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ABSTRACT Objective: To explore the expression and correlation of XIAP and survivin in primary hepatocellular carcinoma
(HCC). Methods: 60 patients with HCC treated in our hospital were selected, and the expression of XIAP and survivin in HCC tissues
and adjacent mucosa were detected by immunohistochemistry staining. Results: Comparatively, the positive rate of XAIP and survivin in
HCC tissues were significantly higher than that of adjacent mucosa, the difference was statistically significant. The expression intensity of
XIAP and survivin had nothing to do with the tumor size, but it expressed highly with the decrease of differentiation degree of tumor, and
the differences between different differentiation degree were statistically significant; positive correlation existed between XIAP and
survivin. Conclusion: High expression of XIAP and survivin in tumor tissues can promote the incidence, proliferation, metastasis and
drug resistance of tumor, as well as reduce the tumor differentiation degree, increase the malignant grade of liver cancer. In addition,
there are possible synergies between XIAP and survivin, but their correlation and mechanism needs further exploration.
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Table 1 Comparison of the positive rate of XIAP and survivin in HCC tissues and adjacent mucosa

HCC tissues Adjacent mucosa
Total
Cases Positive rate( % ) Cases Positive rate( %)
XIAP 60 51 85.00* 8 13.33
survivin 60 49 81.67* 4 6.67

i 5EFARLLE, *P<0.05,
Note: Compared with adjacent mucosa, *P<0.05.
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Table 2 Grading of XIAP and survivin in HCC tissues of different differentiation degrees (xt s)

Differentiation degree of HCC Tumor size
Low Medium High P >5cm <5cm P
Cases 13 29 18 29 31
XIAP 13.12+ 3.41 9.04+ 2.79 3.45+ 2.56 <0.05 10.34%+ 4.13 9.95+ 3.84 >0.05
survivin 13.23% 2.67 11.00+ 3.24 5.45% 2.13 11.01+ 3.89 10.96x 3.45
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