes form an acidic 

barrier that prevents water-soluble agents and hydrogen ions from diffusing through the mucosa. 

Basolateral ion pumps, like a Cl⁻/HCO₃ exchanger and a Na⁺/H⁺ pump, can also get rid of any 

hydrogen ions that get into the epithelial cells. The 33rd line of defense is the rich vascular system 

under the mucosa, which is located after the epithelium. Blood flow continuously brings in oxygen, 

nutrients needed for cellular metabolism, and bicarbonate to balance out acid releases. It also gets 

rid of all harmful catabolites. Thirteen gastrointestinal injuries can happen when the caustic acid-

peptic factors in the gastrointestinal lumen are too strong for the three parts of the epithelium 

defense system or when those defenses aren't working properly. (3) Ways in which harm can occur 

Systemic effects mostly associated with COX inhibition and topical damage both contribute to 

NSAID-induced upper gastrointestinal injury. The pharmacological properties of these 

medications directly cause topical harm. NSAIDs, which stand for non-steroidal anti-

inflammatory drugs, are weak acids that stay in the acidic stomach environment in a state that 

doesn't involve ions or lipophilia. Ion trapping happens when NSAIDs can get through the cell 
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membrane, which is hydrophobic, and into the cell. Once inside, their neutral pH makes it 

impossible for them to leave in their ionized form. When hydrogen ions are released into the cell, 

they do damage. They stop oxidative phosphorylation, which lowers the production of energy in 

the mitochondria and makes the cell less stable. (14) Blocking GI mucosal COX with NSAIDs, no 

matter how the drug is administered, can cause clinically significant GI toxicity. NSAID-related 

damage was thought to mostly happen on the surface, but it is now clear that systemic effects are 

responsible for most NSAID-related gastrointestinal injuries. In humans, two types of COX have 

been found: COX-1 and COX-2. COX changes arachidonic acid into prostaglandins (PGs) that are 

active. COX-1 is found in almost all human cells and is necessary for maintaining cellular 

homeostasis (protecting the stomach, controlling blood flow, the effect of platelets clumping 

together, and kidney function). On the other hand, COX-2 is found in cells that are exposed to 

inflammatory signals (cytokines or chemokines) or growth factors. (15) The two isoforms of COX 

exhibit distinct features of expression in human cells and substrates. (33) Cells in the stomach 

These molecules ensure the mucosal coating's protection against the caustic impact of acid and 

pepsin in several ways; COX-1 is the rate-limiting enzyme in PGs production. 1) PGs decrease the 

production of stomach acid. 2) Encourage the formation of phospholipids, bicarbonate, and 

glycoprotein (mucin) by epithelial cells. Thirdly, by vasodilating, PGs ensure blood flow across 

mucosal surfaces and the supply of oxygen. Encourage the migration of epithelial cells towards 

the luminal surface while restoration is underway. 5) Promote the growth of new cells. (16) To 

achieve an effective anti-inflammatory effect and maintain PG-mediated gastrointestinal mucosal 

protection, researchers have focused on developing new molecules with a COX-2 selective 

inhibitory effect in recent decades. This is because most non-selective NSAIDs block both COX-

1 and COX-2, which makes it very hard for the stomach to make PG. (17) Early research on the 

safety of COXIBs in the digestive system showed positive results (18). Compared to ibuprofen, 

rofecoxib seemed to be the safer choice, with a rate of GI events that was about the same as the 

placebo group. Still, the initial excitement about COXIBs' safety in the digestive system was 

overshadowed by growing evidence of their serious effects on the heart, including high blood 

pressure, swelling, heart failure, and acute coronary syndrome. These effects were so severe that 

they led to the withdrawal of some of these drugs from the market, including rofecoxib, precoxib, 

and valdecoxib. At therapeutically effective doses, COXIBs inhibit COX-1 but only to a lesser 

extent, blocking the production of PGs dependent on COX-1 in the gastrointestinal mucosa. As a 

result, the risk of gastrointestinal events is greatly reduced, but not eliminated, by COXIBs. In 

addition, similar to non-naproxen NSAIDs, COXIBs raise the risk of cardiovascular disease 

(CVD) due to their pro-aggregating effects. By selectively blocking COX-2, an imbalance forms 

between the COX-2-dependent production of PG in endothelial cells and the COX-1-dependent 

production of TxA₂ in platelets, with platelets showing higher activity. Patients with CV disease 

are now strongly discouraged against using COXIBs (30). 

 

Patients and Methods  

The Al-Kadhimyia Teaching Hospital in Baghdad was the site of an observational, cross-sectional, 

comparative study, which ran from 2009 to 2012. We recruited 362 individuals who had suffered 

from chronic gastrointestinal distress for at least three months in a row. We gathered our patients 
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from various healthcare facilities, including emergency rooms, rheumatology clinics, general 

wards, and outpatient clinics. To identify GI problems, this study relies on an OGD method. 

Patients who met all of the following exclusion criteria and who suffered from persistent 

gastrointestinal distress were allowed to participate in the study: I must You must be at least 18 

years old.sence of any alcoholic background. Section III: Absence of smoking III. No steroid use 

in the past. V. No sign of gastric ulcers in the past. If you've been experiencing a string of 

gastrointestinal symptoms for longer than three months, you might be suffering from a 

gastrointestinal upset. These symptoms can range from nausea and vomiting to heartburn, 

epigastric pain, hunger pain, flatulence, and bleeding (in the form of coffee grounds, hematemesis, 

melena, or hematochezia). OGD can disclose GI events (complications) either visually or 

histopathologically through biopsy of the esophagus, stomach, and duodenum, which can reveal 

inflammation. We used the OGD method as an investigative tool to confirm gastrointestinal issues 

in the individuals under investigation. Experiencing chronic gastrointestinal distress for a 

minimum of three months (21). Participating groups were as follows: • Group 1 (control group): 

42 patients who did not take any nonsteroidal anti-inflammatory drugs. 134 patients in Group 2 

were prescribed nonsteroidal anti-inflammatory drugs. 77 patients in Group 3 were prescribed 

COXIBs. Group 4 administered a combination of COXIBs and antiplatelet agents to 109 

individuals. Data analysis using statistical methods Tables dispThe table presents the results of a 

comparison of gastrointestinal events detected by OGD, either overtly or histopathologically, with 

respect to age, sex, and patient presentation. the identification of four patient groups (as previously 

stated), SPSS version 14 was used for statistical analysis of the differences between the groups 

with respect to the variables of interest. 

 

Statistical Analysis   

Significant result was defined as a P value less than 0.05.duct Details about the patients: This 

research included 362 individuals with a history of persistent gastrointestinal distress. There were 

193 males and 169 females, for an emergence ratio of 1:1.14. Patients' ages range from eighteen 

to seventy-six, with an average of fifty-one years divided by six and a half. The average duration 

of the condition was 1.9 ± 1.58 years, with a range of 0.25 to 10 years. 

 

Results 

 There is no statisticaThere is a statistically significant relationship between age and the occurrence 

of gastrointestinal problems across groups that report using nonsteroidal anti-inflammatory drugs 

(nsNSAIDs) or not (p = 0.74). 3. Results of the Endoscopy: The results can be shown In Table 1, 

OGD was present in 57 cases (15.74%). was normal. Among 305 cases (84.26%), The following 

were found: 1) pangastriopathy, and 9 97% loose cardiac function. 2. Erosive duodenitis affected 

63% of patients. 33% of patients suffered from GERD, varying in severity. 4. Pimples on the skin's 

surface 32%. 5) 17% have one or more ulcers. 
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* Many cases have combined lesions . 

Table 1 ; Endoscopical findings regarding GI complications  . 

Histopathological features ; 

Since OGD can visualize only the gross appearance of the GI , biopsy was taken in mysterious 

cases to detect GI complications  , as follows in table (2);    

Patients group Total 

positive GI 

complication 

OGD BIOBSY 

No NSAIDs* 11 9(81.8%) 2(18.2%) 

N

S

A

I

D

s 

nsNSAIDs* 131 119(90.8%) 12(9.2%) 

COXIBs* 62 55(88.7%) 7(11.3%) 

Combination* 101 88(87.1%) 13(12.9%) 

Total NO. 305 271(88.8%) 34(11.1%) 

Table (2) ; Histopathological findings in mysterious cases during OGD . 

Prevalence of GI complications in patients receiving nsNSAIDs comparing with patients who are 

not ; 

42 patients with chronic GI upset , (who are  on no nsNSAIDs) , undergo OGD procedure , 

revealing 11 case with positive GI complications , giving 26.1%(11/42).  Another 134 patients 

with chronic GI upset (who are on nsNSAIDs) , do OGD procedure , revealing 131 case with 

positive GI complications , giving 97.7% (131/134) . So , nsNSAIDs can cause an increase by 3.74 

folds( 97.7% /26.1% ) regarding GI complications comparing with patients who are not on 

NSAIDs . 

131(97.7%) of the 134 with positive GI complications had positive history of nsNSAIDs  Vs 

11(26.1%) of the 42 with positive GI complications & no history of nsNSAIDs . (p value =0.003 

& o.oo1)see tale( 3 ). 

Table 3: comparison between positive & negative GI complications in patients on nsNSAIDs. 

 Patient  Mean age GI positive GI negative 

nsNSAIDs 

positive 

134 39.3 ± 13.7 131 3 

nsNSAIDs 

negative 

42 37.4 ± 10.7 11 31 

P value  0.74  0.003 0.001 

Patients group Total 

No. 

GI . 

Complication 

 

Pangastropath

y 

& Lax cardia 

Erosive 

Duodenitis 

GERD Superficial 

Ulcer 

Single 

 Or 

 

Multipl

e Ulcer 

No NSAIDs* 42 11 

(26.1%) 

9 2 3 4 2 

N

S

A

I

D

s 

nsNSAIDs* 134 131 

(97.7%) 

128 81 31 42 23 

COXIBs* 77 62 

(80%) 

61 39 14 19 11 

Combinatio

n* 

109 101 

(92.6%) 

98 70 22 33 16 

Total NO. 362 305 

(84.3%) 

296 192 70 98 52 
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Prevalence of GI complications in patients receiving nsNSAIDs comparing with COXIBs ; 

131(97.7%) of 134 patients have positive GI complications (who are on nsNSAIDs) Vs 62 (80.5%) 

of 77 patients have positive GI complications & and are on COXIBs  . GI events were significantly 

increased in patients on nsNSAID (p =0.039) , also they are significant in patients on COXIB ( p= 

0.03 ) . see table( 4)   

Table 4: GI events in patients on NSAID comparing with COXIB 

Group Patients GI positive GI –VE P value 

nsNSAID 134 131 3 0.039 

COXIB 77 62 15 0.03 

 

6    Prevalence of GI complications in patients receiving nsNSAIDs  comparing with combination 

of COXIBs & antiplatelet ; 

131(97.%) of 134 patients have history of positive GI complications & on nsNSAIDs , Vs 

101(92.6%) of 109 patients with positive GI complications & on COXIBs +antiplatelet . 

GI events were significantly increased in patients on COXIB  + antiplatelet (p =0.015) , 

also they are significantly increased in patients on nsNSAIDs ( p= 0.05 ) . see table( 5 );   

Table 5:- GI events in patients on. COXIB  + antiplatelet   comparing with patients 

on  nsNSAIDs 

 Total No. GI positive GI –VE P value 

 nsNSAIDs 134 131 3 0.045 

 COXIB  + antiplatelet 109 101 8 0.015 

 

Discussion 

 When things get tricky, an OGD procedure along with a histopathological biopsy can help doctors 

understand gastrointestinal (GI) problems better. (22) Both theoretical and empirical evidence 

point to a clear correlation between gastrointestinal (GI) problems and COX-inhibitor use. 1, 3, 5, 

12, 18, 22, 26, 30 Patients with positive gastrointestinal problems were categorized into the 

following groups in this study: As a control group, 42 patients in Group 1 did not take any 

nonsteroidal anti-inflammatory drugs. 134 patients in Group 2 were prescribed nonsteroidal anti-

inflammatory drugs. 77 patients in Group 3 were prescribed COXIBs. 109 individuals in Group 4 

were given a combination of COXIBs and antiplatelet agents. They were in agreement with the 

exclusion criteria for gastrointestinal issues, which include being at least 18 years old, never having 

smoked, never having been an alcoholic, never having used steroids, and never having had peptic 

ulcers. After that, the study compares them to a control group that also has the same criteria for 

exclusion. One of the dependent risk factors is age, as proven in the recommendation by Langman 

MJS, Weil J, Wainwright P, et al. (7). Although the ages of the participants in the various groups 

were different, statistically speaking, all of the groups with positive GI problems were similar with 

respect to age and exclusion criteria. More patient groups (134, 77, and 109 patients) and younger 

patients (mean age of all patients 51 ± 6.5 years) than control cases (42 patients). This is because 

it was hard to find age-matched control groups that did not use different COX inhibitors (either 

alone or in combination). This difficulty is likely due to the fact that these drugs are commonly 

prescribed by doctors or even used by patients themselves. There aren't always persuasive grounds 
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to convince younger individuals that they require OGD; for example, nonsteroidal anti-

inflammatory drugs (NSAIDs) are a major contributor to gastrointestinal erosions and ulcers. It's 

worth noting that the significant prevalence of musculoskeletal and cerebrovascular diseases 

causes the use of NSAIDs to increase with age. It was the researcher's intention to find out whether 

age is a dependent risk factor for the incidence of GI problems, but there was no statistical 

significance (p value = 0.74) indicated regarding age as a risk factor among the patient groups and 

the control group. The statistical results from this local study at Al-Kadhimiya hospital are similar 

to those from international studies conducted on the internet. Any small discrepancies are 

explained and examined in detail in the next topic {Limitations of study}. The study confirmed 

what is often known: that using nsNSAIDs increases the risk of gastrointestinal (GI) issues. 

Specifically, 97.7 percent of patients in group 2 experienced GI complications, compared to 26.1 

percent in group 1 or the control group. Thus, nsNSAIDs have the potential to cause a 3.74-fold 

rise. Researchers (Shaheen NJ, Hansen RA, Morgan DR, et al.) confirmed this assumption by 

showing that individuals on long-term NSAIDs have a fourfold increased risk of gastrointestinal 

problems (1). Also, compared to the general population, 20–40% of people who take long-term 

NSAIDs have gastroduodenal mucosal injury as seen on endoscopic examination (5), as reported 

by MacDonald TM, Morant SV, Robinson GC, et al. Somerville K, Faulkner G, and Langman M, 

et al. (12) say that there may be signs of inflamed mucosa, gastritis, or duodenitis at the cellular 

level even if there are no grossly endoscopic findings. This could suggest that the onset of 

gastrointestinal symptoms does not necessarily predict the development of NSAID-related injury 

(gastropathy or ulcers). Of the total 305 (11.1% of the total) cases of positive gastrointestinal 

problems, 34 were verified via biopsy. It was discovered that taking COXIBs was statistically 

linked to a higher risk of gastrointestinal problems, though not as much as taking non-steroidal 

anti-inflammatory drugs (nsNSAIDs). This association was demonstrated in the following studies: 

Weil et al., Langman MJ, Wainwright P, Abraham NS, Hlatky MA, Antman EM, Bhatt DL, 

FitzGerald GA, Patrono et al., Bombardier C, Laine L, Reicin A, Shapiro D, et al., Lanas A, Baron 

JA, Sandler RS, Horgan K, et al. With p-values of 0.039 and 0.03, respectively, the local study 

verified this. Acetylsalicylic acid seems to get rid of the safety profile of COXIBs in the gut, even 

when used in small amounts, according to the Silverstein FE and Schnitzer TJ groups. When COX-

2 selective inhibitors are mixed with aspirin, the total gastrointestinal toxicity is about the same as 

when regular nonsteroidal anti-inflammatory drugs (NSAIDs) are used. However, taking these 

inhibitors by themselves could greatly lower the GI adverse effects. The results of the regional 

research corroborated this (p = 0.045 & 0.015). Study Restrictions • There are currently no well-

standardized diagnostic assays, making OGD a challenging tool for the diagnosis of GI events. We 

rely solely on outward appearances often; therefore, I save biopsies for cases that don't make sense. 

The OGD method is also dependent on the individual. - Sample size is medium. • Our approach 

also has the drawback of often relying on patients' memories and ability to determine if they have 

taken a medicine that could cause gastrointestinal distress. • Many patients weren't really invested 

in the study since they were nervous about completing OGD, which could have impacted the 

outcomes if they had participated. We also need to repeat OGD after finishing the PPIs course to 

look for significance and link to the offending risk factor, which is a limitation of our study. • Our 

hospital's recurring unavailability prevents us from taking into account the high prevalence of HP 
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infection. This can be reduced by performing OGD again after PPIs and anti-Hp infection 

treatments have been completed. • For social and religious reasons, many patients were unfaithful 

when it came to information regarding alcohol and smoking. 

 

Conclusion  

Our findings indicate that NSAIDs are associated with an increased risk of gastrointestinal 

problems. • The risk of gastrointestinal events (GIEs) is less with COXIB use compared to non-

steroidal anti-inflammatory drugs (nsNSAIDs), although it is still considerable. • The risk of 

gastrointestinal problems is higher when using COXIB in combination with other antiplatelet 

medications, such as aspirin or clopidogrel, compared to when using COXIB alone. COXIB use 

has been limited because it raises the risk of heart disease and lowers the benefit for the digestive 

system in people who take antiplatelet drugs. For primary CV prevention, elderly patients on low-

dose aspirin regimens should use COXIB medications with caution. The patient has a history of 

cardiovascular events. individual who possesses cardiovascular risk factors [1]. Long-term use of 

nonsteroidal anti-inflammatory drugs (nsNSAIDs) at the highest dose is a clear sign that COX-2 

selective inhibitors should be prescribed. Be over the age of 65. • The patient's medical history 

includes a peptic ulcer. Ideas suggested To address the aforementioned limitations, future research 

should concentrate on gastrointestinal complications in the same populations.    

 

Recommendations  

It is recommended to repeat OGD after the course of PPIs and anti-HPV infections is finished to 

determine the importance and relationship to the specific risk factor. 3. Bearing in mind that HP 

infections are a major risk factor for criminal activity. 
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