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[Abstract] Objective

tasis in human patients. Methods

To investigate the role of STMNI in esophageal squamous cell carcinoma(ESCC) invasion and metas-
We quantified STMNI1 in 150 paraffin-embedded ESCC primary tumor and paired adjacent non-
cancerous samples by immunohistochemistry. The association between STMNI1 protein expression and the clinicopathological char-
acteristics of ESCC was explored. The STMNI1 siRNA(siSTMN1) or scramble siRNA(SCR) were transient transfected into ESCC
TE-1 cells. The mRNA and protein levels of STMNI1 were detected by qPCR and Western blot in the TE-1 cells of different
groups. Wound-Healing Assay,in vitro invasion and metastasis assays were used to investigate the effect of silencing STMNI1 on the
invasion and metastasis of ESCC cells. Results Positive immunoreactivity for STMNI1 was observed primarily in the cytoplasm of
ESCC cells. The segregation of the ESCC patients into STMNI1-positive and STMNI1-negative groups significantly correlated with
TNM stage and lymph node metastasis. Furthermore, we found that the patients with STMNI-positive ESCC had significantly
worse prognoses than those with STMNI1-negative ESCC. Down-regulation of STMNI significantly reduced TE-1 cells invasion and
metastasis. Conclusion We report that the dysregulation of STMNI1 may play a key role in the regulation of invasion and metastasis
in ESCC cells and that STMNI is a potential biomarker for ESCC prognosis.
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