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Table 1. Demographic and clinical characteristics of patients

Age (mean) 58
Sex
M 61 (59.2)
F 42 (40.8)
Depth of invasion
Tis 2 (19
T1 40 (38.8)
T2 27 (26.2)
T3 26 (25.2)
T4 8 (7.8)
LN
NX 1 (1.0)
NO 42 (40.8)
N1 23 (22.3)
N2 14 (13.6)
N3 23 (22.3)
TNM stage
0 2 (1.9)
1 45 (43.7)
I 14 (13.6)
m 17 (16.5)
v 25 (24.3)

Data are n (%) except age (mean age).

4 SAol) glolA] Lauren B-Frol] wE o} = v
¥ /23] (diffuse/intestinal/mixed/unclassified), A|E.2] A Hg
A A & (mucinous/non-mucinous) & E-H3}g 7 ¥Wwle] =7]
> ‘3”]’51(7‘”ﬂ xgt7)e) Adizke 2 vlstAY WA el 10
cm’ vk} o] 4o & o] B3lsto] ulm HAet e Foke]
Q%]+ =9 F-(mid body -+ upper body + cardia) *t= 4¢3
(antrum + angle +lower body)
middle 1/3 (lower body+mid body) =+= upper 1/3 (upper
body +cardia) 2 H-+8to] vlizsldch

Aule] 9= AL Z Updated Sydney system (11)off w}&
Zo F9 9899 9% AE©O: normal, 1: mild, 2:
moderate, 3: marked)ol] whetA] Efeted 0 EE 1+2+3 =
2o 9% u FEol afehd) 0+1 EE 24308 BES
of 2Asc

zzq tl-zq /L

) lower 1/3 (antrum+angle),

BAD 99 shebel Fof 2% A
A Zofol —‘1_—9]—,._0]] u}z} A (well, moderate, poor, signet ring
cell2 EF319 3 A§A =¥ pT0, pTl, pT2, pI3, T4E 2z}
zb vlas Ay 27|94 ET0-1) v A PL(pT24), H=Z4
A o] o Bl pNO, pNI, pN2, pN32 77} vl Za}AL pNo
(LN negative) =+ pN1-3 (LN positive) & 2 H-Fslo] A}
RAE Wbl S0l A s
A ke, WEY A2 A9
A#h41%. Pep 119 el U3
w7 Shelo] BRI EL 71F
2ARHAEAR S Duncand) uh-am W) 39 Wilco-
xon rank sum ZBHH 5% A% A3poll Aeeich 5
A FATFL 005 ofslZ SR I BE FAIEA L SAS
version 9.1-8 o] &3}t

[
r

= o}

t4to] ® 33} 1039 £ YAl 611
o FFdH L 5841% ch(Table 1).
A A4 1038 = 91%9] 94nol| A $jZ2-e Tuksla gl

, o7 4290 %)

94 0. (Table 2) A8z}t wukA 2¢kol] QlolA] SA - o
i oJu] 9J¥& pep YY) Xtol= $191tH(Table 2). Pep 119

T2 ¢ H]_T:Lo 73 §-oll pep I/II-& mucinous type, 259
°ﬂ AZol e A5 2 FUdo) T A5l Ao
FokFHddl fFo] e TS o2 FAM AT E
FFol 75 F A5 WAV W5 pep U] ofn]
%A ni‘fﬂ‘}iu}- GAES LEIHE Kol 3t A%k
A ZESE 3kAtol| vlsted pep Illo] 2fn| YA ZH4zstdct. F

of

ko] 9x)|, a5, F=ZA Aol o X g Lauren ¥-Fol] u}
2 Fope| o}9E pep IS WSt FANAE Sjn] g)
E g Ho|x ehghrh(Table 2),



160 [HSHHUSISIX) : KIS H HI3E 2005

Table 2. Mean pep I/II and proportion of pep J/II<3 by various
clinical factors

Pep I/II Pep I1I1<3
N
(mean) (percent)
Mucinous 4 1.29 100%
Non-mucinous 99 2.99 57%
P=0.0288 P=0.1382
tumor size
>10 cm’ 55 2.64 67%
<10 cm’ 48 3.24 48%
P=0.0491 P=0.0469
Cell differentiation
Well 5 1.72° 80%
Mod 25 293 64%
Poor 57 2.98 54%
Signet ring 10 347° 40%
*P=0.4059
Peritumoral atrophy
+ 94 2.83 62%
— 9 3.89 22%
P=0.0466 P=0.0323
2+3 67 2.80 64%
0+1 36 3.15 47%
P=0.2760 P=0.0961
Tumor size in patients with peritumoral atrophy
>10 cm’ 48 2.44 3%
<10 cm’ 46 323 50%
P=0.0083 P=0.0223
Location
Proximal 24 3.01 50%
Distal 79 2.89 61%
P=0.7412 P=0.3492
Upper 1/3 14 3.47 43%
Middle 1/3 34 2.99 53%
Lower 1/3 55 2.74 65%
P=0.2309
Depth of invasion
EGC 41 3.12 56%
AGC 62 2.79 60%
P=0.2851 P=0.7184
LN metastasis
- 42 322 42%
+ 60 2.72 60%
P=0.1064 P=0.1796
Lauren’s classification
Diffuse 37 3.08° 36%
Intestinal 56 277" 54%
Mixed 5 2.92° 5%
Unclassified 5 3.38° 5%
*P=0.2617 P <0.0001
Total 103 29 58%

pep I/II = pepsinogen I and II ratio; *Duncan’s multiple range test
(same letter indicates non-statistically sign).
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= Abstract =
Clinical Correlation between the Serum Pepsinogen Il Ratio and Gastric Cancer

Dae-Ho Ahn, M.D., Hae-Yoon Kang, M.D.", Kang-ll Kim, M.D.", Se-Hyun Kim, Ph.D.? and Sung-Pyo Hong, M.D.}

Departments of Surgery, 'Pathology, “Preventive Medicine, *Internal Medicine, CHA University, Seongnam, Korea

Purpose: In order to clarify the carcinogenesis mechanism from chronic atrophic gastritis toward gastric cancer, we measured
the pepsinogen | and Il and compared their ratio with several clinical findings.

Materials and Methods: We measured the preoperative serum pepsinogen | and Il by using a radio-immunoassay
and compared their ratio with several clinical findings, such as tumor size, mucinous vs non-mucinous tumor, cell
differentiation, tumor location, depth of invasion, lymph-node status, Lauren's classification, and peritumoral atrophy
in 103 consecutive patients with gastric adenocarcinomas who had received resections at Bundang CHA Hospital during
the period from July 2003 to February 2005.

Resuits: There were significant differences in the serum pepsinogen I/l ratio between patients with mucinous vs
non-mucinous tumors (n=4 vs 9 and mean pep I1=1.29 vs. 2.99, P=0.0288), with tumor size more than and less
than 10 cm’ (n=55 vs. 48 and mean pep 1I=2.64 vs. 3.24, P=0.0491), and with or without peritumoral atrophy (n=94
vs. 9 and mean pep Wl1=2.83 vs. 3.89, P=0.0466). In patients with peritomoral atrophy, the pepsinogen I/l ratio was
also lower in larger tumors (n=48 vs. 46 and mean pep 11=2.44 vs. 3.23, P=0.0083). Well-differentiated carcinomas
showed significantly lower serum pep I/l ratios than signet-ring-cell types. There was no correlation between serum
pep I/l ratio and tumor location, depth of invasion, lymph-node status, or Lauren's classification.

Conclusion: We proved the existence of a correlation between serum pepsinogen level and musosal atrophy, but
these results are not sufficient for clinical application of serum pepsinogen level as a screening tool for gastric cancer.
(J Korean Gastric Cancer.Assoc 2005;5:158-162)
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