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Background/Aims: In spite of the improvement of medical treatment for the peptic ulcer disease (PUD), PUD is still one of
the common upper gastrointestinal diseases. The purpose of this study was to evaluate the risk factors and general characteristics
of Korean patients diagnosed as PUD at a single third referral center.

Methods: A total of 310 patients, diagnosed as PUD through endoscopy during one year of 2007 at Seoul National University
Bundang Hospital were, retrospectively, evaluated regarding age, gender, Helicobacter pylori (H. pylori) positivity, clinical manifes-
tations, comorbidities and medications. In addition, PUD was analyzed in the aspect of ulcer location, type of visit, gastrointestinal
bleeding, and age.

Results: The mean age was 61.5 years old (48.1% over 65) and 208 (66.7%) patients were men. The rate of H. pylori infection
was 47.8%, and any ulcerogenic medication history such as antiplatelet agents and NSAIDs was found to be 21.0% (65 patients).
The rate of idiopathic peptic ulcer without evidence of H. pylori and NSAIDs was found to be 40.6% (126 patients). Among
310 PUD patients, bleeding symptoms such as melena, hematemesis and hematochezia occurred in 110 patients (35.5%).
Conclusions: PUD was more prevalent in the elderly patients and frequently associated with bleeding. Substantial proportion
of PUD patients had neither H. pylori infection nor history of ulcerogenic medications, suggesting of increasing prevalence
of idiopathic PUD. (Korean J Gastroenterol 2012;59:338-346)
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Table 1. Characteristics of Patients Who Are Diagnosed as Peptic
Ulcer Disease

Age (yr) 61.5+15.0
Age over 65 years 149 (48.1)
Male 208 (66.7)
Location of ulcer
Gastric ulcer 189 (61.2)
Duodenal ulcer 121 (38.8)
Type of visit
Outpatient department 160 (51.6)
Emergency room 70 (22.8)
During hospital admission 80 (25.6)
Clinical manifestations suggestive of
upper gastrointestinal bleeding
Present 110 (35.5)
Melena 76
Hematemesis 22
Hematochezia 12
None 200 (64.7)
Endoscopic intervention 5 (17.7)
H. pylori positivity 149 (48.0)
Presence of comorbidities® 72 (23.1)
Ulcerogenic drugsb 65 (21.0)

Values are presented as meantSD or n (%).

H. pylori, Helicobacter pylori.

®Comorbidities include diabetes mellitus, cardiovascular disease,
chronic lung disease, liver cirrhosis, chronic kidney disease;
bUlcerogenic drugs include aspirin, clopidogrel, nonsteroidal anti-
inflammatory drugs, warfarin.
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Table 2. Comparisons of the Clinical Characteristics according to
the Location of Peptic Ulcer Disease

Gastric ulcer Duodenal ulcer

(n=189) (n=121)  Palue

Age (yr) 65.8+12.6 54.9+16.3 0.000

Age over 65 years 109 (57.7) 37 (30.6) 0.000

Male 116 (61.4) 87 (71.9) 0.109

Type of visit 0.042
Outpatient department 87 (46.0) 72 (59.5)
Emergency room 43 (22.8) 28 (23.1)
During hospital admission 54 (28.6) 21 (17.4)

Presence of other 7 (24.9) 25 (20.6) 0.184

comorbidities®

Clinical manifestations
suggestive of upper
gastrointestinal bleeding

72 (38.1) 37 (30.6) 0.127

Endoscopic intervention 34 (18.0) 21 (17.4) 0.829
H. pylori (+) 87 (46.0) 62 (51.2) 0.327
Ulcerogenic drugs® 49 (25.9) 15 (12.4)  0.011

Values are presented as meantSD or n (%).

H. pylori, Helicobacter pylori.

“Comorbidities include diabetes mellitus, cardiovascular disease,
chronic lung disease, liver cirrhosis, chronic kidney disease;
bUlcerogenic drugs include aspirin, clopidogrel, nonsteroidal
anti-inflammatory drugs, warfarin.

Table 3. Comparisons of the Clinical Characteristics according to the Type of Visit

Outpatient department

Emergency room During hospital days

(n=160) (n=70) (n=80) pvalue
Age (yr) 59.7+13.1 59.8+17.6 66.4+15.2
Age over 65 years 63 (39.4) 34 (48.6) 52 (65.0) 0.001
Male 106 (65.8) 0 (70.4) 2 (65.0) 0.741
Presence of other comorbidities® 9 (18.1) 12 (17.1) 1 (38.8) 0.245
Clinical manifestations suggestive of 0 (12.4) 55 (77.4) 5 (43.8) 0.000
upper gastrointestinal bleeding
Endoscopic intervention 6 (3.7) 32 (45.1) 17 (21.3) 0.000
Location of ulcer 0.006
Gastric ulcer 89 (55.3) 43 (60.6) 59 (73.7)
Duodenal ulcer 72 (44.7) 28 (39.4) 21 (26.3)
H. pylori (+) 80 (49.7) 28 (39.4) 41 (51.3) 0.216
Ulcerogenic drugsb 34 (21.3) 15 (21.4) 15 (18.8) 0.272

Values are presented as mean+SD or n (%).
H. pylori, Helicobacter pylori.

@Comorbidities include diabetes mellitus, cardiovascular disease, chronic lung disease, liver cirrhosis, chronic kidney disease; “Ulcerogenic
drugs include aspirin, clopidogrel, nonsteroidal anti-inflammatory drugs, warfarin.
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(p=0.216). T-FAAL} FEAA L} e AdFL HAE &
831 3hke] ulg A LlEfitoll A 21.3% (34%), SFAT
A 21.4% (15%), AP0 A 18.8% (15)0.& o
tHp=0.272) (Table 3).

50.1% (65%)%% dlo] Blstol 13X SkoIR S 42.0%
(B4w) 0.2 ekt 12o] Aol q Ao % o4
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A9E BE QFolA foob Bthp<0001). 9AY Kol FASHA ekoith NRYeS AR, HHo] o)
I Aol el ExE AR, el ATl HAE oA Qe A, dPHA A v
891 (55.3%), Ao|AXAA o] 72H(44.7%)0] R, SFALE & 247+ 18.2% (209), 50.0% (55'), 31.8% (36)H 1!, 1
ol A& ZH7} 43%9(60.6%), 2878(39.4%), YW= 22t A ke FHollAl= 70.0% (14078), 7.56% (156%8), 22.6% (4578)
59%(73.7%), 21%(263%) 02 Ueh} JeolA AAde]l 2 et QAHoR ol A BAEE 134
H[&o] & 228 UETHp=0.006). o2 BRSO HIgke] ST )TNl ASHHG R

H pylori 29 949 vl&e Jeizolr 49.7% 80%),  Aukihs AUl ghe A0R Uekitthp=0.042)
SHUTAA 394% (28%), ATl 51.3% (41%)0% e SRS JHAT Sl Sate] ulge o] o4
e Saatol M o R H pylori % AR UH SARLOA 427% (A79)E TLYA] o 2R
dlgo] th Worout B4 fo4e HolAt oth  115% 28%)Hrh FANS AR Qe A7t olulglA
Table 4. Comparisons of the Clinical Characteristics according to the Clinical Symptoms Suggestive of UGI Bleeding

Positive clinical symptoms Negative clinical symptoms value
of UGI bleeding (n=110) of UGI bleeding (n=200) pval

Age (yr) 64.1+15.6 60.0+14.5
Age over 65 years 65 (59.1) 84 (42.0) 0.002
Male 77 (70.0) 131 (65.5) 0.357
Type of visit 0.042

Outpatient department 20 (18.2) 140 (70.0)

Emergency room 55 (50.0) 15 (7.5)

During hospital admission 35 (31.8) 45 (22.5)
Presence of other comorbidities® 47 (42.7) 23 (11.5) 0.184
Endoscopic intervention 46 (41.8) 9 (4.5) <0.001
Location of ulcer 0.156

Gastric ulcer 66 (60.0) 47 (23.5)

Duodenal ulcer 44 (40.0) 153 (76.5)
H. pylori (+) 51 (46.4) 98 (49.0) 0.869
Ulcerogenic drug,sb 22 (20.0) 42 (21.0) 0.719

Values are presented as mean+SD or n (%).
UGI, upper gastrointestinal; H. pylori, Helicobacter pylori.

aComorbidities include diabetes mellitus, cardiovascular disease, chronic lung disease, liver cirrhosis, chronic kidney disease; "Ulcerogenic
drugs include aspirin, clopidogrel, nonsteroidal anti-inflammatory drugs, warfarin.
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Table 5. Comparisons of the Clinical Characteristics according to Age

<65 years (n=161) =65 years (n=149) p-value
Male 121 (75.2) 86 (57.7) 0.001
Type of visit 0.001
Outpatient department 97 (60.2) 63 (42.3)
Emergency room 36 (22.4) 34 (22.8)
During hospital admission 28 (17.4) 52 (34.9)
Location of ulcer 0.391
Gastric ulcer 95 (59.0) 94 (63.1)
Duodenal ulcer 6 (41.0) 55 (36.9)
Presence of other comorbidities® 3 (14.3) 49 (32.9) 0.000
Clinical manifestations suggestive of upper gastrointestinal bleeding 45 (28.0) 65 (43.6) 0.035
Endoscopic intervention 22 (13.7) 33 (22.1) 0.047
H. pylori (+) 9 (49.1) 69 (46.3) 0.627
Ulcerogenic drugsb 2 (21.5) 32 (19.9) 0.728

Values are presented as n (%).
H. pylori, Helicobacter pylori.

“Comorbidities include diabetes mellitus, cardiovascular disease, chronic lung disease, liver cirrhosis, chronic kidney disease; bUlcerogenic
drugs include aspirin, clopidogrel, nonsteroidal anti-inflammatory drugs, warfarin.
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Table 6. Relationship between H. pylori Positivity and Ulcerogenic
Drugs

Ulcerogenic drugs® (+) Ulcerogenic drugs (—)
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H. pylori (—)
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H. pylori, Helicobacter pylori.

@Ulcerogenic drugs include aspirin, clopidogrel,
inflammatory drugs, warfarin.
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Table 7. Comparisons of the Clinical Characteristics according to the Etiology of Peptic Ulcer

H. pylori or ulcerogenic Idiopathic
drugs® (n=184) (n=126) p-value
Age (yr) 61.5+16.0 61.3+13.5
Age over 65 years 84 (45.7) 64 (50.8) 0.338
Male 127 (69.0) 80 (63.5) 0.310
Location of ulcer 0.846
Gastric ulcer 113 (61.4) 76 (60.3)
Duodenal ulcer 71 (38.6) 50 (39.7)
Clinical manifestations suggestive of upper gastrointestinal bleeding 2 (33.7) 47 (37.3) 0.514
Endoscopic intervention 30 (16.3) 25 (19.8) 0.405
Values are presented as mean+SD or n (%).
H. pylori, Helicobacter pylori.
Ulcerogenic drugs include aspirin, clopidogrel, nonsteroidal anti-inflammatory drugs, warfarin.
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