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Establishment of new_diagnostic method and system of therapeutics by
comprehensive analysis of oral cancer exosomes.
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In this study, we attempted to identify tumor-promoting factors and
clinically effective biomarkers by comprehensively analyzing the expression of exosomal markers
isolated from oral squamous cell carcinoma (0SCC) cells with different metastases. We aimed to
evaluate the biological functions of the identified exosomal molecules and elucidate a part of the
molecular mechanism in the progress of 0SCC.

As a result, the metastatic exosome contained a large amount of HSP90, which is a kind of molecular
chaperone. Intraexosome HSP90 deletion also suppressed 0SCC epithelial-mesenchymal transition
levels. Elevated levels of HSP90 in exosomes have been suggested to be prognostic biomarkers and
therapeutic targets in OSCC progression.
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