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Influence of RhoC on Apoptosis and Cancer — stem — cell - marker - ALDH1A1 and Morphology in Hep2 Laryngeal Squamous Carcinoma
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Abstract Objective To investigate the effects of RhoC on biological behavior in the laryngeal squamous carcinoma. Methods By
delivering exogenous gene into Hep2 laryngeal squamous carcinoma cell line, we alternatively repressed and strengthened the expression of
RhoC. We tested the apoptosis of Hep2 tumor cell line with TUNEL, visualized tumor cells shape by staining cell skeleton with Alexa fluor
phalloidin, measured the mRNA of CSC marker ALDHI1A1 with QPCR. Results After repressing the expression of RhoC in Hep2 cell
line, the apoptosis of cancer cells was elevated, the expression of CSC marker ALDH1 A1 was significantly decreased. RhoC impacted the
shapes of Hep2. Conclusion RhoC havd a positive role in LSCC metastasis. RhoC is a promising target of anti — metastases in LSC.
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