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Expression of SHIP2 protein in laryngeal squamous cell
carcinoma and its clinical significance

ZHOU Xiao - juan , ZHANG Jun - jie , TAN Guo -lin , et al.
( Department of Otolaryngology - Head and Neck Surgery , The First Hospital of Changsha , Changsha 410005 ,
China )

Abstract :  Objective  To investigate the expression of SHIP2 protein in laryngeal squamous cell carcinoma
(LSCC) and its clinical significance. Methods  Immunohistochemisiry was performed on paraffin - embedded
tissue specimens to investigate SHIP2 protein expression , which included 54 specimens of LSCC and 16 adjcent
tissue samples. Results The significantly increased SHIP2 protein expression was identified in both LSCC tissue
and cell lines and the overexpresion was tightly associated with LSCC T classification , clinical stage , metastasis
and recurrence ( P < 0. 05 ). The disease-free survival and overall survival rates of patients with SHIP2
overexpression were lower than those with low SHIP2 expression (19.2% vs 64.3% , P <0.05; 26.9%
vs 85. 7% , P < 0.05). Multivariate analysis revealed that the expression of SHIP2 was an independent
prognostic factor for patients with LSCC. Conclusion  SHIP2 might play a critical role in the initiation and
progression of LSCC , and might be a valuable prognostic marker of the tumor.
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