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Purpose: Caspase 2, a member of the family of ICElike
proteases, is actvated by the Fas pathway and induces
apoptosis by triggering the caspase cascade. The purpose
of this study was to determine whether the expression
pattern of caspase 2 might be associated with gastric cancer
development and if so, to determine to which pathologic
parameter it iz linked.

Materials and Methods: For the construction of the gastric
cancer tissue microarray, 78 parafin-embedded tissues con-
taining gastnc cancer areas were cored 3 times and
transferred to the recipient master block. The expression pat-
tern of caspase 2 was examined on fissue microarray slides
by using immunochistochemistry and was compared with pa-
thologic parameters, including histologic type, depth of inva-
sion, lymph node metastasis, and peritoneal dissemination.
Results: Caspase 2 was expressed on superficial and
foveolar epithelial cells and lymphocytes in the gastric
mucosa, mainly in cytoplasm. We found loss of caspase 2
expression in 41 (B2 6%) of the 78 gastric cancer tissues.
Statistically, histologic type and other pathologic parameters
were not related with loss of caspase 2 expression.
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Conclusion: Our findings provide enough evidence that loss
of caspase 2 expression may contribute to the development
of Korean gastric cancer and that it might be one of the
possible escape mechanisms from apoptosis in gastric can-
cer. {J Korean Gastric Cancer Assoc 2003;3:38-43)
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O Gastric cancer tissue
[O] Normal gastric mucosa

Fig. 1. Tissue microarray. A. Overview of tissue wicroarvay of Gastic cancer stained with caspase 2r anfibody, B. Ddagram of fssue
imicroarray organization. Tissue core biopsies of 0.6 mm in diamster were punched from preselected cancer and normal mucosal
regions of donor biock and transferred into a recipient block Cancer tissue cores are surrpunded with normasl gastic mucosa.

Fig. 2. Expression of caspase 2 io gastric mwucosa and cancer by bmumunchistochemistey. A, Gastrc mucosa, the positive reaction was
mainly seen in the cytoplasm of glandular epithelia cefls. B, Tubular adenccarcinoma, well differentiated, revealed posilive reaction
in the cytoplasm of umor cells. C, Tubular adenccarcinoma, poctly differentiated, alzo showed positive reaction in the cytoplasm
of tumor cells, D, Tubular adenocarcinoma showing irununonegativity (Criginal magnification; A, x100; B~D, x200).
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Table 1. The relationship between caspase 2 expression and patho-
logical parameters in gastric cancer

Caspase 2
Gastric cancer
+ - P-value*
Depth of invasion
AGC 25 (67.6%) 29 (70.7%)
EGC 19 (32.6%) 12 003%) 0%
Histologic type
Intestinal 23 (622%) 23 561%) .
Diffuse 14 (37.8%) 18 (43.9%)
Peritoneal dissemination
+ TA89%) T ATI%
30 (81.1%) 34 (82.9%)
Metastasis
+ IS (405%) 22 (53TF) oo
22 (59.5%) 19 (46.3%)
Total 37 41

# Chi-Square test
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