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Expression of SHCBP1 in Hepatocellular Carcinoma and Its Clinical Significance. Tao Hanchuan,Gu Chengyu,Cai Bing. Department of
Hepatobiliary Surgery, Affiliated Wuxi People's Hospital of Nanjing Medical University, Jiangsu 214023, China

Abstract Objective To investigate the expression of SHCBPI in hepatocellular carcinoma, and evaluate the role of SHCBP1 in the
development and progression of HCC. Methods RT - PCR,real — time PCR,immunohistochemistry and were used to detect the expres-
sion of SHCBP1 in 52 pairs of human HCC specimens and human normal tissue. The results were statistically evaluated. Results (DThe
expression of SHCBP1 mRNA level had evident individual differences among human normal tissue. Compared with the adjacent tissues, the
expression level of SHCBP1 in hepatocarcinoma tissue was significantly higher than that in non - HCC tissue and the mean time was 3. 33
(P <0.05).@2The immunohistochemical staining showed that the expression of SHCBP1 was obviously up - regulated in HCC, and down
- regulated or absence in non — HCC tissue. The dyed mainly accumulated in the membrane of HCC cells. @) Western blot results showed
that SHCBP1 protein was highly expressed in HCC tissues. In contrast, the no or low expression was detected in paracancerous tissues ;@
The clinical data showed that the expression of SHCBP1 had no correlation with gender, age, stage; but it was positively associated with
tumor size, number, vascular invasion and metastasis, the differentiation degree (P <0.05). Conclusion SHCBPI gene is up - regula-
ted in HCC tissue. It may play important roles in activation of intracellular signal transduction pathway. Study of SHCBP1 gene will pro-

vide new therapeutic target for targeted therapy of Hepatocarcinoma.
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