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The expressions of livin in laryngeal squamous cell carcinoma
and its correlation with Bcl-2
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Abstract:Objective To explore the expression of Livin and Bcl-2 and the interrelation of Livin and Bcl-2 in
Laryngeal Squamous Cell Carcinoma(LSCC) tissue. Methods

immunohistochemical staining in LSCC tissue and normal laryngeal mucosa tissue. Results

The expression of Livin and Bcl-2 was examined by
Compared with those of
normal laryngeal mucosa tissues, the positive rate of Livin in LSCC tissues was significantly higher ( P <0. 05)
. Compared with those of normal laryngeal mucosa tissues, the positive rate of Bcl-2 in LSCC tissues was signifi-
cantly higher(P<C0. 05). The expression of Livin was closely related to TNM staging and lymphatic metastasis of
LSCC,but the expressions of Livin had no relationship with age,sex and histological grade( P>>0. 05). The expres-
sions of Livin in LSCC were positively related to the expressions of Bel-2 in LSCC(r=0. 339, P<C0. 05). Conclusion

The overexpressions of Livin may play an important role in process of the pathogenesis,development and trans-
fer of LSCC. The overexpressions of Livin and Bcl-2 may play synergetic roles in process of carcinogenesis of
LSCC.
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