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Expression of miR-23a and XIAP in

hepatocellular carcinoma and their significance
Ma Wei' Wu Wenyong' Wu Zhengsheng® et al
(' Dept of Gastrointestinal Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Pathology Anhui Medical University Hefei 230032)

Abstract Objective To investigate the expression and correlation of miR-23a and Xinked inhibitor of apoptosis
The ex—
pressions of miR23a in 150 HCC and 136 adjacent tissues were detected by in situ hybridization.The expressions of

protein(XIAP) in hepatocellular carcinoma (HCC) and their clinicopathological significance. Methods

XIAP and Ki-67 protein were detected by immunohistochemistry two-step method. Results  The high expression
rates of miR-23a were 48. 7% (73/150) and 77. 2% (105/136) in HCC tissues and adjacent non-cancerous tissues
respectively there was significant difference between the two groups(P=0. 001).The high expression rates of XIAP
were 25. 3% (38/150) and 22. 1%(30/136) in HCC tissues and adjacent non-cancerous tissues respectively there
was no significant difference between the two groups. The expression rate of miR-23a was higher in male than in fe—
male(P=0.037) HBsAg positive was higher than that of HBsAg negative patients(P=0. 022)

lar carcinoma was higher than that of small hepatocellular carcinoma(P=0. 021)

large hepatocellu—
and stage [ ~ I was higher than
that of stage lll ~ IV (P =0.002).While the high expression of XIAP protein in patients with small hepatocellular
the I ~ II stage was higher than Il
~ Vstage(P=0.009). In addition both of them had no correlation with age liver cirrhosis and histological grad—

carcinoma was higher than that of large hepatocellular carcinoma(P=0.001)

ing.The expression of miR23a and XIAP protein in hepatocellular carcinoma was negatively correlated by Pearson”
s correlation(r,=-0. 308 P<0.01).Conclusion miR-23a and XIAP may be involved in the development and pro—
gression of HCC.
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