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Abstract: Aim of the Work: To evaluate the effectiveness of  laparoscopic repair of Perforated Duodenal Ulcer as 
regard its safety, postoperative pain, complications, hospital stay duration and recurrence after eradication of H. 
Pylori. Patients and Methods: From June 2008 till June 2012 twenty patients with sudden diffuse abdominal pain 
less than 24 hours duration secondary to perforated duodenal ulcer and free from comorbid disease were submitted to 
Urea Breath Test(UBT) to diagnose H. Pylori  infection then laparoscopic exploration, peritoneal toilet and repair of 
the duodenal perforation by Cellan-Jones pedicled omental patch. This procedure was evaluated as regard safety, 
post-operative pain, complications and hospital stay duration. All patients with H. Pylori positive were submitted 
post-operatively to Clarithromycin triple therapy to eradicate H. Pylori. Levofloxacin Triple based therapy was used 
for the resistant cases. Results: All patients (20 patients) 16 males and 4 females were submitted to laparoscopic 
exploration, peritoneal toilet and Cellan-Jones pedicled omental patch repair of the perforated duodenal ulcer. The 
procedure was successful in all patients safely with post-operative pain score according to Visual Analog Scale 
(VAS) 6 in the 1st day post-operative decreasing to 4 after 48 hours post-operative. Wound infection was recorded in 
3 patients (15%), chest infections in 2 patients (10%), with no mortality. Mean hospital stay was 5.5 days. There 
were 12 patients out of 20 (60%) H. Pylori positive by UBT, 10 patients were treated successfully by Clarithromycin 
Triple Therapy, while the other 2 necessitate Levofloxacin Triple Based Therapy. Conclusion: With new advent of 
minimal invasive surgery, laparoscopic repair of early perforated duodenal ulcer is recommended safely with 
minimal complications and with no mortality. Eradication of H. Pylori post-operatively is mandatory to eliminate 
recurrence of peptic ulcer disease. 
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1. Introduction:  

Duodenal ulcer perforation is a serious 
complication of peptic ulcer disease that occurs in 5 
% to 10 % of duodenal ulcer patients and accounts for 
more than 70% of deaths associated with peptic ulcer 
disease (1). The current peak age for perforated 
duodenal ulcer is 40 to 60 years (2), but the age of 
perforated peptic ulcer (PPU) patients is increasing 
especially the member of patients over 60 years old 
(3). 

Non-steroidal anti-inflammatory (NSAIDS) are 
the most important risk factor for PPU (4). The 
patients are at increased risk when using several 
NSAIDS at a time or a single NSAID at an increased 
dosage. Cocaine and psycho-stimulants were also 
noted for their destructive effects on gastric and 
duodenal mucosa (5-6). Iatrogenic perforations were 
also described and may result from endoscopy (7).  

Although the efficiency of histamine H2 

Blockers and Proton Pump Inhibitors (PPI), decrease 
the incidence of peptic ulcer disease and almost 
eliminate elective surgical management of peptic 
ulcer but the incidence of PPU has remained the same 
(8,9). 

H. Pylori are now the recognized culprit of the 
majority of patients with duodenal and gastric ulcers 
and post eradication ulcer recurrence is uncommon 
(10). More than 95% of patients suffering from 
duodenal ulcer and about 70-80% of patients with 
gastric ulcer are H. Pylori  positive(11, 12). 

Data regarding H. pylori infection in perforated 
peptic ulcers are conflicting, with different infection 
rates as noted by Reinbach 47% (13), Sebastian 83% 
(14) Sharma (15) 61 % while Chowdhary was 0 % (16). 
Eradication of H. Pylori can prevent recurrent ulcer 
disease complications such as bleeding (17-18). 
Eradication of H. Pylori prevents ulcer recurrence in 
patients with H. Pylori -associated perforated 
duodenal ulcer. Of 99 H. Pylori positive patients, 51 
were assigned to an anti-helicobacter pylori therapy, 
and 48 to omeprazole alone. After one year, ulcer 
relapse was significantly lower in patients treated 
with an anti-helicobacter therapy (4.8 vs. 38.1 %) (19). 
Urea Breath Test (UBT) identifies active H. Pylori 
infection by way of organism’s urease activity with 
sensitivity and specificity typically exceeding 95% in 
most studies (20). As UBT is quick and reliable test for 
H. Pylori, it can be used as screening test. A rapid 
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release 13C urea tablets produces a result in 15 
minutes is becoming available. The UBT also 
provides an accurate means of post-treatment testing 
(21), to evaluate proper eradication. UBT sensitivity is 
decreased by medications that reduce organism 
density or urease activity, including bismuth 
containing compounds, antibiotics and PPI’s. It’s 
currently recommended that bismuth and antibiotics 
be withheld for at least 28 days and a PPI for 7-14 
days prior to the UBT (22-23). 

Proper eradication of H. Pylori  is essential to 
eliminate post-operative recurrence or bleeding either 
Primary or Salvage therapy for persistant H. Pylori  
infection. Primary treatment is either Clarithromycin-
based Triple Therapy (PPI, Clarithromycin and 
Amoxicillin, or Metronidazole) for 14 days with 
eradication rates of 85 % or Bisthmus Quadruple 
therapy (PPI, Bisthmus, Metronidazole and 
Tetracyline) for 10-14 days with eradication rates of 
up to 90%. Salvage therapy for persistent H. Pylori 
infection should be made to avoid antibiotics that 
have been previously taken by the patients. Salvage 
therapy is either bisthmus-based quadruple therapy or 
Levofloxacin-based triple therapy (PPI, amoxicillin, 
and levofloxacin) for 10days with eradication rates up 
to 87%, provided antibiotic away from the primary 
therapy (24). 

Boey score which seeks to predict mortality 
based on the presence of major medical illness (grade 
III or IV according to ASA score), preoperative shock 
(defined as systolic blood pressure less than 90 
mmHg) and delayed presentation (duration of 
perforation longer than 24 hours). Hospital mortality 
proportion increased progressively with the number 
of prognostic variables, being 0%, 10%, 45.5% and 
100% in patients with none, one, two or three of all 
three variables, respectively (25). 

For most of the patients of PPU, only treatment 
is immediate surgical repair. The traditional 
management of perforated duodenal ulcer was 
Cellan-Jones Pedicled Omental Patch application 
described in 1929 (12). It was not until 1937 that 
Graham published his results with a free omental 
graft (27). Very often surgeons mention they used 
Graham patch, but they actually mean they used the 
pedicled omental patch described by Cellan-Jones (27). 
Schein could not have outlined it any clearer “Do not 
stitch the perforation but plug it with viable omentum 
and patch a perforated ulcer if you can, if you cannot, 
then you must resect”(28). 

With the advent of acid reducing medical 
treatment in form of proton pump inhibitor (PPI) and 
H. Pylori eradication post-operative, definitive acid 
reducing surgery is not recommended in PPU (12). 

Laparoscopic treatment of PPU was first 
reported by Mouret et al. in 1989 (30), using fibrin 
glue and omental patch, followed soon after by 
Nathanson et al. (31), which describe the suture repair 
of the perforated duodenal ulcer. There are relative 
contraindications which include elderly patients, 
cardiac pathology, chronic respiratory insufficiency, 
cirrhosis, severe coagulopathy and delayed 
presentation (duration of perforation more than 24 
hours). 
2. Patients and Methods: 

From June 2008 till June 2012 twenty 
patients with sudden diffuse abdominal pain less than 
24 hours duration, were enrolled in the study. On 
examination all patients were vitally stable (patients 
with systolic blood pressure less than 90mmHg were 
excluded from the study) with tenderness all over the 
abdomen especially the epigastrium. X-ray of the 
abdomen and chest erect revealed air under the 
diaphragm (Figure1).  

 
Figure 1. Chest X-ray revealed air under the diaphragm 
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ECG, CBC, Serum amylase, lipase, renal and 
liver function test, Na+ , K+  and Urea Breath 
Test(UBT) for diagnosis of H. pylori infection were 
done for all patients. 2gm Ceftriaxone, 500mg 
metronidazole and 40mg omeprazole were given 
through IV route after insertion of Nasogastric Tube 
(NGT) and proper resuscitation. All patients were 
transferred to Operating Room after general 
endotracheal intubation anesthesia, proper 
sterilization and draping, a 10mm endopath excel 
trocar with optic view technology with telescope was 
inserted under vision just above the umbilicus 
through which CO2 insufflation was done with 
pressure 12 mmHg. Other ports inserted using the 
triangular concept to form a baseball diamond shape, 
as an angle 60° between the two working instrument 
tips with tangential approach to the working site 
(elevation angle 30°) and appropriate working 
distance. A 10mm working port inserted in the left 

hypochondrium 10cm from the midline. A 5mm port 
inserted in the right midclavicular line above the 
umbilicus and another 5mm port is placed in the 
epigastrium to the right of the falciform ligament 2cm 
below the right costal margin for liver retraction. The 
patient positioned in reverse trendelenburg position 
15°. After liver retraction, use suction irrigation tube 
for suction and irrigation with saline exposing the 
duodenal perforation site then suction of the intra-
peritoneal collections in the subphrenic spaces, 
paracolic gutters and pelvis. Start proper irrigation 
and suction 2-4 liters of warm normal saline. The 
perforation was closed with 3 interrupted 3/0 
polygalactin sutures. The sutures were placed and 
kept without tying. An omental patch with intact 
blood supply was placed over the perforation, held in 
place by grasper in the epigastric port and the sutures 
were tied over the omental patch, completely sealing 
the perforation (Figure 2).  

 
 

 

     
Figure 2 Laparoscopic repair of Perforated Duodenal Ulcer 

 
Suction irrigation peritoneal lavage again with 

Normal Saline to ensure proper peritoneal toilet. Two 
closed tube drain were kept in the hepato-renal pouch 
and the pelvis. The 10mm port sites were closed 
under vision using suture passer with 1/0 polygalactin 
sutures.  

After recovery the patients were transferred to 
the In-patient ward, kept in semi-sitting position, IV 
fluid, correction of electrolyte imbalance by giving 
the deficit and daily requirement of K, Na, Ca & Mg, 
continue the preoperative antibiotic and omeprazole. 
All patients started oral fluid two to three days post-

operative depending on intestinal motility after 
removal of NGT. 

All patients were discharged on 5th to 7th day 
post-operative. All patients with H. Pylori positive 
(12 patients) received Clarithromycin-based triple 
therapy (Omeprazole 20mg b.i.d. + Clarithromycin 
500mg b.i.d. + Metronidazole 500mg b.i.d.) for two 
weeks then continue Omeprazole 20mg twice/day for 
1.5 months. UBT is done after stoppage of all 
medications for 2 weeks with upper gastrointestinal 
endoscopy to ensure eradication of H. Pylori and 
healing of ulcer. Resistant H. Pylori was found  in 2 
out of 12 after primary treatment with eradication rate 
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83.3%, which necessitate salvage treatment by 
Levofloxacin triple  therapy in form of PPI , 
amoxicillin 1 gm / 12 hours and levofloxacin 500 mg 
/ 6 hours for 10 days. All patients were submitted to 
follow up upper GI endoscopy after 6months which 
revealed no recurrence. 
 
3. Results: 

There were twenty patients included in the study 
16 males and 4 females (with ratio 4:1), 5 (20%) 
patients were NSAIDS users, 7(35%) were smokers 
and 12(60%) were UBT positive. Age range of the 
patient was from 22 to 60 years old. All patients 
included in the study were free from comorbid 
disease with ASA less than grade III, early 
presentation with onset of symptoms less than 
24hours prior to admission and stable vitally with 
systolic blood pressure more than 90mmHg. All 
patients were submitted successfully to laparoscopic 
exploration, peritoneal toilet and closure of the 
perforated duodenal ulcer with Cellan-Jones 
omentoplasty. The median operating time was 115 
minutes (range 90 to 140minutes). Median post-
operative pain score according to visual analog scale 
was 6 in the first day with analgesics such as 
pethidine 100mg IM every 12hours and intravenous 
paracetamol 1gram every 8 hours. this score was 
reduced to 4 latter on necessitating intravenous 
paracetamol only. As regard Post-operative 
complications, wound infection occurred in 3 patients 
(15%), chest infection in 2 patients (10%).and no 
mortality. Mean hospital stay was 5.5 days. Oral 
feeding started on the 3rd post-operative day. All 
patients who were  H. Pylori  positive received 
Clarithromycin triple therapy for two weeks while the 
other patients received Omeprazole only which 
continued  for 2 months for all patients. Eradication 
rate of H. Pylori by Clarithromycin triple therapy was 
(83.3%), 2 patients failed which required 
Levofloxacin triple therapy. Follow up upper GI 
endoscopy 2 and 6 months postoperatively revealed 
complete healing of the ulcer. 
 
4. Discussion: 

Laparoscopy found its way in repair of PPU by 
Mouret et al. 1989; using fibrin glue and omental 
patch (30), followed soon after by Nathanson et al., 
1990, using the suture repair (31). . There are relative 
contraindication to laparoscopic repair of PPU 
including delayed presentation (more than 24hours 
from the onset of symptoms), comorbid disease and 
shocked patients. PPU is a serious complication of 
peptic ulcer disease that occurs in 5 to 10 % of 
duodenal ulcer patients and accounts for more than 70 
% of deaths associated with peptic ulcer disease (1). 

NSAIDS and Corticosteroids are the most important 
risk factors for PPU (4). 

H. Pylori infection is now the recognized culprit 
of the majority of patients with duodenal and gastric 
ulcers. Ulcer recurrence is uncommon after proper H. 
Pylori eradication (10) .  The increasing advent of more 
effective drugs for the treatment of the peptic ulcer 
disease (PPI) and greater understanding of the role of 
microbial infections (H. Pylori) and consequent 
antibiotic therapy are all factors that have 
progressively made elective surgery for 
uncomplicated peptic ulcer are very rare; it is now 
used only for complications (9,32) . 

In our study the median duration of surgery was 
115 minutes (range from 90 to 140) which is larger 
than Schirus et al. (33) and Abdul Razaque et al. (34) 

which was average 75 minutes (range from 65 to 
110), but shorter than Lau H (35) while Lunevicius, 
Morkevicius M which had claimed that laparoscopic 
repair with omental patch took up to 135 minutes (36). 
Most of the times are taken in suction and irrigation 
for proper peritoneal lavage to avoid post-operative 
collection elsewhere. 

 In our study peritoneal irrigation is done 
with 2-4 liters of warm normal saline. Although 
irrigation with 6 to 10 liters of warm normal saline 
are often recommended (37- 40), others was using at 
least 30 liters (24). 

The peritoneal cavity was drained in our study 
both pelvis and hepatorenal pouch, as recommended 
by other (25). On the other hand, some authors do not 
advocate drainage of the peritoneal cavity (43) . 

In our study post-operative pain were 6 
according to Visual Analog Scale (VAS) in the first 
24hours which decreased to 4 after 48hours, Lau H 
advocate that post-operative pain was less after 
laparoscopic repair than open, and associated with 
lesser post-operative analgesic requirement (44). 

According to Siu et al. pain was less in laparoscopic 
patients in day 1 and 3 post-operative (45) . 

Post-operative wound infection was 3 out of 20 
(15%), while chest infection was 2 (10%). Lau H 
showed also lower wound infection in laparoscopic 
group than open, while Cochrane showed that there is 
no difference between the two groups (46). 

All patients in our study were successfully 
operated laparoscopically as shown by Munro et al. 
(47), Issac et al. (48) and Urbano et al. (49) while 
conversion to open surgery in 3 patients out of 24 
(13%) in Seelig et al. because of previous abdominal 
surgery (50), Lee et al. showed high conversion rate 46 
out of 153 (30%) because of high Boey score but they 
emphasize that conversion did not affect the outcome 
(51).  

The mean hospital stay was 5.5 days in our 
study like many other authors Lee et al. (37), Siuet et 
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al. (52) and Robertson et al. (53), while it extended to 9 
day with seeling et al. (50).  

In our study there were 12 patients, (60%) H. 
Pylori positive. They received post-operative 
Clarithromycin triple therapy for eradication of H. 
Pylori for two weeks. Ten patients out of 12 were 
successfully treated, with eradication rate 83.3% 
while the other persistant 2 required Levofloxacin 
triple therapy for another ten days. H. pylori 
eradication rate was consistent with William D.C and 
Benjamin C.Y. as regards the Primary and Salvage 
therapy (24). 

In the past, it was unclear why ulcers recurred in 
some but not all patients after surgery for ulcer 
perforation (54). Having a young age, smoking, and 
having a long interval after surgery, however, are 
associated with recurrence (54, 55). Some authors 
advocated that H. Pylori  were positive in 73.3% of 
cases with PPU, regardless previous use of NSAIDS 
(56). Chu KM et al. showed that H. Pylori  infection is 
detected in 77 patients out of 163 (47.2%) with 
recurrent duodenal ulceration in 29 patients (17.8%) 
after upper gastro-intestinal endoscopic examination 
which was performed at a mean interval of 74.5 
months from the initial operation (57). Multivariate 
analysis revealed male gender and positive. Pylori 
status to be independent factors associated with 
recurrent duodenal ulcer (44). There is association 
between H. Pylori infection and perforated duodenal 
ulcers especially in a patient who is not taking 
NSAIDS. So, simple closure of the perforation 
followed by post-operative eradication therapy of H. 
Pylori is emphasized to prevent recurrence (58). 
 
Conclusion: 
 With new advent of minimal invasive 
surgery, laparoscopic repair of early perforated 
duodenal ulcer is recommended safely with minimal 
complications and with no mortality. Eradication of 
H. Pylori post-operatively eliminates recurrence of 
peptic ulcer disease. 
 
References: 
1. Druart ML, Van Hee R, Etienne J, et al. 

Laparoscopic repair of perforated duodenal 
ulcer: a prospective multicenter clinical trial. 
Surg Endosc; 1997; 1017-1020. 

2. Lagoo S, Ross L, Mc Mahon RL et al. The sixth 
decision regarding perforated duodenal ulcer. 
J.S.L.S. 2002; 6: 329-268. 

3. Svanes C. Trends in perforated peptic ulcer: 
incidence, etiology, treatment, prognosis. World 
J Surg. 2000; 24: 277-283. 

4. Gutthann SP, Garcia Rodriguew LA, Raiford 
DS. Individual non-steroidal anti inflammatory 
drugs and other risk factors for upper 

gastrointestinal bleeding and perforation. 
Epidemiology 1997; 8: 18-24. 

5. Arrillga A, Sosa JL, Najjar R. Laparoscopic 
patching of crack cocaine-induced perforated 
ulcer. Am Surg 1996; 62: 1007-1009. 

6. Pecha RE, Prindiville T, Pecha BS, et al. 
Association of cocaine and methampetamine use 
with giant gastrointestinal ulcers. Am. J. 
Gastroenterol. 1996; 91: 2523-2527. 

7. Siu Wt, Chau CH, Law BK, et al. Laparoscopic 
repair of iatrogenic Endosc perforated peptic 
ulcer. J. Laparoendosc. Adv. Surg. Tech. A. 
2003; 13: 51-53. 

8. Svanes C, Lie RT, Kvale G, et al. Incidence of 
perforated ulcer in Western Norway, 1935-1990: 
Cohort-or period-dependant time trends? Am J 
epidemol. 1995; 141: 836-844. 

9. Lunevicius R, Morkevicius M. Management 
strategies, early results, benefits, and risk of 
laparoscopic repair of perforated peptic ulcer. 
World J. Surg. 2005; 29: 1299-1320. 

10. Sung JJ, Chung SC, Ling TK, et al. 
Antibacterial treatment of gastric ulcers 
associated with helicobacter pylori. N Engl J 
Med. 1995; 332: 139-142. 

11. Ormand JE, Talley NJ. Helicobacter Pylori: 
Controversies and an approach to management. 
Mayo Clin Proc 1990; 65: 414-26. 

12. Rauws EA, Langenberg W, Houthoff HJ, et al. 
Compylobacter pyloridis-associated chronic 
active antral- gastritis. A prospective study of its 
prevalence and the effects of antibacterial anti-
ulcer treatment. Gastroenteral 1988; 94: 33-40. 

13. Reinbach DH, Cruick Shank, Ohami H. 
Evaluation of Omental Implantation for 
perforated gastric ulcer therapy; Finding in a rat 
model. J Gastroenteral 1996; 31: 777-784. 

14. Sebastian M, Chandran VP, Elashaal YI, et al. 
helicobacter pylori infection in perforated peptic 
ulcer disease. BrJ Surg 1995; 82: 360-362. 

15. Sharma AK, Mittal S, Malvi SK. Association of 
Helicobacter Pylori with peptic perforation in 
Chattisgarh region of India. Trop Gastroenteral 
2000; 21: 42-43. 

16. Chowdhary SK, Bhasin DK, Panigrahi D, et al. 
Helicobacter pylori infection in patients with 
perforated duodenal ulcer. Trop Gastroenteral 
1998; 19: 19-21. 

17.  Jaspersen D, Koerner T, Schorr W, et al. 
Helicobacter pylori eradication reduces the rate 
of rebleeding in ulcer hemorrhage. Gastrointest 
Endosc 1995; 41: 5-7. 

18.  Rokkas T, Karameris A, Mavrogeorgis A, et al. 
Eradication of Helicobacter Pylori reduces the 
possibility of rebleeding in peptic ulcer disease. 
Gastrointest Endosc 1995; 41: 1-4. 



Journal of American Science 2013;9(7)                                                  http://www.jofamericanscience.org 

299 

19. Ng EK, Lam YH, Sung JJ, et al. Eradication of 
helicobacter pylori prevents recurrence of ulcer 
after simple closure of duodenal ulcer 
perforation: A randomized controlled trial; Ann 
Surg 2000; 231: 153-158. 

20. Gisbert JP, Pajares JM, Review article: 13 C-urea 
breath test in diagnosis of helicobacter pylori 
infection- A critical review. Aliment Pharmacol 
Ther 2004; 20: 1001-1017. 

21.  Leodolter A, Domingues-Munoz JE, VonArmin 
U, et al. Validity of a modified 13 C-urea breath 
test for pre- and post-treatment diagnosis of 
helicobacter pylori infection in the routine 
clinical setting. Am J Gastroenteral 1999; 94: 
2100-2104. 

22.  Laine L, Estrada R, Trujillo M, et al. Effects of 
proton-pump inhibitor therapy on diagnostic 
testing for Helicobacter pylori. Ann Intern Med 
1998; 129: 527-550. 

23.  Graham Dy, Opekun AR, Hammoud F, et al. 
Studies regarding the mechanisms of false 
negative urea breath tests with proton-pump 
inhibitors. Am J Gastroenteral 2003; 98: 1005-
1009. 

24.  William DC, Benjamin C. Y. American College 
of Gactroenterology Guideline on the 
management of Helicobacter Pylori Infection. 
Am J Gastroenteral 2007; 1808-1825. 

25. Boey J, Choisk, Poon, et al. Risk satisfaction in 
perforated duodenal ulcers. A prospective 
validation of predictive factors. Ann Surg 1987; 
205: 22-26. 

26. Cellan-Jones CJ: A rapid method of treatment in 
perforated duodenal ulcer. BMJ 1929; (36): 
1076-1077. 

27.  Graham R. The treatment of perforated 
duodenal ulcer. Surg gynecol Obstet 1937(64): 
235-238. 

28.  Schein M: Perforated peptic ulcer. In: Schein’s 
common sense emergency abdominal surgery. 
Vol. Part III: Springer Berlin Heidelberg 2005; 
143-150. 

29. Johson AG, Proximal gastric vagotomy: does it 
have a place in the future management of peptic 
ulcer? World J Surg. 2000; 24: 259. 

30. Mouret P, Francois Y, Vagno J, et al. 
Laparoscopic treatment of perforated peptic 
ulcer. Br J Surg 1990; 77: 1006. 

31. Nathanson LK, Easter DW, Cushieri A, 
Laparoscopic repair/peritoneal toilet of 
perforated duodenal ulcer. Surg Endosc. 1990; 
(4): 232-233. 

32. Jamieson GG. Current status of indications for 
surgery in peptic ulcer disease. World j Surg 
2000; 24: 256-258. 

33. Schirus A, Cavaliere D, Caristo I, et al. 
Operative laparoscopy in the management of 
perforated peptic ulcer. Chir Ital.2004; 65(2): 
247-252. 

34. Abdul Razaque Qazi, Ahsan Ali Leghari, Pir 
Shah. Laparoscopic repair in perforated peptic 
ulcer. Pak J Surg 2011; 27(3); 173-176 

35. Lau H. Laparoscopic repair of perforated peptic 
ulcer. Review article. Surg Endosc 2004; (18) 
1013-1021 

36. Lunevicius R, Morkevicius M. Systematic 
review comparing laparoscopic and open repair 
of perforated peptic ulcer. Br. J. Surg 2005; (92) 
1195-1200. 

37. Lee KH, Chang HC, Lo CJ. Endoscopic assisted 
laparoscopic repair of perforated peptic ulcers. 
Am. Surg. 2004; 70: 352-356. 

38. Seeling MH, Seeling SK, BehrC, et al. 
Comparison between open and laparoscopic 
technique in the management of perforated 
gastroduodenal ulcer. J. Clin. Gastroenterol. 
2003; 37: 201. 

39. Lagoo S, Ross L, Mc Mahon RL, et al. The 
sixth decision regarding Perforated Duodenal 
Ulcer. J.S.L.S 2002; 6:359-368. 

40. Khourshed M, Fuad M, Safar H, et al. 
Laparoscopic Closure of Perforated Duodenal 
Ulcer. Surg. Endosc 2000; 14: 56-58. 

41. Platell C, Papadimitrious JM, Hall Hc. The 
influence of Lavage on peritonitis. J. Am. Coll. 
Surg 2000; 191: 672-680. 

42. Druart ML, Van Hee R, Etienne J, et al.  
Laparoscopic repair of perforated duodenal 
ulcer: a prospective multicenter clinical trial. 
Surg. Endosc. 1997; 11: 1017-1020. 

43. Katkhouda N, Mavor E, Mason RJ, et al. 
Laparoscopic repair of perforated duodenal 
ulcers: outcome and efficacy in 30 consecutive 
patients. Arch. Surg. 1999; 134: 845-850. 

44. Lau H. Laparoscopic repair of perforated peptic 
ulcer: A meta-analysis. Surg. Endosc 2004; 18: 
1013-1021. 

45. Siu WT, Leong HT, Law BK, et al. et al. 
Laparoscopic repair of perforated peptic ulcer: 
A randomized controlled trial. Am Surg 2002; 
235: 313-319. 

46. Sanabria AE, Morales CH, Villegas MI. 
Laparoscopic repair of perforated peptic ulcer 
disease. Cochrane Database Syst Rev 2005; 19: 
CD00F 778. 

47. Munro WS, Bajwa F, Menzies D. Laparoscopic 
repair of perforated duodenal ulcers with a 
falciform ligament patch. 

48.  Issac J, Tekant Y, Kiong KC, et al. Therapeutic 
mini laparoscopy for perforated peptic ulcer. J. 



Journal of American Science 2013;9(7)                                                  http://www.jofamericanscience.org 

300 

Laparoendosc. Adv. Surg. Tech. A. 2004; 14: 
51-56. 

49.  Urbano D, Rossi M, De Simone P, et al. 
Alternative Laparoscopic Management of 
perforated peptic ulcers. Surg. Endosc 1994; 8: 
1208-1211. 

50.  Seelig MH, Seelig SK, Behr C, et al. 
Comparison between open and laparoscopic 
technique in the management of perforated 
gastroduodenal ulcers. J. Clin. Gastroenterol. 
2003; 37: 201. 

51.  Lee Fy, Leung KL, Lai BS, et al. Predicting 
mortality and morbidity of patients operated on 
for perforated ulcer. Arch. Surg. 2001; 136: 90-
94. 

52. Siu WT, Chau CH, Law BK, et al. Routine use 
of laparoscopic repair for perforated peptic 
ulcer. Br. J. Surg. 2004; 91: 481-484. 

53.  Robertson GS, Wemyss-Holden SA, Maddern 
GJ. Laparoscopic repair of perforated duodenal 
ulcers: The role of laparoscopy in generalized 

peritonitis. Ann R. Coll. Surg. Engl. 2000; 82: 
6-10. 

54. Boey J, Lee NW, Wong J, et al. Perforation in 
acute duodenal ulcers. Surg Gynecol obstet 
1982; 155: 193-196. 

55.  Sontag S, Graham Dy, Belsito A, et al. 
Cimetidine, cigarette smoking and recurrence of 
duodenal ulcer. N Engp J Med 1984; 311: 689-
693. 

56. Jurg M, Stepban S, Cornel S, et al. Prevalence 
of Helicobacter Pylori Infection in peptic ulcer 
perforation. Swiss Med WKLY. 2001; 131: 99-
103. 

57. Chu KM, Kwok, Law Sy, et al. Helicobacter 
Pylori status and endoscopy follow up of 
patients having post history of perforated 
duodenal ulcer. Gastrointestinal endoscopy 
1999; 50: 58-62. 

58.  KM Chu. Helicobacter Pylori infection: The 
reduced need for ulcer surgery. HKMJ 1999; 5: 
158-162. 

 
 
5/1/2013 


