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Elucidation of the cancer progression through the albl integrin pathway for
establishment of a novel treatment for tumor growth
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Significant SEMA7A upregulation was detected in the cell lines and most
primary 0SCCs compared with the normal counterparts. The SEMA7A expression level was correlated
closely with tumoral size and metastasis. In vitro, cellular growth, migration, and invasion in
SEMA7A knockdown cells significantly decreased with inactivated extracellular regulated kinase
ERK), and cell-cycle arrest at the Gl phase resulting from upregulation of the cyclin-dependent
kinase inhibitors, including p21Cipl and p27Kipl. These data indicated that SEMA7A may play a role
in 0SCCs via MAPK signaling cascades, making it a potentially useful diagnostic/therapeutic target
for use in patients with OSCC.
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