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[ Abstract] Objective To investigate the expression of serum interleukin-17A (IL-17A) in hepatitis
B virus (HBV) related liver diseases and explore the relationship between IL-17A and HBV related liver
diseases. Methods  Peripheral blood was collected from 93 patients with HBV related liver diseases,
including 21 cases of chronic hepatitis (CH), 21 cases of liver cirthosis (LC), 23 cases of liver failure
(LF), 28 cases of primary hepatocyte cancer ( HCC). Total of 15 healthy persons were recruited as
controls. The levels of I1.-17A were detected by flow cytometry. Changes of 1L-17A in different HBV related
liver diseases, the correlations between IL-17A and ALT, AST, TBil, ALB, PT, HBsAg, HBeAg, HBV
DNA and the predictive value of IL-17A for prognosis were analyzed, respectively. Results The level of
IL-17A in HCC was significantly higher than that in CH, LC, LF and controls groups(P < 0.01). The level
of TL-17A in LF was significantly higher than that in LC and controls (P = 0.000). There was no significant
difference among mild, middle or severe CH; IL-17A in decompensated LC was higher than that in
compensated LC group(P =0.000). In addition, the deaths’ TL-17A was significantly higher than that in
improved patients’ (P = 0.036). The area of ROC for death predication was 0.726. Positive correlations
were found between IL-17A and AST, TBil, HBeAg, respectively. Negative correlation was found between
IL-17A and HBsAg. No correlation was found between IL-17A and ALT, PT, HBV DNA. Conclusions
The levels of serum I1-17A in HBV related LF, decompensated LC, HCC increased significantly. It was
correlated with some other markers of inflammation, HBsAg and HBeAg. Hence, IL-17A could become one

kind of marker reflexing inflammation and injury of liver in HBV related liver diseases, which may be used to
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predict the prognosis of patients.
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