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[ Abstract )
(TAP) family member,in non-small cell lung cancer (NSCLC ) and the correlation with p53 and bel-2. Methods The

Objective To examine and analyze the expression of Livin ,a novel inhibitor of apoptosis protein

expression levels of Livin and p53, bel-2 in 45 NSCLC, 35 paracancerous, 15 benign tumor were detected by
Livin was expressed in 28 of 45 NSCLC (62.22% ). Livin was

expressed low levels in paracancerous or benign tumors (2. 86% ,P <0.01 and 6.67% ,P <0.01). Livin expression

immunohistochemical staining ( SP). Results

had no significant relationship with clinically pathological characteristics of lung cancer patients . p53 and bel-2
expression had a positive correlation with the expression of Livin (p53:r=0.375,P =0.011;bcl-2:r=0.565,P <
0.001 ). Conclusions Livin may play a role in the carcinogenesis of NSCLC ,which may serve as a novel target for
NSCLC diagnosis and treatment . The overexpressions of Livin and p53,bcl-2 may play synergetic roles in process of

carcinogenesis of NSCLC.
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