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Hypoxia-induced cancer-associated sugar chain facilitates tumor progression
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Cancer associated carbohydrate epitopes are synthesized in the pathogenesis
of cancers, however, their biological significance has been remained unclear. In the study, we
revealed that Sialyl-Tn antigen up-regulates integrin protein expression without elevation of their
transcription by stabilizing integrin protein on cell surface. The expression of sTn antigen in
cancer cells facilitates production of exosome, which induces functional alterations in receiving
cells. We obtained an inhibitor compound for the sTn antigen synthetic enzyme and found that it
directly suppresses tumor invasion without any impact on cell growth. And we successfully revealed
the pharmacological mechanism of the drug. It is suitable for developing next generation anti cancer

drugs, which can be useful for multimodal therapy.
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