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(Sorin Biomedica, Saluggia (Vercelli, Italy) Kit &
AHEEtaich @4 PG 1A= A o)A} w8 =l
FA ddEA e U7 HERFE ez At
ZAE viglo 2 3lo] 80ng/mbAz| & A4 wgg 7}
3k et

3. 84 2|

Azoldel Y4 PGIA Hiel wime $AHEA
(ANOVA) & ol §sled 4 shsich.

< =
1. 2} ZollM2| Wi PG 1x2| 8@

A2 Ak BAF (1) 3 7T (T34 8
A PG IA9 #HFe 7zt 104144, 74+29ng/mlz A
22| 5724 ng/mlol] wlal) EA=H o8 f-olahA ¥
2%cH(p<0.001) (Table 1),

2. {oixIF Wt extFEot 8| JHFFALO|ofA
SH PG Ixef Aa

4 PG Ix7} 80ng/mlel#ta] AlolA# #ok gz}
£9 M 205 Foll A o]E9 €3 PG I} A4S
ol 80ng/mle]3l-& viehd Algto] 16el (80%) oI,
80ng/ml o]4te 2 Agslo] glul Abahg 49 (20%) ©]
et 2@d] 4 PG 147} 80 ng/ml o) 4o 2 A4
o] = Aol A Al FApEel 71F 4ol FolA = &
3 PG 1A~} 80ng/ml o}3lal Abgto| 264 (59%), 80
ng/ml o] 2 vjA4A 02 Agslo] gl Alghe 18
ofl (41%) e1%ich, olelzte] &A PG Ix7} H& Alo)A
3 HF FAEANNE 15 7HEEAME £27} EolA
UE S Bolx, zFe €3 PG A7 "HelA
Ao 25 FFEEAE A PG 147 HeiA g
€ AT Holvt A folAg Molxe it
p>0.05) (Table 2),

3. B3 WA PG Ixiele] #Al

AolA A Aok FAFF F-e 57, vl FA-E 189
o|gidl o] el e A PG Ixl+ #Fe] 7 111+
47, 84+35ng/ml2 M, FdFo] vlFdFol vlsle] ¥
A PGIXN- EAAezZ R34 4 (p<0.01)
(Table 3). &

Table 1. Serum Pepsinogen | Level

Serum PGI Group | Group |1 Group 11
{ng/ml) {n=85)(%) (n=64)(%) (n=52)(%)
< 80 27 ( 32} 42 ( 66) 45 ( 86)

> 80 58 ( 68) 22 ( 34) 7( 14)
Mean (:SD) 104 (+44)% 74 (£29)% 57 (£24)

* p < 0.001 compared with group I,

PGI : Pepsinogen 1.

Group | : Duodenal Ulcer Patients,

Group |l : Family members of ulcer patients.
Group HI : Normal Control.

Table 2. Relationships of Serum PGl Levels Between
Group | and Group 1]

Group 1 : Serum PGI < 80 ng/mi
Group Il : Serum PGl < 80 ng/ml —— 80%
Serum PGl > 80 ng/m] — 20%

Group | : Serum PGl > 80 ng/m|
Group Il : Serum PGl < 80 ng/m| —— 59%
Serum PGl > 80 ng/ml —— 41%*

* NS
Group | : Duodenal ulcer patients,
Group I : Family members of ulcer patients.

Table 3. Serum PGl Level and Smoking

Serum PG| Smoker Non-smoker
(ng/mi) {n=57} (%) {n=18) (%)
<80 12( 21) 10{ 56)
> 80 45 ( 79) 8 ( 44)
Mean (25D) 111 (247)* 84 (£35)

*n <001

PGl : Pepsinogen |.

4. H, T8N Y Yx Lo{x W PG Ixe| we}

Aol 24 Aok FAbFF 19604 o)A Hok 28
Aol H, &4 2 &4 (ranitidine) & g7} Foidln
Wt Foll A PG IAE 343le, Fojda} oo
YA PG [AF vimsle] L4E of ol 5 ¥4 PG Ix9
BEE 27 122448, 122+70ng/ml2 A H, 484
AA Fod A F Alelol] Wk zbo]s} §i%icH(p>
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== Abstract =

Serum Pepsinogen I Levels
in Duodenal Ulcer
— Significance as a Genetic or Acquired Marker
for the Pathogenesis of Duodenal Ulcer —

Su Gang Cha, M.D.,, Tae Ho Kim, M.D.
June Sung Lee, M.D,, Jae Jun Kim, M.D.
Yong Tae Kim, M.D.,, Yong Bum Yun, M.D.
In Sung Song, M.D., Kyoo Wan Chei, M.D.
and Chung Yong Kim, M.D.

Department of Internal Medicine,
Seoul National University College of Medicine,
Liver Research Institute, Seoul, Korea

Background; Peptic ulcer is a heterogenous disease
which has genetic or acquired factors in the develop-
ment of the disease. Serum pepsinogen 1 (PG I) was
reported as a marker of the genetic factors. But it is less
reported about the relations between serum PG I and
acquired factors in the development of the disease. The
aim of this study was to evaluate serum PG [ levels as
the genetic or acquired factors in the development of
duodenal ulcer.

Methods: Fasting serum PG I levels were tested in 85
patients with duodenal ulcer, 64 their family members,
and 52 normal controls.

Results:

1) Serum PG I levels in duodenal ulcer patients (104
44 ng/ml) and their family members (74 +29 ng/ml) were
significantly higher than that of the control subjects
(57+24 ng/ml)}(p<0.05). 2) The PG I levels of the
family in their family members (78 +30 ng/ml) who had
duodenal ulcer patient with elevated PGI levels in their
family were somewhat higher than that of the family
members (67+19ng/ml). who had the duodenal ulcer
patients with normal PG I levels, but the difference did
not acquire statistical significance (p<0.05). 3) The
mean serum PG I level of smoker (111+47 ng/ml) was
higher than that of non-smoker (84+35ng/ml). 4) The
mean serum PG I levels did not change in duodenal ulcer
patients even after the treatment with H,-receptor
blocker.

Conclusion: These results suggested that serum PG
levels may be useful as a genetic marker in duodenal
ulcer disease, but might be affected by acquired risk
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factor like smoking as well.

Key Words: Duodenal ulcer, Serum pepsinogen I,
Smoking, Genetics
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