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Expression and clinical significance of DNMT1 and PDCD4 in tongue squamous cell carcinoma
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Abstract: Objective To investigate the expression of DNMT1 and PDCD4 in Tongue Squamous cell carcinoma and their signif-
icance to Clinical. Methods The protein expression of DNMT1 and PDCD4 in 40 cases of TSCC tissues and The adjacent no tumor
tissues were measured by Elivision Two Step immunohistochemical method (IHC) , the relationship between DNMT1, PDCD4 and
clinicopathological parameters were analyzed. Results There was positively over expression of DNMT1 while the expression of PD-
CD4 was at a low lever or lost in TSCC tissues,the expression of two genes DNMT1 and PDCD4 in the adjacent no tumor tissues
were in contrast;there was a significant negative correlation between DNMT1 and PDCD4 expression in TSCC(r= —0. 452, P<
0.05). The expression of DNMTT1 protein were associated with histopathological differentiation types.regional lymph node metasta-
sis and TNM staging(P<C0. 05) ,it had nothing to do with age and gender;the expression of PDCD4 protein were associated with
regional lymph node metastasis and TNM staging(P<Z0. 05) ,and it had nothing to do with age, gender, histopathological differenti-
ation types. Conclusion Implying the abnormal expression of DNMT1 and PDCD4 protein might be closely related to the develop-
ment and progression of TSCC. DNMT1 may be participates in the inactivation of PDCD4 expression,and led to the development of
the cancer at last.
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