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Abstract 

Objective: Perforation is the second most common complication of peptic ulcer disease(PUD). 

Various treatment modalities has been given in literature but still omentum Graham’s patch 

repair is treatment of choice. The clinical course of disease after perforation is rarely studied. 

With this aim in the mind, present study is being conducted to find out complications in post-

operative patient of peptic perforation peritonitis.   

Material and Method: This is a prospective observational study in which all operated patients 

of Peptic Perforation Peritonitis received Anti Helicobacter therapy for two weeks and 

additional two weeks of PPI afterwards. All patients were followed up for endoscopy at 

different interval upto 2 years. All patients were tested for rapid urease test(RUT).  

Results: In this study total 56 operated patients of peptic perforation peritonitis had complete 

follow-up upto 2 years. At 2months: 7.14%patients had symptoms of PUD. Upper gastro-

intestinal endoscopy was significant in 5.36% and RUT was positive in 3.57%patients. At 

6months: 23.21%patients had symptoms of PUD and 21.42%patients had endoscopy findings. 

RUT was positive in 17.86%patients. At 1year : 16.07%patients had symptoms of PUD and all 

patients had significant endoscopy findings. RUT was positive in all patients.At 2year :12.5% 

patients had PUD and all patients had  significant endoscopic findings. RUT was positive in 

all cases.  

Conclusion: This study concludes that all operated patients must undergo follow up endoscopy 

with rapid urease test. Even though H.Pylori kit administered to all patients, re-infection is 

observed. Frequency of endoscopy can be reduced depending on patient’s symptoms and 

endoscopic findings.   
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Introduction 

Perforation is the second most common complication of peptic ulcer disease after bleeding but 

nowadays a more common indication for operation than bleeding. As with bleeding ulcer, 

NSAIDS and/or aspirin use have been inextricably linked with perforated Peptic Ulcer Disease, 

especially in elderly population.  In spite of modern advances in surgical, anaesthetic and 

ancillary facilities, it still assumes life-threatening dimensions. Prompt recognition of the 

condition is of paramount importance, as only by early diagnosis and treatment, it is possible 

to reduce the mortality. Approximately 98-99% of peptic ulcers occur either in duodenum or 

in stomach. Duodenal ulcer is the most common ulcer in the GI tract. It is now believed that 

80% to 95% of duodenal ulcer and approximately 75% of gastric ulcer are associated with 

H.pylori infection (7,8). Perforation is an emergency condition, which requires immediate 

surgical intervention. Peptic ulcers are most often solitary chronic lesions that occur at any 

level of GI tract exposed to aggressive action of acid peptic juices or a decrease in the mucosal 

resistance. Peptic ulcers are so common in industrialized nation that they virtually represent 

stigma of civilization. If early treatment is instituted in form of surgical closure of perforation 

with peritoneal lavage, I.V. fluids and parenteral antibiotics, mortality is low. Various treatment 

modalities has been given in literature but still omentum graham’s patch repair is treatment of 

choice. The clinical course of disease after perforation is rarely studied. With this aim in the 

mind present study is being conducted to find out early as well as long term complication in 

post-operative patient of peptic perforation peritonitis  endoscopically.   

 

Material and Methods  

It is prospective observational study which was done in Department of surgery, in tertiary 

hospital during the period- June 2016 to November 2018. Patients, presenting in the Emergency 

wards/ out-patient department of Surgery with features of peptic perforation peritonitis were 

chosen for study. Altogether 86 cases were enrolled for the present study. Patients with 

perforation peritonitis were managed by simple closure (Graham’s patch) with peritoneal 

lavage. After discharge, they were followed up over duration of  

2 years. Out of 86 patients, enrolled for study, 7 patients died and rest 23 were lost to follow 

up. Thus only 56 patients had complete follow up  at the  regular interval of 2 month, 6 month, 

1 year and 2 year.  Immediately after admission in the ward all the patients were given 

intravenous fluids, naso-gastric suction, antibiotics and tetanus toxoid injection. All patients 

was approached through supra umbilical midline incision. Peritoneal lavage was given 

thoroughly. The repair of perforation was done by full thickness interrupted stiches with silk 

suture (2-0) and was reinforced with omental on lay.  

 

Follow- up  

At the time of discharge, all cases were prescribed H. Pylori eradication therapy (triple drug 

regimen amoxicillin, clarithromycin and PPI) for 2 weeks followed by 4 weeks course of proton 

pump inhibitors (PPI’s). Each patient was asked to attend OPD at regular interval or on 

recurrence of dyspeptic symptoms. At every follow up visit patients were thoroughly evaluated 

clinically and endoscopically. At every visit complaints of the patients were noted, patients 

were examined and examination findings were noted and upper gastrointestinal endoscopy was 

done. On endoscopy, an ulcer was defined as a mucosal defect of no less than 5 mm in diameter 

in at least one direction. Gastritis was defined as the appearance of mucosal erosions or focal 

hemorrhagic lesions. Duodenitis was defined as the presence of nodularity, erosions, or 

inflamed mucosa in the first part of the duodenum1. Regardless of the endoscopic findings, 

antral mucosal biopsy specimen was taken from within 3 cm of the pylorus and was subjected 

to a rapid urease test. Patients were considered to be positive for H pylori if rapid urease test 



 European Journal of Molecular & Clinical Medicine (EJMCM)  

ISSN: 2515-8260                                   Volume 09, Issue 03, 2022 

 

11315 
 

was positive. Patients who had positive findings on endoscopy or had clinical symptoms of 

peptic ulcer disease were given a repeat course of proton pump inhibitors for another 4 weeks 

and were asked to follow up on out-department basis.    

 

Results  

In this study the patients age range from 18-67 years with a mean age of 43.39 ± 14.85. Male: 

female ratio was 13:1 and 89.29% of patients were from low socio- economic class. 73.21% of 

patient has addiction of either smoking or tobacco and 14.28% patients had history of NSAID 

abuse and all were elderly. In 21.42% cases the perforation was located at pre pyloric area 

whereas in 78.57% cases it was found to be at first part of duodenum. In all patients Graham’s 

patch repair with peritoneal lavage done and all patients were prescribed H. Pylori kit for 2 

weeks followed by PPI for 4 weeks. All the patients were followed up for 2 years regularly.  

At 2 month follow up, only 4 (7.14%) patients had persistent symptoms of peptic ulcer disease, 

in which 2 patients had duodenitis and 1 patients had gastritis and 1 had normal endoscopy, in 

which 2 patients were RUT positive and in rest 52 patients,all patients had normal endoscopy 

and not even a single patient was rut positive.  

 At 6 month follow up, 13(23.21%) had symptoms of PUD patients in which 5 patients had 

duodenitis, 3  

 

patients had gastritis and duodenal ulcer each  and 1 patient had pyloric stenosis and 1 had 

normal endoscopy. 10 of them was RUT positive. In rest 43 all patients  had normal endoscopy 

only 1 patient was RUT positive.The patient who had pyloric stenosis had symptoms of 

vomitting at 2 month follow up but there was normal endoscopy at that time. But the symptom 

worsens upto 6 month and on repeat endoscopy there was pyloric stenosis. Patient posted for 

laproscopic GJTTV. Procedure was uneventful   

 At 1 year follow up 9(16.07%)  patients had symptoms of PUD. 3 patients  had duodenitis and 

gastritis each, 2patients had duodenal ulcer and 1 patient had gastric ulcer.7 of them was RUT 

positive. In rest 47 patients,all had normal endoscopy only 2 patients were RUT positive.Out 

of 9 symptomatic patients 1 patient present with haemetemesis, he had history of taking 

aspirin.Patients resuscitated well and posted for endoscopy in which there was gastritis. Patient  

managed conservatively  

 

At 2 year follow up,7 (12.50%) patients had persistent symptoms of peptic ulcer disease, in 

which 2 patients had duodenitis and  3 patients had gastritis  and  1 patient had duodenal ulcer 

and gastric ulcer respectively. All 7 patients were RUT positive and in rest 49 patients,all 

patients had normal endoscopy and 6 patients was RUT positive.  

 

 
Fig 1: showing gastritis 
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Fig 2: showing positive RUT kit 

 

 
Fig 3: showing duodenitis 

 

Table 1: Correlation of H. pylori infection status at follow up with incidence of residual 

or recurrent peptic ulcer or positive endoscopic findings 

Follow-up  Number of patients  H.pylori infection  

2 month  

Positive endoscopic finding  

Normal endoscopy  

  

                    3  

                  53  

  

            2  

            0  

6 month  

Positive endoscopic finding  

Normal endoscopy  

  

                  12  

                  44  

  

           10  

             1  

1 year  

Positive endoscopic finding  

Normal endoscopy  

  

                     9  

                   47  

  

              7  

              2  

2 year  

Positive endoscopic finding  

Normal endoscopy  

  

                      7  

                    49  

  

               7  

                6  
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Table 2: Complete follow up of 56 patients clinically and endoscopically 
Follow up at 2 months  Follow up at 6 months  Follow up at 1 year  Follow up at 2 years  

Clinical  

(4)  

Endosc 

opic Finding  

R 

U 

T 

n 

= 

2  

Clinical  

(13)  

Endosc 

opic finding  

R 

U 

T 

n 

= 

11  

Clinical  

(9)  

Endosco 

pic finding  

RU 

T 

n= 

9  

Clinic al 

(7)  

  

Endosc 

opic 

finding  

RU 

T 

n=1 

3  

Dyspeps 

ia –( 2)  

Duoden 

itis-2  

  

P 

-

2  

Dyspeps 

ia – (8)  

Duoden 

itis-5  

P- 

5  

Dyspeps 

ia -5  

Duodenit 

is -3  

P-3  

  

Dyspe 

psia (5)  

Duoden 

al  

Ulcer(1)  
P -1  

Gastritis  

-3  

  

P- 

1  

N 

-2  

Gastritis  

(3)  

P -3  

  

Gastritis -2  

P-1  

N- 

1  

Duodeni 

tis(2)  
P-2  

Epigastr 

ic  

Pain-(1)  

Gastritis 

-1  

  

N  

  

Epigastr ic 

pain 4  

Duoden 

al ulcer -3  

P -

3  

Epigastr ic 

pain 2  

Gastric ulcer 

-1  

P - 

1  

  

Epiga 

stric 

Pain( 

2)  

Gastric  

Ulcer  

(1)  

P -1  

Duodena 

l ulcer -2  
P-2  

Normal  

-1  

N  

-1  

Non-  

bilious  

vomitin 

g (1)  

  

Normal-  
N  

Non- 

bilious  

vomitin 

g (1)  

Pyloric 

stenosis  

-1  

P  

Non- 

bilious 

vomitin g 

none  

….…  
…. 

.  

Non- 

biliou 

s  

vomiti 

ng  –  

none  

---------  
… 

…..  

Hemate 

mesis – 

none  

-------  

--

- 

-  

Hemete 

mesis  - 

none  

-------  
--- 

-  

Hemete 

mesis -1  
Gastritis  N  

Heme 

temesi 

s  –  

none  

------  ----  

No complai 

nt – 52  
Normal- 52  N  

No complai 

nts-43  
Normal43  

N 

42  

P- 

1  

No complai 

nt-47  
Normal47  

P-2  

N- 

45  

  

No compl 

aints49  

Normal -

49  

N- 

43  

P-6  
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Discussion   

During the first decades of the twentieth century ulcer perforation incidence increased neatly 

and there was an epidemic of ulcer perforations situated in the duodenum of middle- aged men, 

as revealed by several studies by Jamieson, Mackay, Svanes C and others (1-3). Today ulcer 

perforation incidence is stable or tends to decline, and most patients with ulcer perforation are 

elderly men and women with perforations in the pre-pyloric and pyloric areas as frequent as 

perforations in the duodenum (3-6). It is now believed that 90% duodenal ulcers and roughly 

75% of gastric ulcers are associated with H. pylori infection as the studies of Ormand et al and 

Rauws et al show (7,8).   

 

The optimal surgical treatment for perforated duodenal ulcer has been controversial. Simple 

repair has been the most commonly performed procedure since it popularization by Graham in 

1937 (9).However, long term follow–up of patients who underwent simple repair reveals a high 

incidence of ulcer relapse as shown by Boey et al and Sawyers et al (10-13). In a prospective 

series by Bornman et al (14) 42.5% of patient had recurrent ulcer disease after simple closure of 

duodenal perforation. Sebastian et al in their study (15) concluded that all patients with 

perforated peptic ulcer disease should be treated by antibiotic therapy to eradicate H. pylori 

infection as there is association between a high rate of duodenal ulcer persistence and a high 

incidence of H. pylori infection in patients operated for peptic perforation.  

 

Recently NG et al. in a randomized clinical trial (16) showed that eradication of H. pylori 

prevents ulcer recurrence in patients with H. pylori associated perforated duodenal ulcers. Chu 

et al (17) concluded that recurrent ulcer disease in patients with a history of perforated duodenal 

ulcer is related to H. pylori infection. Metzger et al in their study (18) concluded that there is 

high prevalence of H. pylori infection in patients with perforated peptic ulcers and an 

immediate and appropriate H. pylori eradication therapy for perforated peptic ulcers reduces 

the relapse rate after simple closure. Moreover because perforated peptic ulcer in often an ‘out 

of hours’ emergency, a simpler life saving procedure such as omental patch repair is an 

attractive options in many centres along with H. pylori eradication. Kate v et al(19) did a study 

to assess the prevalence of H. pylori after simple closure of a perforated duodenal ulcer and to 

study the effect of H. pylori eradication on ulcer persistence and recurrence. Similarly NgEK 

et al (20) did a study and concluded that patients treated with simple closure for duodenal ulcer 

perforation are recommended to have their H. pylori status determined by early follow‐up 

endoscopy, and an eradication regimen should be prescribed to those who are positive for the 

infection.   

 

In the present study upto 2 year follow up, 23.21% patients had complaint of dyspepsia of 

which 12.5% patients had persistent or recurrent episodes of dyspepsia in 2 year follow up. 

16.07% patients had complaint of epigastric pain, of which 5.35% had persistent or recurrent 

episodes of epigastric pain throughout the study which is higher than Ng EK et al’s study. 

1.78% had complaints of non-bilious vomiting and 1.78% had complaint of hematemesis. Most 

of the patients who had recurrent or persistent symptoms were either chronic alcoholic or 

smoker. One patient who had haemetemesis was a known case of ischemic heart disease and 

was on aspirin.  

 

In present study gastroscopy was done at interval of 2 month, 6 month, 1 year and 2 year and 

following findings were noted. The incidence of duodenitis in present study was 21.42% ( 

8.93% patients had persistent or recurrent duodenitis during follow up) which is higher than 

Ng EK et al’s  12.5% and Chu et al’s  8.6%. In present study gastritis was seen in 17.85% 
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(7.14% patients had persistent or repeated gastritis during follow up) which is more than Chu 

et al’s study 10.45%. In this study duodenal ulcer was seen in 10.71% patients on follow up 

which is less than findings of Ng EK et al study 19.73% and chu et al’s study 15.3%. In chu et 

al’s study, gastric ulcer was seen in 2.5%, which is comparable to present study  3.57%.  

 Rapid urease test was done along with endoscopy, in this study positive findings on 

endoscopy were found in 60.54% (34/56) and 53% of these patients had positive rapid urease 

test which is lower than Chu et al’s study(22) 84.4%. While none of the patients with normal 

findings on endoscopy showed positive urease test thus which is less than chu et al’s study (22) 

3.5% showing significant association of H.pylori in recurrence of peptic ulcer disease in 

operated patients of peptic perforation peritonitis.   

 

In current study over 2 year follow up there were 9(16.07%) patients of recurrent ulcers, at 2 

months follow up in present study there were no cases of ulcer persistence while in Kate et al’s 

study 24.09% patients had duodenal ulcers and of these 80% were found to have positive rapid 

urease test. At 6 month follow up, in current study, 5.36% patients had peptic ulcer and all of 

these were RUT positive while in Kate et al’s study 33.1% patients had ulcers and 89% of these 

were RUT positive. Similarly at 1 year follow up another 5.36% patients had ulcer and 100% 

were RUT positive while in Kate et al’s study 33% had ulcer and 94% were RUT positive. At 

2 years follow up in current study 3.57% had ulcer and again all the cases were RUT positive 

and in Kate et al’s study 36.84% had ulcer and 86% were RUT positive. Thus in both studies 

H.pylori was found to have strong association with ulcer recurrence. In current study, p-value 

was 0.013 showing significant association between H.pylori and recurrence of peptic ulcer.  

 

Conclusion 

This study we conclude that, all the cases of peptic perforation peritonitis in whom simple 

Graham’s Patch repair has been done, whether symptomatic or asymptomatic must undergo 

follow up endoscopy with rapid urease test. The frequency of endoscopy can be decided 

depending on patient’s symptoms, endoscopic findings and H. Pylori status. Those who are 

asymptomatic with normal endoscopic findings, frequency of endoscopy can be definitely 

reduced. Patients who are symptomatic should be followed more stringently so as to detect 

early & treat recurrence and to prevent complications like re-perforation, bleeding, & pyloric 

stenosis etc. Even though H. Pylori kit administered to all patients of peptic perforation 

peritonitis before discharge, reinfection in symptomatic patients with or without endoscopic 

findings is observed.  
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