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Fig. 1. The Number of surgical treatment for Chronic Peptic Ulcer
Patients with Outlet Obstruction for each year.
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Table 1. Patients characteristics and operative outcomes

Variables Patients (n=31)

Mean age (year) 57.5 25~81)

Male/Female 29 (93.5%)/2 (6.5%)
Symptom duration (month) 29.6
Weight loss (kg) 0.9
Albumin (g/dI) 34

Hypokalemic metabolic alkalosis 3 (9.7%)

Tobacco use

Yes/No 19 (61.3%)/12 (38.7%)
NSAIDs* use

Yes/No 6 (19.4%)/25 (80.6%)
H. pylori

Yes/No 7 (22.6%)24 (77.4%)
Preop endoscopic procedure

Yes/No 2 (6.5%)/29 (93.5%)
Duration of ulcer medication (month) 28.6
Comorbidity 18 (58.1%)
Location

GU /DU /combined 9 (29.0%)/20 (64.5%)/

2 (6.5%)
Operative method

Bypass/Resection 6 (19.4%)/25 (80.6%)
Complication 13 (41.9%)
Recurrence 2 (6.5%)
Visick score (mean) 1.8

*NSAIDs = Nonsteroidal anti-inflammatory drugs; fou = gastric
ulcer; DU = duodenal ulcer.
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Table 2. Patient characteristics and operative outcomes between
two groups

Table 3. Incidence of postoperative complications between two
groups

. Bypass Resection .. Bypass Resection
Variables 0=6) (n=25) P-value Complications (0=6) 0=25)
Age (years) 64.5 55.8 NS’ Surgical complications
Male/Female 6/0 23/2 NS Pancreatitis 1
Symptom duration (month)  45.2 25.8 0.033 Delayed gastric emptying 3 1
Weight loss (kg) 0.9 1.0 NS Anastomotic stricture 2 1
Albumin (mean,g/dl) 3.1 34 NS E-loop* obstruction 1
Tobacco use 3 (50%) 16 (64%) 0.128 Duodenal stump leakage 1
NSAIDs* use 2 (33.3%) 4 (16%) NS Chylous ascites 1
H. pylori (+) 2 (33.3%) 5 (20%) 0419 Medical complications
Duration of ulcer 133 349 NS Pneumonia 1
medication (month) uTI' 1
i(;rz?rrb;iho?e 4 (626'6%) 14 ﬁf %) 0;4130 *E-loop = Efferent loop; futr = Urinary tract infection.
Operative method
Gastroduodenostomy 2 (33.3%)
Gastrojejunostomy 4 (66.6%) T, AolAA T &, 57 dAFe] 77 14 W
Antrectomy with nal 15 (60%) A8 tH(Table 3). F oA 2+ 19o] AutE 9 =d), £
. Sub.total gastrectomy 10 (40%) 94 %:I'LOH/H v ‘14 %“015 J"ﬂ Moz ‘94%78]’ %—61_:1]—% ;'5: /S 0]1]
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Complication 5 (83.3%) 8 32%) 0.175 H‘T‘?E— = Foj|A 7+ om A A ¥Eg =), o Yolo]
Rs:c.urrence 1 (16.6%) 1 4%) NS e T BT BIFE 3 Xlo) 9\}]\31 A A 4220l
Visick score (mean) 3.0 1.6 0.001 2y

*NSAIDs = Nonsteroidal anti-inflammatory drugs; TASA =
American Society of Anesthesiologists Classification; v -
Truncal vagotomy, NS = not significant.
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= Abstract =
Surgical Treatment for Chronic Peptic Ulcer with Gastric Outlet Obstruction

Jei Hee Lee, M.D., Shi Joon Yang, M.D., Young Woong Jeon, M.D., Sei Hyeog Park, M.D., Jong Heung Kim,
M.D. and Jong Min Park, M.D.

Department of Surgery, National Medical Center, Seoul, Korea

Purpose: With the introduction of H. pylori eradication and proton pump inhibitor, the operative treatments for the acute
or chronic complications of peptic ulcer, such as perforation, bleeding and stricture, have decreased. Also owing to the
development of non-operative treatment such as interventional endoscopic treatment, the surgical approach to the acute
complications, like perforation and bleeding, has diminished. The non-operative treatments for the stricture and obstruction
of chronic peptic ulcer in part related to discontinuation of medication have not been satisfactory. We analyzed the
clinical outcomes of the patients who underwent operative treatment for outlet obstruction with peptic ulcer.
Materials of Methods: From January 1994 to December 2007, we reviewed 31 patients who had been operated on
at the National Medical Center for peptic ulcer obstruction. We excluded the cases of adhesive obstructions that were
caused by a former ulcer operation and also the cases of obstructions found during emergency operations for treating
perforation and bleeding. We classified the surgical treatment group into the bypass operation group and the surgical
resection group. We evaluated the effects of the operations by the Visick score. The recurrences were confirmed only
by the endoscopic observation of peptic ulcer.

Results: The number of patients in the bypass operation group was 6 (19.4%) and that of resection group was 25
(80.6%). The mean age was 57.5 (25~81) years. The number of male patients was 29 (93.5%) and the number of
females was 2 (6.5%). The mean symptom duration was 29.6 months. There were 19 smokers (61.3%), 6 NSAID users
(19.4%) and 7 H. pylori positive patients (22.6%). Two patients underwent endoscopic balloon dilatation with no success.
The locations of lesion were the stomach, the duodenum and both in 9, 20 and 2 cases, respectively. There were
operative complications in 13 cases (41.9%), recurrent ulcers in 2 cases (6.5%), and reoperations in 4 cases. The mean
Visick score was 1.8 (1~4). There were no statistically significant clinicopathologic differences between the bypass
operation group and the resection group. The two groups had 1 case each of recurrence. Although the bypass group
had a greater complication rate (83.3%) than the resection group (32%), this was not statistically meaningful (P=0.175).
The mean Visick score was 3.0 in the bypass group and 1.6 in the resection group, so the resection group was better
(P=0.001).

Conclusion: For a case of chronic peptic ulcer with outlet obstruction, even though it has been reported that endoscopic
balloon dilatation worked well, surgery is still regarded as an important treatment. If you consider the patients’ satisfaction
and the difficulty of diagnosing malignant ulcers, surgical resection should be recommended more often than a bypass
operation. (J Korean Gastric Cancer Assoc 2008;8:160-165)
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