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[Abstract] Objective To research the effect of the HBV antigen to the pathological differentiation de-
gree of HBV-associated hepatocellular carcinoma (HCC). Methods The results of HBV serological ,immuno-
histochemical and pathological examination in the patients with HBV-associated HCC were collected and input
to the IBM SPSS21 software. The comparison of enumeration data conducted the statistical analysis by using
the Chi-square test and Fisher exact probability method. Results A total of 260 cases of data conforming to
the inclusion standard were collected. Among them,152 cases (58.5%) were the composite modes of serum
HBsAg(+),HBeAb(+) and HBcAb(+ ) ,and 149 cases (57.3%) were the moderate and low differentiation
type HCC. In the HCC immunohistochemistry detection, 206 cases (79. 2%) were HBsAg positive, among
them,5 cases (1.9%) were the high differentiation type and 201 cases (77.3%) were the moderate and low
differentiation type;54 cases (20. 8%) were HBsAg negative in HCC immunohistochemistry,among them,5
cases (1.9%) were the HCC high differentiation type and 49 cases (18.9%) were the moderate and low dif-
ferentiation type. In HCC immunohistochemistry, the HBsAg positive and HBsAg negative had statistical
difference between the HCC high differentiation type with middle and low differentiation (P <Z0. 05). The
high differentiation with middle and low differentiation in HBV-associated HCC was negatively correlated
with HBsAg in HCC tissue (»=0. 144, P <C0. 05). The differences of influence of HBsAg(+),HBeAb(+),
HBcAb(+) ,serum HBsAg,HBeAg and HCC tissue HBcAg on the high differentiation with middle and low
differentiation of HBV-associated HCC had no statistical significance (P >>0. 05). Conclusion The longer ex-
istence and higher concentration of HBsAg in liver tissue can lead the lower differentiation degree of HBV-as-

sociated HCC.
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