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Abstract: Objective To investigate the expression of caudal type homeobox transcription factor — 2
(CDX2) and mucin 2(MUC2) in atrophic gastritis and gastric carcinoma, and their correlation with atrophic
gastritis and gastric carcinoma. ~ Methods Tissue chips containing 30 atrophic gastritis specimens, 41 gastric
carcinoma specimens,and 30 normal gastric mucosa specimens were constructed by tissue microarray technolo-
gy, at the same time,the expressions of CDX2 and MUC2 in tissue microarrays were determined by using im-
munohistochemistry.  Results Neither CDX2 expression nor MUC2 expression occurred in normal gastric
mucosa tissue specimens. High expression of CDX2 (100%) and MUC2 (72.40%) occurred in atrophic gastri-
tis specimens. Gastric carcinoma mucosa had CDX2 — positive expression (66. 67%) and MUC2 — positive ex-
pression (13.89%). The comparison of CDX2— and MUC2— positive expression among different gastric mu-
cosa specimens yielded statistical significant differences ( P <{0. 001). The expression of CDX2 and MUC2 in
gastric carcinoma tissues had no association with patients” age, depth of invasion, lymph nodes metastasis and
TNM staging ( P >>0.05). Compared the males with CDX2— positive gastric cancer to that of females, there
was statistically significant difference ( P <C0. 05). The expression of CDX2 had no association with histological
type, tumor differentiation grade ( P >>0. 05). The expression of MUC2 in tumors with different histological
type, different differentiation yielded statistically significant difference ( P <C0. 05). The expression of CDX2
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had no positively correlation with MUC2.

Conclusion The expression of CDX2 and MUC2 plays an impor-

tant role in the development of gastric mucosa intestinal metaplasia,also in the development of gastric carcino-

ma.
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