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[ Abstract] Objective To analyze the clinical data of hepatocellular carcinoma progressed from HBeAg
negative chronic hepatits B patients, retrospectively, and discuss the occurring pattern and clinical features. Methods
Total of 52 cases with HBeAg negative hepatocellular carcinoma admitted in our hospital were enrolled gender, age,
biochemistry indexes, HBV DNA load, immunology and medication compliance of these 52 patients were analyzed
comprehensively and statistically. Results Among the 52 HBeAg negative HCC patients, 18 cases (34.63%) serum
HBV DNA < 10’ copies/ml, 22 cases (42.30%) 10°-10° copies/ml, 12 cases (23.07%) > 10 copies/ml liver damage
were worse in patients with higher serum HBV DNA load. Anti-HBe (—)/anti-HBe (+) and anti-HBs (—)/
anti-HBs (+) in different distribution had no significant correlation with serum HBV DNA, while the occurrence of
anti-HBe and anti-HBs had no significant correlation with HCC. Patients with HCC in antiviral therapy group were
significantly less than untreated cases, indicating that antiviral drugs could reduce or delay the procession of HCC.
Conclusions Among patients with chronic hepatitis B of HBeAg negative, especially with liver pathological basis
such as cirrhosis, older patients, HBeAg undetected may be realized due to HBeAg natural seroconversion and HBV
DNA normalization, some patients even ouccured HBeAg undetected, which also could be caused by virus mutation.
This two kinds of patients should be alert to the occurrence of HCC.
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P 0.898

7:: A4l: HBV DNA < 10° #£l/ml, B4l: HBV DNA: 10°~10’
£ l/ml, C4l: HBV DNA > 10°# Jl/ml
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7 A4l: HBV DNA < 10’ # Jl/ml, B4l: HBV DNA: 10°~10’
¥ 1/ml, C4l: HBV DNA > 10°#% Jl/ml
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