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Expression and significance of focal adhesion kinase and protein kinase B
in liver tissue of patients with hepatitis B liver fibrosis

WAN Yi,SUN Fang-fang,ZHANG Man-na
( Department of Infectious Diseases , Guiyang Public Health Treatment Center ,Guiyang 550004 , Guizhou , China)

[ Abstract] Objective: To investigate the expression and significance of focal adhesion kinase ( FAK) and protein kinase B
(PKB) in liver tissue of patients with hepatitis B liver fibrosis. Methods: The liver tissues of 75 patients with chronic hepatitis B who
underwent liver biopsy were collected and divided into group A (S0-S1 grade,n =26) ,group B (S2 grade,n =27) and group C (S3-S4
grade,n = 22) according to the degree of fibrosis ( HE and Masson staining). Baseline data such as gender, age, total bilirubin
(TBIL) ,liver stiffness measurement ( LSM) , alanine aminotransferase ( ALT) ,and aspartate aminotransferase ( AST) were collected
and compared among the three groups. The protein and gene levels of FAK and AKT in the three groups were detected by S-P immuno-
histochemistry , Western blot and real-time fluorescence quantitative PCR, and the differences between the groups were compared. Re-
sults; There was no statistically significant difference in gender and TBIL among the three groups (P >0.05). There was a statistically
significant difference in age, LSM,ALT, and AST among the three groups (P <0.05). According to S-P immunohistochemistry test, the
positive expression scores of FAK and AKT proteins in liver tissues of Group A, Group B,and Group C increased in sequence,while the
expression scores of p-AKT protein decreased in sequence (P <0.05). Western blot analysis showed that the relative expression values
of FAK and AKT proteins in liver tissues of Group A ,Group B,and Group C increased sequentially, while the relative expression values
of p-FAK and p-AKT proteins decreased sequentially ( P <0.05). After RT-PCF detection, the relative expression values of FAK and
AKT gene mRNA in liver tissues of Group A, Group B,and Group C increased sequentially (P <0.05). Conclusion: The expression
levels of FAK and AKT are closely related to the occurrence and degree of liver fibrosis in hepatitis B patients.
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