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Epithelial mesenchymal transition (EMT) and stem cell-like characteristics are
important phenomena for predicting the degree of malignancy and treatment
resistance of oral squamous cell carcinoma (OSCC) . CD44 is a major marker for
stem-like cancer cells in many epithelial tumors. We show that oral squamous cell
carcinoma cells that express variant isoforms of CD44 (CD44v) rely on the activity of the
cystine transporter subunit xCT for control of their redox status. xCT-targeted therapy
may deplete CD44v-expressing undifferentiated OSCC cells and concurrently sensitize
the remaining differentiating cells to available treatments including EGFR-targeted
therapy.
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