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Table 1 The relation between clinical pathological parameter and KAIl protein expression in gastric cancer

The positive frequency of

KAIIl protein expression intensity

Clinical pathological factors Cases . A
KAII protein (PU=xts, n=10)
%o (+/n)

Histological type 56 55.4 (31/56) 33.56 £2.23
Mucoid adenocarcinoma 33 48.5 (16/33) 32.56 +2.26
Tubular adenocarcinoma 23 65.2 (15/23) 32.78 +2.38

Differentiation degree
High differentiation 16 62.5 (10/16) 34.12 £2.76
Middle differentiation 9 66.7 (6/9) 34.05 +1.91
Low differentiation 31 48.4 (15/31) 32.59 £2.23

Depth of infiltration
Superficial muscular layer 11 90.9 (10/11) 32.87 +£2.35
Deep muscular layer 12 66.7 (8/12) 34.03 £ 2.66
Serosa layer 19 47.4 (9/19) 32.87 £2.93
The tissure away from serosa 14 28.6 (4/14)* 34.03 +1.79

Lymph node metastasis
negative 31 83.9 (26/31) 33.49 +2.34
positive 25 20.0 (5/25)4 33.58 £ 1.67

TNM stage
[+11 29 82.8 (24/29) 34.75 £ 1.78
+1v 27 25.9 (7/25)" 33.14 £ 2.14

*P<0.01, compared in groups of different depth of infiltration; 4 P<0.01, vs lymph node metastasis positive group; ® P<0.01, vs TNM

stage I+II group.

Table 2 The relation between KAIl protein expression and survival rate in gastric cancer

The positive frequency of

KAIl protein expression intensity

Survival Time Cases
KAIl protein (PU=xz%s, n=10)
% (+/n)
Less than 1 year 8 37.5 (3/8) 33.38 +2.38
More than 1 year 20 55.5 (11/20)* 33.23 £2.34

*P>0.05, vs the group of less than 1 year.
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Fig.3 Polyacylamide gel electrophoresis (PAGE) of D11S1344
locus

There was no difference between tumor tissue (1C, 2C) and their
normal tissue (IN, 2N), respectively.

3 3N 4C_ 4N

Fig.4 Polyacylamide gel electrophoresis (PAGE) of D1151326
locus

There was no difference between tumor tissue (3C, 4C) and their
normal tissue (3N, 4N), respectively.
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PR A 22 A T A5 DR AP ) — > R 2k BRAR S
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h R I K ATLL % X MSTATLOH FZI% 4T &5 . Tagawa
skt 46 BilfitiyE KAI1 2K D11S1344. D11S1326
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Expression and Genetic Instability of KAI1 Gene in
Chinese with Gastric Cancer

Yue-Qin Yang, Xue-Rong Chen', Feng-Yun Zheng, Xian-Tu Zhang', Ji-Cheng Li*
(Institute of Cell Biology, Zhejiang University, Hangzhou 310031, China; ‘Taizhou First Hospital of Zhejiang,
Huangyan 318020, China)

Abstract The aim of the study was to study the expression of KAIl protein and the genetic instability of
KAIl gene, and their relationship with clinical pathological behaviors in Chinese with gastric cancer, which will
illustrate the evaluation of tumor metastasis and the prognosis in gastric carcinoma, and provide experimental basis
for the mechanism of KAIl gene. Techniques such as Envision immunohistochemistry and Leica-Qwin computer
imaging techniques were used to assess the expression of KAIl protein. DNA extraction from formalin-fixed paraffin-
embedded tissues, polymerase chain reaction-single strand conformation polymorphism (PCR-SSCP), ordinary
silver stain were used to study microsatellite instability (MSI) and loss of heterozygosity (LOH) of locus D11S1344
and D11S1326. In our experiment, the expression rate of KAI1 protein was 55.4% (31/56). With the infiltration of
tumor, the frequency of KAIIl protein appeared decrease tendency (P<0.01). Moreover, the frequency in lymph
node metastasis cases was (83.9%) significantly higher than those without (20.0%, P<0.01). Stage TNM I+I11 (82.8%)
also exhibited higher frequency of KAI1 protein than stage TNM III+IV (25.9%, P<0.01). However, none of 56
gastric cancers showed LOH or MSI at locus D11S1344 and D11S1326. The results indicated that the expression of
KAI1 protein has great relationship with the infiltration of tumor, the lymph node metastasis and the prognosis of
gastric carcinoma. There is rare LOH or MSI in KAIl gene in gastric carcinoma.

Key words 'KAII gene; gastric carcinoma; immunohistochemistry; microsatellite instability; loss of
heterozygosity
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