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Expression of metastasis-associate gene 1 and vascular endothelial factor in oral squamous
cell carcinoma and its correlation with tumor invasion and metastasis
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Abstract: Objective To investigate the expression of metastasis-associate gene 1 (MTA1) and vascular endothelial
factor (VEGF) in oral squamous cell carcinoma (OSCC) and its correlation with OSCC invasion and metastasis. Methods
Real-time quantitative polymerase chain reaction (RT-PCR) and immunohistochemistry (IHC) method were used to detect the
expression of MTA1 and VEGF in OSCC tissues, adjacent tumor tissues and adjacent normal tissues of the patients with
OSCC. Results There were statistical differences in the positive expression rates of MTA1 and VEGF in the adjacent normal
tissues and in the OSCC tissues as well as relative expression of MTA1 mRNA and VEGF mRNA in OSCC tissues, adjacent
tumor tissues and adjacent normal tissues (P<0.05 or 0.01). There was also statistical difference in the relative expression of
MTA1 mRNA in the high, medium and low differentiated groups (P<0.01). The positive expression rate of MTA1 with
cervical lymph node metastasis was significantly higher than that without cervical lymph node metastasis (P<0.05). The
expression of MTA1 and VEGF as well as MTA1 mRNA and VEGF mRNA in OSCC tissues were positively correlated
(r=0.588, 0.826, P<0.05 or 0.01). Conclusions The expression of MTA1 in OSCC is related to the pathological grading of
OSCC and the metastasis of cervical lymph node. MTA1 and VEGF may play a synergistic role in the invasion and metastasis
of OSCC.
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