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Expression significance of cellular inhibitor of apoptosis proteins 2 in patients with hepatitis B related HCC
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[ Abstract |

Objective To investigate the significance of cellular inhibitor of apoptosis proteins 2 (cIAP2) expression in the

patients with hepatitis B and non- hepatitis B related hepatocellular carcinoma (HCC). Methods The medical record data and tissue
samples in the patients with HCC resection operation were collected. Expression of cIAP2 in HCC cancer lesion, adjacent tissues
and cancer-distant tissues was detected by immunohistochemical staining and Western blotting. Results In the cancer lesion, para-
cancerous tissues and cancer-distant tissues of the two groups,the cIAP2 expression amount was decreased in turn. But in the non-
hepatitis B related HCC group. the ¢cIAP2 expression in the cancer- distant tissues was significantly lower than that in the HCC
cancer lesion and paracancerous tissues,while in the hepatitis B related HCC group, the cIAP2 expression amounts had no signifi-
cant difference between the caner-distant tissues and paracancerous tissues, while lower than that in the cancer lesion. Conclusion

cIAP2 is one of important mechanisms causing hepatic B related HCC and can serve as a therapeutic target point for inhibiting HCC

development and eliminating hepatitis B virus.
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