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Low expression of DNA demethylation enzyme TET? is tightly associated with metastasis of gastric cancer
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[ Abstract |

Objective To investigate the expression of DNA demethylation enzyme TET2 and E-cadherin in gastric cancer

tissue and their clinical significance. Methods The expressions of TET2 and E-cadherin protein in gastric cancer tissue specimens
from 100 operatively treated patients in our hospital were examined by immunohistochemical staining. Their correlation with several
clinicopathological characteristics and prognosis was anlyzed. Results The high expression rates of TET2 and E-cadherin in gastric
cancer tissue were 24 % (24/100) and 26 % (26/100) respectively, which were significantly lower than 82. 8% (21/29) and 65. 5%
(19/29)in the adjacent normal mucosa(P<C0. 05). The expression rates of TET2 and E-cadherin in the gastric caner tissue with
TNM stage [l and limph node metastasis were significantly decreased (P<C0. 05). The total survival rate and the non—metastasis
survial rate in the TET2 or E-cadherin low eapression group was significantly lower than those in the TET2 or E-cadherin high ea-
pression group(P<C0. 05). The TET2 expression was positively correlated with the expressions of E-cadherin in the gastric cancer

tissue(P<C0. 01). Conclusion The TET2 expression is positively correlated with the expressions of E-cadherin. The low expressin

of TET?2 is closely related with gastric cancer metastasis, which indicates the poor prognosis.
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