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Purpose: The aim of this study was to investigate the im-
pact of survivin expression and the decrease or loss of KA
on the clinical stage and the survival rate in gastric adeno-
carcinomas.

Materials and Methods: Expressions of survivin and KA1
swere immunohistochemically determined in 40 cases of
gasinc adenocarcinomas. The survivin and KA1 expres-
sions were also analyzed by using western blots in 14 cases
among them.

Results: Resected gastric cancer specimens from 40 pa-
tients (intestinal type: 15 cases and diffuse type: 25 cases)
were evaluated immunchistochemically. Survivin protein ex-
pressions were significantly  higher in diffuse types (P=003)
and in advanced clinical stages (UICC TNM Il and Il
P=002). In confrast, a decrease or loss of KA1 expression
had no statistically significant correlation with the Lauren
classification or the clinical stage. Survivin protein positivity
was associated with an unfavorable prognosis. Decrease or
loss of KAI-1 was associated with a shorter disease free
survivial rate (P<<001) The western blot data [(n=14) in-
dicated that neither survivin protein over-expression nor KA
down-expression had an significant corelation with the Lauren
classification or the clinical stage.

Conclusion: In gasiric carcinomas, survivin over-expression
and decrease or loss of KA1 were associated with un-
favorable prognosis, being independent prognostc factors
along with the clinical stage and the disease free survival
rate. {(J Korean Gastric Cancer Assoc 2003;3:44-49)
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3} Western blot analysis

o &L F447] 1 ml lysis buffer (150 mM NaCl,
20 mM Tiis pH 8.0, 1% (V/V) Nonidet P-40, I mM phenylme-
thylsulfonyl flucride, 10sg/ml leupeptin} & ©) &, A& &
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Table 1. Survivin expression related Lauren classification and
TNM stage

Fig. 1. Microphotograph of immunchistochemical staining of
survivin and KAI-1 protein. A. Positive expression of
survivin protein for nucleus and cytoplasm of lymphatic
tumor embeli (%200). B. Positive expression of KAI-1
protein for cytoplasm of adenocarcinoma (%2003 C.
Negative expression of KAT-1 protein for signet ring cell
type of adenocarcinema (%200}).

Table 2. KAI-1 expression related to Lauren Classification and

TNM stage
Expression Negative Positive (+} Positive {++) P vale Expression Negative DPosifive (+} Positive (+4 P value
{Total mmber)} {n=10} n=12} n=18} {Total mumber) (n="T} {n=15} {n=18)
Lauren classification 0.03 Lauren classification >0.05
Intestinal type 7 (70.0%) 2 (16.7%) 6 (33.3%) Intestinal type 2 (28.6%)} 4 {26.7%) 9 (50.0%)
Diffuse type 3 (30.0%) 10 (83.3%) 12 (66.7%) Diffuse type 5 (71.4%) 11 (73.3%) 9 (50.0%)
UICC TNM stage 0.02 UICC TNM stage >0.05
1 1 (10.0%) O (00%) 0 (0.0%) 1 0 (0.0%) 0 (0.0%) 1 (5.6%)
| 3 {(30.0%) 0 (0.0%) 2 {111%) I 0 (0.0%) 1(6.7%)y 4 (222%)
I 6 (600%) 11 91.7%) 11 (61.1%) m 6 (85.7%) 11 (73.3%) 11 (61.1%)
v 0 (0.0%) 1 (83%) 5 (272%) v 1 (14.3%) 3 (200%) 2 {11.1%)

I+ = 6~50% positive tumor cells, 2+ = 51~100% positive tumor
cells

1+ = 6~50% positive tumor cells, 2+ = 51~ 100% positive tumor cells
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Fig. 2. Survivial analysis according to survivin expressiomn.
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Fig. 3. Swvivin and KAT-1 expression in western blot. Upper lane
shows western blot of survivin protein. 8, 9, 13 show
pesitive reaction. Lower lane shows western blot of KAT-1
protein. 2, 3, 4 show positive reaction, but 1, 5, 6, 7 show
negative reactior. Pc 3: Human prostatic cancer cells
{Positive control), NM: Normal stomach tissue, Sample
Number 1:96-8252, 2:96-8423, 3:06-8937, 4:96-8044, 5:97-
10059, 6:97-1921, T:97-1982, 8:97-6351, 9:97-8728, 10:
79699, 11:97-9768, 12:98-1130, 13:98-1171, 14:98-1178.

E59 TNM 7)ol whg 23 23He Table 294 2 2)3l4
oh. KAL-1 5had b4 <k Lauren 2574 TNM ¥ 7] Aol
ol BATA AR FA7 Yo P>0.05).
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Survivin Tl Bt okAbel] whE AJEES W FokA T
S oz B TE0 54 olEel vl AEE) w
k3 o= AT R Fo3lchP< 001, Fig 2). KALL
chijtd okdbel] WpE AE B4 ARE Hd oz
B of| Zo| A o= Blde] AW oS APSg ol
o g3 ol FAEE ez fsld P <001).

4} Western blot analysis

14od]e]] T Western blot 22} survivin $Hila} KAI-1 &
w Bhed o] okARS Table 33} Table 4o A gl3lE chFig. 3).
Survivindt KAI-1 thed o] 0t8) of 5.9} Lauren 7 ¥ TNM

Table 3. Clinicopathological analysis of Survivin expression by
western blot

Negative (n=4)} Positive (n=10} P value

Lauren classsification >0.05
Intestinal type 3 (75.0%) 5 (50.0%)
Diffuse type 1 (25.0%) 5 {50.0%)

UICC TNM stage >0.05
I (n=3}) 1 {25.0%) 2 {20.0%)
I (n=11} 3 (75.0%) B {80.0%)

Table 4. Clinicopathological analysis of KAI-1 expression by
western blot

Negative (n=8)} Positive (m=6) P value

Lauren classsification >0.05
Intestinal type 4 (50.0%) 4 (66.7%)
Diffuse type 4 (50.0%) 2 {33.3%)

UICC TNM stage >0.05
I m=3}) 1 (25.0%) 2 (20.0%)
I {n=11} T (75.0%) 4 (66.7%)
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