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Table 1. Correlation between EphB2 expression and pathologic

parameters
EphB2
Pathologic parameters P-value*
+ _
Depth of invasion 0.7667
EGC 16 10
AGC 37 20
Histologic type 0.1683
Intestinal 33 14
Diffuse 20 16
L/NJr metastasis 0.0344
+ 23 20
- 30 10
Peritoneal dissemination 0.8993
+ 10 6
— 43 24
Total 53 30

*Chi-Square test; lemph node.

Fig. 1. Expression of EphB2 in gastric mucosa and carcinomas.
(A) Gastric mucosal epithelial cells showed positive immunore-
activity for EphB2 in membrane and cytoplasm. (B, C) In gastric
adenocarcinoma, immunostaining for EphB2 showed positivity
and negativity in cancer cell. (Original magnification; A-C, X
200).
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Square test, P=0.0344). T.2]1} E2} 5} (peritoneal dissemi-
nation)#} EphB2 vh] e £A7 e FAIM SR oujgle
AP & AT 4 Y ck(Table 1).
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= Abstract =
Expression Pattern of EphB2 in Gastric Cancer

Jae Hwi Song, M.D., Chang Jae Kim, M.D., Young Gu Cho, M.D., Cho Hyun Park, M.D.", Suk Woo Nam, Ph.D.,
Nam Jin Yoo, M.D., Jung Young Lee, M.D. and Won Sang Park, M.D.

Departments of Pathology and 'Surgery, College of Medicine, The Catholic University of Korea, Seoul, Korea

Purpose: The EphB2 receptor, a member of the receptor tyrosine kinase family, is a target gene of the Wnt signaling
pathway and may achieve a tumor suppressor function through regulation of cell growth and migration. Our aim was to
determine whether an altered expression of EphB2 might be associated with gastric cancer development and, if so, to
determine to which pathologic parameter it is linked.

Materials and Methods: For the construction of the gastric cancer tissue microarray, 83 paraffin-embedded tissues containing
gastric cancer areas were cored 3 times and transferred to the recipient master block. The expression patterns of EphB2
were examined on tissue microarray slides by using immunohistochemistry and were compared using pathologic parameters,
including histological type, depth of invasion, lymph node metastatsis, and peritoneal dissemination.

Results: The EphB2 protein was expressed in the normal gastric mucosal epithelium, especially in the bottom of the mucosa.
We found loss of EphB2 expression in 30 (36.1%) of the 83 gastric cancer tissues. Statistically, loss of EphB2 expression
was more common in gastric cancer with lymph-node metastasis. There was no significant correlation between EphB2 expres-
sion and depth of invasion, histologic type, or peritoneal dissemination.

Conclusion: Our findings suggest that loss of EphB2 expression may represent a critical step in gastric carcinogenesis.
(J Korean Gastric Cancer Assoc 2006;6:25-30)
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