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Expression of PARZ in portal vein cancer embolus and hepatocellular carcinoma
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[Abstract] Objective To investigate the expression of proteinase active receptor 2(PAR2) protein in hepatocellular carcino-
ma(HCC) and portal vessel tumor thrombosis(PVTT) to evaluate its clinical value. Methods Immunofluorescence, RT-PCR and
Western blot were used to examine the expression of PAR2 protein in cancer tissue,tumor thrombosis and cancer-adjacent normal
tissue from 21 patients with HCC. Results The expression pattern of PAR2 protein was different cancer tissue and cancer-adjacent
normal tissue. PAR2 labeling index was significantly higher in cancer tissue and PVTT than cancer-adjacent normal tissue ( P<C
0. 05). Although PAR2 labeling index was lower in cancer tissue than in tumor thrombosis,no statistical significance was observed

in PAR2 labeling index between them(P>>0. 05). Conclusion PAR2 is over-expressed in HCC and PVTT. PAR2 expression is re-

lated with the development and progression of HCC.
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