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Quiescent tumor cell models for regulating tumor dormancy
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Suppression of CYLD expression by siRNA in head and neck squamous cell carcinoma
(HNSCC) cell lines led to an increase in GO phase. Although, to establish a quiescent tumor cell model,
we utilized Tet-on sShRNA to regulate CYLD expression, the knockdown efficacy has been insufficient.
Therefore, further investigation is needed.
Besides, we established a dormant bone marrow-disseminated tumor cell (BM-DTC)-derived subclone using
0SCC cell line, HEp3. Using this subclone, we reported that intrinsic TGF-3 2-SDF-1-CXCR4 signaling was
important for slow-cycling state and drug resistance in dormant BM-DTC.
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