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Abstract:Objective To investigate the expression and clinical significance of long non-coding RNA (In-
cRNA) FOXC2-AS1 and Zeste gene enhancer homolog 2 (EZH2) in colorectal cancer (CRC) cancer tissue.
Methods Real-time fluorescent quantitative PCR was used to detect the expression of IncRNA FOXC2-ASl1
and EZH2 in 86 cases of CRC cancer tissues and adjacent tissues. Immunohistochemistry was used to detect
the protein expression of EZH2 in cancerous tissues and adjacent tissues. Pearson linear correlation analysis
IncRNA FOXC2-AS1 and EZH2 expression correlation. The relationship between the expression of IncRNA
FOXC2-AS1,EZH2 and clinicopathological characteristics in cancer tissues was analyzed by statistics. Kaplan-
Meier survival curve was used to analyze the difference of 5-year overall survival rate of patients with different
IncRNA FOXC2-AS1 and EZH2 expression. Results Compared with adjacent tissues,the expression levels of
IncRNA FOXC2-AS1 and EZH2 mRNA in cancer tissues were increased (P <C0. 05),and the positive rate of
EZH2 protein expression was higher (P<C0. 05). There was a positive correlation between IncRNA FOXC2-
AS1 and EZH2 mRNA expression levels in cancer tissues (r =0.623, P <C0.05). The expression of IncRNA
FOXC2-AS1 and EZH2 in cancer tissues were related to tumor stage (P <C0. 05),but not related to the pa-
tient's gender,age,tumor size,tumor location, tumor differentiation,and lymph node metastasis (P >>0. 05).
Kaplan-Meier survival curve analysis showed that the 5-year overall survival rate of patients with high In-
cRNA FOXC2-AS1 and EZH2 expression were lower than that of patients with low IncRNA FOXC2-AS1 and
EZH2 expression (P<Z0. 05). Conclusion The expressions of IncRNA FOXC2-AS]1 and EZH2 are up-regula-
ted in CRC cancer tissues. The high expressions of IncRNA FOXC2-AS1 and EZH2 are related to tumor
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stage,and they are expected to become new molecular markers for evaluating tumor prognosis.
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